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Pulmonary tuberculosis is a significant cause of morbidity in present world especially in developing countries. Its incidence is 

also rising in developed countries secondary to international travel, development of drug resistance and increase in 

immunocompromised clinical conditions especially AIDS & diabetes mellitus. Tubercular hepatic abscess is rare due to relative 

hypoxic parenchymal conditions for bacillus and is usually a part of miliary tuberculosis or secondary to pulmonary or 

gastrointestinal tuberculosis. It appears as a solitary lesion usually in periportal location with thicker walls but without obvious 

edema or internal air/air-fluid level. It does not have any specific symptoms and can be easily missed or confused with amebic or 

pyogenic abscess. Hence, the knowledge of coexisting hepatic tubercular lesion is important not only for management but also 

for prognosis. In this article, we present a rare case of tubercular hepatic abscess coexisting with pulmonary tuberculosis. 
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INTRODUCTION 

 

Tubercular hepatic abscess (TLA) is a rare chronic infection 

caused by Mycobacterium tuberculosis which is usually a part 

of miliary disease but uncommonly secondary to pulmonary or 

gastrointestinal tuberculosis (Kanagaraj et al., 2008; Liao et al., 

2015). Primary macronodular or pseudotumor forms of hepatic 

tuberculosis are also rare (Rastogi, 2008). Hepatic tuberculosis 

usually escapes diagnosis due to lack or nonspecific symptoms. 

High index of suspicion is required for its diagnosis that might 

lead to further investigation or look-out for other findings. 

However, its early detection affects the management by 

prolongation of anti-tubercular therapy or guided aspiration and 

therefore affects the prognosis of patient by reducing associated 

morbidity. In this article, we are representing a rare case of 

TLA coexisting with pulmonary tuberculosis.  

 

 

Case Report 
 

A 22-year man complaining of mild productive cough and a 

feeling of run-down in the evening presented to us with 

requisition of contrast-enhanced computed tomography thorax 

(CECT-Th). Clinical examination of patient was insignificant 

except for occasional crepts in left lung in middle zone. 

Though laboratory tests were unremarkable but chest 

radiograph revealed a small, ovoid, soft-tissue opacity in left 

lower lobe in infrahilar location adjacent to the cardiac border 

(Figure 1) representing sub-segmental pneumonitis.  

CECT-Th (Figure 2) revealed noduloinfiltrative lesions 

involving multiple segments of left lower lobe including 

subpleural location associated with similar-appearing but 

smaller lesions in posterior segment of right upper lobe. A 

fairly-defined, ovoid area of soft-tissue attenuation with 

internal air is noted in the apical segment of left lower lobe 

measuring approximately up to 26x21mm associated with 

smaller area without air in the anterior and posterior segments. 

Rest of the lung however, appeared normal in volume, 

attenuation and bronchovascular pattern. No evidence of any 

hilar/mediastinal adenopathy or pleural effusion was noted. 

Based on these findings, the radiological diagnosis of bilateral 

pulmonary tuberculosis with tuberculoma and early tubercular 
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Figure 1. Radiograph of chest in AP 

projection shows an ovoid opacity in apical 

segment of left lower lobe in infrahilar 

location adjacent to left cardiac border 

(arrow). 

 

 

 
 

Figure 2A-D.Transaxial images through thorax in lung window settings show noduloinfiltrative lesions (tree-in-bud 

pattern) and tubercular granuloma (arrows). 

 

abscess was made. 

The accompanying upper abdominal scans revealed a focal, 

thick-walled, hypodense, space occupying lesion measuring up 

to 25x24mm in superior part of medial segment of left hepatic 

lobe (segment 4A) without obvious internal/mural calcification 

or air-fluid level but causing minimal intrahepatic biliary 
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Figure 3A-B.Transaxial CECT images through abdomen show tubercular hepatic abscess (arrows). 
 

 

radicle dilatation in lateral segment (Figure 3). Corroborating 

the chest and upper abdominal findings, a radiological 

diagnosis of solitary evolving tubercular hepatic abscess was 

suggested. No ascites or adenopathy or omental/peritoneal 

abnormality was noted on subsequent ultrasonography of 

abdomen. The diagnosis of pulmonary tuberculosis with 

tubercular hepatic abscess was confirmed by demonstration of 

acid-fast bacilli in sputum and by positive polymerase-chain 

reaction for M. tuberculosis in fine-needle aspirate from 

hepatic lesion.  

Anti-Tubercular Therapy (ATT) with four drugs (isoniazid, 

rifampicin, pyrazinamide, and ethambutol) was initiated and 

three-month follow-up of patient revealed near-complete 

resolution of clinical symptoms with normal-appearing chest 

radiograph and barely-visible hepatic lesion on ultrasonography 

abdomen. However, the ATT was advised for 12-months with 

follow-up.  

 

 

DISCUSSION 

 

Primary macronodular or pseudotumor forms of hepatic 

tuberculosis are uncommon with TLA being extremely rare 

(Rastogi, 2008; Shokouhi et al., 2014). They are seen on CECT 

as ring-enhancing, thick-walled, discrete lesions or in form of 

clusters in periportal hepatic location with or without, necrotic 

or non-necrotic, portal/periportal adenopathy; latter resembling 

pyogenic hepatic abscess (Yu et al., 2004). One of the studies 

reported nearly 25% tubercular etiology in solitary hepatic 

abscesses (Dey et al., 2016). The diagnosis is usually 

established by microscopy of aspirate which reveals 

mononuclear infiltrate, caseating granuloma and positive ZN 

staining, cultures/PCR positive for M. tuberculosis (Rastogi, 

2008; Shokouhi et al., 2014). Necrotic granulomas are also 

reported with brucellosis, coccidiodomycosis & Hodgkin’s 

disease (Kanagaraj et al., 2008). 

Tubercle bacilli reach the liver through hematogenous route 

as in miliary and pulmonary tuberculosis or through portal vein 

in gastrointestinal tuberculosis(Liao et al., 2015; Shokouhi et 

al., 2014). Multiple micro-granuloma formed in hepatic 

parenchyma may coalesce to form tuberculoma or tubercular 

abscess. Hepatic parenchymal involvement may uncommonly 

lead to hepatomegaly and reduced hepatic function (Rastogi, 

2008). Though the clinical presentation in majority of patients 

with hepatic tuberculosis is nonspecific yet in some cases it 

may present with pyrexia, anorexia or tender hepatomegaly 

(Liao et al., 2015).  

Important differential diagnosis of TLA is pyogenic or 

amebic abscess, hepatic cysts, benign hepatic tumors, 

metastatic carcinoma and rarely Hepatoma (Liao et al., 2015; 

Shokouhi et al., 2014; Yu et al., 2004). TLA should be kept in 

the differential diagnosis of any cystic or necrotic hepatic 

lesion in areas of high prevalence of tuberculosis. 

Antitubercular therapy for at least 12 months with or without 

percutaneous drainage is the management of choice (Liao et al., 

2015; Shokouhi et al., 2014; Chen et al., 2003; Baveja et al., 

2009). 

Very few case report of TLA exists in medical literature 

(Kanagaraj et al., 2008; Liao et al., 2015; Shokouhi et al., 2014; 

Baveja et al., 2009). Our case teaches us that presence of a 

hepatic abscess in patients with pulmonary tuberculosis 

mandates consideration of TLA as it will not only prolong the 

ATT but will also affect prognosis in patients with 

compromised hepatic function.  

As reported in previous studies, the patient did not have any 

specific signs and symptoms related to hepatic lesion that was 

discovered incidentally in the upper abdominal scans 

accompanying the thoracic scans. The TLA presented as a 

thick-walled, solitary hepatic lesion in periportal location 

without mural calcification or internal air/air-fluid level. The 

final diagnosis was made with FNAC. However, because of its 

presence the ATT was prolonged to 12 months instead of 6-

months in pulmonary tuberculosis. This was all in line with 

what has been reported in rare case reports of previous 
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medical literature (Kanagaraj et al., 2008; Liao et al., 2015; 

Rastogi, 2008; Shokouhi et al., 2014; Yu et al., 2004; Dey et 

al., 2016; Chen et al., 2003; Baveja et al., 2009).  

 

 

Conclusion 

 

Though hepatic tuberculosis especially tubercular hepatic 

abscess is rare yet it should be kept in the differential diagnosis 

of hepatic cysts and tumors especially in regions with 

prevalence of tuberculosis. Percutaneous aspiration with 

cytobiochemical diagnosis may be required for confirmation. 

ATT alone provides satisfactory results in majority of cases. 

Thus, early suspicion will not only lead to early diagnosis but 

also proper management with reduced morbidity.  
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