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INTRODUCTION 

Leptospirosis is a common zoonosis worldwide that 

affects mammals, including human beings. Infection is 

endemic and occurs with greatest frequency in tropical 

and subtropical regions. It is emerging as an important 

public health problem in India.
[1,3]

 Both humans and 

animals can be directly infected through contact with 

infected tissue or urine or indirectly through contact with 

contaminated soil and water.
[4,5]

 In humans, typical 

symptoms can include fever, headaches, chills, vomiting, 

sore muscles, jaundice, red eyes, abdominal pain, 

diarrhea, and rashes. Leptospirosis can become 

considerably dangerous if not treated, potentially leading 

to kidney damage, meningitis, liver failure, and 

respiratory problems.
[5]

 

 

Leptospirosis has been recognized as an important 

occupational hazard of agriculture manual laborers, 

sewage workers, animal handlers, forestry workers and 

other outdoor workers who work in wet conditions, and 

butchers. The transmission cycle involves interaction 

between one or more animal hosts harboring leptospires, 

an environment favorable for its survival, and human 

beings. Leptospirosis in human occurs in two courses: 

anicteric or benign (between 85 and 90% of cases) and 

icteric or serious, also known as Weil’s diseases 

(between 10 and 15% of cases). The wide spectrums of 

clinical symptoms that characterize leptospirosis make 

its diagnosis easily confused with other febrile 

diseases.
[6]

 

 

CASE REPORT  

A previously healthy 10-year-old female child  who had 

suffered from sore throat,cough, rhinitis, 

headache(diffuse type), vomiting(non-bilious and  non-

projectile), high grade intermittent fever, malaise, low 

abdominal pain and loss of appetite for 3 days  and also 

visited a local clinic where common cold and fever  was 

diagnosed and she was treated accordingly. Her 

symptoms were temporarily relieved at that time. The 

symptoms reappeared and the patient was admitted to OP 

department of Pediatrics on the 12
th

 day and she 

developed a new symptom ie, congestion of left eye for 

2days. Patient lost 2kg in past 2 weeks. 

 

The patient had a history of eating fruit salad from 

outside. On examination  patient’s  respiratory system, 

cardiovascular system were normal, tenderness over the 

abdomen and CNS showed no neck signs throat was 

congested, halitosis was present. Hematology evaluations 

showed a peripheral white cell count of 6620/microLitre, 

DC-N63%, L-33%, M-4%, Hemoglobin 12.9g/dL 

(normal,13-15g/dl), and a platelet count of 

26,0000/cumm (normal, 150,000–450,000). ESR was 

21mm/Hr. Blood chemistry showed elevated blood urea 

18mg/dl(normal,15-45mg/dl) creatinine (Cr) of 0.4 

mg/dL (normal, 0.5–1.4 mg/dL),  alanine 

aminotransferase (ALT) of  17 IU/L (normal, < 40.0 

IU/L), CRP: 0.44mg/dl(normal, upto 0.5). Peripheral 

smear showed few reactive lymphocytes. 

LeptospiralIgM(ELISA) was equivocal -10.5 and 

repeated after 3 days to demonstrate the rise in titre and it 

was positive with value 14. On the day 1 she was treated 

with infusion of DNS 500ml over 8 hours and 1 ampule 

of polybion along with it. Inj. Pantoprazole 25mg IV 

OD, Inj.emest 2.5mg IV SOS, Inj.ceftriaxone 1g IV BD, 

Syp.oseltamevir 4ml BD, T.Azithromycin 500mg OD, 

Syp. Acetaminophen (250mg/5ml) 7.5ml Q6H. Syp. 

ASCORIL LS (ambroxol+guaifenesin+levalbuterol) 5ml 

TID, Tobramycin 0.3% eye drop 1 drop 4 times in left 

eye and 1 drop 2 times in right eye and lid hygiene was 

advised. The same orders were repeated on the day 

2,3,4,5 and on day 5 Syp. Oseltamevir was stopped, her 

vitals were stable, she was symptomatically better and 

active hence discharged and also advised to continue 

Tobramycin 0.3% eye drop for 4days and 
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ABSTRACT 

Leptospirosis is a bacterial infection spread by contaminated water, urine by infected animals and it affects both 

human and animals. it is commonly seen in monsoon season and here we report an anicteric case of leptospirosis in 

a 10 year old female.  
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Syp.Zincovit(multivitamin supplement) for 10days and 

asked to attend the OPD after  week for review. 

 

DISCUSSION 

Leptospirosis is distributed worldwide (sparing the polar 

regions) but is most common in the tropics. Leptospirosis 

has been recognized as a re-emerging infectious disease 

among animals and humans.
[7]

 Most leptospiralserovars 

have a primary reservoir in wild mammals, which 

continually reinfect domestic populations. The organism 

affects at least 160 mammalian species and has been 

recovered from rats, swine, dogs, cats, raccoons, cattle, 

mongooses, and bandicoots.
[8,9]

  

 

Urinary shedding of organisms from infected animals is 

the most important source of these bacterial pathogens. 

Contact with the organism via infected urine or urine-

contaminated media results in human infection. Such 

media include contaminated water and food, as well as 

animal bedding, soil, mud, and aborted tissue. Under 

favorable conditions, leptospires can survive in fresh 

water for as many as 16 days and in soil for as many as 

24 days.
[10]

 

 

This syndrome, icteric leptospirosis with renal failure, 

was first reported over 100 years ago by Adolf Weil in 

Heidelberg.
[11]

 However, an apparently identical 

syndrome occurring in sewer workers was described 

several years earlier.
[12,13]

 Earlier descriptions of diseases 

that were probably leptospirosis were reviewed 

recently.
[14,15]

 Leptospirosis was certainly recognized as 

an occupational hazard of rice harvesting in ancient 

China
[15]

, and the Japanese name akiyami, or autumn 

fever, persists in modern medicine. With hindsight, clear 

descriptions of leptospiral jaundice can be recognized as 

having appeared earlier in the 19th century, some years 

before the description by Weil.
[15]

 

 

Leptospires have a typical double membrane structure in 

common with other spirochetes, in which the 

cytoplasmic membrane and peptidoglycan cell wall are 

closely associated and are overlain by an outer 

membrane.
[16]

 Leptospiral lipopolysaccharide has a 

composition similar to that of other gram-negative 

bacteria
[17]

, but has lower endotoxic activity.
[18]

 

Leptospires may be stained using carbol fuchsin 

counterstain.
[15]

 

 

 

A scanning electron micrograph depicting Leptospira 

atop a 0.1-µm polycarbonate filter. (This image is in the 

public domain and thus free of any copyright restrictions. 

Courtesy of the Centers for Disease Control/Rob 

Weyant). 

 

Icteric leptospirosis is a much more severe disease in 

which the clinical course is often very rapidly 

progressive. Severe cases often present late in the course 

of the disease, and this contributes to the high mortality 

rate, which ranges between 5 and 15%. Between 5 and 

10% of all patients with leptospirosis have the icteric 

form of the disease.
[19]

 The jaundice occurring in 

leptospirosis is not associated with hepatocellular 

necrosis, and liver function returns to normal after 

recovery.
[20]

 Serum bilirubin levels may be high, and 

many weeks may be required for normalization.
[21]

 The 

classic form of severe leptospirosis is known as Weil’s 

disease, which is characterized by liver damage (causing 

jaundice), kidney failure, and bleeding.
[22]

 The infection 

is often incorrectly diagnosed due to non-specific 

symptoms.  

 

CONCLUSION 

It is a challenge to diagnose the infection of Leptospira 

because of the diverse presentations and as it mimic the 

symptoms of common flu to multi-organ failure. The 

most common triad is fever, jaundice, and acute renal 

failure. Early awareness and detection can save the 

patients. Effective rat control and avoidance of urine 

contaminated water sources are essential preventive 

measures against leptospirosis. 
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