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INTRODUCTION 
 

Hepatic tuberculosis is commonly encountered in patient with 
widespread milliary disease. Isolated affection of liver is 
extremely rare (1). Here I am presenting a case of 
postmenopausal women who presented with postmenopausal 
bleeding of no obvious cause and during investigation 
procedure which included radiology, pathology & 
histopathology with the help of ultrasonography, CT scan, 
PETCT, FNAC. Which confirmed the diagnosis of 
granulomatous hepatic tuberculosis is the cause. It is important 
that tuberculosis is to be kept in mind, especially when we are 
handling a case in endemic areas even in atypical scenario 
faced by clinician, radiologist or pathologists. Use of 
antitubercular drugs in such cases is usually successful & must 
be instituted early.    
 

Case report 
 

Mrs X 52 years obese diabetic postmenopausal female 
presented with heavy bleeding since two days. No history of 
hormonal intake local, oral or parenteral, no bleeding P/R, 
local itching, local trauma, prior or recent, no foul smelling 
discharge, no history of drug intake except oral hypoglycaemic 
drug for last two years. No history of dysuria, regular bowel & 
bladder. No history of weight loss, loss of appetite, jaundice, 
fever, lethargy, fullness in abdomen. 
 

Menopausal state attained since two years.  
P2+1, lcb 18 years, both are caesarean delivery & patient is 
ligated. 
 

Surgical history- Cholecystectomy did 12 years back. 
Patient on oral hypoglycaemic drugs for last two years and 
euglycaemic state is maintained. 
 

Non vegetarian, non-addicted, having regular bowel & 
bladder. 
 

On general examination- Height 147cm, weight 78kg, pulse 
rate 78/min, BP 126/78 mm of Hg, no pallor, oedema, 
clubbing or jaundice. 
 

Thyroid glands, lymph nodes, oral cavity all are normal. 

CHEST: bilateral vesicular breathing no added sound. 
CVS: normal heart sounds no added sound. 
ABDOMEN: soft, non-tender, neither liver enlarged nor 
spleen is palpable. 
 

LOCAL examination: bleeding p/v, vulva, vagina- normal, and 
cervix appears healthy, uterus anteverted, small in size, 
mobile, fornices free, adnexa not palpable. 
Treatment started with tranexamic acid, iron & calcium. 
 

Investigations 
 

CBC -TLC 6000/mm, N60 L37 M1 E2 B0, Hb%10.8gm%, 
platelet count 1.98 lac/mm, ESR- 57  1st hr. 
Histopathological examination of endometrial tissue & Pap 
smear of cervix was insignificant. 
 

LFT, KFT, bleeding time, clotting time all having normal 
values. 
 

HIV1&2 -nonreactive, HBsAg is negative. 
USG shows liver with multiple hypo echoic coin shaped 
shadows, simulating infiltrating disease of liver, associated 
metastatic lesion not ruled out .Normal study of CBD, 
pancreas, spleen, both kidneys, ureter, urinary bladder. Uterus 
anteverted, normal size shape and echo pattern. Endometrial 
thickness 4.0mm, No solid or cystic masses are seen in uterine 
cavity. The myometrial echo texture is normal. Uterus 
measures 71mm×32mm.Streak size both ovaries. 
 

No ultrasonograpically detectable retroperitoneal, mesenteric 
lymph nodes, ascites, evidence of pleural effusion or basal 
lung pathology seen. 
 

CT scan shows liver is mildly enlarged with few variable size 
hypodense nodules visualised in both lobes of liver, highly 
suspicious of metastasis, few enlarged retroperitoneal and 
mesenteric lymph nodes also seen in visualised abdomen. No 
obvious primary focus of malignancy seen in abdomen. 
 

PET CT (positron emission tomography) revealed 
hepatospleenomegaly with multiple FDG (18F-fluro-2 
deoxyglucose) avid enhancing lesions in liver with mildly 
FDG avid abdominal lymph nodes with non FDG avid 
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subcentimeter fibronodular lesions in both the lungs, likely 
infective (tuberculus?) in etiology. 
 

FNAC from hepatic lesions under aseptic measures & 
precautions, smear shows many epitheloid cells along with 
langhans type of giant cell, few benign hepatocytes, no 
evidence of malignancy. 
 

Tuberculin test was strongly positive with 28mm×28mm 
induration & with erythema. 
 

Patient was put on ATT complete course of 9months (2months 
4drug regeimne&7months 3 drug regimens.). Follow up with 
CBC, LFT, and Ultrasonography. 
 

One month after start of intensive phase, ultrasonographically 
detected the coin shaped previous lesions almost disappeared. 
Patient is under regular follow up at three monthly intervals. 
 

DISCUSSION 
 

Hepatic tuberculosis is an uncommon rather rare form of extra 
pulmonary tuberculosis. 
Three forms of hepatic tuberculosis is documented 
 

 Multiplemilliary tuberculosis  
 Diffuse 
 Solely granulomatous lesion. 

 

This can be a result of 
 

1. Reactivation of dormant focus in the abdomen 
following haematogenous spread.     

2. Haematogenous / lymphatic spread from active 
lesions in the abdomen.  

3. Direct extension from adjoining abdominal lesions. 
 

Hepatic tuberculosis is considered very rare among abdominal 
tuberculosis, as may be due to low oxygen tension, compared 
to associated foci in lung /gastrointestinal tract. Tuberculosis 
may spread through hepatic artery, portal system, lymphatic 
system. 
 

Hepatic tuberculosis commonly involves hepatic parenchyma 
and presents with pyrexia of unknown origin or minimal or no 
symptoms pertaining to liver (3) and sometimes biliary system. 
Milliary tuberculosis with haematogenous dissemination is 
most common type of hepatic tuberculosis.  
Biliary tuberculosis has a varied presentation but usually 
present with triad of fever, jaundice & hepatic calcification (5). 
Jaundice is due to extra hepatic /intrahepatic stricture, 
adenopathy, hepatolithiasis. 
 

Nodular tuberculosis of liver as in our case which is most 
unusual in almost all of published articles. The localised form 
of tuberculosis of liver termed also a tuberculoma as was first 
described over a century ago by Briston (1858), who coined 
the term to be found in 12 out of 167 cases. 
 

Tuberculoma & tubercular liver abscess are uncommon 
manifestations. Hepatic tuberculosis when they appear as 
discrete nodule, the diagnosis becomes a difficult challenge. 
The clinical presentation is not specific and high degree of 
clinical suspicion is required to diagnose the entity. 
 

Can be managed easily with antitubercular drugs when timely 
diagnosed. If not   diagnosed & treated it early, can lead to 
hepatic failure and ultimately death. 
 

The most common presentation is right upper quadrant pain, 
fever, anorexia and weight loss. Hepatic granuloma due to 

tuberculosis tends to necrotize with central caseation (9), 
Hepatomegaly with raised alkaline phosphatase and raised 
SGPT may be present in 2/3 of cases. Anaemia and elevated 
ESR are often seen. Imaging can play a pivotal role in 
detection and management of hepatic tuberculosis. 
 

Ultrasonography as imaging modality is chosen for initial 
screening, in which hepatic tuberculoma generally shows as 
rounded non specific hypo echoic lesion with or without 
calcification & hyper echoic lesions in liver is rarely seen. 
 

CT scan lesion varies depending on its evolutionary stage 
(solid, necrosis, and fibrosis).Hepatic tuberculosis is typically 
well circumscribed lesion with a moderate peripheral 
enhancement. 
 

Differential diagnosis includes metastatic lymphoma, 
sarcoidosis or fungal infection. 
 

The macro nodular form is seen with peripheral rim enhanced 
and central low. 
 

CT scan may appear identical to pyogenic abscess & 
metastasis (11). Primary hepatic tumours like hepatocellular 
carcinoma, choalangiocarcinoma, CT scan may alert 
radiologist to consider its diagnosis especially in high risk 
groups. 
 

Definitive diagnosis is by isolating acid fast bacilli, culture & 
smear examination for evidence of caseation with granuloma 
or any causative agent and nucleic acid amplification by 
polymerase chain reaction. Ultrasound guided liver biopsy is 
generally preferred to improve the sampling and to increase 
the diagnostic accuracy (6, 7). The diagnostic yields of liver 
biopsy may also be increased by using a large aspiration 
needle and performing more passes into the liver, but these 
should be weighed against the risks of complications. Since 
AFB smear & culture have low sensitivity & granulomas are 
not specific, nucleic acid amplification test such as polymerase 
chain reaction (PCR) have been recommended for diagnosis of 
hepatic tuberculosis (9, 10). PCR had a median sensitivity of 
86% among hepatic tuberculosis cases.   
 

Treatment with antitubercular drugs for standard 6-9 months 
treatment as guideline by WHO & RNTCP (DOTS plus)  
 

2m INH+R+Pz+E& 4-7m INH+R & or E (13, 14). 
Cumulative mortality 15% to 45% associated with age <20 
years, milliary tuberculosis, AIDS, cachexia, cirrhosis of liver 
or liver failure. Drug induced hepatotoxicity not noticed in 
most of cases so as in our case. 
 

CONCLUSION 
 

Hepatic tuberculosis is uncommon presentation and for 
diagnosis requires high degree of suspicion. Although 
treatment is definitive with excellent outcome but missed case 
may cost a high morbidity & mortality. 
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