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Abstract 
 

Enteric fever is caused by S.enterica Serovar Typhi.Clinical manifestations of enteric fever differ from 
patient to patient . Sever complications like Bonemarrow suppression, hepatitis and enterocolitis though 
rare but are present in pediatric patients. Proper and timely management improves outcome. 
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INTRODUCTION 
 

Enteric fever is caused by S.enterica Serovar Typhi, a 
gram negative bacterium(1). In developing countries 
like India enteric fever is prevalent & still remains a 
major health problem. Enteric fever occurs through 
ingestion of organism & a variety of sources of fecal 
contamination have been reported including street 
foods and contamination of reservoir. The clinical 
illness varies from a mild illness with low grade fever, 
malaise, slight dry cough to severe clinical picture 
with abdominal discomfort & multiple 
complications(2). 
 

Today due to changing modes of presentation as 
well as development of Multi Drug Resistance it is 
becoming increasingly difficult to diagnose & treat 
Enteric Fever. 
 

Here we would like to present a case of typhoid in 
3yrs male child presenting with atypical & multiple 
complications i.e. Anemia, thrombocytopenia, 
Hepatitis & Enterocolitis and discussed in the light of 
literature available.   
 

Case 
 

A 3yr old male child was admitted in our Hospital 
with history of fever since 3 weeks, abdominal pain 
and vomiting since 2days. Fever was moderate 
grade, intermittent responding to symptomatic 
treatment but became high grade and continuous 
3days prior to admission. Vomiting was non-
projectile, non-bilious containing food particles 2 -3 
episodes per day. Abdominal pain was dull aching 
more in right upper quadrant. No history of any 
loose motions. On enquiry there was history of 
jaundice noted three days prior to admission. There 
was no history of ingestion of outside food or any 
recent travel. No history of any other medical or 
surgical illness in the past. 
 

 
 
 

Examination revealed ill looking child with pallor, 
deep icterus and bilateral pedal edema. Fever was 
documented. There was no stigma of chronic liver 
disease or any signs of encephalopathy. Child didn’t 
have significant lymphadenopathy.  
 

Systemic examination revealed moderate 
hepatosplenomegaly. Liver was moderately enlarged 
with span of 12cm,soft, tender, rounded margins and 
smooth surface. Spleen was enlarged 4cm below left 
costal margin. Left lobe of liver was not palpable. 
There was no evidence of ascites clinically. 
 

Cardiovascular, Respiratory and Neurological 
examination was normal. There was no evidence of 
bleeding from any site and no signs of congestive 
cardiac failure. 
 

On the basis of history and clinical findings following 
differentials were considered. 
 

 Viral hepatitis  
 Dengue 
 Ebstein Bar Virus infection 
 Enteric fever   
 Leptospirosis.  

 

Biochemical investigations on admission revealed 
hemoglobin of 9.9g/dl, WBC of 9,400 cells/mm3  
with DLC of P56L40M2E2, Platelets was 30,000 
(decreased) Retic count was 1%. Urine examination 
was negative for bile salt bile pigments. Blood 
culture, urine culture, serological studies for viral 
hepatitis, leptospirosis and dengue were sent and 
empiric treatment with injection Ceftriaxone 
1gm/kg/day BD was started with symptomatic 
treatment with antipyretics and IV Fluids.  
 

Hepatic functions were deranged with Total protein - 
5.7, S.albumin 2.6g/dl, SGOT 910IU/L ,SGPT 
210IU/L,  S.Bilirubin(Total) 4  with Direct Bilirubin of  
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2.1, Alkaline phosphatase-1460, Prothrombin time -
13sec(INR-1). 
 
 

Hepatitis serology was negative for Hep A,E & B. 
Microscopic agglutination Test  for  Leptospirosis was 
negative. Widal Test was positive with 1:60 titre for 
S.Typhi O & 1:240 titre for S.Typhi H. Child 
continued to have fever in ward. 
 

In view of deranged Liver functions with 
thrombocytopenia Antibiotic was changed to Inj. 
Amoxycillin Clavulinic Acid( 100mg/kg/day) BD. But 
patient continued to have high grade fever even 
72hrs post Antibiotics of same intensity so Antibiotic 
was stepped up to Injection Piperacillin –Tazobactum 
in dose of 100mg/kg/do TDS. His blood culture 
yielded growth of S.Typhi after 5days incubation 
period with sensitivity to Ceftriaxone, Ceftazidime, 
Cefotaxime, Ofoxacin,Piperacillin—Tazobactum & 
Cefepime. 
 

USG Abdome revealed Enlarged Liver of 11cms with 
coarse echotexture ,GB was dilated with normal wll 
thickness. Intra & extra hepatic duct were not 
dilated.There was no calculi in GB. Spleen was 
10cms. There was ileocaecal thickening present and 
mesenteric lymph nodes were enlarged with largest 
being 0.9cm. In view of 3weeks fever with such USG 
findings Kochs work up was done to rule out 
abdominal tuberculosis. Chest Xray was Normal.ESR-
10, GLAFB-Negative for AFB. 
 

On serial monitoring biochemistry showed fall in 
hemoglobin upto 7.3 however platelete count 
improved gradually in 2-3days. Liver functions 
showed normalization of enzymes SGOT/SGPT & 
ALKPase with decreased Bilirubin to normal by 8-10 
days of admission. 
 

Child had anemia and thrombocytopenia but had no 
evidence of bleeding or CCF so no blood products 
were required. On Injectible Piperacillin-Tazobactum 
fever intensity decreased in 48hrs. patient showed 
improvement with increased appetite, regression of 
liver spleen and gradual disappearance of edema 
and jaundice. Injectible Antibiotic was given for 
10days. Patient was discharged on multivitamins and 
Iron supplements. 
 
 

DISCUSSION 
 

The classical picture of enteric fever has changed 
over years. Atypical presentation may delay clinical 
suspicion of disease. The mainstay of diagnosis of 
enteric fever is a positive result of blood culture from 
blood or another anatomic site. Result of blood 
culture are positive in 40-60% of patients seen in 
early course of disease, urine & stool culture becomes 
positive after 1st week. However sensitivity of blood 

culture in diagnosing enteric fever in developing 
world is limited due to widespread & liberal use of 
antibiotic may render bacteriological confirmation 
difficult(2). 
 

Hematological manifestation vary from Hemolytic 
anemia , Pancytopenia, Hemolytic uremic syndrome to 
DIC. Hemoglobin may be normal or decreased, same 
is with platelets, leukocytes may be normal, increased 
or decreased. Eosinopenia is usually present(3,4). Our 
patient had anemia & thrombocytopenia. But despite 
low hemoglobin & low platelets he didn’t had any 
evidence of bleeding or congestive cardiac With 
antibiotic & supportive management platelets 
improved gradually over next 5days of admission to 
normal & hemoglobin showed fall during febrile 
period to lowest being 7.3, however it didn’t 
decrease further after fever subsided. 
 

Abnormal liver biochemical tests are frequent in 
enteric fever , transaminases may increase upto 2 to 
3times of normal range. But severe hepatic 
involvement as acute hepatitis is rare. Bacterial 
virulence, delay in treatment & poor health of patient 
predispose to typhoid hepatitis (3,6,7). Our patient 
had SGOT more than 10times of normal & SGPT was 
more than 5times of normal with moderate increase in 
S.Bilirubin (50% being conjugated). Increase in 
transaminases can occur as a result of hepatic 
granuloma or abcess (8) but there was no such lesion 
in our case. Hepatic derangement was noticed to be 
transient as all parameters returned to normal within 
2-3weeks of successful antibiotic therapy.  
 

Ultrasonography  findings in typhoid fever vary from 
normal to complications like hepatospleenomegaly, 
enlarged mesenteric lymph nodes, hepatic abcess to 
even bowel perforation with peritonitis in some 
cases(9). Our patient had Hepatospleenomegaly , 
enlarged mesenteric lymph nodes  along with 
ileocaecal thickening. Though ileocaecal thickening is 
more common in  Non typhoidal Salmonella  & 
Compylobacter jejuni enterocolitis (10), but it was 
there in our patint, which is unusual.  
 
 

CONCLUSION 
 

Clinical & Laboratory findings of typhoid fever vary 
from case to case. But in any patient presenting with 
fever, anemia, tender hepatomegaly & jaundice 
possibility of Enteric fever should be kept in mind as 
such cases show good outcome and favorable 
prognosis with proper Antibiotic and supportive care 
Though significant thrombocytopenia and hepatitis in 
febrile child is seen commonly in tropical infections 
such presentation is also possible in enteric fever. 
Derangement of liver function in enteric fever takes 
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time to normalize but is transient and responds with 
proper treatment. 
 
 

 

Refrences 
 

1. Miller SI, Pegeus DA. Salmonella species, 
Including Salmonella Typhi.In:Mandell Gl, 
Benett JE, Dolin R(eds) Principle & practice of 
Infectiuousn Diseases.5th ed. Philadelphia: 
Churchill Livingstone. 2002: 2344- 56. 

2. Zulfiqar AB. Enteric Fever. In Behrman RE, 
Kleigman RM, Jenson HR(eds). Nelson textbook 
of Pediatrics 19th edition ,ELSEVIER  Saunders, 
Philadelphia; 2011: 1388-93. 

3. Parry CM, Hienn TT, Dougan G,White NJ, 
Farrar JJ. Typhoid fever.N Engl J Med 2002; 
347:1770-82. 

4. Rathod GB, Alwani M, Patel H, Jain A, 
ClinicoHematological analysis of Pancytopenia 
in pediatric patients of  tertiary care hospital. 
IAIM, 2015;2 (11) :15-19. 

 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 

5. Frredman MH. The pancytopenias. In Behrman 
RE, Kleigman RM, Jenson HR(eds). Nelson 
textbook pf Pediatrics 18th edition ,WB 
Saunders, Co philadelphia; 2007: 2047-55. 

6. Ozen H, Sameer G, Kanra G et al: Typhoid 
fever withvery high transaminase levels.Turk J 
Pediatr.1995; 37:169-71. 

7. Siddeshi ER, Thapa BR, shani A, Mehta S. 
Enteric Hepatitis. Indian Pediatr 1989,28:352-
56. 

8. Mert A,Tabak F, Ozoras R, Ozturk R, Aki H, 
Aktuglu Y. Typhoid fever as a rare cause of 
hepatic, spleenic & bone marrow granulomas. 
Intern Med. 2004; 43: 436-9. 

9. Mateen  MA, Saleem S, RaoPK, Reddy P, 
Reddy DN. Ultrasound in the diagnosis of 
thphoid fever. Indian Pediatr. 2006;73:681-5. 

10. Akira Kobayashi, Yasuo Adachi, Y Oshinori 
Iwata et al: Abdominal Ultra sonographic 
findings in   typhoid fever. Southeast Asian 
Trop Med Public health.2012; 43(2): 423-30.   

 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 

******** 


