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Abstract

Background: Awareness about the infection is scarce mainljiéngrowing nations as a consequence of whichnivi®ften thinking of in the
differential analysis of febrile illnesses. Failui@ diagnose leptospirosis is especially unfortenaeverely ill sufferers regularly recover
completely with prompt remedy but if therapy isadeld or no longer given, death or renal are prababimake suréMethods: A whole 50
patients who were admitted with fever at FIMS htapimedication branch over a period of 2 years ihat some stage in August 2005 to
August 2007 who have been diagnosed to have ldptsigpsatisfying the inclusion and exclusion aigePresent study sketch is a prospective
learn about at some point of which affected pemsidinbe followed up throughout clinic stay, healiagd one month after dischardesults:

In our find out about out of 5 sufferers sixteerffeners (32%) had no complications, 34 sufferer8%®% have developed a range of
complications. 4 patients (8%) developed ARF, 7epesi (14%) developed hepatitis, 17 patients (34Rl Avith Hepatitis, 2 sufferers (4%)
Hepatitis with altered sensorium, 1 patient (2%yeli@ped Myocarditis; Hepatitis; ARF, 1 affected merg2%) developed ARF; ARDS;
Hepatitis; Myocarditis, 2 patients (4%) ARDS with ARIRd HepatitisConclusion: Early analysis & initiation of remedy of leptosmsis

prevents mortality and morbidity.
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INTRODUCTION

Leptospirosis is an acute febrile illness commormany
parts of the world. Most cases are mild or asympatierbut
the most severe illness, known as Weil's diseasgy be
associated with death through renal failure. Lagtosis is
a worldwide zoonotic infection. It is known by many
different local names (e.g. mud, swamp, sugarcéom,
Bragg, Japanese autumnal fevers). The major rasds/o
rodents and the organism is passes in their uonenbths
and can survive in fresh but not brackish water.nMsa
infected by contact with rodent urine or with thena of
other infected animals such as dogs and domestin fa
animals, or with meat contaminated by urine.[1-7]
Awareness about the infection is scarce especiallthe
developing countries as a consequence of whidh,rirely
thought of in the differential diagnosis of febrilmesses.
Failure to diagnose leptospirosis is particulamfantunate:
severely ill patients often recover completely wittompt
treatment but if therapy is delayed or not giveeatt or
renal are likely to ensure.[8]

As leptospirosis can be treated by antibiotics eisfig
penicillin group treating physicians should haveghhi
clinical suspicion of the disease especially inpital
countries like India and do appropriate investmyatito
confirm it.[9]
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Out of 704 patients presenting with acute febfilgess in
J.S.S Hospital, from 1-1-2004 to 31-12-2004 (1yekp
patients (17.86%) were found to have leptospirosis.

MATERIAL AND METHODS

Source of data: A total 50 patients who were adahitiith
fever at FIMS hospital, medicine department overedod
of 2 years that is during August 2005 to August 28ho
have been diagnosed to have leptospirosis fulfillthe
inclusion and exclusion criteria.

Present study design is a prospective study dunihigh
patient will be followed up during hospital stagcovery
and one month after discharge.

Method of collection of data: Data for the propostddy
was collected in a pre-tested proforma which inekid
various socioeconomic parameters like age, sexypaton
etc. 50 cases have been selected on the basiampfesi
random sampling.

Clinical, biochemical and hematological profile tfese
patients was followed up from the date of admissoming
the hospital stay and one month after discharge.
Statistical Analysis: The analysis of the data wasle on
the basis of important statistical parameters the Mean,
Standard deviation, Standard error, T-test and qotam
test where applicable. All values are compared/aps 0.05
and 1% or 0.01 levels of significance for the cepending
degree of freedom to arrive at conclusion regardimg
objectives of the study.

Inclusion criteria: All the patients diagnosed tava
leptospirosis on the basis of scoring criteria sedi by
Faine (score is more than 26), All the patientietkpositive
for anti-leptospiral IGM antibodies, Organism
demonstrated by dark ground microscopy.

Exclusion criteria; All known patients with leptosgsis,
who were also positive for acute febrile illneselimalaria,
typhoid, dengue, brucella, viral hepatitis, riclsis.
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Investigations: The following investigations arendoto

assess the study: Complete blood picture, routineeu
analysis, random blood sugar, blood urea, serumtiniee,

chest x-ray pa view, HIV-antibodies defecated by3&A,

dark ground microscopy for leptospirosis blood amihe,

IGM antibodies to leptospira, QBC for MP, LFT, ikt

count, ultrasound abdomen, Widal test, IGM antibedio
dengue, LP CSF analysis (if necessary), kidney syiq(if

necessary).

RESULTS

Out of 50 patients in 23 patients (46%) blood Ues&ls are
within normal limit (i.e. 20-40 mg/dl), 27 patien{§4%)
have levels of blood urea elevated (i.e. >40mgfdthese,
14 patients have blood urea level of 41-80mg/dbaflents
81-100mg/dl, 9 patients 101-200mg/dl, 2 patientsl-20
250mg/dl.

Out of 50 patients, 16 patients (32%) creatinineelleis
elevated (i.e. >1.4).

34 patients (68%) creatinine is within limits (A8 mg/dI).
Out of 16 patients 6 patients creatinine is >4.Jafients
1.41-2.0mg/dl, 3 patients 2.1-3.0mg/dl, 1 patiedt8&mg/dI
[Table 1].

Out of 50 patients in 18 patients (36%) T.bilirulsnwithin
normal limit (i.e. below 1.1 mg/dl). 32 patients4¢6)
T.bilirubin is elevated (> 1.1 mg/dl), among the32
patients 14 patients T.bilirubin is 5.1 — 16.5 ng/é
patients 1.1-2.0 mg/dl, 4 patients 4.1-5.0 mg/dpadients
2.1-3.0 mg/dl, 2 patients 3.1-4.0 mg/dl. Maximurtato
bilirubin observed in this study is 16.50mg/dl.

Out of 50 patients 10 patients (20%) have D.bilinubithin
normal limit i.e. below 02 mg/dl). 40 patients (80%
D.bilirubin is elevated (>0.2mg/dl) among thesepélients
14 patients D.bilirubin is in between 3.1-10.8mg/diL
patients 0.2-0.9mg/dl, 10 patients 0.91-2.0mg/dhafients
2.01-3.0mg/dl. Maximum D.bilirubin observed in thitudy
is 10.8mg/dl.

In our study 16 patients (32%) SGOT level is withormal
limit (20-40u/l). 34 patients (68%) SGOT level iewated
(>40u/l) among these 34 patients 12 patients SG@l lis
41-100u/l, 10 patients 101-150u/l, 9 patients >20008
patients 151-200u/l. in this study maximum SGOTeobsd
is 900u/l.

16 Patients (32%) SGPT levels are within normalttirti.e.
20-30u/l). 34 patients (68%) SGPT is elevated (H30u
among these 34 patients 16 patients SGPT levellis 4
100u/l, 9 patients >200u/l, 7 patients 101-150 2ifhatients
151-200 u/l. in this study maximum SGPT level okedris
920 ul/l.

15 patients (30%) ALP is elevated (i.e. >147u/f.fatients
(70%) ALP is within normal limit (i.e. 37-147ull).
Maximum ALP observed in this study is 540u/l [TaBle

In our study out of 5 patients 16 patients (32%) e
complications, 34 patients (68%) have developedouar
complications. 4 patients (8%) developed ARF, 7iepds
(14%) developed hepatitis, 17 patients (34%) ARFEhwi
Hepatitis, 2 patients (4%) Hepatitis with altereshsorium,
1 patient (2%) developed Myocarditis; Hepatitis; ARL
patient (2%) developed ARF; ARDS; Hepatitis;
Myocarditis, 2 patients (4%) ARDS with ARF and Hefis
[Table 3].

Table 1: Cases depending on real parameters

Renal parameters No. of patients %
Urea (>40mg/dI) 27 54
Creatinine (>1.4

ma/di) 16 32

Table 2: Liver function tests

LFT NC." of % P-value Inference
patients
T.Bilirubin(>1.1mg/dI) 32 64 <0.05 H.S
D.Bilirubin
(>0.2mg/dl) 40 80 <0.05 H.S
SGOT (> 40u/L) 34 68 <0.05 H.S
SGPT (> 40u/L) 34 68 <0.05 H.S
ALP (> 147u/L) 15 30 >0.05 N.S
DISCUSSION®

In spite of major successes against infectiousadise in
20th century, new infections have emerged and okt ae-
emerged in recent decades. Leptospirosis appedrs tn
the increase in Karnataka, Kerala, Tamil Nadu and
Andaman during last two decades probably due teased
farming and inadequate rodent control.[10, 11]his study
80% of the cases had abnormal liver function tedtsst of
the elevation of SGOT & SGPT mild to moderate raggi
from 40-250u/l. T.bilirubin > 1.1mg% was seen in%4
highest recorded value in this study is 16.50mg%.
D.bilirubin >2.0mg% is seen in 80% of the caseghdst
recorded value of D.bilirubin in this study is 1§98. SGOT

is >40u/l in 68% of the cases. Highest recordedie/aif
SGOT in this study 900u/l. SGPT is elevated > 4Duf8%

of the cases. Highest recorded value of SGPT idtuidy is
920u/l. Alp is elevated > 147u/l in 30% of the cast
Madras study 84% of the cases had high bilirub2m{g%)
and abnormal SGOT & SGPT (>50ul/l).

Urine examination showed albumin present in 48%hef
cases. RBCs present in 38% of the cases. Cellenirés
66% of the cases. Casts seen in 16% of the cadietheA
patients were seen positive for IgM antibodiesefotdspira,

of these 30% of the patients showed 11-12 PBU, @0the
patients showed > 12 PBU. Highest recorded is 6U.PB
Normal PBU value less than 9, equivocal 9-11 PBldrem
than 12 PBU consider leptospira positive.

Only 4 patients (8%) have shown abnormalities iastX-
Ray. 1 patient (2%) showed features of CCF. 3 ptdie
(6%) showed features of ARDS. ABG was done showing
6% of patients with metabolic acidosis. 2 pati€ag) had
features of Myocarditis.

LP CSF analysis was done; it shows mild elevatién o
proteins, normal glucose and normal cell count wsthof
the cases.

In our study of 50 patients all of them had fevéwrarious
duration as such they were given paracetamol and
intravenous fluids.

98% of the patients received Crystalline penicifior >5
days, 2% of the patients received ciprofloxacin%e7éere
given steroids and platelet rich plasma in thesgeipis
platelet count improved within 5 days.

8% of the patients received blood transfusion.

In our study of 50 patients 68% developed compboest
32% of patients had no completions. Of these 68%hef
patients 8% patients had acute renal failure, 1484 h
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Hepatic damage, 34% had both acute renal failut an
Hepatic damage, 4% developed Hepatic damage & eklter
sensorium, 2% had Myocarditis, Hepatic damage with
Acute renal failure, 4% had ARDS, ARF & Hepatic
damage. 2% developed ARF, ARDS< Myocarditis, Hepati
damage.

Out of 50 patients 46% of the patients developedtimu
organ damage (2 or more organs are involved). rgat
(4%) died due to ARDS, ARF & Hepatic damage. 80% of
the patients stayed at the hospital for less titadals.

CONCLUSION

84% of the patients had Hepatomegaly, 58% patibats
Splenomegaly. 80% of the patients had Thrombocytiape
50% of the patients had acute renal failure. 60%thef
patients had Hepatic damage. 4% of the patientsahiacked
sensorium, 6% of the patients had ARDS. 46% of the
patients developed Multi organ damage. Crystalline
penicillin is the drug of choice in leptospiros&o of the
patients died due to ARF, ARDS& Hepatic damage. 80%
the patients stayed at hospital for less than A&.dgarly
diagnosis & initiation of treatment of leptospiregirevents
mortality and morbidity.
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