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ABSTRACT

Background & objective: Sepsis is defined as life-threatening organ dysfunction
caused by a dysregulated host response to infection. Sepsis and septic shock are major
healthcare problems, affecting millions of people around the world each year, and
killing as many as one in four. According to Sepsis-3, criteria to diagnose sepsis is
solely based on the change in SOFA score by 2 or more points. SOFA score consists
of 6 variables, which include 2 clinical parameters and 4 laboratory parameters. In
developing countries like India, with limited resource settings across the country, lack
of availability of laboratory parameters makes prognostication of sepsis early
becomes difficult according to SOFA score. Surviving sepsis campaign introduced a
newer scoring system, the QSOFA score which uses only clinical parameters to
prognosticate sepsis bed side and at the earliest. Present study in evaluating the
QSOFA score compared to SOFA score as a predictor of morbidity and mortality in
sepsis assumes more importance in lights of early identification and prognostication
of sepsis in resourse poor settings

Materials & methods: This study was a comparative cross-sectional study conducted
in R.L. Jalappa hospital among 150 individuals divided into two groups. Assessment
of SOFA and QSOFA score was done and compared its significance in predicting
mortality and morbidity like need for ventilatory support, inotropic support, renal
replacement therapy and length of ICU stay.

Results: There were 87 males and 63 females in this study. The mean age was 51.66

years .Most common etiology for sepsis was lower respiratory tract infection.

Mortality rate in the study was38.7%. The initial QSOFA score of 1,2 and 3 had
mortality rate of 5.2%, 24.1% and 70.7% respectively. Initial SOFA score of <4, 4-8

and >8 had mortality rate of 5.2%, 37.9% and 56.9% respectively. The mean SOFA




score had statistically significant correlation (P value <0.001) with respect to
assessment of ARDS and subsequent ventilator support whereas the mean QSOFA

score had a statistically significant relation in predicting need for ventilator support,

vasopressor support. Both the scores had statistically insignificant correlation with

respect to assessment of AKI and need for haemodialysis and in predicting the

probable length of ICU care

Conclusion: Both QSOFA score and SOFA score demonstrated fair to good accuracy
for predicting in-hospital mortality when applied to patients with severe sepsis. The
QSOFA scoring system can aid the physicians in early referral to health care centre,
in admitting patients to ICU, monitoring the clinical course, assessment of organ
dysfunction, predicting mortality, and for transferring patients out from the ICU and
thus in proper utilization of ICU resources in developing countries, where the

resources are limited.
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INTRODUCTION

Sepsis is defined as life-threatening organ dysfunction caused by a
dysregulated host response to infection.™® Sepsis is a major healthcare problem,
causing mortality among one in four and often even more. Similar to acute coronary
syndrome, stroke and polytrauma , early identification and early initiation of goal
directed management in the initial hours of sepsis improves outcome.*?

Sepsis currently is the tenth most common cause of mortality in the United
States and one of the most common causes of mortality in the non-coronary intensive
care units.*”

Sepsis is a syndrome of physiologic, pathologic, and biochemical
abnormalities induced by infection.! 28 day mortality and Hospital mortality of severe
sepsis in India are 57.6% and 59.3%° respectively. There is an elevated awareness
regarding long term physical, psychological, and cognitive disabilities in patients who
survive sepsis.’

The diagnosis as sepsis depends on overt symptoms of systemic illness
causing a change in the vitals of patient and aslo indication of infection through
microbial cultures and serology. While our understanding of the complex
pathophysiologic alterations that occur in septic shock has increased greatly as a result
of recent clinical and preclinical studies, mortality associated with the disorder
remains unacceptably high.’

Septic is the most common cause for hospitalization in the worldwide, patients
often hospitalized for prolonged periods of up to 2-3 weeks.” Despite the use of
appropriate antimicrobial therapy and advanced supportive care, mortality in patients

with sepsis has remained high since the past decade.?? Elderly subjects are especially
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vulnerable population and are susceptible to a wide array of infectious diseases.
Estimations suggest that the global burden of sepsis and septic shock among elderly
population is expected to be on the rise in the forthcoming years.*

Cultures and serology results will be obtained only after 24 to 72 hours. In the
initial hours of sepsis which will determine the outcome and prognosis of sepsis
patients, Physician should depend on clinical findings and the demographic data
framed in the locality to help in initial provisional diagnosis and further management
of patients. Hence various guidelines propose the use of early empirical broad-
spectrum antibiotics that will cover all the likely pathogens, and also supportive care,
early recognition and treatment of complications, and intensive monitoring to prevent
progression of organ dysfunction.® In more than quarter of the patients, aetiology is
never determined even till death or discharge.'

In India, majority of ICU burden due to sepsis is mainly attributed to multi
organ dysfunction caused by various tropical infections. Majority of patients present
with fever associated features like myalgia, arthralgia, icterus, rash, or acute
encephalitic syndrome.**** Due to varied presentation, multi organ involvement and
lack of proposed clinical diagnostic and prognostic criteria these tropical infections
often remain undiagnosed. **

Scoring systems for use in the critical care patients have been developed
from the past 30 years. They aid in prognostication of illness and a probability of in-
hospital mortality. Use of these prognostic models helps in providing information to
physicians when counseling about patient management plan and prognosis with the
patient’s care takers.

In June 2016, Third international consensus definition for sepsis and septic

shock was proposed to define the patient definitions and guidelines for diagnosis of
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sepsis based on the advances and modifications made into epidemiology,
pathobiology of sepsis and its management. According to Sepsis-3 criteria the
diagnosis of sepsis is mainly based on the change in SOFA score by 2 or more points
consequent to the infection.! SOFA score consists of 6 variables, which include 2
clinical parameters and 4 laboratory values. In developing countries like India, with
limited resource settings across the country, where rural population encounter
primary care centers initially, lack of availability of laboratory facilities makes early
prognostication of sepsis difficult according to SOFA score. Surviving sepsis
campaign has also introduced a newer scoring system, the QSOFA score which uses
clinical parameters alone to prognosticate sepsis bed side and at the earliest. QSOFA
not only directs for early intensive management but also to take decisions regarding
early referral to a tertiary care center from resource poor settings.™** Present study in
evaluating the QSOFA score as prognostic marker in patients with sepsis when
compared to SOFA score assumes more importance in lights of early identification

and prognostication in resource poor settings.
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OBJECTIVES OF THE STUDY

1) To calculate the SOFA score in patients with sepsis
2) To calculate the gSOFA score in patients with sepsis
3) To compare the above two scores with prognosis among subjects with

sepsis.
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REVIEW OF LITERATURE

HISTORY OF SEPSIS

Sepsis is one of the oldest and most elusive syndromes in medicine. The word
Sepsis is derived from the Greek sepsi meaning “make rotten”, Hippocrates (460-370
BC) first coined the term sepsis to describe the unpleasant process of organic matter
putrefaction.’® Hippocrates claimed that sepsis is a process by which flesh rots,
swamps generate foul airs, and wounds fester.*’

Avicenna, the great Persian physician/scientist/philosopher, noted the frequent
coincidence of blood putrefaction, known today as septicaemia, and fever in the
aftermath of surgery.’ In centuries that followed witnessed important discoveries
linking germs to a varied disorders including sepsis. The germ theory of disease failed
to explain the pathogenesis of sepsis since many patients succumbed to it despite
successful eradication of the microbial agent. Hence, the host response to the germ,
and not the germ per se, was proposed to be responsible for the pathogenesis of

sepsis. ™

Definition of sepsis

In 1914, Hugo Schottmuller in Germany introduced the modern definition of
sepsis: Sepsis is present if a focus has developed from which pathogenic bacteria
constantly or periodically invade the blood stream which lead to subjective and
objective symptom.?° One of the early attempts to establish a set of clinical parameters
to define patients with severe sepsis came in 1989 when Roger Bone and his
colleagues proposed the term “sepsis syndrome”.21

In 1991, sepsis was defined by ICS panel defined as a systemic inflammatory

response to infection, noting that sepsis can arise in response to multiple infectious
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causes and that septicaemia was neither a necessary condition nor a helpful term.
Instead, the consensus panel codified the term “severe sepsis” to describe instances
where sepsis is complicated by acute multi organ dysfunction, and they codified
“septic shock™ as sepsis complicated by either hypotension that is refractory to fluid
resuscitation or by hyper lactemia.?

Multi organ dysfunction syndrome is the presence of multiple altered organ
function in a patient who is acutely ill such that without intervention homeostasis
cannot be maintained. Primary MODS is the organ dysfunction which occurs early
due to the direct result of a well-defined insult and can be directly ascribed to the
insult itself. MODS that develops as a consequence of a host response is secondary
MODS and is identified within the context of SIRS.?

In 2001, a second consensus panel endorsed most of these concepts, with the
warning signs of a systemic inflammatory response, which include tachycardia or an
elevated white-cell count, occur in many infectious and non-infectious conditions and
therefore are not helpful in differentiating sepsis from other conditions.?® Thus,
“severe sepsis” and “sepsis” are sometimes used interchangeably to explain the
syndrome of acute organ dysfunction due to infection. SIRS criteria were indeed too
sensitive and non-specific®* and that, in preference to the SIRS criteria, it was
suggested that an expanded list of signs and symptoms must be used to reflect the
clinical response to infection in sepsis.®
Definitions of infection and sepsis proposed during 2001 International Sepsis
Definitions Conference®
Infection: Infection is a pathologic process which is caused by the invasion of a
initially sterile tissue or body fluid by a pathogenic microorganism.

Sepsis: It is the Presence of infection, documented or strongly suspected, with a
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systemic inflammatory response, as indicated by the presence of few of the features
listed below.
Severe sepsis: It is the organ dysfunction complicated by sepsis.
Septic shock: It is the acute circulatory failure which is complicated by severe sepsis,
characterized by persistent arterial hypotension, despite initial adequate volume
resuscitation, and unexplained by other causes.

Proposed change from SIRS to a longer list of clinical findings for the
diagnosis of sepsis.

Sepsis is suspected or documented infection with presence of some of the
enlisted variables
General variables

e Fever (core temperature >38°C)

Hypothermia (core temperature <36°C)

e Heart rate>90 beats/min or >2 Standard Deviations (SD) above normal range for
age.

e Tachypnoea

e Altered mental status.

e Oedema or positive fluid balance (>20 ml/kg over 1 day).

e Hyperglycaemia (blood glucose level >120 mg/dl) in non-diabetics.

Inflammatory variables

Leucocytosis: Leucocyte count >12,000/uL.

Leukopenia: Leucocyte count <4000/pL.

Normal Leucocyte count with >10 per centimetre band forms.

Plasma C-reactive protein >2 SD above normal value.

Plasma procalcitonin>2 SD above normal value.
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Organ dysfunction variables

Avrterial hypoxemia (PaO,/ FiO,) <300.

Acute oliguria: Urine output <0.5 ml/Kg/h for at least 2 hours.

e Creatinine >2.0 mg/dl.

e Coagulation defects: International Normalized Ratio (INR)>1.5 or Activated
Partial Thromboplastin Time (APTT) > 60 seconds.

e Thrombocytopenia (platelet count <100,000/mL).

Hyperbilirunemia (Serum total bilirubin>2.0 mg/dl).
Tissue perfusion variables
e Hyperlactatemia (>2mmol/L)

e Decreased capillary refill

Hemodynamic variables

Mean arterial pressure <70mmHg

Mixed venous oxygen saturation >70%

Cardiac index >3.5 | min/m?

Organ dysfunction parameters
PIRO Model

A new concept was proposed during 2001 International Sepsis Definitions
Conference that sepsis is mainly a heterogeneous condition and that it may be
possible to explain sepsis based of four characteristics in the same way that cancer
can be elaborated on the basis of the TMN system?.Using a variation of the TNM
approach, they developed a classification scheme for sepsis - called PIRO - that

stratify patients based on their predisposing conditions, the nature and extent of the
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insult(in the case of sepsis, infection), the nature and extent of the host response, and
degree of concomitant organ dysfunction.
P: Predisposing Factors

Innate: Deficiencies of immune response genes and genetic polymorphisms
affecting innate immune response, coagulation system, complement receptors, Toll-
like receptors and intracellular signaling.

Acquired: Burns, trauma, acquired immune deficiencies.

I: Infection

Site, quantity, intrinsic virulence, and local vs. systemic infection caused by
specific microbial pathogens.

R: Response

Differential responses based on hyper responsiveness vs. hypo responsiveness
immunosuppression; Response modifiers such as alcohol, age, sex, nutritional status,
diabetes, other preexisting diseases, and physiologic status of host.

O: Organ dysfunction

Number, pattern, and severity of organ dysfunction in response to systemic
infection, primary vs. secondary organ injury; and organ injury due to pre-existing
organ dysfunction vs. sepsis.

PIRO Model is now more of a framework for research than as a system that
has immediate clinical application. Much work is needed to characterize those
factors within each domain that affect prognosis and response to therapy.**

SIRS and MODS are not diseases or syndromes, but concepts. The four
criteria that define SIRS are non-specific manifestations of physiologic severity,
rather than distinctive manifestations of a disease process. %

However, these syndromes are characterized considering that shared biologic

mechanisms may allow the development of effective treatment for different diseases.
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Challenge lies in characterizing common pathologic processes for different

diseases.?®

Table 1: The PIRO system for staging sepsis %

Domain Present Future Rationale
Predisposition  Premorbid illness with reduced ~ Gepelic polymoarphisms in componeats In the present, premorbid factors
probability of short tem survival.  of inflammatory response (e.2. Tlr, TNF, impact on the potential attribuable
Cultural or religious beliefs. age. [L-1. CD14): Enhanced understanding morbadity and mortality of an acute
gender of specific interactions between pathogeas  insult; deleterious consequences
and host diseases of insult heavily dependent
of genetic predisposition {futare}
Insult Culture and sensitivity Assay of microbial products (LPS, mannan,  Specific therapies directed
{Infection) of infecting pathogens; bacterial DNA): gene transeript profiles against inciting insult require
etection of disease amenable demoasiration and characterization
to spurce control of that insult
Respanse SIRS. other sigas of sepsis, Noa-specific markers of activated Both mortality risk and potential
shock. CRP inflammation (e.g. PCT or IL-6) ta respond to thecapy vary with
or impaired host responsiveness non-specific measures of disease
(e.2. HLA-DRY; specific detection severty (e.g. shock): specific
of target of therapy mediator-targeted therapy
{e.z. Protein C, TNF. PAF) is predicaled oa presence
and activity of mediator
Orzan Orgzan dysfunction as number Dynamic measures of cellular response Response to pre-emptive therapy
Dysfunction  of failing organs or composite to insult — apeptosis. cytopathic hypoxia, (e.g. targeting miCro-Organism
score (e.2. MODS, SOFA, cell stress or early mediator) not possible
LODS. PEMOD. PELOD) if damage already present:
therapies targeting the injurious
cellular process require that
it be present

The Third International Consensus Definitions for Sepsis and Septic Shock (Sepsis-3)
1

Sepsis is defined as life-threatening organ dysfunction caused by a
dysregulated host response to infection. This new definition emphasizes the primacy
of the no homeostatic response by the host to infection, the potential lethality that is
considerably in excess of a straightforward infection, and the necessity for urgent
recognition.
e Organ dysfunction can be assessed by an acute change in total SOFA score-2

points following infection.
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The initial SOFA score can be taken as zero in patients who do not have pre-
existing organ dysfunction.

gqSOFAscore-2 reflects an overall mortality risk of approximately 10% in patients
suspected to have infection. Even patients presenting with modest dysfunction can
deteriorate further, emphasizing the seriousness and the need for prompt and
appropriate intervention at the earliest, if not already being instituted. Early
referral, if appropriate intensive care facilities are not available.

Patients with suspected infection can be assessed bed side with QSOFA score to
know those who are likely to have a prolonged ICU stay or to die in the hospital
Patients with septic shock can be identified as those with persisting arterial
hypotension despite initial fluid resuscitation and who may require vasopressors to
have MAP-66mmHg and having a serum lactate level>2 m mol/L (18mg/dl)
despite adequate volume resuscitation.

“Sepsis is a medical emergency” a concept that is paramount in the management
of sepsis. As with acute myocardial infarction and stroke, prompt early
identification and appropriate immediate management in the early hours after
development of sepsis improves outcomes. “SSC: Guidelines for management of
sepsis:2016” has developed a revised “hour 1 bundle” uplifting the need for
urgent assessment and treatment, including initial fluid resuscitation while
pursuing source control, obtaining further laboratory results. The main change in
the revised SCC bundle is the 3-h and 6-h bundles has been clubbed into a single
“hour-1 bundle” with sole intention of beginning resuscitation and management

immediately.**
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Hour 1 bundle includes:
e Measure lactate levels. Re measure if initial lactate >2mmol/I
e Obtain blood cultures before antibiotic administration
e Administer broad spectrum antibiotics
e Begin early administration of crystalloid at 30ml/kg for low SBP or if
lactate level > 4mmol/I
e Administer vasopressors if patient is hypotensive during or after fluid
resuscitation to maintain MAP of > 65mmHg.
Epidemiology of sepsis
Sepsis, a syndrome of physiologic, pathologic, and biochemical abnormalities
induced by infection, remains as a major public health concern, accounting for about
$20 billion (5.2%) of total US hospital costs in 2011.%" incidence of sepsis mainly
depends on how acute organ dysfunction is being defined and also the sources that are
being studied. The reported incidence of sepsis is increasing®®2**°
Factors underlying the rising incidence of sepsis:
e Increasing patient age **
e Increase in the use of immunosuppressive therapy
e Increase in the incidence of comorbidities and concomitant illness

e Increase use of invasive procedures for diagnosis and treatment

e Emergence of antibiotic resistant organisms

Although the true incidence is unknown, conservative estimates show that

sepsis is the leading cause of mortality and critical illness worldwide.®!

Furthermore, there is increasing evidence that patients who survive sepsis often have
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long-term physical, psychological, and cognitive disabilities with significant health
care and social implications.®

In high income countries, sepsis is a significant public health burden, whereas in
developing low and middle income countries its burden remains even higher due to
increased incidence of infectious disease and communicable diseases. Case fatality

rates are higher in these countries when compared to developed countries.

ETIOLOGY?®
BACTEREMI
OTHER
HINFECTIO S
i A S f TRAUMA
BURNS
PANCREATITIS

Sepsis may be a response to any class of microorganism. In fact, blood
cultures yield bacteria or fungi in only -20-40% of cases of sepsis and 40-70% of
cases of severe sepsis. Individual gram-negative or gram-positive bacteria account for
70% of these isolates; the remainder are fungi or a mixture of microorganisms.*®

The etiology of sepsis has been determined by medical advances that has led

to increased use of invasive devices and antibiotics.** Historically, gram-negative
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rods were the predominant etiologic agent; however in recent years sepsis by gram

positive cocci and fungal organisms is in the rise.®

1. Gram-negative bacteria-Enterobacteraceae , pseudomonas, Haemophilus species

2. Gram-positive bacteria-Staphylococcus aureus, coagulase-negative staphylococci,
enterococci, Streptococcus pneumonae , other streptococci.

3. Fungi

4. Polymicrobial

5. Classic pathogens -Neisseria ~ meningitides, S.pneumoniae, Haemophilus

influenzae, and Streptococcus pyogenes

Table 2: Micro organisms involved in episodes severe sepsis

Gram-ve 35 44 40

organism
Gram +ve 40 24 31
organism
Fungi 7 5 6
Poly- 11 21 16
microbial

The most common foci of infection include respiratory and urinary tract. The
respiratory and genitourinary systems combined are the source in 65.3% of patients
with sepsis aged >65 years, vs. only 49.3% in those younger patients. Whereas
younger patients are at increased risk of gastrointestinal sources, skin and soft tissue

sources compared to older adults.*
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We are in a way unfortunate in that we see merely the usual causes of sepsis
and MODS encountered in West, but also certain infections peculiar to tropical and
developing countries.

These infections to which we are exposed are not just related to geography or
climate, but are significantly related to environmental and socioeconomic conditions
that prevail in involved part of the world.*” Infections like fulminant falciparum
infections, severe leptospiral infections and hemorrhagic fevers sometimes cause life
threatening organ dysfunction and have several overlapping features.
Pathophysiology.

Sepsis is triggered most often by bacteria or fungi that do not ordinarily cause
systemic disease in immunocompetent hosts. To survive within the human body,
these microbes often exploit acquired deficiencies in host defenses, indwelling
catheters or other foreign matter, or obstructed fluid drainage conduits.

Host Response to infection:

Earlier days it was assumed that the development of clinical features in sepsis
is mainly due to the overly exuberant inflammation, whereas recent evidences
conclude that the initial inflammatory response will give way for the development of
compensatory anti-inflammatory response. It has become apparent that that initial
infection will trigger more complex and variable host response. Hence host response
will include both pro-inflammatory and anti-inflammatory immunosuppressive
response. The extent of these two reactions are determined by both the host factors
(age, comorbid illness, genetic characteristics, medications) and the pathogen factors
(virulence and microbial load). Host response is mainly aimed at initiating tissue

repair following pathogen invasion.
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Pathogens express molecular patterns on their surface which are recognized
by the pattern recognition receptors(PRR)which are present over host cell surface,
these receptors mainly include the toll-like receptors (TLRs) and the C Type lectin
receptors (CLRs). Collateral tissue damage and necrotic cell death occurs as a
consequence of exaggerated inflammation, this results in release of danger molecules
which will perpetuate inflammation.

The innate immunity response is the first line of defense towards invading
pathogens. Recognition of microbe and its components, activation of phagocytosis,
activation of complement system and coagulation cascade and also production of
acute phase reactants. Adaptive immunity includes responses of cell-mediated and
humoral immunity.*®
Innate immune response
The natural mechanical barriers to pathogen invasion are formed by the skin
externally and by mucous membranes internally. These mechanical barriers are in co-
operation with the commensal flora. In the hospital, patient’s indwelling catheters and
intravenous cannulas must be considered as potential sources of infection.* various
structural components of the pathogen may be involved in the pathogenesis of sepsis,
detection of which may aid in development of therapeutic targets. Endotoxin and
exotoxin produced by bacteria trigger the immune cells via molecular patterns

expressed over pathogen.*
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Figure 1: Role of innate immune response in sepsis **

The invading pathogen will activate the immune cells by interaction with pattern
recognition receptors (PRR).*

four main classes of PRR include- toll-like receptor, C Type lectin receptors, retinoic
acid inducible gene 1-like receptors and the nucleotide-binding oligomerization
domain like receptors. These receptors will recognize unique cell-wall molecules
present over microbes known as pathogen-associated molecular patterns (PAMPS).
This will result in initiation of innate immunity by up regulation of inflammatory
gene transcription. The same molecular receptors also sense the endogenous
molecules which are released from the damaged cells, called as damage associated
molecular patterns (DAMPs). Macrophages and monocytes secrete pro inflammatory
cytokines. Adhesion molecules on endothelium are produced by activated Neutrophils
and endothelial cells, these adhesion molecules help to kill the pathogens, but also

cause damage to the endothelium. Activated Macrophages release VEGF-like
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mediators, which will increase the vascular permeability and contribute to

coagulation and inflammatory processes.*?*?

Adaptive immune response

Following the initial pathogen invasion and host-pathogen interaction there
will be activation of adaptive immune response, this immune response coordinates the
defense responses involving both the humoral and cellular immune response . The
humoral immune response is mediated by the antibodies which are produced by
plasma cells which belong to B cell lineage, whereas the cellular immune effectors
are the T Lymphocytes.** Activated phagocytes destroy the pathogen with the help of
complement activation or by recognition by antibodies.*®

Effector T cells are mainly secreted by Thymus in early life, maintained
throughout life by the peripheral lymphoid organs. Upon exposure to antigen there
will be activation of macrophages, natural killer cells, cytotoxic T-lymphocytes and
various inflammatory cytokines. Viruses and the intracellular bacteria are mainly
targeted and destroyed by Cytotoxic T-lymphocytes (CD8). The Helper T cells (CD4)
differentiate into type 1 helper T-cells (Thl) and type 2 helper T-cells (Th2) and
secrete cytokines. Thl secretes pro-inflammatory cytokines which trigger
inflammation whereas the Th2 cells secrete anti-inflammatory cytokines which tries
to curtail inflammation. Pro inflammatory mediators mainly include (e.g. interleukin-
1 (IL-1), interleukin-6 (IL-6) and tumor necrosis factor-alpha (TNF-o) and anti-
inflammatory mediators mainly include (e.g. interleukin-4 (IL-4) and interleukin-10

(1L-10)) %",
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Figure 2 : Pathophysiology of Sepsis **

Coagulation abnormalities

Altered coagulation profile invariably accompanies severe sepsis in most
patients. This frequently leads to disseminated intravascular coagulation (DIC).
Excessive fibrin deposition is mainly driven by the coagulation system via activated
Tissue factor which is a trans-membrane glycoprotein and by impaired
anticoagulation mechanisms which include protein C system and the Antithrombin.
Molecular link between the coagulation pathway and the inflammatory cascade is
formed by the Protease- Activated Receptors (PARS). There are four subtypes of
PARs, in sepsis PAR1 has been implicated. When PARL is activated by low dose of
thrombin or by Protein C it exerts cyto-protective effect, but when this PAR1 is
activated by high doses of thrombin it mainly exerts disruptive effects on the

endothelium 2.
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There will be activation of coagulation as well as concurrent impairment of
anticoagulation system due to the deceased activity of endogenous anticoagulant
system which is mediated by the activated protein C, anti-thrombin and the inhibitor
of tissue factor pathway, this will ultimately lead to the formation of micro vascular
thrombosis in sepsis, this micro vascular thrombosis is further augmented by the
impaired fibrinolysis via excessive release of PARL. Dying neutrophils release
Neutrophil Extracellular Traps (NETs) which will further facilitate thrombus
formation. Thrombus formation will ultimately lead to tissue hypo perfusion which
will be further aggravated by the vasodilatation and hypotension in severe sepsis.*?
Complement cascade.

Complement cascade also gets activated in par with the coagulation system,
both the pathways mutually interact at several stages and aggravate the inflammatory
response. *' The major function of the activated complement cascade is to defend
against the pyogenic bacterial infections, it acts as a bridge between the adaptive and
the innate immune system. Activated complement pathways plays a role in
elimination of products of inflammatory injury and to clear the immune complexes.
Complement components in the circulation are activated by three pathways:

1. The classical pathway which is initiated by the binding of complement
component C1q to the antigen antibody complex,

2. The lectin pathway which is initiated by the binding of mannose-binding lectin
that are present over the bacterial cell wall

3. The alternative pathway which is initiated after exposure to invading pathogens

surface molecules
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Figure 3 : The Complement Cascade *

The complement pathway convertases which mainly include the C3 convertase and

the C5 convertase eliminate the pathogen by aiding opsonisation and phagocytosis via

the macrophages and the neutrophils.*’

Anti-inflammatory mechanisms and immunosuppression
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The potential harmful effects of the pro-inflammatory response is attenuated
by the immune system via the humoral, cellular and the neutrally mediated
mechanisms. Tissue repair can be promoted by phagocytes by switching over to the
anti-inflammatory phenotype. The regulatory T cells and the myeloid derived
suppressor cells will further curtail the inflammation. Via the Neuro-inflammatory
reflex the Vagus nerve carries the afferents to the brainstem from where the
information is relayed and via the efferent vagus nerve the splenic nerve in the celiac
plexus is activated, this results in release of nor-epinephrine in the spleen and acetyl-
choline by subset of CD4+ T cells. This acetyl-choline will target the a7 cholinergic
receptors which are present over the activated macrophages and leads to the
suppression of pro-inflammatory cytokine release.

There is an evidence of immunosuppression among patients who depend on
critical care despite surviving through early sepsis this in part is reflected by the
decreased expression of KLA-DR present over the myeloid cells. These subset of
patients will usually have an ongoing foci of infection despite extensive antimicrobial
therapy. Recent post mortem studies on splenocytes in patients who succumbed due
to sepsis in ICU have shown strong functional impairments. Apart from splenocytes
the lungs also showed similar evidence, both these organs had an increased

expression of inhibitory receptor ligands of T cells.*?
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Endothelium and inflammation

Numerous pro-inflammatory and anti-inflammatory mediators are being
synthesized by the vascular endothelial cells. Vascular endothelial cells play a vital
role in maintaining and regulating the vascular tone, activation of platelets and the
leucocytes, they are involved in coagulation cascade and angiogenesis. They also
produce various proteins which will alter the permeability of the vessel leading to
leakage of fluid and larger molecules like antigen-antibody complexes. Chemotaxis of
neutrophils and monocytes occurs by the adhesion of microbial antigen to the
endothelial surface, increase in the permeability leads to the migration of neutrophils
to the surrounding injured site. Microbial antigens and the endotoxin promote

activation of neutrophils and the release of pro-inflammatory mediators.*°

SEPSIS AND ORGAN DYSFUNCTIONS

The pathologic mechanisms that underlie multiple organ dysfunction in
patients with sepsis is only partly understood. Key factor involved is the impaired
tissue oxygenation. Multiple other factors like hypotension, decrease in red cell
deformability and micro-vascular thrombosis also contribute to decreased oxygen
delivery and thus organ dysfunction in sepsis. Subcutaneous edema and body-cavity
edema in sepsis patients is mainly attributed to vascular endothelial dysfunction and
loss of its barrier integrity.*>* Impaired cellular oxygen is also attributed to oxidative
stress which causes damage to the mitochondria.>*
DEFINING ORGAN DYSFUNCTIONS *

Acute cardiac dysfunction : In patients with sepsis who do not have any
evidence of acute coronary syndrome, pulmonary embolism, dysrrythmia or cardiac

tamponad .
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e Evidence of left or right ventricular failure
e Elevated ventricular filling pressure

e Low cardiac index (<2.2L/min/m?)

Acute Respiratory failure:
e Requirement of ventilator support with a FiO, of >0.4
e ARDS if need for positive end expiratory pressure is >5cmH>0
Acute renal dysfunction:
e Serum creatinine level >2mg% or
e In a patient with prior kidney disease- Doubling of the admission
Creatinine
Liver dysfunction :
e Total bilirubin level >2mg% and
e Tansaminases and lactate dehydrogenase levels at least twice the upper
limit of normal.
Disseminated intravascular coagulation: evidence of spontaneous hemorrhage
from two or more regions along with
e Platelet count of <50,000/cu.mm
e Elevated fibrin degradation products and
e Fibrinogen of <200%.

Neurological dysfunction : Glasgow Coma Scale (GCS) of < 7/15.
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CLINICAL MANIFESATIONS AND ETIO-PATHOGENESIS:

ACUTE RENAL FAILURE AND SEPSIS
Acute kidney injury secondary to sepsis has been noted in >50% patients in
the ICU. This is associated with an elevated risk of in-hospital mortality by six-to
eight fold. Mechanism behind renal injury is poorly understood. Even in the absence
of overt hypotension approximately 25% patients are prone to develop renal injury.
Beyond mere organ ischemia Current hypothesis includes the combinations of
widespread  micro-circulatory  abnormalities and inflammation.  Clinical
manifestations include oliguria, elevated blood urea levels and serum creatinine levels
frequently requiring renal replacement therapy.*?™*
RESPIRATORY SYSTEM AND SEPSIS
ARDS is associated mortality rate of 50% to 70% in the United States. The
proposed pathology behind this is injury to the alveolar capillary endothelial cells and
the type | Pneumocytes attributed to oxidative stress and free radical injury leading to
accumulation of edema fluid in the alveoli and the interstitium. ARDS clinically
presents as arterial hypoxemia and bilateral infiltrates on chest radiograph of non-
cardiac origin within 7 days of sepsis.
ARDS is graded based on the Berlin’s scrore: which include. 42
e Mild ARDS - PaO,/FiO, of 201-300mmHg

e Moderate ARDS - PaO,/FiO; of 101-200mmHg

e Severe ARDS - PaO,/FiO, of <100mmHg
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CARDIOVASCULAR SYSTEM IN SEPSIS

Two most frequently involved organs in sepsis are the heart and lungs.
Cardiac compromise typically manifests as arterial hypotension. This further leads to
organ organ dysfunction as well.>® Factors responsible for hypotension mainly
includes frank hypovolemia, diffuse capillary leakage leading to mal-distribution of
blood flow. Decrease in systemic vascular resistance or depressed myocardium.
Following initial fluid resuscitation, hypotension still persists requiring vasopressors.
Studies have shown a reduction in ejection fraction up to 40% in sepsis.>* The major
molecules which are involved in producing cardiac depression in sepsis are TNF, IL-
1B and NO.>® The cardiac dysfunction findings include:
1. Reduced Ejection fraction
2. Elevated end diastolic and end systolic volumes of ventricles with maintained

stroke volume

3. Increased heart rate
4. Decreased systemic vascular resistance

CENTRAL NERVOUS SYSTEM AND SEPSIS

Coma or delirium are the typical presentations of nervous system dysfunction
in sepsis. There will be no focal lesions or electro-encephalogram findings usually
suggesting a non-focal encephalopathy. The Pro-inflammatory response to sepsis
manifests as delirium without any objective evidence of primary nervous system
infection. Other neurological manifestations of prolonged sepsis are critical illness
polyneuropathy and myopathy. The proposed mechanisms for nervous sytem
dysfunction are disseminated micro abscesses via hematogenous route, multiple
microscopic infarctions due to coagulation abnormality, oxidative injury and

imblanace in neurotransmitters.>®
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SEPSIS INDUCED THROMBOCYTOPENIA

Hemophagocytosis of megakaryocytes and transient bone marrow suppression
lead to decrease in platelet count in sepsis. The incidence of which is about 35-44%.
A count of <100,000 is noted in 12-15% of patients.>’
THE ENDOCRINE SYSTEM DURING SEPSIS

Elevated sugar levels and increase in insulin resistance has been encountered
most commonly in sepsis. There is depressed production of Corticosteroids and
vasopressin. Studies have shown optimal sugar control can confer survival benefit in

sepsis.”®*

ADDITIONAL CLINICAL MANIFESTATIONS

The clinical presentation of the septic response are superimposed on patient’s
primary illness. Hyperventilation is often an initial feature of the septic response.>

Disorientation, delirium and other manifestations of encephalopathy may also
develop early especially in the elderly and in individuals with preexisting neurologic
impairment. Focal neurologic signs are uncommon, although preexisting focal
deficits may become more prominent.* *°

Hypotension and DIC predispose to acro cyanosis and ischemic necrosis of
peripheral tissues, most commonly the digits. Cellulitis, pustules, bullae, or
hemorrhagic lesions may develop when hematogenous bacteria or fungi seed the skin
or underlying soft tissue.*

Gastrointestinal manifestations include nausea, gastro-enteritis presenting as

emesis and diarrhea. Upper gastrointestinal bleeding secondary to stress ulceration.

Obstructive jaundice secondary to cholestasis. Persistent arterial hypotension may

lead to acute ischemic hepatitis or bowel necrosis secondary to ischemia.>®
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Differential Diagnosis

The following serious medical conditions may mimic sepsis:

e Cardiogenic shock

e Extensive myocardial infarction

e Saddle Pulmonary Embolism

e Major hemorrhage

e Hypo adrenal crisis

e Acute pancreatitis

e Diabetic ketoacidosis

TREATMENT®*®

1. Identification and removal of the septic foci

e Removal of infected catheters or venous access devices

e Identification and drainage of abscess

e Debridement of infected tissue

2. Fluid resuscitation guided by vital signs (including central venous pressure) and

urine output

3. Initiate vasoactive agents if needed.

4. Obtain antimicrobial cultures

5. Broad-spectrum antibiotics

6. Supportive management of other symptoms
a. Oxygen, to keep saturations more than 90 mmHg
b. Treatment of delirium, nausea, vomiting and pain.
c. Intravenous Insulin for hyperglycemia

d. Initiate prophylactic measures for venous thromboembolism and
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gastrointestinal hemorrhage

e. Initiate lung protective ventilation strategies
Protocols and guidelines

The SCC guidelines has revised the initial 6 hours bundle for resuscitation and
the initial 24 hours Management Bundle following hospital admission and the sepsis
diagnosis into hour 1 bundle for immediate management of sepsis.>* Mortality in
patients with severe sepsis has decreased when these SSC guidelines or modified
protocols have proposed initial goal directed therapy to prevent organ damage. The
Spanish study was able to show prospectively how better compliance with the
bundles decreased mortality.®*

SCORING SYSTEM

The first ICU model of disease severity, the Therapeutic Intervention Scoring
System (TISS), was proposed in 1974%.25 years later a number of physiology based
ICU scoring systems have developed to aid in assessment of in-hospital mortality

rates. Scoring systems essentially consists of two parts:
e A severity score (generally the higher this is the more severe the condition).

e Calculated probability of mortality.®

VARIOUS SCORING SYSTEMS 15646566

General important scores

APACHE (Acute Physiology and Chronic Health Evaluation)
e MPM (Mortality Probability Model)

e LODS (Logistic Organ Dysfunction Score)

e SOFA (Sequential Organ Failure Assessment)

e SAPS (Simplified Acute Physiology Score)
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e Multiple Organ Dysfunction Score

e QSOFA (Quick Sequential Organ Failure Assessment)

SOFA SCORE

SOFA is the most commonly used organ dysfunction assessment model.
Most of the variables considered in these systems are easily available and obtained
from critical care settings.

Initially Sepsis related organ failure assessment score, was proposed to
estimate the organ dysfunction sepsis patients®’. Further, it was renamed the
sequential organ failure assessment because its utility was not restricted merely to
sepsis. The SOFA score is a six-organ dysfunction/failure score measuring organ
failure daily. Each organ is graded from 0-4 providing daily score of 0-24 points.
SOFA score assessment initially can serve as prognostic indicator. Mean and highest

SOFA scores are particularly useful predictors of outcome.*®®*

Table 3: SOFA score®

sCatecholamine Doses = ug/kg/min for at least hr
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The prognosis in sepsis is also dependent on the patient’s underlying health
status, development of adverse consequences, organ dysfunctions and prevention of
complication.

QSOFA SCORE :

The 2016 sepsis campaign proposed that the utility of SOFA score outside
ICU and in areas with limited resources would be impractical, hence it introduced a
new scoring system, the Quick SOFA Score, which had 3 clinical variables which
can be assessed bedside, without any aid for laboratory or advanced assistance. The
score includes 2 vital signs and a brief neurological evaluation. The score consists of
1 point for each of hypotension (SBP <100 mm Hg), tachypnea (respiratory rate
>22/min), and altered mental status, positive score is considered as 2 or 3 points. =

Table 4: QSOFA score:*®

SBP < 100mmHg 1
Respiratory rate > 22/min 1
Altered mental state 1

In developing countries, in areas with limited resources where appropriate
laboratory facilities are unavailable, when patients contacts primary care initially, a
quick estimation of severity of sepsis and the probable need for intensive care, can
aid in early referral/ early intensive care with initial goal directed therapy. The 2018
sepsis hour 1 bundle stressed on early goal oriented therapy which can prevent organ
dysfunction and thus have a good prognosis in sepsis . Hence there is need for
studies that assess the significance of QSOFA score, which can guide in early

identification of severity and prognosis of sepsis especially in developing countries.
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REVIEW OF LITERATURE
1. Shannon M et al, conducted a study on prognostic accuracy of the QSOFA score
for Mortality in patients with Infection, Thirty-eight studies were clubbed (n=
385 333). For mortality the qSOFA had a pooled sensitivity of 60.8% and a pooled
specificity of 72.0%. The SIRS had a pooled sensitivity of 88.1% and a pooled
specificity of (25.8%).This study concluded gSOFA can be rapidly scored bedside
without laboratory assistance, and it will facilitate prompt identification of infection
that poses a greater threat to life. If appropriate laboratory tests have not already been

undertaken, this may prompt testing to identify biochemical organ dysfunction.”

2. S Todi, S Chatterjee and M Bhattacharyya conducted a study at AMRI Hospitals,
Kolkata. Total of 1,344 sepsis patients were studied. There were no SIRS in
31.3% and SIRS without organ dysfunction in 51.6%. SIRS with organ
dysfunction was found in 230 (17.1%) patients, of which 54 (23.5%) were not due
to sepsis and 176 (76.5%) were due to sepsis. The incidence of severe sepsis was
13.1% of all admissions. The mean age of the study population was 54.9 years
(SD 17.6), of which 67% were male. ITU mortality of all admissions was 13.9%

and that of severe sepsis was 54.1%. °

3. Acharya SP, Pradhan B,Marhatta MN of Department of Anaesthesiology,
Tribhuban University Teaching Hospital, Maharajgunj, Kathmandu, Nepal in their
study Application of SOFA score in assessing outcome in SIRS concluded that the
non survivors had high initial, mean and highest SOFA scores when compared to
survivors. (p value = 0.002). Delta SOFA was not significantly associated with

outcome. The initial SOFA score > 11 predicted a mortality of 90%. Similarly,
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mean SOFA score of > 7 predicted a mortality of 73.9% and high SOFA score >
11 predicted a mortality of 87.5Thus mean, high and initial SOFA scores were
helpful in predicting between the

survivors and the non-survivors™.

Lauren J et al, Study on Prognostic accuracy of age-adapted SOFA, SIRS,
PELOD-2, and qSOFA for predicting in-hospital mortality among patients with
sepsis, Of 2594 paediatric ICU admissions due to infection, 151 (5.8%) children
died, and 949/2594 (36.6%) patients died. A > 2-point increase in each score was
associated with a crude mortality increase from 3.1 to 6.8% for SIRS, from 1.9 to
7.6% for age-adapted SOFA, from 1.7 to 7.3% for PELOD-2, and from 3.9 to
8.1% for gSOFA (p <0.001). The outcome discrimination was significantly
higher for SOFA (adjusted AUROC 0.829; 0.791-0.868) and PELOD-2 (0.816;
0.777-0.854) than for qSOFA (0.739; 0.695-0.784) and SIRS (0.710; 0.664—
0.756). This study concluded that the predictive value of gSOFA to identify
patients with organ dysfunction was poor, and may not be of suficient clinical

value to be used routinely as a screening tool for patients within the ICU."

. Flavio Lopes Ferreira, Daliana Peres Bota study concluded organ dysfunction
assessment sequentially during the first few days of ICU admission serve as good
predictor of prognosis. The mean and highest SOFA scores are particularly useful
predictors of outcome. Independent of the initial score, within 48 hours an

increase in SOFA score indicates high mortality of at least 50%"°.
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MATERIALS AND METHODS

A prospective observational study titled “PROGNOSTIC ACCURACY OF
gSOFA SCORE COMPARED TO SOFA SCORE AMONG PATIENTS WITH
SEPSIS” was done at Sri Devraj Urs Medical College attached to R L Jalappa
Hospital , Tamaka, Kolar after obtaining the approval from the institutional Ethics
Committee.

Study site: This study was conducted in the Department of General Medicine,
R.L.Jalappa hospital and research centre.
Study population: This study was conducted in R.L.Jalappa hospital in patients of
sepsis who fulfilled inclusion and exclusion criteria.
Study design: The current study was a prospective observational study
Sample Size:

The sample size for the study is estimated based on the difference in proportions
in SOFA and Qsofa score in a study by Yutaka U, Hiroshio O, Satoshi G, Shigek K,
Daizoh S, Toshihiko M, et al” to detect an effect size of 20% with 80% power, 95%
confidence interval , the estimated sample size is 96. However 150 patients with

sepsis were included in the study. ™
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Sample size estimation formula:

sample size = Zy.° p (1-p) / d?

Here,
Zi1.4» = Isstandard normal varaite (at 5% type 1 error (p<0.05) it is 1.96
and at 1% error

(p<0.01) it is 2.58). As in majority of studies p values are considered
significant below

0.05 hence 1.96 is used in formula

P = expected proportion in population based on previous studies or pilot
studies.
d = absolute error or precision.

Sampling method: All the eligible subjects were recruited into the study consecutively
by convenient sampling till the sample size is reached.

Study duration: The data collection for the study was done between November 2017

to September 2019 for a period of 2 years.

INCLUSION CRITERIA
e Patients above 18 years of age.

e Patients admitted to medicine department with sepsis. ( According SCC-3

guidelines: that is patients with SOFA score of >2)

EXCLUSION CRITERIA

e Patients with pre-existing organ dysfunction prior to infection (chronic kidney
disease, decompensated liver disease)

e Patients discontinuing treatment.

Ethical considerations: Study was approved by the institutional ethics committee.
Written informed consent was taken from all the study subjects. The risks and benefits

involved in the study and the voluntary nature of participation were explained to the
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participants before obtaining consent. Confidentiality of the study participants was

maintained.

Data collection tools: All the relevant parameters were documented in a structured

study proforma.

The study requires investigations such as:

» Complete blood count
* Blood, Urine, Sputum culture

* CRP

* Renal function tests
* Liver function tests

* ABG

* Chest X-ray
* Serological tests

Methodology:

1. Patients admitted to medicine department with sepsis as per sepsis
definitions (SOFA score > were taken up for the study.

2. Informed written consent was taken.

3. A detailed history was elicited from the patient or a reliable relative. The
duration of onset and progress of the presenting symptoms were
documented

4. A complete physical examination was done.

5. After an initial evaluation at admission the patient was followed up till
discharge or death or a maximum period of 5 days.

6. The progress of the patient was assessed at regular intervals by the
Sequential Organ Failure Assessment score and Quick Sequential Organ
Failure Assessment score.

7. The need for supportive management was noted. Which included inotropic
support, dialysis, ventilator support and ICU care.

8. The outcome of the patient in terms of morbidity (length of ICU stay, need

for ventilator support, inotropic support, and dialysis) and mortality was

documented in terms of SOFA score and QSOFA score.
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Statistical analysis. 820204674

Data was entered into Microsoft excel data sheet and was analysed using SPSS 22
version software. Categorical data was represented in the form of Frequencies and
proportions. Chi-square test or Fischer’s exact test (for 2x2 tables only) was used as
test of significance for qualitative data. Continuous data was represented as mean and
standard deviation. Independent t test was used as test of significance to identify the
mean difference between two quantitative variables. SOFA and QSOFA score were
further analysed using the receiver operating characteristic (ROC) and optimal cut-off
points were chosen for the calculation of sensitivity, specificity. A test that predicts an
outcome no better than chance has an area under the ROC curve of 0.5. An area under
the ROC curve above 0.8 indicated fairly good prediction.

Graphical representation of data: MS Excel and MS word was used to obtain various
types of graphs

P value (Probability that the result is true) of <0.05 was considered as statistically
significant after assuming all the rules of statistical tests.

Statistical software: MS Excel, SPSS version 22 (IBM SPSS Statistics, Somers NY,

USA) was used to analyse data
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RESULTS

This study was carried out in the period of November 2017 to September 2019 and
150 patients were studied.

The subjects were in the age group of 20 to 95 years.

Of 150 patients of sepsis, 87 were male and 63 were females

Table 5: Age distribution of study patients

Age group Frequency Percent
20-39yrs 24 16.0
40-59yrs 57 38.0
60-79yrs 50 333
80-99yrs 19 12.7

Total 150 100.0

Mean + SD: 51.66+18.93

= 20-39yrs = 40-59yrs = 60-79yrs = 80-99yrs

Figure 4: Age distribution of patients studied

Highest numbers of cases were in age group of 40 to 59 years i.e. 57 patients (38%)

followed by 60 to 79 years in 50 cases (33.3%).
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Table 6: Gender distribution of study participants

Gender Number of patients Percentage
Male 87 58.0

Female 63 42.0
Total 150 100

Out of 150 patients, 87 were males and 63 were females

= Female = Male

Figure 5: Gender distribution
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Table 7a: Clinical symptoms distribution of patients studied

Clinical symptom Frequency Percent
Fever 115 76.7
Headache 3 2.0
Cough 63 42.0
Breathlessness 52 34.7
Altered Sensorium 45 30.0
Vomiting 21 14.0
Abdominal Pain 13 8.7
Decreased Urine output 1 0.7

Decreased Urine output |
Abdominal Pain s

Vomiting  ——

Altered Sensorium I

Breathlessness IE———————

Cough

Headache ®

Fever

0

20 40
Percentage

60 80 100

Figure 6a: Symptoms distribution
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Table 7b:- Frequency of distribution of other symptoms

Frequency Percent
Abdominal distension 1 0.7
Anuria 1 0.7
B/L lower limb swelling 4 2.7
Burning micturition 12 8.0
Facial puffiness+ 2 1.3
Haemoptysis 1 0.7
Left sided chest pain 1 0.7
Loose stools 17 11.3
U/L Lower limb swelling 11 7.3
Rashes 1 0.7
Seizures 3 2.0
Wound over right foot 1 0.7

Wound over right foot ==
Seizures

Rashes

Lower limb swelling
Loose stools

Left sided chest pain
Haemoptysis

Facial puffiness+
Burning micturition
B/L lower limb swelling
Anuria

Abdominal distension

o
o1

10 15
Percentage

Figure 6b:- Distribution of other symptoms

The commonest symptom in the study was fever which is seen in 76.7% of
patients followed by cough, breathlessness, altered sensorium, vomiting, abdominal

pain and decreased urine output.
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Table 8: Comorbidities distribution of patients studied

Comorbidities Frequency Percent
None 22 14.66
Bronchial asthma 7 4.66
COPD 9 6
TB 6 4
Hypertension 49 32.67
DM 84 56
EPILEPSY 3 2.0
IHD 14 9.3
HYPOTHYROIDISM 5 3.3
IHD
HYPOTHYROIDISM
CAD.
EPILEPSY
DM

Hypertension
B
COPD

Bronchial asthma

None

(@)
N
o

40 60 80 100
Percentage

Figure 7: Comorbidities of patients studied

Most common co morbidity was diabetes seen in 56% of study patients.
Hypertension was next common seen in 32.67%. 40% of study patients did not have

any comorbidities.

Page 42



Table 9:- Diagnosis of study subjects

DIAGNOSIS Frequency Percent
ACUTE GE 15 10.0
Cellulitis 13 8.7
LRTI 71 47.3
LRTI,ARDS 17 11.3
Neuro mfect_l(_)n and 12 8
meningitis
Urosepsis 22 14.7
Total 150 100.0
Urosepsis  IEEEEG
Neuro infection and ]
meningitis
LRTI,ARDS
LRTI .
Cellulitis |HIIGE
ACUTE GE 1S
0 10 20 30 40 50
Percentage

Figure 8:- Distribution of subjects of according to diagnosis

Most common diagnosis was LRTI seen in 71 (47.3%)patients, 17 patients (11.3%)
with LRTI developed ARDS, next common diagnosis was urosepsis seen in

22(14.7%) patients.
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Table 10:-Requirement of ventilator support

Ventilator Support |  Frequency Percent
No 64 42.7
Yes 86 57.3
Total 150 100.0

m No

mYes

Figure 9:- Distribution of subjects according to ventilator requirement

Among 150 patients, 86 (57.3%) needed ventilator support, 64 (42.7%) did not

require any ventilator support.
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Table 11:-Requirement of Inotropic support

Inotropic support Frequency Percent
No 46 30.7
Yes 104 69.3
Total 150 100.0

mNo

mYes

Figure 10:- Distribution of subjects of according to inotropic support

Among 150 study subjects, 104 (69.3%) patients required inotropic support, 46

(30.7%) did not require inotropic support.
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Table 12:- Requirement for Haemodialysis

Haemodialysis Frequency Percent
No 130 86.6
Yes 20 13.4
Total 150 100.0

mNo

mYes

Figure 11:- Distribution of subjects of according to haemodialysis requirement

Among 150 patients, 20 patients required renal replacement therapy, 130 patients did

not require renal replacement therapy.
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Table 13:- Distribution of subjects of according to ICU Stay

Frequency Percent
<3days 66 44.0
3-6days 72 48.0
>6days 12 8.0
Total 150 100.0

m <3days
m 3-6days

m >6days

Figure 12:- Distribution of subjects of according to duration of ICU Stay

Among 150 patients, 12(8%) patients required prolonged stay in ICU of more than 6
days, 72(48%) patients stayed for 3-6 days, 66(44%) patients needed less than 3 days.

Page 47



Table 14:- Initial SOFA score of study subjects

SOFA score Frequency Percent
<4 27 18.0
4-8 80 53.3
>8 43 28.7
Total 150 100.0

m<4

m 4--8

m>8

Figure 13:- Initial SOFA score of study subjects

Initial SOFA score of 28.7% of study subjects was more than 8 and 53.3% had a
initial SOFA score of 4-8.
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Table 15:- Initial QSOFA score of study subjects

QSOFA score Frequency Percent
0 5 33
1 27 18.0
2 56 37.3
3 62 41.3
Total 150 100.0

ml

m3

Figure 14:- Distribution of subjects according to initial QSOFA score

Initial QSOFA score of 41% patients was 3, 38% patients had QSOFA score
of 2, 18% patients had QSOFA of 1 whereas 3% patients had QSOFA score of 0.
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Table 16: Mortality rate

Frequency Percent
Survivor 92 61.3
Non -survivor 58 38.7
Total 150 100.0

m Survivor

m Non -
survivor

Figure 15: Mortality rate

Mortality rate in the study is 39 %. 92 of 150 patients had survived.
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Table 17:- Initial SOFA score and Outcome

Initial SOFA score Survivor Non survivor
<4 24(26.1%) 3(5.2%)
4-8 58(63%) 22(37.9%)
>8 10(10.9%) 33(56.9%)
Total 92(100%) 58(100%)

P value <0.001, statistically significant difference found between initial SOFA score
and Outcome

70

m4

m4--8
m>8

SURVIVOR NON SURVIVOR

Figure 16:- Initial SOFA score and Outcome

Among Survivors: Initial SOFA score was between 4-8 in 63% patients, <4 in 26.1%
patients and more than 8 in 10.9% patients
Among Non Survivors: Initial SOFA score was between 4-8 in 37.9% patients, less

than 4 in 5.2% patients and above 8 in 56.9% patients.
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Table 18:-Initial QSOFA score and Outcome

QSOFA score Survivor Non survivor
0 5(5.4%) 0
1 24(26.1%) 3(5.2%)
2 42(45.7%) 14(24.1%)
3 21(22.8%) 41(70.7%)
Total 92(100%) 58(100%)

P value <0.001, statistically significant difference was found between QSOFA score
and Outcome.

80
70
60
50 =0
40 ml
m?2
30
m3

20

10

SURVIVOR NON SURVIVOR

Figure 17:- Initial QSOFA score and Outcome

Among survivors initial QSOFA was 2 in 45.7% patients, 1 in 26.1% patients, 3 in
22.8% patients and 0 in 5.4% patients.
Among Non survivors initial QSOFA score was 3 in 41.7% patients, 2 in 24.1%

patients, 1 in 5.25 patients and none with QSOFA score of zero.

Page 52



Table 19: Comparison of SOFA score among survivors and non-survivors

Survivors Non Survivors
SOFA score P value
Mean SD Mean SD

Day 1 5.39 2.79 8.64 3.63 <0.001

Day 2 5.51 2.83 9.90 3.72 <0.001

Day 3 4.82 2.80 10.41 4.52 <0.001

Day 4 4.09 2.70 9.28 4.20 <0.001

Day 5 3.22 2.38 10.33 3.58 <0.001

m Survived ® Non Survived
12
10
8
6
4

2 I

0

Day 1

Day 2

Day 3

Day 4

Day 5

Figure 18: SOFA score among survivors and non-survivors

SOFA scores among non survivors group was higher than survivors group.

Significance was highest starting from day 3 and it remained significantly higher till

day 5/last day in non-survivors. The mean SOFA score on day 1 among survivors was

5.39 and among non survivors was 8.64, and on day 5 the mean SOFA score in

survivors was 3.22 and in non survivors was 10.33. the P value was significant on all

5 days
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Table 20: QSOFA score among survivors and non-survivors

Survivors Non Survivors
QSOFA P value
Mean SD Mean SD
Day 1 1.86 .83 2.66 .58 <0.001
Day 2 1.84 .88 2.74 54 <0.001
Day 3 1.65 91 2.70 61 <0.001
Day 4 1.30 .85 2.61 .85 <0.001
Day 5 0.95 .83 2.75 45 <0.001
m Survived ®Non Survived
3

N

[EEN

(@)

2.5
1.5
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Day 1

Day 2

Day 3
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Figure 19: QSOFA score among survivors and non-survivors

QSOFA score among non survivors group was significantly higher than survivors

group. Significance was highest starting from day 2 and it remained significantly

higher till day 5/last day in non-survivors group. QSOFA score on day 1 in survivors

was 1.86 and in non survivors it was 2.66, and on day 5 the mean QSOFA score in

survivors was 0.95 and in non survivors was 2.75. the P value was significant on all 5

days
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Table 21: Relation of mean initial SOFA score and morbidity.

o SOFA
Morbidity indicators P Value
Mean SD
) NO 1.72 52
Ventilator Support <0.001
YES 2.40 .64
_ NO 1.93 .65
Inotropic support 0.040
YES 2.18 .68
o NO 2.06 .69
Haemodialysis 0.037
YES 2.40 .50
<3days 2.14 .78
Length of ICU stay 3-6days 2.07 .59 0.805
>6days 2.17 .58

Mean initial SOFA score in assessing requirement for ventilator support was
significant with P value < 0.001. Whereas the mean initial SOFA score in assessing
the requirement for inotropic support, haemodialysis and length of ICU stay was
statistically not significant.

Table 22: Relation of mean initial QSOFA score and morbidity .

e QSOFA
Morbidity indicators P Value
Mean SD
_ NO 1.81 91
Ventilator Support <0.001
YES 2.43 .68
_ NO 1.62 75
Inotropic support <0.001
YES 2.40 g7
NO 2.21 .78
Renal replacement therapy 0.127
YES 1.90 1.12
<3days 2.26 .79
Length of ICU stay 3-6days 2.06 .87 0.287
>6days 2.33 .89

The mean initial QSOFA score in assessing requirement for ventilator support and
inotropic support was significant statistically with P value < 0.001. whereas initial
mean QSOFA score in assessing the requirement for renal replacement therapy and

length of ICU stay was statistically insignificant.
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Figure 20 :- ROC curve for SOFA score on day 1
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Figure 21:- ROC curve for QSOFA score on day 1
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Table 23: Area under the ROC curve of QSOFA and SOFA Score

QSOFA Score SOFA Score
Area under the ROC curve (AUC) 0.767 0.757
Standard Error 0.0360 0.0411
95% Confidence interval 0.691 to 0.832 0.681 to 0.824
P Value <0.0001 <0.0001

An area under the ROC curve above 0.8 indicated fairly good prediction. Area under

the ROC curve for both SOFA and QSOFA score was almost similar with 0.767 and

0.757 respectively, suggesting that they are similar in assessing outcome (mortality).

SOFA score on day 1 had a sensitivity of 56.9% and specificity of 89.1% in

predicting mortality, and QSOFA score on day 1 had a sensitivity of 70.7% and

specificity of 77.2% in predicting mortality.
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DISCUSSION

As per SSC-3 150 patients with sepsis was studied.
The study included 87 males and 63 females win the age group between between 18

years to 95 years. Mean age in the study was 51.66 years. Male preponderance has

seen in similar studies in India’.

Table 24: Age comparison of patients

Age group Rachel Oo7i_)nmen Abhinar;(ghan Present study
etal etal
<40 years 29.5% 36% 16%
40-70 years 63% 60% 63%
> 70 years 7.5% 4% 21%
Mean age 51.85+15 48.36x17 51.66+18.93

Mean age of study participants in this study is almost similar to Rachel

Oommen et al. Mean age in a study by Antonino Mazzone et al in Italy was 73.3"".

Table 25: Sex comparison of patients studied

Ferreira FL Abhinandhan
Sex ot 2% ot al’® Present study
Males 65% 56% 58%
Females 35% 44% 42%

Among 150 patients, 87 were male and 63 females in this study. Marginal

male sex predominance was similar as seen other studies done at India and also

foreign studies.
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Table 26: clinical profile

Clinical feature

Abhinandhan et al’®

Present study

Fever 100.0 76.7
Cough 26.0 42.0
Breathlessness 32.0 34.7
Altered Sensorium 4.0 30.0
Decreased Urine output 32.0 0.7
Abdominal Pain 32.0 8.7

Most common symptom in our patients was fever, followed by cough,

breathlessness, altered sensorium, pain abdomen and reduced urine output . In study

conducted by Abhinandhan et al, most common presentation was fever and was

present in all patients in their study. Reduced urine output was observed in 29

patients for AKI .Among various organ dysfunctions in sepsis AKI is the most

morbid condition since it independently increases of mortality, as well as it increases

cost of care.”®™®

Table 27: Comorbidity comparison of patients studied

Co-Morbid IlIness Dagherfét el Oon?rzzrrlleét al. Present study
(%) (%)’ (%)
Diabetes 34 27.5 56
Hypertension 58.8 22.5 32.67
COPD 10.3 4.5 6
IHD 25.8 8 9.3

Most common co-morbidity was diabetes, similar to Rachel Oommen et al.

Dagher et al study had more number of hypertensive patients. COPD and IHD in our

patients were 6% and 9.3% prevalent respectively.
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Table 28: Comparison SOFA score: day 1

SOFA Score Ferreira IESL etal Hewett et al Present study
(%) (%) %)
<4 17 35.5 18.0
4-8 35 315 53.0
8 48 33 28.7

Proportion of patients with SOFA score of < 4 on day 1 in our study was
similar to the study done by Ferreira FL et al, whereas it was higher in study by
Hewett et al. SOFA score between 4-8 was higher in this study when compared to
above two studies. In this study SOFA score of >8 on the day of presentation was
seen in 28.7% patients suggesting significant multi-organ dysfunction at the time of

presentation.

Table 29: Comparison of mortality rate

. Rachel
Dagher et al”® Abhinandhan | ) enet | Present study
et al al™
Mortality 30.9% 36% 34% 38.7.0%

38.7% mortality is noted in this study.in studies done by Abhinandhan et al
and Rachel Oommen et al reported a mortality of 36% and 34% respectively, similar
to the present study. Mortality in sepsis ranges between 13% and 50% in numerous

large clinical trials.
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Table 30: Comparison of Cause of sepsis

Cause of sepsis Antonino etal® | Rachel gl%n menet | present study (%)
Respiratory 26.5 48 58.6
Genitourinary 30.8 20 14.7
Gastrointestinal - - 10
Cellulitis 9.1 15 8.7
CNS infection - 6 8
Others 26 11 -

Respiratory infection was the most common cause of sepsis in the study, 17
patients with pneumonia progressed to ARDS. 22 cases of UTI associated septicemia
was observed. 13 patients had cellulitis. 12 had meningitis and 15 patients had
gastroenteritis with sepsis.

Organ dysfunction and need for supportive care: In the current study requirement for
ventilator support was seen in 86 (57.3%) patients, the mean SOFA score and mean
QSOFA score of these patients were 2.4 and 2.43 respectively, both were statistically
significant with p value of <0.001. 42.7% patients did not require ventilator support.

Requirement for vasopressor therapy was noted in 104 (69.3%) patients among whom
the mean SOFA and QSOFA score was 1.93 and 1.62 respectively, mean SOFA score
in assessing need for vasopressor therapy was statistically insignificant whereas for
mean QSOFA score it was significant statistically with p value of <0.001.
Requirement for hemodialysis due to sepsis related AKI was seen in 20 (13.4%), in
whom the mean SOFA and QSOFA score was 2.4 and 1.90 respectively, both the

mean SOFA and QSOFA in assessing need for hemodialysis was statistically
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insignificant with p value of 0.037 and 0.127 respectively. Majority of the patients in

the study did not develop AKI.

Based on length of ICU stay patients were divided into three groups,
those who required ICU care for < 3 days were 66(44%) patients in those the mean
SOFA and QSOFA score was 2.4 and 2.26 respectively. Those who stayed between
3-6 days were 72 (48%) patients, in them the mean SOFA and QSOFA score was
2.07 and 2.06 respectively. 12 (8%) patients stayed for more than 6 days in them the
mean SOFA and QSOFA score was 2..17 and 2.33 respectively. For the assessment
of duration of ICU stay the p value for both mean SOFA and QSOFA score was
statistically insignificant with p values of 0.805 and 0.283 respectively.

Predictors of mortality
In the current study, 58 patients succumbed and 92 patients survived. Among
non-survivors the mean age was little high when compared to survivors (54.42 v/s

48.90) which was statistically insignificant (p=0.146).

Table 31: SOFA score as a predictor of mortality

Present Study Abhinandhan et al.”
Sé?cl):r'g‘ _ Non- p-value _ e p-value
SHILACLIE survivors IR survivors
Day 1l | 5.39+2.79 | 8.64+3.63 | <0.001** | 7.94+2.64 | 10.17£3.45 | 0.014*
Day2 | 551+2.83 | 9.90+3.72 | <0.001** | 8.28+2.62 | 11.63+4.33 | 0.002**
Day 3 | 4.82+2.80 | 10.41+4.52 | <0.001** | 6.84+£2.96 | 13.42+4.06 | <0.001**
Day4 | 4.09+2.70 | 9.28+4.20 | <0.001** | 5.94+3.41 | 10.78+£3.77 | 0.001**
Day5 | 3.22+2.38 | 10.33+3.58 | <0.001** | 4.55+3.27 | 12.25+4.8 | <0.001**
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In our study, evaluation of SOFA score was done from day of admission to day 5

of hospital stay. SOFA score on day 1 was more among non-survivors when

compared to survivors which was significant statistically ( p=<0.001).

When compared to study done by Abhinandhan et al, current study had

statistically significant correlation on all 5 days, whereas in the study quoted above

statistically significant correlation was seen only on day 3 and 5.

Vosylius et al in their study which included 117 patients with sepsis showed

that the changes in SOFA score as an indicator of organ involvement was closely

related to the outcome in ICU patients with sepsis.®

Table 32: Analysis of SOFA score as predictor of mortality

SOEA Acharya et al Ferreira FL et al Present study
(mortality rate)’® | (mortality rate)®® (mortality rate)
SOFA at . . .
presentation >11 90% 95% 88%
80%
Mean SOFA >7 73.91% 87%
(SOFA >5.1)
Highest SOFA >11 87.5% 85% 85.7

Predictive value of presentation SOFA above 11 was 88% in our study which

is comparable other studies done at and Nepal and Belgium mentioned above.

Mean SOFA score of above 7 had 87% mortality predictive value. Highest

SOFA score of 11 had 85.7% mortality predictive value.in study by Acharya et al and

Ferreira FL et al had a mortality predictive value of 87.5% and 85% respectively with

Highest SOFA score of above 11
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Table 33: Analysis of QSOFA score as predictor of mortality.

QSOFA at Rudd, et al Present study
presentation (mortality rate)® (mortality rate)
0 3% 0%

1 8% 5.2%
2 16% 24.1%
3 30% 70.7%

In the current study mortality with initial QSOFA score of 0 was 0%, in a study by

Rudd, Kristina et al the mortality with QSOFA of 0 was 3%.in their study QSOFA

score of 3 was associated with only 30% mortality whereas current study has 70.7%

mortality with similar score.

Table 34: Analysis of Area under the ROC curve of QSOFA for mortality

ROC of QSOFA Rudd et al & Present study
Area under the ROC curve (AUC) 0.69 0.767
95% Confidence interval 0.67-0.71 0.691 to 0.832
P Value <0.0001 <0.0001

Area under the ROC curve above 0.8 indicated fairly good prediction. Our study had

an AUC of 0.767 compared to study by Rudd et al, who had an AUC of 0.69.
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CONCLUSION

Sepsis carries a high mortality rate. In our study, it was 38.7%

LRTI is s most frequent cause for severe sepsis in developing countries like India
Prompt identification of patients at risk for developing sepsis and classifying them
with QSOFA score at bedside with only clinical variables helps in priority care to
such patients who are at increased risk.

QSOFA score and the SOFA score demonstrated fair to good accuracy for
predicting in-hospital mortality when implicated to patients with severe sepsis.
The initial QSOFA score of 1,2 and 3 had 5.2%, 24.1% and 70.7% mortality rate
respectively. Initial SOFA score of <4, 4-8 and >8 had mortality rate of 5.2%,
37.9% and 56.9% respectively.

The mean SOFA score had statistically significant correlation with respect to
assessment of ARDS and subsequent ventilator support whereas the mean
QSOFA score had a statistically significant relation in predicting need for
ventilator support, vasopressor support. Both the scores had statistically
insignificant correlation with respect to assessment of AKI and need for
haemodialysis and in predicting the probable length of ICU care

The QSOFA scoring system can aid the physicians in early referral to health care
centre, in admitting patients to ICU, monitoring the clinical course, assessing
organ dysfunction, prediction of mortality, and for transferring patients out of

ICU and hence in proper utilization of ICU resources in developing countries,
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SUMMARY

Sepsis with multi-organ dysfunction syndrome (MODS) is a common cause
of Intensive Care Unit (ICU) mortality and morbidity. Sepsis can be reversed, but as
sepsis progresses to severe sepsis and septic shock the mortality rate substantially
increases.

Multi-organ dysfunction syndrome is well established as the final stage of the
continuum. Due to the high mortality associated with sepsis and its complications it
IS necessary to rapidly diagnose and treat the underlying cause.

Scoring systems for use in the intensive care unit (ICU) have been developed
from the past 30 years. They are widely used in the field of critical care medicine.
They allow a quantification of the severity of illness and a probability of in-hospital
mortality. A well performing prognostic model in sepsis helps to make meaningful
decisions regarding early goal directed therapy, anticipate organ dysfunctions and
early referral from resource limited settings. The use of these prognostic models
helps in providing meaningful information to physicians when discussing patient
prognosis with the patient’s relatives. Our study wused Sequential organ failure
assessment (SOFA) score and the Quick Sequential Organ Failure Assessment
(QSOFA)score.

The objectives of our study were to assess morbidity and mortality of patients
with multi organ dysfunction syndrome in sepsis and to compare the efficacy of a
simple bed side estifiable QSOFA score with the widely accepted SOFA score in
prognosticating sepsis .

The study was carried out in the period of November 2017 to September
2019 and 150 patients were included in the study. The patients with sepsis as defined

by the third international consensus for sepsis :according to surviving sepsis
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campaign-3 were included in the study. The detailed history, clinical examination
and all the relevant laboratory investigations were done including blood culture. In
our study, the conditions were defined according to standard practice and based on
relevant literature. All the patients of sepsis admitted to ICU/emergency ward were
prognosticated on the basis of and SOFA and QSOFA score. To assess sequential
involvement of organ we calculated SOFA score and QSOFA score on every day
from day of admission till 5 days/discharge/ In-hospital death. This gave us idea
whether involvement of number of organ was increasing or decreasing and if the
severity of particular organ was increasing.

We have also analyzed various profiles between two groups, survivor group
which include the patients who are successfully discharged after recovery and non-
survivor group which include the patients who died.

There were 87 males and 63 females in this cohort. The age of patients varied
from 18 years to 95 years. The mean age was 51.66 years. In this study, 58 patients
died and 92 patients survived.

Requirement for ventilator support was seen in 86 (57.3%) patients,
Requirement for vasopressor therapy was noted in 104 (69.3%) patients,
Requirement for hemodialysis due to sepsis related AKI was seen in 20 (13.4%),
with respect to ICU care, patients who stayed for < 3 days were 66(44%),between 3-
6 days were 72 (48%) patients and 12 (8%) patients stayed for more than 6 days.

The initial QSOFA score of 1,2 and 3 had 5.2%, 24.1% and 70.7% mortality
rate respectively. Initial SOFA score of <4, 4-8 and >8 had mortality rate of 5.2%,

37.9% and 56.9% respectively.
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Serial measurement of SOFA score during first week is very useful tool in
predicting the outcome. The trend of SOFA score was progressively declining in
survivors while non-survivors had stable higher score during the first week.

Assessment of QSOFA score at presentation is a useful tool as a sepsis

prognosticator and the need for early intensive care.
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LIMITATIONS OF THE STUDY

e With a sample size of 150 patients this model requires external validation.
e The time of admission to ICU for each patient is different. Lead time bias is
possible.

e Nosocomial complications and socio-economic constraints are difficult to model

in studies.

e History of prior antibiotic usage could not be ascertained by history.

e The short term follow up of survivors of sepsis only till hospital discharge was
done, hence long term effects of sepsis on survivors could not be established by

the current study.
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RECOMMENDATIONS:

1. There is strong need for scoring systems for prognostication of sepsis in
resource poor settings which uses clinical variables for early identification of
patients who require early intensive management for prevention of
development of organ dysfunction due to sepsis

2. The accuracy of QSOFA score for prognostication of sepsis patients also

needs to be evaluated by further studies, to guide the clinical practice.
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INFORMED CONSENT FORM

Name of the investigator: DR. HAMSA B T
Name of the organisation: R L JALAPPA HOSPITAL AND RESEARCH CENTRE
ATTACHED TO SRI DEVARAJ URS MEDICAL COLLEGE

Name of the participant: Sl no:

| Mr./Mrs. have been explained in my own
understandable language, that I will be included in a study which is “PROGNOSTIC
ACCURACY OF QSOFA SCORE COMPARED TO SOFA SCORE AMONG
PATIENTS WITH SEPSIS” being conducted in RL JALAPPA HOSPITAL.

| have been invited to take part in this research study. The information in this
document is meant to help me decide whether or not to take part. | have clarified my
doubts regarding this study with the principal investigator.

| have been asked to participate in this study because | satisfy the eligibility
criteria .

| request and authorise Dr. Hamsa B T to perform the designated tests for my
blood sample. My signature below constitutes my acknowledgement that the benefits,
risks and limitations of this testing have been explained to my satisfaction by a
qualified health professional.

Participation is totally voluntary and there would be no payment for sample
collection. All test results are treated with medical confidentiality and will not be
disclosed to any outsider except if it is required by the law.

| give my consent to allow my sample to be used for medical research, test
validation or education as long as my privacy is maintained.

| understand that | remain free to withdraw from this study at any time and
this will not change my future care.

| have read and received a copy of patient information sheet. | understand the
information provided in this document and | have had the opportunity to ask
questions | might have about the testing, the procedure, the associated risk and

alternatives.
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Subject name and signature/ thumb impression
Date:

Parent’s/ guardian’s name/ thumb impression
Date:

Signature of the person taking consent
Date:
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PATIENT INFORMATION SHEET

Study title: “PROGNOSTIC ACCURACY OF QSOFA SCORE COMPARED TO
SOFA SCORE AMONG PATIENTS WITH SEPSIS”

Study site: R L Jalappa Hospital and Research Centre attached to Sri Devaraj Urs
Medical College, Tamaka, Kolar

Details : patients aged above 18 years with sepsis admitted to medicine department

will be included in the study

Patients with sepsis will be assessed for prognosis based on sofa and gsofa scores,

using routine investigations, the two scores at the end of the study will be compared.

Please read the following information and discuss with your family members. You
can ask any question regarding the study. If you agree to participate in this study we
will do routine investigations daily and assess the prognosis. This information

collected will be used for dissertation and publication only.

All information collected from you will be kept confidential and will not be disclosed
to any outsider. Your identity will not be revealed. This study has been reviewed by
the Institutional Ethics Committee and you are free to contact the member of the
Institutional Ethics Committee. There is no compulsion to agree to this study. The
care you will get will not change if you don’t wish to participate. You are required to
sign/ provide thumb impression only if you voluntarily agree to participate in this
study.

For any further clarification you can contact the study investigator:
Dr.HAMSABT

Mobile no: 9686276756

E-mail id: hamsareddyl12@gmail.com
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PROFORMA FOR DATA COLLECTION

Name of the patient:
Age:

Date of admission:
Address:

Sex:
IP Number:

History of symptoms at presentation with duration:

ON EXAMINATION:

Day 1

Day 2

Day 3

Day 4

Day 5

Blood pressure

Pulse

Respiratory rate

Spo2

GCS

RESPIRATORY SYSTEM:

CARDIOVASCULAR SYSTEM:

ABDOMEN EXAMINATION:

CNS:

DIAGNOSIS:

INVESTIGATIONS:

DATE

DAY1

DAY2

DAY3

DAY4

DAY5

HAEMOGLOBIN (GM %)

TOTAL LEUKOCYTE COUNT

PLATELET COUNT

BLOOD UREA

S.CREATININE

BILIRUBIN

CHEXT XRAY:
ECG:
CRP:

USG ABDOMEN AND PELVIS:

SEROLOGY:
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CULTURES:

OTHER INVESTIGATIONS:

SUPPORTIVE CARE:

RENAL REPLACEMENT THERAPY:

VENTILATORY SUPPORT:

IONOTROPIC SUPPORT:

OUTCOME: DISCHARGE:

DAILY PROGRESS OF THE PATIENT:

DEATH:

SOFA SCORE DAY

DAY 1

DAY 2

DAY 3

DAY 4

DAY

RESPIRATORY

COAGULATION

HEPATIC

RENAL

CARDIOVASCULAR

CNS

TOTAL

QSOFA SCORE DAY

DAY 1

DAY 2

DAY 3

DAY 4

DAY

RESPIRATION

ALTERED MENTATION

SYSTOLIC BLOOD
PRESSURE

TOTAL

SIGNATURE OF GUIDE
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3 [s32706 |75 |m |vES|NO[YEGNO [YEYNO [NO|NO  [NO T2DMHTM 101|120 |90/60 9069 100170 [9s64 |S060 [34  [s0 |8 [24 |22 N BIL BASAL CREPITATIONS  [S1S2NORMAL [ lpe S i 0 s NO [NO [11.4 [0 e NHO- INORMAL PNEMONIA ACINOBA |NEGATIVE 10 |10 |10 |10 10 |93 [839 [847 [69 (10 |soT [a4T [a2T |49T |soT [08 [07 o8 |11 |12 [09 f09 |oo [09 |09 [sD [sD[NOf7 [NO |7 8 |8 [o [11 (3 |3 |3 |3 |3 |LRTI
[CTER SPECIES
[ALTERED SENSORIUM.NO B/L LOWER ZONE BLOOD C/S ET TUBE |SPUTUM AFB-
4 |540240 43 |M |YES[NO [YEYNO [YEYNO [NO[NO  [NO T2DMHTM 99 |130 |70/60 [90/60 [80/50 [100/60|10064 |34 30 |26 [28 |20 B/L CREPITATIONS +INISA  |SIS2ZNORMAL [0 iee oo e NO [NO |145 |NORMAL.RAD NHO+ INORMAL /S -NO GROWTH NEGATIVE 13 [13 |14 |14 [15 [195 |22 (255 [24  [24  [280 [282 (275 260 [262 (1 |08 (07 |08 |09 [13 |13 (13 |13 [13 |2D (3D |NO|5 |YES[4 [5 |5 5 [3 [3 (3 3 |3 (1 [LRTI
[CONSCIOUS , ORIENTED.NO [ET ASPIRATES C/S NO [SPUTUM AFB-
5 [s40306 |78 |F |vES|NO[YEYNO [NO[NO [NO|NO  [NO T2DMHTM 100 120 |100/70(100/84 |110/70 |100/80110/70 (30 [26 |24 |22 |0 PALLOR [B/L ISAJAA CREPITATIONS + |S152NORMAL ~ |FOCAL NEUROLOGICAL NO |NO 93 [SINUSRHYTHM. LVH  [B/L LL NHO+ INORMAL GROWTH NEGATIVE 13 |13 |14 |14 |15 |208 [214 214 [166 (168 |459 (476 [482 558 |s00 [08 [06 |06 06 06 [12 [12 |12 |12 |12 [s0 [NO|NOfs |YES|2 |2 [z [t o [2 |2 |2 |2 |0 |LRTI
DEFICITS
497190 28 [M |YES|NO [YESNO [NO[NO [NO [NO T2DM HTM 101 (134 B/L CREPITATIONS + IN LUNG |S1 52 NORMAL |CONSCIOUS ,ORIENTED,NO 10.5 [SINUS TACHYCARDIA  [B/L MID AND LL NHO[NORMAL C/S ACENETOBCTER [SPUTUM AFB-
6 90/60 (94/60 (80/60 |90/64 |100/60 |36 30 |26 |24 |22 FIELDS FOCAL DEFICITS -+ SPECIES NEGATIVE 11 1 1 o |438 (269 [334 215 |191 (367 [304 |239 (187 (167 [15 (0.8 [09 [07 [08 |13 |13 |13 |12 [12 |7D [6D [NOf5 [NO |6 |6 [6 |5 |5 [3 (3 |3 (3 |3 [LRTI
541622 |57 |M |YES|NO|VEJNO|NO[NO [NO|NO [NO BASTHMAHTN  [102 100 (CYANOSIJBIL ISA IAA CREPITATIONS + |S152 NORMAL _|CONSCIOUS RESTLESS & NO 129 [SINUS TACHYCARDIA + |BIL LL NHO+ NORMAL [ET ASPIRTES C/S SPUTUM AFB-
UNSTABLE NO FOCAL [CANDIDA ALBICANS |NEGATIVE
7 100/70{100/60 [104/70 [106/80(106/84 (30 20 |22 |24 |0 INEUROGICAL DEFICITS | ACINOBACTER 12 |12 |13 |18 |13 [112 [146 (117 |75 [515 (99 |00 (79 (74 |79 [25 [27 [26 |22 |17 |36 (34 |3 [23 |23 3D [NO[NO|7 [YES |10 |10 |8 |7 |6 (2 ]2 |2 (2 |1
SPECIES
LRTI
8 INO [YEYNO [NO [NO [NO|NO  [NO [T2DM HTM 100 (120 100/60 104760 |110/60 |108764|100/6: 35 36 20 28 M g{lglf)l)l?sEPlTATIONS IN LUNG S1S2 NORMAL (CONSCIOUS, ORIENTED INO |NO |9.2 SINUS RHYTHM EL LL NHO + INORMAL INO GROWTH zPEl(J;;L.lrl\IAvéFE 15 |15 |15 15 |15 |1878 |18 16 16 12 256|256 208 250 a8 108 [8 86 |7 64 |12 |2 > > > No |nolac o [ves |5 6 s 5 |5 1l (1|1 em
o 438519 M |YES|NO [YEYNO [NO [NO (NO|NO  [NO T2DM 99 110 100r70|110/70 |108/60 [110/70]10060 |30 20 20 28 20 B/L INFLA AXILLARY AREA S152 NORMAL (CONSCIOUS, ORIENTED 10.7  [SINUS RHYTHM B/L LL NHO + INORMAL INO GROWTH [SPUTUM AFB- 15 |15 |15 15 |15 |237 |33 |22 |20 20 508 450 400 400 00 |17 |2 > > 16 12 |12 |12 |1 n NO [NO 12 [ves |a n n 3 |2
[CREPITTION + INEGATIVE 1]1]1 [1]0 |LRTI
NO[NO  [NO T2DM. HTN 98 130 ISA IAA CREPITATIONS + S1S2 NORMAL [CONSCIOUS,RESTLESS & INO |NO |6.4 SINUS TACHYCARDIA + [LL NHO + INORMAL [SPUTUM AFB-
10 9060 (80140 0 | DISORIENTED NO FOCAL NEGATIVE 10 |12 29 [163 368|303 113 |11 20 [No| [2 [nO |12 [15 3|3
DEFICITS LRTI,ARDS
543576 |85 NO[NO [NO 100 120 B/LNVBS + [STSNORMAL [SEMI CONSCIOUS NOT [No 115 [SINUSRHYTHM INORMAL NORMAL [URINE C/5- E COLI
11 11070[100772 11070 110/60[10070 |30 [26  [20 |18 18 ORIENTED O TIME 12 |12 |14 |14 |15 |139 [819 fo [0 [0 |14 f202 [200 [200 [200 [17 [t |1 [o8 |07 [06 [06 |06 |06 06 [NO[NO| |5 |[vES |+ |3 |1 [1 |o
\PLACE PERSON 3 |2 |1 |0 |0 [UROSEPSIS
542129 40 NO[NO  [NO HTN 101 (120 S1S2 NORMAL |ALTERED SENSORIUM+, NO NO |NO |11.9 [SINUS RHYTHM INORMAL PROTEIN 1+ CRP-POSITIVE
12 90/50  |70/40 (70/40 30 28 26 24 24 FOCAL DEFICITS, NECK 11 |11 |11 11 |11 |475 (105 |166 |17 18 333 (301 300 302 289 (0.8 |06 |0.8 |08 |08 |15 (15 (15 |2 2 NO [NO |NO NO |4 5 8 8 |8
STIFFNESS+, KERNIG'S SIGN+ 3 |3 |3 [3 [3 [UROSEPSIS
[ALTERED SENSORIUM+, NO ﬁég;'gf: s
13 (546323 35 |M [YES|NO |NO[NO[YEYNO [NO[NO [NO B ASTHMA 101 (100 (90/60 |100/60 [94/60 |100/60|140/70 (26 28 22 18 18 [B/L RONCHI + S152 NORMAL FOCAL DEFICITS, KERNIG'S NO |NO [14.6 |NORMAL INORMAL INORMAL PNEUMONIA, 9 8 9 9 9 199 |13 12 12 11 243 (203 200 203 200 (20 |08 |06 |05 |08 |14 (14 (14 [14 |14 |3D |2D [NO|7 |YES |8 7 8 8 |6
sion+ ACINOBACTER 3 (33 [2 |2 [RTI
|CONSCIOUS , ORIENTED NO ET ASPIRATE C/S
14 [543604 |81 |M |YES|NO[YEYNO [NO[NO [NO|NO  [NO T2DM. HTN 99 [120 |ooseo [sore0 [100i60 [120/60f10070 [30  f26  [20 o0 [0 BIL ISA CREPTS + 5152 NORMAL ~ [FOCAL NEUROLOGICAL NO |NO [152  [SINUS RHYTHM INORMAL. INORMAL KLEBSIELLA CRP-POSITIVE 13 |12 |13 |13 |15 305 [4 |45 |46 |48 |64 [200 [230 [220 [200 [18 [12 |14 14 14 |08 [o8 |os o8 |08 [4D |30 [NOf6 [vES[6 |7 |4 [4 |1
DEFICITS oxyTOCA 3 (3|3 [2 |1 [LRTI
ET ASPIRATE C/S
15 |546581 68 |M [YES|NO|YEYNO [NO|NO |[NO|NO [NO [COPD. HTN 101 (120 (90/60 |100/60 |110/60 |100/70|100/80 (30 28 26 28 26 B/L ISA,JAA CREPITATIONS +  |S1 52 NORMAL (CONSCIOUS, ORIENTED NO [NO [16.1 [SINUS TACHYCARDIA  [B/L LL NHO+ INORMAL [ACINETOBACTER CRP-POSITIVE 14 |14 |14 15 |15 |159 |14 14 12 10 218 (200 200 250 300 (09 |06 |0.8 |06 |06 |1 1 1 1 1 3D [2D |[NO|7 |YES |5 6 4 2 |1
SPECIES 3 (3|3 [1]1 [LRTI
16 |547931 80 [F |YES|NO[YEYNO[NO|NO [NO|NO  |NO CAD. T2DMHTN 101 (100 [90/60 [90/60 |[100/60 [110/60(110/70 [28 30 |26 |20 18 B/L ISA,IAA CREPITATIONS +  [S152 NORMAL  |CONSCIOUS, RESTLESS NO |NO |11.9 [NORMAL LEFT LL NHO + PUSCELLS3  [NO GROWTH CRP-POSITIVE 14 |14 |14 |15 |15 [19.19 [1524 |14 |14 12 (300 |303 (300 (300 256 [05 (15 |2 |2 |2 |2 |2 |26 |2 |2 [No [2D[NO|8 [vES7 |7 |8 |5 [5 (3 |3 (3 [1 |1 [LRTI
w[sassz0 o7 [F [ves|no|noNono[no nolno  [NofsET b CAD.T2DMHTN |59 [120 [ooi60 [sois0 100060 |1000f11ois0 (28 [s0 |26 [ea [0 B/L NVBS + SLS2NORMAL  [CONSCIOUS, ORIENTED No [No [125 [REBB NORMAL NORMAL INO GROWTH CRP-POSITIVE | is s s |07 Jos msfes foo s fue fis s fwo fis i3 fi fos s o 2 o o o ool [vesfo 7 fe fe fs |l ||| |ceoums
SPUTUM-
18 [s49901 |72 [M [NoO [No|vEYNO|YEYNO [NO[NO  |NO T2DMHTN 98 |90 o060 9050 |100%60 |100/7011060 [30  [26 |26 [20 |18 RIGHT ISA, IAA CREPTS+ 5152 NORMAL ~ |ALTERED SENSORIUM NO |NO [138 [NORMAL RIGHT LLNHO+  [PROTEIN1+  |ACINETOBACTER, 13 |14 |14 |14 |15 |156 [176 [17 [0 [0 |63 [184 [170 [170 [150 [44 [52 |58 [33 |2 |06 [06 |06 |06 08 [NO |2 [2c¥s |YES[6 |7 |6 [5 |1 3l |s 2 |1 [LRTI
KLEBSIELLA
19 [ss0a22 |68 |m |vES|No [No|no |VEgNO [NO|NO  NO B ASTHMA 101 [100 |oois0 [sois0 [soiso [100r0[utoma fso  [es  |es |20 |18 B/L DIFFUSE CREPTS+ SLS2NORMAL  [ALTERED SENSORIUM NO [NO [168 [NORMAL NORMAL NORMAL E;‘;%DTSS'”O 13 (14 f14 [15 |15 [oos [o0s |2 |2 |oo |9 |23 [os0 [oso |80 |19 [23 |24 s fs o o |28 o8 2 |Nofsmnofs |ves|s 7 7 fs |4 (3|3 [ [1 [0 [tRTI
20 [s50779  [s0 [m [ves|no[vedno[no[no[no[no [no HTN 101 [100 [oore0 [Bors0 [oorso |wo0ic0f11070 [30 |26 |26 |20 |18 LEFT ISA, IAA CREPTS+ 152 NORMAL [CONSCIOUS, ORIENTED No [No [i68 [LvH LEFT LL NHO+ INORMAL [NO GROWTH 14 [13 [15 [15 [15 [o09 Jo03 Joo [ Joo [i7e Jee3 [aa0 Jooo faoo 13 J12 Js2 [3 s Jo Jo [o [o [o [nofeo[nofe [vess s s [« [+ [3[3 [0 o o [tRTI
21 |ss2620 55 M [ves|no|vegno[no|no no[no  [no HTN 102 [120 |70 [soiso  [soss0 EN U P B/L DIFFUSE CREPTS+ s1s2NORMAL  [ALTERED SEREORIUME NG o o |72 |NormAL B/L LL NHO+ NORMAL INO GROWTH 13 |10 |10 15 |us |2 322 [3s2 a0 16 [16 |8 s s | 30 [30 [nofs [No f11 11 f10 |8 fs |s [s [s [s |5 |LRTI.ARDS
ET ASPIRATE CIS
|ALTERED SENSORIUM+ , NO KLEBSIELLA
22 [s46654 |77 [M [NO [No|YENO[NO|NO [NO[NO  |NO HYPOTHYROIDISM (98 [120 90750 [90/60 |90/60 |100/60|110/60 [36  [34 |30 [34 |36 B/L DIFFUSE CREPTS+ S1S2NORMAL | oo el s . NO |NO [84  [SINUS TACHYCARDIA  [LEFT LL NHO+ PNEUMONIA , 10 |10 |13 |13 |14 |22 [22 [22 |22 [22 |ao2 [a00 [s50 [0 [ss0 |7 (7.8 |66 [65 (78 [2 [2 |2 |2 |2 [4p [s0|NOf6 [NO |11 [iz |10 [s [8 [3 |3 |3 |3 |3 |LRTI.ARDS
[ACINETOBACTER
SPECIES
23 552639 65 [M |YES|NO [YEgNO [NO|NO [NO|NO  |NO T2DMHTN 99 |130 [80/50 34 B/L ISAIAA CREPITATIONS +  [S152 NORMAL ~ |CONSCIOUS, RESTLESS NO [NO |7 INORMAL B/L LL NHO+ INORMAL INO GROWTH 10 30 150 12 13 1D [1D [NO[1 [NO |9 3 LRTI.ARDS
24 |553048 |51 [M [NO [NO|YENO[YEYNO [NO[NO  |NO 101|120 [80r50 |90/60 34 36 BL ISA,IAA CREPITATIONS +  |S152NORMAL  |ALTERED SENSORIUM NO |NO |8 iggg:gsﬁgﬁ BIL LL NHO+ INORMAL CRP-POSITIVE 13 |10 22 120 3 2 20 |No|NOf2 |NO |13 [13 s |3 LRTI.ARDS
2 [0 |10 [ |ves|noNo[no|No|no [No[no  [vESPIENRS | rzommT 102 [100 |oois0 |oois0 [ooiss [1000jr0060 |12 |14 |6 |16 |1s B/L NVBS + SLS2NORMAL  [ALTERED SENSORIUM NO [NO [112 [NORMAL NORMAL NORMAL URINE CIS:ECOLI  [CRP-POSITIVE 15 |13 15 |5 [15 [ss |14 |125 [0 |18 |15t |24 fss fso |srs [o7 fo7 fos fos jo7 1 |1 |t |1 |t [nofso|nofs [vesz |2 [t fo fo |2 |2 [0 [0 [0 |uRoSEPSIS
26 [540383 |63 [M |YES[NO|NO|YEYNO|NO [NO[NO  |NO HTN 101|100 |90/60 [84/60 |96/60 |100/60) 30 [0 |8 |8 B/L RHONCHI+ 5152 NORMAL ~ [CONSCIOUS, ORIENTED NO |NO [109 |RBBB EMPHYSEMATOUS  [PROTEIN 1+ 14 |15 |15 |15 4[5 f18 |12 226 [200 [201 |o04 1|14 |13 f12 12 |13 |13 [13 4D D |NOf4 |NO |4 f4 fa |2 3121 1 LRTIARDS
27 [535523 |45 |F |vES|NO[YEGNO [NO[NO [NO|NO  [NO HYPOTHYROIDISM (101|100 [80/50 [80/50 |100/60 [96/60 |100%60 [28  [26 |28 [28 |26 B/L BRONCHIAL BS 5152 NORMAL ~ [ALTERED SENSORIUM NO |NO [123 |NORMAL B/L CAVITIES+ PUSCELLS3  [NO GROWTH fIPEL:SLUThIAV};FBV 14 |14 |10 |10 |10 [1559 16 (20 (26 (373 [s06 [s00 [s05 [0 [375 fo8 [1 14 17 |17 [o5 [10 |10 [117 |11 [4D |20 |NOfs [NO |6 |7 |o [o [o [3 |3 |3 |2 |2 |LRTI.ARDS
28 556296 35 [F |NO |NO[NO|YEYEYNO [NO|NO  |NO BASTHMA 98 [120 [60/40 34 [B/L DIFFUSE CREPTS+ 5152 NORMAL  |ALTERED SENSORIUM NO [NO |11.7 |LVH B/L NHO + INORMAL INO GROWTH 12 17.9 295 0.7 0.7 1D |1D 1 |NO |6 3 LRTI.ARDS
UNCONSCIOUS, POORLY [ET ASPIRATES C/S
20 [556363 |45 |[F [NO |NO[NO|YEJNO[NO [NO|NO  [NO|SEIZURES EPILEPSY 98 120 |90/60 34 B/L COARSE CREPTS+ SLS2NORMAL [ oc i UinG 10 commanps  |NO [NO [12  [SINUSTACHYCARDIA  [RIGHT LLNHO+  [NORMAL SEUDOMONAS CRP-POSITIVE 10 30 187 1 2 10 |10 |NOf1 [nO |9 3 LRTI
30 [ss207  [e2 | [ves|No[No[No[veqo [No[no  |veqBURNING T2DMHTN.CAD |99 120 |80/50 30 B/L CLEAR 5152 NORMAL ~ [ALTERED SENSORIUM NO [NO |10 [LVH INORMAL proTEINZ:  |URINECIS- CRP-POSITIVE 10 22 100 3 2 1D |10 N[t |NO |12 3 UROSEPSIS
MICTURITION [ACINETOBACTER
31 [557200 85 [M |vES[NO|NO [NO[NO|YESNO [NO VE';'ngNL'):ﬁION T2DM. HTN 100|100 |90/60 |90/60 0 |8 B/L CLEAR 5152 NORMAL ~ [ALTERED SENSORIUM NO [NO |12 [LVH INORMAL. INORMAL CRP-POSITIVE 10 |10 20 |22 100 [s0 12 |18 12 |12 20 |20 NOf2 |NO |10 [11 3|3 UROSEPSIS
POOR R WAVE LRTI.ARD
32 [559470 |40 |m |YES|NO [YEGNO [NO[NO [NO|NO  [NO T20M 100 |100 |90/60 9064 o060 [92/60 |94/64 [30  [34 |30 [26 |30 BIL ISA CREPTS + 5152 NORMAL ~ [ALTERED SENSORIUM NO [NO 160 (Lo o sion BIL LL NHO+ INORMAL CRP-POSITIVE 12 |12 |12 |10 |10 |79 fs2 fo [0 [12 |53 [155 [0 96 [113 [1 o8 |os |05 [05 [25 [23 |22 [2 |18 [6D |60 |NOf6 [NO |12 [13 |14 [16 |17 3 |3 |3 |3 |3 s
LEFT LOWER ZONE ET OIS
33 (560247 30 [F |YES|NO[YEJYEYNO|NO [NO|NO  |NO 100 [100 |(80/60 |90/62 [94/60 |100/60|110/60 (30 32 |30 |28 (26 B/L BASAL CREPTS+ 5152 NORMAL ~ [CONSCIOUS, ORIENTED NO |NO |49 [SINUS TACHYCARDIA |1 NORMAL ACINETOBACTER 15 |15 |15 |15 |15 [233 (2407 |26 |20 18 (417 314 (300 |256 200 [9.7 [9.5 |66 |55 |58 (03 |06 |07 (07 (07 [4D (3D [NO|5 [YES(7 (7 [6 |5 [4 (2 |2 (2 |1 |1 [LRTI
SPECIES
[BURNING |ALTERED SENSORIUM, B/L
34 |560243 70 |M [YES|NO|NO[NO|YEYNO |NO[NO |YES MICTURITION T2DM,HTN 101 [112 (80/50 |80/50 30 28 B/L CLEAR S1S2 NORMAL PLANTAR: FLEXOR INO |NO |13.3 [SINUS TACHYCARDIA (NORMAL INORMAL CRP-POSITIVE 12 |10 8.49 |10.4 174|191 12 |15 2 2 1D (2D |[NOf2 [NO (8 9 3 |3 UROSEPSIS
35 [560744 |65 [F |vES[NO|YEJYEYNO|NO |NO[NO  |NO T2DMHTN 102|120 |100/60(100/60 |90/60 [80/50 |9060 [30  [34 |30 [28 |30 gg‘EE‘TFSiUSE RHONCHI+, 5152 NORMAL ’;gf[fs;ﬂ‘:;’;m& NO |NO |79 [SINUS TACHYCARDIA  [B/L DIFFUSE NHO+  [NORMAL CRP-POSITIVE 12 |12 |12 |12 |10 |44 f66 8 614 [86 |04 fs6 [150 [104 |09 [1 (21 |26 |17 14 |07 fo7 |o7 [07 |07 [sD [30|NOfs [NO |5 8 |8 [o |9 [2 |2 |3 |3 |3 |LRTI.ARDS
[BLOOD C/S: NO
GROWTH, ET
[CONSCIOUS, RESTLESS & B/L LOWER ZONE ASPIRATE C/S:NO
36 561500 63 [M |vES[NO|YEJYEYNO|NO [NO[NO  |NO T2DMHTN 102 120 |14070|130/80 140190 6 [3¢ |0 B/L DIFFUSE RHONCHI+ SLS2NORMAL [ ob oo e NO |NO [141 [NORMAL NHO- ROWTH, SPUTUM | CRP-POSITIVE 15 |13 |12 193 [0 18 205 150 [153 11 |12 |07 os (07 |11 30 [sp|NOf3 [NO |1 f4 s 12 | LRTI
C/S: ACINETOBACTER
SPECIES
BURNING |ALTERED SENSORIUM, BIL SPUTUM C/S: NO
a7 128727 |aa [F |vES|no|NO[NO|YEYNO [NO[NO |VE: T20M 101 |120 050 [8a60 o060 |10070|110%60 [30  [28 |26 |22 |20 B/L NVBS + 5152 NORMAL . NO |NO [14.4 |NORMAL INORMAL. INORMAL GROWTH, URINE C/S: |CRP-POSITIVE 13 [13 |13 [14 |15 |69 [0 [18 |16 [z f181 [222 |45 |10 |60 oo fos |06 Jo7 fo7 12 |1 f1 |2 |08 [No > |Nofs |vEs|s [+ [a |3 |1 |3 s |3 |2 |o [UROSEPSIS
MICTURITION PLANTAR: FLEXOR EcoLl
3 [s61951 |68 [F [NO [NO|YEJYEYNO|NO |NO[NO |NO T2DMHTN 98 |120 [11060(110774 |110/70 |120/80|124/70 (36 [30 |28 |24 [0 B/L DIFFUSE RHONCHI+ 5152 NORMAL ~ [RESTLESS, DROWSY NO |NO [105  [SINUS TACHYCARDIA E/:(;OWE”ONE INORMAL CRP-POSITIVE 13 |14 |13 |13 |12 |177 [18 165 [15 (14 |ao4 [519 |86 (356 [358 [05 [o5 |06 [06 05 [12 [13 |12 |1 |12 [20 [NO|NOf3 |YES|5 |4 [3 [1 [3 [2 |2 |2 |2 |t |LRTI
ANALYSIS: MENINGITI
39 [s61980 |35 |F |VES|NO[NO|NO |YEYNO [NO|NO  [NO 101|120 9064 |10060[11070 |22 [20 [18 [16 |16 B/L NVBS + [S1S2NORMAL  [DROWSY, NECK STIFFNESS+  [NO [NO [13.9 [NORMAL INORMAL INORMAL oREDOMINANT 2 |1z |2 (13 |14 fez fie2 16 f12 12 jass fao oz fas6 (371 {0 foo 06 08 08 [16 |18 |16 [16 |12 [NO NOINOfa |VES|3 fe fa |2 f2 1 f2 fo 11|
40 [s61808 60 [M |YES|NO[YEJYEYNO|NO [NO|NO  |NO T2DM 98 [120 (90/60 |100/60 [110/70 |110/80| 36 34 |30 |20 B/L DIFFUSE RHONCHI+ 5152 NORMAL ::Rc:ﬁggés,kssnsss‘ NO [NO [13.3 [SINUS RHYTHM zﬁ;OWERZONE NORMAL CRP-POSITIVE 13 |14 |15 |15 125 (16 (12 |10 186 [512 500 (482 07 [07 [08 |08 12 |12 |14 |1 4D [2D [NOJ4 [NO 5 [5 f2 o 332 |0 LRTI
e
41 |660167 75 [M |YES|NO [YEJYEYNO|NO [NO|NO  |NO T2DMHTN.CAD  [101 (104 |100/60(100/64 [110/70 (110/76(104/76 (26 26 |28 |24 |20 B/L BASAL FINE CREPTS+ 5152 NORMAL ggaxingsssmwnwe o NO [NO [14.4 [SINUS RHYTHM z/:;owsk ZONE | NoRMAL 13 |13 |14 |15 |15 |20 185 |16 (14 13 (287 305 (300 |250 256 |28 |24 |48 |64 (35 |13 |16 |15 |12 (12 [NO [2D|2Cc |2 [YES(s (5 [6 |5 [4 (2 |2 (2 |1 |0 [LRTI
42 |eseat |55 M |ves|no|vegvEgno|no [No[No  [No 100 [120 |1s0/90|16080 [150190 |1400[140i90 |56 [aa a0 |26 [es BIL ISA CREPTS + SLS2NORMAL  [CONSCIOUS, ORIENTED o [No 113 [sinus TacHYCaRDIA [P LOWERZONE  lyomuar CRP-POSITIVE 15 15 [13 |12 12 [s8 |iz |14 |0 |16 |ao7 [sos fsss [us [ss3 [os fos |08 for fos |1 |1 |1 [r2 |1 [sp [sp|nofr |vesft |2 fs |5 [s |1 |1 |2 [2 |2 |tRTI.ARDS
DROWSY, POORLY RESPONDING]|
43 [660188 |85 |F |VES|NO[YESYEINO[NO [NO|NO  [NO T20M 101 [120 |160/80 15090 0 |32 B/L DIFFUSE RHONCHI+ S152NORMAL  |TO COMMANDS, BIL PLANTAR- [NO [NO [10.6 |-OW VOLTAGE LEFT UPPER AND . [NorRMAL CRP-POSITIVE 10 |10 89 |16 202|200 03 |12 2 |3 20 [20 |NOf2 [NO |7 |0 2 |2 LRTI
[COMPLEXES LOWER ZONE NHO+
FLEXOR, NO MENINGEAL SIGNS
B/L LUNG ZONE [CRP-POSITIVE , HIV,
44 (658875 |30 |M |YES|NO[YEYNO [NO[NO [NO|NO  [NO 102 [o0 |sors0 |o0/60 |100i60 |100/60[100560 |26 [30 [0 e 6 B/L BASAL FINE CREPTS+ 5152 NORMAL ~ [CONSCIOUS, ORIENTED NO |NO [127 [SINUS TACHYCARDIA  [DIFFUSE INORMAL BSAG.NEGATIVE |15 [15 |15 [15 [15 |7 |7so |as s fe2 |44 fa7 s jeo [100 [12 |14 [14 |16 [16 |64 [64 [47 |52 |46 [30 [NO[NOJs |VES|o fo f6 |5 |5 [2 2 [1 [1 |1 [LRTI
INFILTRATES+
B/L LOWER ZONE [CRP-POSITIVE, HIV,
45 1659821 53 |F [NO [NO|YEJYEYNO|NO |[NO|NO [NO T2DM 98 90 100/60100/70 (110/60 |110/70(100/60 |26 24 26 22 20 B/L BASAL FINE CREPTS+ S1S2 NORMAL [CONSCIOUS, ORIENTED NO |NO [10.2 [SINUS RHYTHM INHO+ INORMAL HBSAG-NEGATIVE 15 |15 |15 15 |15 |15.01 |14 136 |13 12 362 (300 352 300 342 (17 |16 |17 |16 |12 |16 (15 [15 [14 |12 |2D |2D [NO|4 |YES |4 4 3 3 2 [1 1|1 1 [1 |LRTI
DROWSY, POORL ¥ RESPONDING LOW VOLTAGE CRP-POSITIVE, HIV,
46 (658878 |50 |M [NO |NO[NO|NO[NO[YESNO|NO [NO|LOOSE STOOLS ~ |T2DMHTN 98 [100 |0rs0 |o0/60 |oo/60 |100/60[100560 |26 |24 [22 |20 |20 B/L CLEAR S152NORMAL ~ [TO COMMANDS, BIL PLANTAR- [NO [NO [116 INORMAL. INORMAL WV iz fi2 |12 |12 |13 fios f12 fie f15 [1s fie8 for foo |so [s6 |15 [1 |11 |14 [12 |14 |14 f14 12 |1 [No s> |NOfs |ves|e |7 |4 |7 |6 |3 [3 |2 |1 |1 |ACUTEGE
FLEXOR |COMPLEXES [HBSAG-NEGATIVE
DROWSY, POORLY RESPONDING]| PUS CELLS- 10-
47 659806 [s2 |F [NO [NO[NO[NO|YENO [NO|NO  [vES HTN 99 |02 [17040(160/100 |1501200 (15010150000 [24  [22 |24 [22 |0 B/L CLEAR 152 NORMAL ~ [TO COMMANDS, B/L PLANTAR- |NO [NO [126 |SINUS RHYTHM INORMAL. s URINEC/S:ECOLI |CRP-POSITIVE 12 |12 |13 |12 |12 |2018 12 [0 |9 [8  |s65s [s54 [0 [200 [256 [14 [1 |12 |12 |1 [11 [12 |12 |12 |12 [NO |20 |NOf2 [vES|3 |3 |3 [4 |8 [2 |t |2 |t |t |UROSEPSIS
FLEXOR, NO MENINGEAL SIGNS
48 [658483 |20 |F [NO |NO[YE§YEINO[NO [NO|NO  [NO 98 [100 |10070[10060 [110/60 |110/60f110r70 |36 [34  [s6 s |30 B/L BRONCHIAL BS+ 5152 NORMAL ~ [CONSCIOUS, ORIENTED NO |NO |14 [SINUS RHYTHM m';ﬂ;iﬁég“ INORMAL CRP-POSITIVE 15 [15 |15 [15 |15 |0 |7 fo ss [8  [313 [s11 [36 30 [s48 o4 fos |05 Jos fos |1 |1 f1 |1 |1 [s0 |No|nofs |ves|z [z 1 |t Jo |t [t |t |2 |t [LRTLARDS
JINFILTRATES
49 [726062  [67 |m |YES|NO[NO|NO [NO[NO [NO|NO  [NO tﬁ;;&‘gﬁme T20M 99 |84 o060 |100/60 |100/60 |110/60|100/70 [20  [20 |22 [24 [0 B/L CLEAR 5152 NORMAL ~ [CONSCIOUS, ORIENTED NO |NO [11.7  [SINUS RHYTHM INORMAL. PROTEIN 2+ CRP-POSITIVE 15 |15 |15 |15 [15 |108 [1015 [10 |9 [s |15 [222 [200 256 [200 [18 [16 |14 13 12 [14 [14 |12 |12 |12 [NO |20 [Nof2 |vES |+ |3 |2 [z |2 [t |t Jo o |o |CELLULITIS
50 [719748 60 [M [no [no[no[no[No[vEdno[no [NoLoose sTooLs  [B.ASTHMA 98 86 [110r0[110r70 o060 [11ar4[11070 Jo6 Jo4 o6 ez [oa B/L CLEAR 152 NORMAL [CONSCIOUS, ORIENTED No [No o8 [NORMAL INORMAL INORMAL [CRP-POSITIVE 15 [i5 [15 15 [i5 [76 [8 o [z iz Jies Juso [1z2 12z froo [u5 [u6 i [14 12 Jua Ju2 Ji2 [t [t [nofeo[nof2 [ves[e s fs J2 [s Jo Jo [o [o o [AcuTEGE
51 |657021 20 |F [NO [NO|YEYYEYNO|NO [NO|NO [NO T2DM,HTN 98 76 120/80(120/70 (120/74 |126/74(124/74 |32 30 30 28 26 B/L ISA CREPTS + S1S2 NORMAL |CONSCIOUS, RESTLESS NO |NO |14.7 |SINUS RHYTHM EE;OWERZONE INORMAL CRP-POSITIVE 14 |15 |15 15 |15 |204 |186 |16.8 [136 |12 466 (316 350 312 300 (08 |08 |06 |06 |05 |12 (12 [12 |12 |1 INO [NO|NO (2 [YES (3 2 1 1[0 |12 1 |1 1 [1 |LRTI
52 [es2895  [51 | [ves|vo[no[no|nono[no o [no|SEOWERUME froom iy o9 |00 |11emofizsrre [1a0e0 [1a0i0fueoie0 18 [16 |16 f1a a2 B/ NvBs + S1S2NORMAL  |CONSCIOUS, ORIENTED No [NO |11 [NoRMAL INORMAL PUSCELLSS  |URINE CIS- NEGATIVE|CRP- NEGATIVE 15 [15 [15 |15 |15 [25 [¢ |2 [0 |18 |is0 |00 [120 |13 |56 [02]es [ss |76 [sa |108 |os [s6 [r2 [s2 [no |nofec|o |ves|e fo fo fe fs o Jo o fo |0 |cELLULmS
B/L LOWER LIMB POOR R WAVE [CRP-POSITIVE, HIV,
53 |665620 |55 (M [VES|NO|NO|YEGNO|NO [NONO  [NO|gine e T20M 101 |98 |o0/60 |108/60 |110/60 |100/60104%60 [24  [28 |28 [28 |26 B/L DIFFUSE RHONCHI+ 152 NORMAL ~ [CONSCIOUS, ORIENTED NO [NO 14 [oo e caion INORMAL BsAGNEGATIVE |15 [15 |15 [15 [15 [1699 |1482 136 [1148 [1028 [257 [312 s |41z (326 [13 |19 [14 |12 [09 |04 f03 |03 fo2 |02 [NO [0 [NOf2 |VES |4 f3 2 |1 fo [2 2 |1 [1 |1 |LRTI
54 |665542 50 |M [YES|NO|NO[NO|YEYNO [NO[NO [NO T2DM 100 (90 170/104150/90 (150/100140/90(130/80 |30 28 26 26 24 B/L CLEAR S152 NORMAL [ALTERED SENSORIUM, [NO |NO |17 SINUS RHYTHM INORMAL INORMAL LOCELLS- 10 |10 |12 12 |14 |19 18 17 17 16 342 (308 300 300 308 |1 09 |1 12 |12 |36 (36 (28 [28 |26 |ID |NO[NO|2 |YES |6 5 5 5 14 121212 |2 |2 MENINGITI
MENINGEAL SIGNS+ 60%NEUTROPHILS, s




55 |essass |47 [F [no [No|vEgvEgNO|NO NO[NO  [NO HYPOTHYROIDISM |98 (90 |150/10q146/90 [140100 |136/8a[130580 [20  [20 |18 [18 [0 B/L RHONCHI+, CERPTS + IN ISA/S1 52 NORMAL |CONSCIOUS, ORIENTED No [No [s5  [REBB oL LOWERZONE  |\oRwmaL enontonie. |15 [is s |5 |is [1se9 fass f102 f1205 [11s0 famr [aor |s fs3 o fe fas [28 |29 |4 |oa |oa |03 |03 |os [ip [no[nofs |ves|a |¢ |o o fs |2 [2 [1 |1 |1 |tRTI
so [ssaara 62 |F [vEs|No[No|vEgno[No[No|ves [No|FTNING - [reomTn 101 |72 12070124176 [120080 |12480]120086 |18 |20 |18 [18 |16 BIL ISA CREPTS + SLS2NORMAL  [CONSCIOUS, ORIENTED NO [N [47  [sINUS RHYTHM LEFT NHO+ NORMAL enontoaie. |15 s s |is |is [esr fes7 |ozs fost |oar fass |a2 |azs fess as [as |ex [as [as [38 |03 |03 |02 |oa |oa |No [no|nofe |ves|s [a Jo fo fs |2 [2 [1 |1 |1 |tRTI
57 |essszs  [os [F [no [No|no|vEgvESNO [NO[NO  [NO T2DMHTN 98 [100 |20010{1601100 160200 150090]150i90 |28 |28 [os |24 |2s B/L COARSE CREPITATIONS  [s152NORMAL  [SLTERED SERSORIUMANG o o 127 [Lvke RIGHTLLNHO+  [NORMAL CRP-POSITIVE 12 |12 [12 |3 [ [ fiz fia fu i fso7 [soo [ss fsso [soo |07 [o7 |08 fos [0 [12 |12 |12 [12 |12 |no [no|nofe [ves|s |e o |2 |2 |2 ]2 [2 [2 [2 |RT
58 [665170  |s8 |[F |VES|NO[NO|NO[NO|YESNO[NO [NO|LOOSESTOOLS  [T2DM 101 |100 [8or50 [8a60 o060 |100/60100%60 [20  f20 |22 [18 |16 BIL CLEAR S1S2NORMAL  |CONSCIOUS, ORIENTED NO |NO [116 [SINUS TACHYCARDIA  [NORMAL INORMAL (CRP-POSITIVE 15 |15 |15 |15 |15 |122 |14 [14 [42 |11 |o00 [150 (100 |100 [132 [16 |18 |19 |14 [12 2 |2 |12 |12 [1 [no[s>|NOf3 [vEs|s |5 |4 [3 |2 |1 |1 |1 |0 |0 [ACUTEGE
50 |eseass  [7 [F [no [No|vEgvEgNO|NO NO[NO  [NO T20M 98 [s5 [200i1qz00100 1801200 1700] 17496 |26 |28 a0 |28 |22 B/L COARSE CREPITATIONS+  [S152NORMAL |CONSCIOUS, ORIENTED NO [NO [118 [sINUS RHYTHM o OV EONE INoRMAL INO GROWTH onontoaie |15 13 3 |13 |is f1es f13s |13 fi2ze iz fa0 fase |2z fass Jeoo f13 fus [28 fs2 3 |1z [z |1 |os |os |20 [nofnofs |ves|z fs fo o 2 |1 f2 [2 |2 |0 |tRTI
60 667367 85 |F |YES|NO [NO|NO[NO|YESNO[NO |NO[LOOSESTOOLS [T2DMHTN.COPD (99 (100 |80/60 [80/60 [90/60 [90/60 |90/60 |20 20 |18 [0 |18 B/L NVBS + S152NORMAL  [CONSCIOUS, ORIENTED NO [NO |7.5  [NORMAL [NORMAL NORMAL CRP-POSITIVE 15 [15 |15 |15 [15 |[497 [51 [59 [62 7 288 |208 (151 (123 |62 (27 (25 [23 |2 |18 |12 |12 |1 |1 |1 |NO(3D[NOJ3 [YES|s |5 |3 [3 |1 (1|1 |1 [1 |0 [ACUTEGE
61 [664604 |80 |[F |VES|NO[NO|NO[NOINO [NO|NO  |NO |RASHES T2DM. COPD 101|100 80/60 |90/60 [100/60 |26 [28 [24 [22 20 B/L NVBS + 5152 NORMAL ~ [CONSCIOUS, ORIENTED NO |NO [122 |NORMAL INORMAL. INORMAL CRP-POSITIVE 15 [14 |14 [14 |15 [238 [s02 [184 [123 [102 (341 [s6 [267 |87 [ae6 |07 [27 [18 |16 fo8 |oo |12 [12 |1 [o9 [No s> |Nof3 |ves|t |5 |4 |2 |o |1 3|3 |2 |0 [UROSEPSIS
~[BIL LOWER ZONE x
NO NO [LOOSE STOOLS _[T2DM. CAD 00 [192 [ (o svdsoso |oaso Joorso |ooso |5 |2 |0 |s oz [B/L DIFFUSE RHONCHI+ S152 NORMAL Q\E‘LE‘Zéléisr\;ng:;UM. NO [VES[NO [10.7 |ST DEPRESSION INV4- |B/L LOWER ZONE _|NORMAL [CRP-POSITIVE 5 s[5 | Jis s s o [ir |o |ws [ [0 [io0 [0 [ts [os |17 |16 [ts [os Jos [os [os Jos o o nols [vesls |5 |5 |« F |s la | |3 |1 |eam
NG NO 98 |10 |110/80{110/70 [110/84 [114/70[110/70 [30 26 [28 [26 |26 LEGHT ISA, IAA CREPTS+ SLSZNORMAL  [ALTERED SENSORIUM NO |NO [13.7 ENUS RHYTHM RIGHT LL NHO+ [NORMAL [CRP-POSITIVE 12 |13 |14 [15 |15 [112 116 |12 [136 [13  [260 [280 [264 284 320 o9 oo 1 f1 fo9 f1 f1 Ji 1 [1 [NO[NO|NOf1 |YES|2 1 f1 o fo [2 |2 [2 |1 [1 |LRTI
NO NO [LOOSE STOOLS _[T2DM 100 |10 BIL CLEAR SISZNORMAL _|DROWSY, PHOTOPHOBIA+, NECHNO [NO 85 |SINUS RHYTHM NORMAL NORMAL (CRP-POSITIVE MENINGITI
1000|1000 10670 |1100l1007a |20 o2 |22 |0 |22 STIFENESS+ 12 12 f14 f14 |15 68 |0 fi26 125 fui1 53 oo [65 70 |0 11 28 |48 65 [45 |14 [12 |12 12 |1 [NONORC 2 [VESI4 s ol fs || | |0 |l
POOR R WAVE (CRP-POSITIVE, HIV,
65 660897 30 |F|YES[NO [YEYNO [NO[NO [NO[NO  [NO 100 120 |80/50 [90/60 [94/60 [90/60 |100/60 |30 26 |26 [24 |22 B/L BASAL CREPTS+ S152NORMAL  [CONSCIOUS, ORIENTED NO [NO 109 |00 2 oession RIGHT LL NHO+ INORMAL HBSAG.NEGATIVE 5 (15 |15 |15 [15 |12 [116 (115 (12 [12 |07 |90 [84 [120 (150 (08 [08 [08 [09 |09 [1 |1 [1 |1 |1 [NO[4D|NOf4 |YES[3 |4 [3 |2 [1 (2 |2 |2 |2 |2 |LRTI
RIGHT LOWER (CRP-POSITIVE, HIV,
66 |12007 |53 M |vEs|no|no|No[no|no o [No  [No|fPEl PR o Taom 101|100 [130/70(134/74 |140080 |140/86|140084 [24  [26 |22 |20 |20 BIL CLEAR S152NORMAL  |CONSCIOUS, ORIENTED NO |NO [125  [SINUS RHYTHM INORMAL INORMAL nsaGnEcaTive |15 [15 |15 |15 [15 [s1 |28 [es f101 |15 [ss2 [se ss |437 400 [16 [15.4 [147 12 [106 (09 [1 |12 [12 |0 |No [Nofec|s |vESfs |4 [+ |a |4 [0 [0 [0 [0 |0 |CELLULITIS
DROWSY, MOVING ALL 4 LIMBS| RIGHT MID AND
67 [636842 |25 |F [NO |NO[NO|YEJNO[NO [NO|NO  [NO|SEIZURES EPILEPSY 98 [o0 |116/80[80/60 24 |28 B/L COARSE CREPITATIONS*  [S152NORMAL | "0 (i ol No |No 8 |ReBB LOWER ZONE NHos |NORMAL CRP-POSITIVE s |8 20 |20 628|600 05 |05 1|1 20 |10 |NOf2 [NO |5 |8 2 (3 LRTI
B/L LOWER LIMB LOW VOLTAGE (CRP-POSITIVE, HIV,
68 636437 58 [F [YES|NO|NO(YESNO[NO [NOINO |NO|qye iy T2DM 100 |90 |70SYS100/60 [100/60 [110/60|110/70 |30 30 |28 |26 |24 B/L BASAL CREPTS+ 5152 NORMAL ~ [CONSCIOUS, ORIENTED NO |NO 139 |00 expe INORMAL NORMAL HBSAG-NEGATIVE 15 [15 15 |15 [15 [1950 |19.87 [19.8 [18 168 (186 |138 (136 [140 (160 [L7 |08 |06 08 |1 |09 |09 |09 (09 (09 [2D [4D NO|4 |YES (5 4 [3 |2 fo (2 |2 (2 |1 |1 [CELLULITIS
|ALTERED SENSORIUM, BIL B/L MID AND LOWER (CRP-POSITIVE, HIV,
69 [634895 |80 |M [NO |NO[YEYNO [NO[YESNO|NO  [NO T2DM, IHD 98 118 [130/80(120/70 |120/84 |110/70|100/70 (30 [26 |20 [20 |16 B/L BASAL CREPTS+ SLSZNORMAL |0 o o MUTE. INO [NO [B5  [SINUS TACHYCARDIA |50 oo PROTEIN 1+ HBSAG-NEGATIVE 10 {10 |10 |10 |1684 [1602 [109 (109 o |a72 [s75 |45 [424 |a21 [1 |11 |14 |14 |13 [16 [16 |16 [16 |16 [sD [NO|NOfs [YES|s |4 |5 [s [5 [2 |2 |2 |2 |2 [LRTI
70 [easas2 a9 | [ves|no|No[No[no[no [No[no  |no|BURNING T20M 99 120 |90r50 [100/64 |100/64 1107013086 [30  [26 |28 [24 [0 B/L NVBS + s152NORMAL  [CONSCIOUS, RESTLESS & NO |NO [105 [SINUS TACHYCARDIA  [NORMAL PUS CELLS 6 CRPPOSITIVE HIV. |14 |12 |12 |10 |14 [1as3 [1527 |41 [130 [1247 |120 [1so [13s |ios |09 |11 |16 |08 [os |os |14 |16 [16 [16 [16 [no [ |vofs ves|a |s |5 |+ [ [3]3 [3 |3 |3 |urosepsis
MICTURITION IRRITABLE HBSAG-NEGATIVE
71 |eseasr  [s0 [m [ves|no|vegno[no|no o [no  [no T2DMHTN 100 [120 |12080|120770 [100/60 |1006e110m0 |56 [so [os [24 |as RIGHT ISA, IAA CREPTS+ SLS2NORMAL  [CONSCIOUS, ORIENTED VES|vES|107 [sINUS RHYTHM RIGHTLLNHO+  [NORMAL honontoaie. |13 4 s |s s [rzs feas fio fiz e fror frsT fssT [0 oo f24 fa2 fas fas [az [ss |5 |as |as |32 |30 [no[noje |ves|o fo |7 fo fs |1 [1 [0 [0 |0 [tRTI
BREATITSOOND: RPPOSTITVE
LOW VOLTAGE [BLOOD C/S AND .
ABDOMINAL IN RIGHT ISA, IAA. BIL COARSE B/L MID AND LOWER INEGATIVE FOR
72 |ess0s1 |45 [ [vES|NO|NO|YE§NO|NO [NO[NO - [NO T crlN 100 |94 |oo/60 10060 |100/70 |104/70|12080 [26 |24 |26 |26 |28 CREPTITAIONS IN BASAL S1S2NORMAL  |CONSCIOUS, ORIENTED vES|vES|132 fgrgsmxssw LIMB |00 Niios INORMAL zl;ngcs/s MALARIA LEpTOSPIRA|'S |15 15 [15 [15 [934 [109 f15 |1is |10 feor [soT |ssT fo7T JerT |1 |12 [1a f1 fos |s |5 |7 |7 |5 [NofadNofs |ves|s fo |7 [7 |7 |3 (3 (3 |3 [3 |LRTI
DROWSY, MOVING ALL 4 LIMBS, CRP-POSITIVE,
73 [634661 |60 |F |VES|NO[NO|NO|YE{YEYNO|NO [NO T2DMHTN 101 |90 [134/80(132/80 |126/86 |134/80|120/80 [22  [24 |26 |24 |26 B/L NVBS + 5152 NORMAL : [NO [VES|111 [SINUS RHYTHM INORMAL. INORMAL INEGATIVE FOR 12 [13 |13 [15 |15 [1047 [1424 |101 [1581 [161 [260 [269 [217 255 [224 107 [87 |95 |79 [s |os o8 [o8 |08 |08 [3D |Nofec |4 |ves|r |7 [ 5 |+ |2 {2 |2 |2 |2 [RT
B/L PLANTAR-FLEXOR MALARIA. DENGUE
74 |esss0r |55 [F [ves|no|no[no|no|vegno[no  [No HYPOTHYROIDISM [102 (102 (70060 [s0is0 [sois0 o060 [100i60 30 [s¢ |30 [s0 o5 LEFT ISA CREPTS+ SLS2NORMAL  [CONSCIOUS, ORIENTED o [No (94 [sinus TACHYCARDIA [LET FOWERZONE noRmaL (CRP-POSITIVE 15 |15 [15 |15 [15 [5 |0 |17 |16 |1z |e2 |01 [0 120 |ws |27 |14 |os [12 {14 fs |6 [s2 |5 [|e8 [no | |nofs [veslr |7 fs |5 |4 |2 ]2 [2 [2 [1 |RT
15 |90 [0 [ |VES|No|NO|NO|VEYWO [N0[No [NO|LOOSESTOOLS — (T20M, HTN E 20 |130mo| 14080 [130170 [120i0f13070 [30  [26  [oa fos [ao B/LNVES + ESZ NORMAL :.ﬁgﬁﬁéosgf ORIENTED, NECK[NO |NO"|TE.1[SINUS RHYTHM NORMAL NORMAL CRP- POSTIVE 12 |12 f14 |14 [15 [1045 o84 |o32 0 |15 |8 [0 fa6 50 |e4 |11 [15 |14 [16 [15 |8 |8 |72 |7 |72 [20 [NO|NOs |vES 11 |12 [10 |0 |7 |5 [ [ [o |1 |ACUTEGE
648719 |80 [M |VES[NO|YEYVEJNO|NO [NO|NO |NO T2DM.CAD 99 120 [BL ISA,IAA CREPITATIONS + |S152 NORMAL _|CONSCIOUS, RESTLESS,
76 110/70(100%60 110174 10870/10070 f30 [ 36 [s0 |28 |RRITABLE No o |1e [REBB RIGHTLLNHO*  |\ormAL (CRP-POSITIVE 14 14 15 |5 [15 [93 |5 |2 |23 |18 |a¢ |s0 fes s |0 |11 [12 |11 |1 |12 [26 |26 [26 [2 |2 [NO[NO|NOf2 [vES|e |7 |5 |+ |4 |5 |5 [ [1 [1 [LRTI
POOR R WAVE LEFT LOWER ZONE
77 648041 65 |F |YES[NO [NO|YEYNO[NO [NO[NO  [NO T2DM. CAD 100 |90 |80/60 [80/50 [90/60 [80/50 |100/60 |26 24 |26 |28 |30 LEFT ISA, IAA CREPTS+ S152NORMAL  [CONSCIOUS, ORIENTED NO [NO 122 |00 o oession NHO+ INORMAL CRP- POSITIVE 14 |15 |15 |15 |15 [639 (689 (595 [466 [5.02 (80 [108 111 [104 [120 [07 [08 [07 |06 [05 |27 |26 |18 |1 |18 |NO [4D [NO[4 [YES|7 |5 |4 |2 |2 |3 (3 |3 (3 |3 [LRTI
MENINGITI
78 [o48166 |35 |m |vES|vEYNO|NO [NO[NO [NO|NO  [NO T20M 101 |96 |100/60(104/62 |110/70 |110774|120/70 [30  [28 |26 [24 |22 B/L NVBS + 5152 NORMAL gﬁg?gg‘;iiig&éﬁ;ﬁ;ﬁf NO |NO [14.6  [SINUS RHYTHM INORMAL INORMAL s [15 |15 15 [is sz fisor fi6 fi63s fea oo fior Joo fso oo 43 fa9 36 3 (o4 fas fas fa6 |26 |24 N0 4 Noje |ves|e |7 e fo f7 |1 1|1 11 |
79 [648748 |60 |M |YES|NO[YEGNO [NO[NO [NO|NO  [NO T2DM, HTN 102 |90 [10r0|o0re0 |sors0 |wo0e0|110/70 [s0  fes |6 fs0  [os RIGHT ISA CREPTS+ 5152 NORMAL &%’ﬁﬁgfjaﬂgs‘ NO |NO [163  [SINUS TACHYCARDIA 'E‘OGVDERMZ'S@NEHW INORMAL CRP- POSITIVE 14 [14 |14 [15 |15 [e24 [12 |12 |10 fs24 |27 fs0 fas feo [0 |11 [12 |14 |14 1 |48 |48 [48 |4 |¢ [No 4> |NOfs |ves|s [0 [0 |8 |6 |2 [3 (3 |2 |1 [LRTI
FACIAL B/ LOWER ZONE (CRP-POSITIVE, HIV,
80 648324 55 [M | YES[NOINO[NOINOINO [NONO  NO o ece HTN 101 170/100150/100 140/100|150/90|150/90 |26 22 |24 [ |26 BIL ISA,JAA CREPITATIONS +  [S152NORMAL ~ |CONSCIOUS, ORIENTED NO [NO |10 [SINUS RHYTHM INFLITRATES® INORMAL HBSAG.NEGATIVE 15 [15 |15 |15 [15 [144 |1604 [227 [20 (18 |50 |74 [102 w00 [150 [49 |65 [67 |57 |5 [16 |16 [2 |18 [18 |NO [NO6C |4 |YES([8 |7 |7 |7 [6 [1 [0 1 |1 (1 [LRTI
645554 |65 M |NO [NO[NO|NO[NO|NO [NO|NO |NO|WOUND OVER  |T2DM, IHD Eg B/LNVBS + SISZNORMAL _|CONSCIOUS, ORIENTED NO [NO [112 |SINUS RHYTHM NORMAL NORMAL (CRP-POSITIVE
81 RIGHT FOOT 140/10130/80 14090 [130/84/126/80 [26  [24 30 [26 |22 15 [15 15 f15 |15 foz |04 [114 [106 iz |aa5 [366 [460 |30 |28 09 |11 |13 [13 |14 2 2 2 [18 |16 NONOMNOJe VESIz 2 3 2 f2 |, ||, |y | [CELLULITIS
YEJNOINO INOINO - NO TZDMHTN 100 1501100140/100 |150/90 140/10{150/90 (26 [28 30 [26 |24 RIGHT ISA, 1AA CREPTS* 51 S2NORMAL ;Z%\;"SV‘ NOMENINGEAL NO [NO 151 §§3§§s§?¥§ RIGHTLLNHO® — |NORMAL 12 |12 10 |0 f12 fe8 |7 |74 |0 |0 |26 |us [0 4o |12 |2 |16 |18 [2 |16 [12 |14 [16 [14 |12 [NO[NO|NOf2 [vES|e |5 |6 6 [s |5 |5 [o [ [ [LRTI
[No[vEgNo[NO [NO[NO  [NO T20M 100 0150 [sor0 [sorso [r00i60[20070 [30 28 |26 [24 |26 B/L ISAIAA CREPITATIONS +  |S152 NORMAL  [CONSCIOUS, ORIENTED NO [NO 156 [SINUSRHYTHM [BCCCNHO+ INORMAL [CRP-POSITIVE 15 [15 |15 |15 [15 |11.79 [1052 [185 [216 [158 |76 |62 |97 196 [243 [47 |49 |44 |44 |59 |66 |7 (82 [8 |76 [2D [sD|NoO|5 |VES |12 [11 [0 |7 |7 [2 [2 [2 |2 |1 |LRTI
NO[YEYNO [NO[NO [NO T2DM, HTN 101 SISZNORMAL _|ALTERED SENSORIUM, NECK _[NO |NO |108 |SINUS TACHYCARDIA |NORMAL NORMAL (CRP-POSITIVE, CSF
[STIIFNESS+, KERNIG'S SIGN + ANALYSIS: CELLS MENINGITI
100160102764 [100/60 |108/64[110/70 |26 [22  [24 [26 |24 CONT-10, 12 |12 | |12 12 |9 fi2 f16 [14 [z |a7 [s6 |62 |78 |02 [21 [32 |28 |26 |16 [12 [12 [12 |1 |1 [20 [NO|NOfs |vES |10 |8 |7 [6 |5 12 |2 |2 <
PREDOMINANTLY 2
YEJNOINO INOINO - NO T20M 102 120580(110/70 |116/74 |11076/120/70 [26  [28 |26 |20 |22 /L ISAIAA CREPITATIONS +  |S152NORMAL —|CONSCIOUS, ORIENTED NO'[NO 127 |SINUS RHYTHM [priCRos NORMAL 5321’2122'5%! 15 |15 [15 |5 [15 278 | |17 {19 |18 |288 |254 [250 |0 |20 |08 fo8 |1 12 12 [t2 |12 [t |1 |12 [nO[NO|NOf2 [vES|2 |2 fo [t |2 |y |1 [1 [1 |1 [IRTI
NONONONONO NG T2DM. HTN 10 1" lioomo|ioae2 [110m0 [uisiraizoeo [0 [z |5 [ |2 RIGHT ISA CREPTS* 51 S2ZNORMAL | CONSCIOUS, ORIENTED NO [NO 1 lZORMAL RIGHTLL NHO® NORMAL NEGATIVE 5321’2122'5%! 15 |15 15 |15 f15 16 |4 |14 |12 o |10 |5 foo w0 |126 |12 [12 |12 [14 |16 [t2 |12 [t |1 |t |nO[NO|NOft [vES|s s |4 [3 [s |y |1 [1 [1 |1 [IRTI
NO[YEYNO [NO[NO |NO [BURNING (T2DM 101 130 SISZNORMAL _|DROWSY, RESPONDING TO NO [NO [10.4 |SINUS TACHYCARDIA |NORMAL PUS CELLS20. |URINE C/S: ECOLI _|CRP-POSITIVE, HIV,
MICTURITION 130180(120/70 110170 10070|100/74 (32 [30 |26 [24 |4 [COMMANDS HBSAGNEGATIVE |12 12 13 {13 f14 [194 |2043 |16 |16 a4 |26 faaz foa0 sz [0 (03 o3 o4 [0 fo7 12 f12 [12 |12 f12 INOIDINOJL VeS| |3 2 o f2 |, 2 |2 |2 |2 |UROSEPSIS
YEJNOINO INOINO O T2DM. HTN 10 1% lisonofrzono [120m0 [raoojusorro [os [oa fea [z oo /L ISAIAA CREPITATIONS +  |S152NORMAL |CONSCIOUS, ORIENTED NO [NO j14.1 - INORMAL B/LLL NHO* PUSCELLST  INO GROWTH 5321’2122'5%! 14 |14 [15 |5 [15 [1437 |16 |14 |12 |10 |2r4 |20 [260 268|270 |08 [08 |08 [08 |08 [08 |08 |08 |08 |08 [NO [NO|NOft [vES[2 [t fo fo fo |5 |2 [1 [0 [0 [LRTI
VE{VESNG [No [0 [Wo SASTVA % 2 |romoliooes oo [P o TR TORG FILEDS CREFTS: (6757 NORVAL —[DFOWSY, O WENNGEAL —[WO [N [§— [G0S TACHYCARDIA._[LEFT CUNG DFFUSE [V CRPPOSITIVE s e P P I e les oz o b ks o o vk o 1o 12 e 22 =
NONONONONO - INO EC?;%LESS* 1N 102 1'% io0ms|utoie0 [160m00f130i0]120r76 [25  [22 fea fea |es B/L ISA CREPITATIONS+ 51 SZNORMAL | CONSCIOUS, ORIENTED NO N o (L:gVJPVL‘é;TE’;GE B/LLL NHO* NORMAL 15 |15 [15 |5 [15 [143 |66 |27 20 |18 |s0 |74 fi5 w0 |150 |49 [65 |67 [57 |5 |16 |16 [2 [18 |18 [NO[NO|sc |4 [vES[s |7 |7 |7 |6 |y {0 [1 [1 [1 [LRTI
ING[VEJNG [No NG NG 0 (% STSZNORMAL |KERNIGS SIGN + NG [N 3 [NORMAL NORMAL NORMAL MENINGIT]
15/90 |146/80 |130/70 |134/74|140080 [24  [26 |24 [20 |18 iz 12 f13 13 14 fsa7 J1ad fus 189 f41 fo Jioo fes 34 (3 f12 20 [ fa4 |1 fos oo fiz 1 os [NO NofNOJ2 [VESIS 6 6 |5 fe |, 202 1)1 <
NO[YEYNO [NO[NO [NO T2DM, HTN 99 100 SISZNORMAL _|DROWSY, NECK STIFFNESS+ _[NO [NO 126 |LVH NORMAL NORMAL (CRP- POSITIVE, CSF MENINGITI
[90/60 (90/60  |90/64 30 28 |26 ANALYSIS: CELLS-8- (12 (10 10 28 (36 (34 50 |48 |32 18 |16 |18 32 [28 [29 2D (3D [NO|3 [NO (12 14 (15 3 |3 |3
INEUTROPHILS S
93 (649085 NO NO [LOOSE STOOLS _[HTN 95 120 gors0 3 B/ BASAL CREPTS+ [STS2NORMAL |RESTLESS, IRRITABLE Eo NO [125 ls—_lNus RHYTHM INORMAL NORMAL [CRP- POSITIVE 14 273 260 15 0o 1D |1 [1c |1 [NO |0 3 ACUTE GE
73 [M NO [NO|LCOWERLIMB oM 99 140 B/L NVBS+ [STS2NORMAL |[DROWSY NO [NO [126 |SINUS RHYTHM NORMAL NORMAL [CRP- POSITIVE
94 (728121 SWELLING 80150 36 12 32 30 16 21 1D |10 |NOf1 [NO |14 3 LRTI.ARDS
DROWSY, POORLY RESPONDING US CELLS- 10-
95 (716249 |04 |M |NO |NO[NO|NO[YEYNO [NO[NO |vES HTN 99 |92 [170140(160/100 |1501100 (150101150090 [24 |22 |24 |22 |20 BIL CLEAR S1S2NORMAL  [TO COMMANDS, B/L PLANTAR- [NO [NO 126 |SINUS RHYTHM INORMAL SpE URINE C/S: ECOLI |CRP-POSITIVE 12 |12 |13 |12 12 |2018 12 [0 |9 |8 |aes [as4 (850 [200 |2s6 [14 [1 |12 12 |1 |11 [12 |12 |12 |12 [nO |20 |NOf2 [vEs|3 |8 |3 fa [8 [2 |1 |2 |1 |1 |UROSEPSIS
FLEXOR, NO MENINGEAL SIGNS
3 |P522% 45 M [VES[NO|VEJVEJNO[NO [NO[NO  [NO HTN 100 (130 [ 1orolizars |wz00 % |2 | [B/L DIFFUSE CRACKLES+ [STS2NORMAL |CONSCIOUS, ORIENTED NO [NO 128 |RBBB [BICNHO+ (5R) NORMAL [NO GROWTH a:g:giggﬁwg. s |5 |is 2 o |6 P P 12 |ia |16 12 |s |1 o |20 [nols vo |2 |2 s aan LRTI
97 (727976 |96 |M |vES|NO[NO|NO [NO[NO [NO |NO VE'fA'ngNL'):ﬁION T2DMHTN 102|100 |ooi60 |o060 o064 |t00e0|1000 [12  [14 |16 [16 |4 B/L NVBS + 5152 NORMAL ~ |ALTERED SENSORIUM NO |NO [112 [NORMAL INORMAL. PUSCELLS14 [URINEC/S:ECOLI  |CRP-POSITIVE 13 [13 |15 [15 |15 [8os [114 [125 [0 [18 [151 [249 |35 300 [a75 |07 fo7 [o6 Jos fo7 |1 |1 fr |1 |1 [No[s>|Nofs |ves|z [z 1 o |o |2 2 |0 |0 |0 [UROSEPSIS
VEJVESVEJNO [NO|NO [NO T2DMHTN 00 198 |00 [000 2 o [B/L BRONCHIAL BREATH SISZNORMAL _|ALTERED SENSORIUM NO [NO [121 |SINUS TACHYCARDIA |B/L NHO* NORMAL [NO GROWTH CRPPOSITIVE IV, | | 2 | o |2 06 Jos 08 |os o 10 N0l Ino & s 3 3 RT1
SOUNDS+ HBSAG-NEGATIVE
NO[NG|VEJNO [NO[NO [VES (T20M 100 120 B/LNVBS+ SISZNORMAL _|ALTERED SENSORIUM, NO NO [NO [63 |RBBB NORMAL PUSCELLS10 |URINE C/S:E.COLI _|CRP-POSITIVE, HIV,
sois0 [ooi60 |o0re4 [100/60{100064 [34  [s0 |28 [26 [26 MENINGEAL SIGNS HBSAG-NEGATIVE |12 (12 |13 [13 |13 |77 750 |79 |13 222 (139 [w01 |76 66 [37 [33 [35 |24 [36 [27 [265 (239|208 [154 74 |4D [6D |ac |6 [NO |14 [16 [16 |14 [14 |3 |3 [3 |3 [3 |UROSEPSIS
YEJVESNO[NO [NO[NO  [NO [HYPOTHYROIDISM [100 (98 [ - T, % |2 [B/L COARSE CRACKLES+ S1S2NORMAL  |RESTLESS, IRRITABLE YES[NO [129 [SINUS RHYTHM [B/CPATCHY NHO+  [NORMAL [CRP-POSITIVE > | 5 |t P b2 |2 57 |os o |20 Inol2 o |z o 3 |3 LRTLARDS
101 [666217 |55 M |VES|NO[NO|NO[YEYNO [NO[NO |YES T20M 101 140 70140 30 B/L NVBS+ 5152 NORMAL QLELE‘ZEEE’:EZfSSéUM' No NO |NO [14.7 INORMAL 12 16 235 0.7 21 1D [1D|NQ1 [NO [10 3 UROSEPSIS
[ALTERED SENSORIUM, [CRP-POSITIVE,
102 667377 21 |M |YES[NO [YEQYEYNO [NO [NO[NO  [NO 102|130 80/50 (80150 46 42 |40 |30 B/L CRACKLES+ SLSZNORMAL  |orcr eos IRRITABLE NO [NO |148 [SINUS TACHYCARDIA [B/L DIFFUSE NHO+ [NORMAL HIVHBSAG-NEGATIVE |12 [12 |10 [0 10 |1217 [19.1 [147 102 |40 |15 150 08 |1 [09 |1 07 |08 [09 |1 4D |3D|NQ4 [NO |5 |7 (8 |9 21313 [3 LRTI
103 |os8102 |45 M [NO [No|vEYvESYESNO [NO[NO  [NO T20M o [140 2 | BIL DIFFUSE CRACKLES+ SLS2NORMAL  [ALTERED SENSORIUM NO [NO [147 [SINUSTACHYCARDIA [BIL DIFFUSE NHO+  |NORMAL e mcaTIvE [12 [10 65 |52 5 |20 12 |14 16 |24 2D |1D|NQ2 |NO |10 f13 2 |3 LRTIARDS
POSITIVE.
HIV/HBSAG-NEGATIVE, MENINGITI
104 (668166 |70 |M |VES|YEYNO|NO [YEYNO [NO|NO  [NO copPD 101 [0 |160/90[150/80 |140/80 [150/10{14090 |2 |26 [24 |20 18 B/L NVBS+ 5152 NORMAL ngﬁggﬁgﬁmw' NO |NO [131 [NORMAL INORMAL INORMAL ZZFUQ'::EVS'SCELL 2 |12 |13 |13 f1e |54 fian e 189 |41 jos oo e fs4 |33 2 |29 |0 |14 1 fos fo8 12 f1 fo8 [NOINQNO2 VESIS f6 fo s fa |22 [2 |1 |1 |
INEUTROPHILS, SUGARS|
105 [124000 |77 |m |ves|no|nolveqdno [no [No[no  [no [BILLOWERLIME |5py 100 |90 [r0svsiooeo |1oo60 1100|1070 [s0  fso |8 [e6  [os B/L BASAL CREPTS+ 5152 NORMAL ~ [CONSCIOUS, ORIENTED NO [NO [139 [LOW VOLTAGE INORMAL INORMAL CREPOSITVE NIV |15 |15 |15 [15 |15 [1050 [1987 |10 16 |68 185 |13 [136 |10 160 |17 |08 [os Jos |1 |oo [os fos [oo [os [o0 o |nofe |ves|s |¢ | [ o [2 |2 [2 |1 |1 |cecuums
SWELLING [COMPLEXES HBSAG-NEGATIVE
LEFT SIDED [ALTERED SENSORIUM, NO [CRP-POSITIVE,
106 (669004 65 [M |NO [NO|YESNO|YESNO [NONO  NO e ooy T2DM, HTN.COPD 99 (120 |50SYS70/50 |[90/40 (90/60 [100/60 (30 34 |30 (30 (28 LEFT ISA CRACKLES+ SLS2NORMAL [ Lee AL SIGNS YES|NO |65 [NORMAL LEFT LL NHO+ NORMAL INO GROWTH HIVHBSAG-NEGATIVE |1 |12 [12 |12 |14 |728 125 109 |216 |18  [140 101 |76 |66 (80 (33 |35 |24 [36 (3 (265|248 (239 |20 (162 |3D (4D|2C|4 YES|16 (17 (16 |16 11 |3 |3 (3 |3 [3 |LRTI
107 [671500 |69 |m [NO |NO[vE§vEYNO[NO [NO|NO  [NO PT8. COPD 99 |oo |uo0(ooe0 9064 |100/60110064 [36 |40 a2 [s6 [0 g{é&ACKLES"NALL LUNG |51 52 NORMAL ~ [CONSCIOUS, ORIENTED NO |NO [112 |PPULMONALE+ PAD+ [RIGHT ULLL NHO+ |NORMAL SPUTUM AFB + f‘f‘\;’:‘;:gfémnw 15 |15 |15 |15 |15 |66 [549 [698 |72 |74 |61 (141 [156 [160 [172 [09 [o9 |09 [og |09 [1 [z |12 |1 |1 [NO|2D|NO2 |YES|2 |5 |a [2 o |1 |2 |2 |2 |1 |RTI
108 [671460 |35 [m |ves|no|no[no[No o [Nofno  [no[FEFTLOWER | irppy 101 [100 soso ooreo [10060 28 [z5 [22 [0 1 BIL NvBSH S152NORMAL  [CONSCIOUS, ORIENTED No [No Jo  [sinus RHYTHM INORMAL NORMAL CRP-POSITIVE, 15 |15 [15 |15 15 25 [s5 fso [z s fier |07 [es iz |us [os |2 |18 |16 |14 [oa 22 [26 [18 |1 [NO|3D|NO[3 |vEs|e |o fs [¢ s [2 |2 [1 |1 |o |cELuums
LIMB SWELLING g HIV/HBSAG-NEGATIVE
109 671278 |38 |F |VES|NO[NO|NO |YEYNO [NO|NO  [NO 102|130 |90/60 |80/50 8 3 B/L NVBS+ s152NORMAL  [PROWSY. SIGNS OF MENINGEAL 5 |6 125 |NORMAL INORMAL INORMAL HIVHBSAGNEGATIVE, 12 |11 188 |24 50 |38 12 |18 45 |45 2D |2D|NQ2 [NO [14 |16 3|3 MENINGITI
IRRITATION + CSF ANALYSIS: CELLS- s
110 (671935 |72 |M |YES|NO[NO|NO |YE{YEYNO|NO  [NO T2DM. CAD 101 |80 [110/70{90/50  |80/50 6 |0 | B/L NVBS+ 5152 NORMAL ~ [DROWSY, B/L PLANTA- FLEXOR [NO [NO [115 [SINUS TACHYCARDIA |NORMAL INORMAL ﬁ?@:g::g&emm 12 |10 |10 614 [102 [126 27 [ | 68 [59 62 72 |72 |72 2D [2D[1C|2 [NO [14 |16 [18 2 (313 UROSEPSIS
[DROWSY, RESF x
111 [671880 |65 [m [ves|no[no [No|no[vegno[no  |No|Loose sTooLs  [corp 101 110 |sosvgooo [sore0 |w0mol1100 |18 [0 |20 |18 |18 B/L NVBSH S1S2NORMAL  [OROMSY SESPONDINGTO | o 10 [sinus RHYTHM NORMAL NORMAL NO GROWTH roonemicaTve [14 18 15 |15 [is 18 |ie |12 fiu |we f1e0 |is0 [132 |us fe |14 [14 [16 [18 |14 |a |as |52 |as |34 [NO[3DNGI3 |vES|s [s [s o fo [2 [1 |1 |1 |o [AcuTEGE
DROWSY, RESPONDING TO
112 |671945 40 |F |YES[NO [NO|YEYNO[NO [NO[NO  [NO T20M 102 |60 |70/50 40 B/L BASAL CREPTS+ S1S2NORMAL ~ [COMMANDS, B/L PUPIL- NO [NO [43  [SINUSBRADYCARDIA, [BIL LOWER ZONE |\ oayiar CRPI'POS'T'VE' 13 8.6 188 0.6 2.3 1D |1D|NQ1 |NO |9 3 LRTI
REACTIVE Ve + NHO+ HIV/HBSAG-NEGATIVE
113 [671947 |81 |M |YES|NO[NO|NO |YEYNO [NO|NO  [NO zl:gm:;ﬁlw T20M 101 |90 [8ors0 |90/ |100%60 |110/64112/68 [40 |42 |40 [38 |36 B/L NVBS+ 5152 NORMAL _r?g(():\g’swv'h;zggu RESPONDING|\o N0 [14  |NoRMAL INORMAL PUSCELLS16 [URINEC/S-ECOLI  |CRP-POSITIVE 12 |12 |13 |13 |15 |115 [135 [183 [203 [224 |189 [160 (150 [138 |12 [18 [16 |12 |11 |08 [12 [12 |12 |11 |1 [SD|4D|NQS [NO |7 |9 |o fw0]o [3 |3 |3 |3 |2 |UROSEPSIS
114 (672488 |70 |M |YES|NO[NO|NO |YEYNO [NO|NO  [NO T20M 101|120 [80rs0 |90/60 36 [3 B/L NVBS+ 152 NORMAL ~ [DROWSY NO |NO [106  [SINUS RHYTHM INORMAL PUS CELLS 10-12URINE C/S-E.COLI  |CRP-POSITIVE 12 |10 129 [224 50 |e1 09 |14 09 |12 2D [2D|NQ2 [NO [11 |14 3|3 UROSEPSIS
T20M, LVH, LOW VOLTAGE ET ASPIRATE -
115 |672794 63 |M |YES[NO [YEQYEYNO [NO [NO[NO  [NO HvPOTHYROIDISM [102 [120 |100/60|100/64  |80/60 46 30 |32 B/L DIFFUSE CRACKLES+ 5152 NORMAL  |RESTLESS, IRRITABLE NO |NO 105 | 0im e B/L DIFFUSE NHO+  [NORMAL | ACINETOBACTER CRP-POSITIVE 14 |12 |12 168 (265 (284 268|204 [200 29 (44 (48 21 [26 [24 1D |1D|NQ1 |NO |8 f11 |13 2 (2 3 LRTI
ET ASPIRATE -
116 [673122 |32 |M |vES|NO [YESYEINO[NO [NO|NO  [NO 99 120 80/50 |80/54 [80/50 |40 [30 [0 [28 30 B/L DIFFUSE CRACKLES+ S152NORMAL ~ [DROWSY, RESTLESS NO |NO [169 [SINUS TACHYCARDIA  [B/L DIFFUSE NHO+  [NORMAL KLEBSIELLA CRP-POSITIVE 13 |13 |12 |12 |10 |58 [s4 154 [199 [22 |37 (147 [170 188 |160 [07 [07 [37 [52 |57 |05 [16 |21 [26 [32 [SD|4D|1C|S |NO |5 |7 |13 [15 |16 [2 |3 |3 |3 |3 |LRTI
PNEUMONIAE
SINUS RHYTHM, LOW  [B/L LOWER ZONE CRP-POSITIVE,
117 |673240 36 [F |YES|NO [NO[YEYNO|NO [NO|NO  |NO HYPOTHYROIDISM 99 (80  |110/80{100/80 [110/70 (110/60(100/70 (32 30 |28 (26 |26 B/L ISA CREPITATIONS+ 5152 NORMAL ~ [CONSCIOUS, ORIENTED NO |NO [163 |0 ) GE COMPLEXES |NHO+ NORMAL HIVIHBSAG-NEGATIVE [15 |15 |15 |15 |15 |117 |[125 146 |162 (148 [314 |262 |276 256 286 (05 |05 |04 f04 |04 |2 [2 |2 18 (18 |2D [NQNQ3 [YES(s |5 |4 |2 |2 |1 |1 |1 |1 |1 [LRTI




673528 T2DM, IHD 80150 30 B/L NVBS+ DROWSY LVH INORMAL. CRP-POSITIVE 12 20 NO UROSEPSIS
402090 COPD.T2DM.CAD 0 |140/80 40 LEFT ISA CRACKLES+ [CONSCIOUS, ORIENTED 9 |SINUS TACHYCARDIA  [LEFT LL NHO+ (CRP-POSITIVE, 14 2D YES LRTI
- g HIV/HBSAG-NEGATIVE
UNCONSCIOUS, B/L PUPIL - CRP-POSITIVE
673706 T20M 60140 24 B/L DIFFUSE CREPTS+ SLUGGISHLY REACTIVE, B/L 1 |SINUSRHYTHM RIGHT LL NHO+ HIV/HBSAG-NEGATIVE | 3D NO LRTI
PLANTAR- FLEXOR
720241 T2DMHTN 80150 34 BIL ISA,JAA CREPITATIONS + CONSCIOUS, RESTLESS INORMAL BIL LL NHO+ 10 1D NO LRTI.ARDS
T20M, CRP-POSITIVE,
656067 N POTHYROIDISM 0 [140i80 40 B/L BASAL CRACKLES+ RESTLESS, IRRITABLE 2 [SINUS TACHYCARDIA  |B/L BASAL NHO+ HIVHBSAG.NEGATIVE |1 1D NO LRTI
655765 DM, IHD 90/60 30 B/L NVBS+ CONSCIOUS, RESTLESS LVH INORMAL CRP- POSITIVE 14 NO NO 2 [CELLULITIS
[BCNVES IER [NGRN P-POSITI
729627 DM s0r50 - B/L NVBS+ DROWSY 6 [SINUS RHYTHM NORMAL [CRP- POSITIVE 2 s o LRTLARDS
(CRP- POSITIVE, CSF MENINGITI
656572 90160 30 B/L NVBS+ DROWSY, NECK STIFFNESS+ 2 [SINUS RHYTHM INORMAL ANALYSIS: 6CELLS, |12 4D NO
INEUTROPHILS S
656588 DM, IHD 90/60 30 B/L NVBS+ CONSCIOUS, RESTLESS LVH INORMAL CRP- POSITIVE 14 NO NO CELLULITIS
[ ] [BCNVES RIENTED, NECK | NG [NGRN -
720938 T2DM, HTN 99 3070 ™ B/LNVBS + ;:Tolgiglégf ORIENTED, NECK |NO T [SINUS RHYTHM NORMAL [CRP- POSTIVE 2 s o oS 1 |acuTeGe
ese400 T20M, HTN o0 a6 B/ NvBSH e Y NO MENINGEAL LvH + INORMAL cRe- POSITIVE 10 1D NO UROSEPSIS
728638 140/80 40 B/L BASAL CRACKLES+ RESTLESS, IRRITABLE 2 [SINUS TACHYCARDIA  [B/L BASAL NHO+ CRP-POSITIVE, 14 1D NO LRTI
g HIV/HBSAG-NEGATIVE
659750 HTN 110/70 36 [B/L DIFFUSE CRACKLES + CONSCIOUS, ORIENTED REBB B/L NHO (L>R) CRP- POSITIVE 15 2D NO LRTI
668182 DM 80/50 36 B/L NVBS+ DROWSY 6 [SINUS RHYTHM INORMAL CRP- POSITIVE 12 1 NO CELLULITIS
POOR R WAVE
676460 100170 36 [B/L COARSE CRACKLES+ RESTLESS, IRRITABLE PROGRESSION B/L PATCHY NHO+ CRP- POSITIVE 12 7D YES 2 |LRTI
730428 58 |M | T20M B/LNVBS + DROWSY, RESPONDING TO [SINUS TACHYCARDIA [NORMAL (CRP-POSITIVE, HIV,
3 130180 32 [COMMANDS HBSAG-NEGATIVE 12 NO YES 2 |UROSEPSIS
DROWSY, NO SIGNS OF
677680 wl 10060 34 B/L CRACKLES + MENINGEAL SIGNS REBE INORMAL CRP- POSITIVE 13 4D NO LRTI
730521 N N POTHYROIDISM 80150 34 B/L BASAL CRACKLES+ RESTLESS, IRRITABLE 5 [SINUSRHYTHM INORMAL. CRP- POSITIVE 14 1D NO ACUTE GE
[ALTERED SENSORIUM, [CRP-POSITIVE,
667379 46 B/L CRACKLES+ RESTLESS, IRRITABLE 8 |SINUS TACHYCARDIA  [B/L DIFFUSE NHO+ HIVHBSAG-NEGATIVE |2 4D NO LRTI
678419 X 30 B/L NVBS+ RESTLESS, IRRITABLE LVH INORMAL [CRP- POSITIVE 15 NO YES 1 |ACUTE GE
78100 N 050 a0 B/ NvBSH L RESTLESS: 5 [sINUSRHYTHM INORMAL cRe- POSITIVE 14 NO YES 1 |ACUTE GE
DROWSY, MOVING ALL 4 LIMBS,| POOR R WAVE RIGHT MID AND
728163 N EPILEPSY 116/80] 24 B/L COARSE CREPITATIONS+ B/L PLANTAR-MUTE ROGRESSION LOWER ZONE NHO+ CRP-POSITIVE 8 2D NO LRTI
678401 N 80140 20 B/L NVBS+ [CONSCIOUS, ORIENTED 3 [SINUS RHYTHM INORMAL CRP-POSITIVE, 14 5 NO YES 0 |ACUTE GE
g HIV/HBSAG-NEGATIVE
(CRP-POSITIVE, HIV,
728592 T20M 130170 24 B/L CLEAR [CONSCIOUS, ORIENTED 5 [SINUS RHYTHM INORMAL. HBSAGNEGATIVE |15 NO YES 0 |CELLULITIS
[CRP-POSITIVE,
678572 HTN 110/70 36 B/L DIFFUSE CRACKLES+ CONSCIOUS, ORIENTED RBBB B/L NHO+ (L>R) HIVHBSAG-NEGATIVE |5 NO YES LRTI
[CRP-POSITIVE,
678515 T2DMHTN 140/80] 40 B/L BASAL CRACKLES+ RESTLESS, IRRITABLE SINUS TACHYCARDIA  [B/L BASAL NHO+ HIVHBSAG-NEGATIVE |14 NO YES LRTI
728503 HTN 5050 m [BILBASAL CREPTS+ RESTLESS, IRRITABLE [SINUS RHYTHM [NORMAL [CRP- POSITIVE 14 10 NO ACUTE GE
T2DM HYPOTHYRO [B/L BRONCHIAL BREATH CRP-POSITIVE,
678531 \DISM 90170 32 SOUNDS+ ALTERED SENSORIUM 1 |SINUS TACHYCARDIA [B/L NHO HIVIHBSAG - NEGATIVE™ 3D NO LRTI
678570 T20M 150710 30 B/L NVBS+ [CONSCIOU, ORIENTED IHD CARDIOMEGALY+ CRP- POSITIVE 15 NO YES 2 |UROSEPSIS
oM, LOW VOLTAGE
679296 Y HYPOTHYROIDISM 84/50 38 B/L NVBS+ RESTLESS 4 |CoMPLEXESS CARDIOMEGALY+ CRP- POSITIVE 14 NO YES 1 |ACUTE GE
DROWSY, B/L PUPIL- ) MENINGITI
679474 COPDHTN 80160 30 B/L NVBS+ [SLUGGISHLY REACTIVE, NECK 3 [SINUS TACHYCARDIA  [NORMAL CRP. POSITIVE, 12 1D NO
DENGUE -POSITIVE s
STIFFNESS*+
658938 NO T2DM 90/60 20 B/L CLEAR CONSCIOUS, ORIENTED 7 |SINUS RHYTHM [NORMAL CRP-POSITIVE 15 NO YES 0 [CELLULITIS
660170 N B.ASTHMA 110170 26 BIL CLEAR |CONSCIOUS, ORIENTED INORMAL INORMAL CRP-POSITIVE 15 no ves 0 |ACUTE GE
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