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ABSTRACT

Hepato-pancreato-biliary (HPB) tuberculosis (TB) is a rare form of extra-pulmonary TB that poses a diagnostic dilemma and is a great masquerader of 
malignancy. It is almost always curable but requires a high degree of suspicion and corroboratory evidence to document its existence. Medline/PubMed 
was searched with keywords “hepatic”, “liver”, “biliary” and “pancreatic” with “tuberculosis”. Data were gathered and analyzed. Common symptoms of 
HPB TB include jaundice, weight loss, abdominal pain and other constitutional symptoms that make it indistinguishable from malignancy. Imaging mo-
dalities such as ultrasonography, computed tomography, magnetic resonance imaging may reveal dilated intrahepatic biliary radicles, mass lesion, and 
biliary stricture or enlarged necrotic lymph nodes. Fine-needle aspiration cytology/biopsy, brush biopsy, acid-fast bacilli (AFB) staining and molecular 
testing may help clinch the diagnosis. Most cases require biliary drainage and initiation of anti-tubercular therapy (ATT) whereas surgery is reserved for 
medically refractory cases or fibrotic strictures. However, most cases are diagnosed post-operatively on histopathology where pre-operative diagnosis 
is malignancy. A high index of suspicion, coupled with streamlined investigations, may help identify patients pre-operatively to be managed with ATT 
as TB is completely curable with medical management in most of the cases.
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IntroductIon

Tuberculosis (TB) continues to be prevalent in African and Asian countries like India. 
The most common site of involvement in TB is the lung, i.e. pulmonary TB (PTB), 
and extra-pulmonary TB (EPTB) accounts for 15% of all cases of TB (1). Abdominal 
TB is one of the common types of EPTB. Co-existent active pulmonary TB is found 
in only around 6-30% of patients with abdominal TB. Abdominal TB is more com-
monly seen in young adults as compared to PTB which has no age predilection. 
Abdominal TB is primarily a gastro-intestinal disease and up to two-thirds of the 
patients with gastro-intestinal TB have co-existent abdominal lymphadenopathy 
and/or peritoneal involvement. Involvement of the hepato-pancreato-biliary (HPB) 
system is uncommon in abdominal TB. Hepato-pancreato-biliary TB can be classi-
fied into involvement of either a primary organ such as the liver, pancreas or the 
biliary tree or the adjacent lymph nodes (tubercular lymphadenitis). There are very 
few case series (largest consisting of 38 patients, from India) of HPB TB published 
in the literature (2). Isolated pancreatic tuberculosis is extremely rare owing to the 
resistance provided by the pancreatic enzymes (lipases and deoxyribonucleases) 
which have anti-mycobacterial properties that interfere with mycobacterial seed-
ing in the pancreas, and consequently, only isolated case reports of pancreatic TB 
have been described in the literature (3).

Routes of Spread

Hepato-pancreato-biliary tuberculosis can be part of miliary (disseminated) TB or 
may be a localized involvement of the HPB system. Bacteria can reach the liver and 
the biliary tract via the hepatic artery from the lungs or via the portal vein from the 
gastro-intestinal tract. Mycobacteria swallowed with the sputum cause intestinal 
ulcers and can then gain access to the portal vein causing primary involvement 
of the liver (granulomatous hepatitis). Intestinal ulcers may heal with time and the 
patient may thus manifest as isolated HPB TB (4). Pancreas may be involved by con-
tiguous retroperitoneal lymph nodes. Enlarged adjacent periportal, pericholedo-
chal or peripancreatic tuberculous nodes may compress or caseating tuberculous 
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lymph nodes may rupture into the cystic duct/common bile 
duct/pancreatic duct causing cholecystitis/cholangitis/pancre-
atitis. A stricture may form in these ducts as a result of healing by 
fibrosis after antitubercular therapy (ATT). 

Clinical Presentation

Most common (80%) manifestation of HPB TB is pain while other 
symptoms like jaundice, pruritus, and gastric outlet obstruction 
(GOO) may be present depending upon the site of involvement. 
Constitutional symptoms of TB such as fever (typically low-grade 
with evening rise), night sweats, anorexia and weight loss may 
be present in one-third of the patients with HPB TB. Symptoms 
in most patients with HPB TB may closely resemble those of HPB 
malignancy further contributing to the diagnostic dilemma. 
Co-existent active PTB is seen in 6-38% of patients with HPB TB 
(5).

Liver is the most common site of involvement in HPB TB. He-
patic TB manifests most commonly as abdominal pain (40-83%), 
followed by fever (30-100%), hepatomegaly (10-100%) and less 
commonly as jaundice (0-60%), splenomegaly (0-40%) and asci-
tes (5-25%) (6). 

The order of involvement in the biliary system is as follows: Bil-
iary tree, hilar lymph nodes followed by the gall bladder (GB). 

Biliary tuberculosis may manifest as jaundice caused by the en-
larged pericholedochal lymph nodes, pain and weight loss. In-
volvement of the intrahepatic biliary radicles (IHBR) by hepatic 
tubercular granulomas results in multiple and complex strictures 
which may resemble stone disease, cholangiocarcinoma or pri-
mary sclerosing cholangitis (PSC) (7). Isolated GB TB may present 
with features of acute cholecystitis or as a GB mass mimicking 
GB cancer (GBC). Rarely, it may even present as a cholecytoduo-
denal or cholecystocolic fistula (8,9).

Pancreatic TB may manifest as a mass resembling malignancy 
in 80% of the patients or as an abscess in around 10% (9). Con-
comitant peripancreatic lymph nodal involvement is seen in half 
of these patients. If the head of the pancreas is involved, pain 
(75%) and obstructive jaundice (20%) will be the predominant 
symptoms (10). Other presentations may include acute/chronic 
pancreatitis, gastro-intestinal hemorrhage secondary to splenic 
vein thrombosis (11-13). 50-70% of pancreatic TB is seen in pa-
tients less than 30 years of age (11). 

Diagnosis

Most of the patients with HPB TB may have a history of TB or a 
co-existing immunocompromised state such as HIV/AIDS, long-
term intake of steroids or use of biologicals. A thorough history 
with a high index of suspicion may help suspect HPB TB pre-op-
eratively, especially in endemic areas. Basic investigations like 
Montoux test, inflammatory markers such as erythrocyte sedi-
mentation rate (ESR) and C-reactive protein (CRP) may provide 
contributory evidence but are seldom sufficient to make the di-

agnosis. A positive Montoux test is very less reliable owing to the 
false-positive rates, especially in endemic areas and false-nega-
tive rates, especially in immunocompromised states (14). Chest 
X-ray evidence of healed or active pulmonary or pleural TB may 
support the diagnosis of HPB TB but a normal chest X-ray does 
not rule out the diagnosis of TB. 

Imaging modalities such as contrast-enhanced computed to-
mography (CECT) and magnetic resonance imaging (MRI)/
magnetic resonance cholangiopancreatography (MRCP) may 
provide some clues in diagnosing HPB TB but are not specific. 
Hepatic TB may be either miliary or localized. Miliary hepatic TB, 
caused by hematogenous dissemination from an extrahepatic 
site via the hepatic artery, is the commoner variant and presents 
as diffused studding of the liver with tubercles up to 2 mm in 
size (6,15). Hepatic TB may manifest as multiple micro-abscesses 
or as micro-calcifications in the healing phase, dispersed in the 
liver. Localized hepatic TB, seen in one-fifth of the cases of hepat-
ic TB, has an origin in the gastro-intestinal system and spreads 
via the portal vein with larger tubercles located near the portal 
triads. Imaging findings consistent with miliary TB include mul-
tiple dispersed low-density nodules while those with localized 
hepatic TB include larger nodules with enhancement at the pe-
riphery and calcifications (6). These nodules may mimic metas-
tases or primary liver malignancy (4). 

CT findings of pancreatic TB include a focal mass with mixed 
cystic attenuation with thin rim of peripancreatic enhancement 
and peripancreatic lymphadenopathy. Solitary parenchymal le-
sions are seen in two-thirds of the patients, whereas multifocal 
lesions may be seen in the remaining one-third (11,16). Calcifica-
tion may be seen in 56-70% of cases and may range from punc-
tuate to coarse (16). Even vascular invasion has been seen in up 
to one-third of patients with pancreatic TB, and it may appear as 
unresectable or borderline resectable pancreatic malignancy on 
imaging (17). Sometimes, the appearance may mimic that of a 
mucinous cystic neoplasm (MCN) (18). Pancreatic involvement 
may occur as part of disseminated (miliary) disease, involvement 
from retroperitoneal lymph nodes or as primary pancreatic TB 
(10). GB TB may present as a thick-walled GB on imaging (US, 
CT, MRI) leading to the diagnostic dilemma of GBC. Regional LNs 
may be enhanced in HPB TB. Ring enhancement or low-density 
areas within enlarged lymph nodes may indicate TB. 

Sollano et al. have described the characteristic cholangiography 
features of biliary TB like pruning of the distal intrahepatic ducts, 
tight hilar strictures with dilated IHBR long smooth stricture of 
the distal bile duct (1-3). Biliary TB may mimic primary biliary 
malignancy or primary sclerosing cholangitis (PSC) on cholan-
giography (14). 

Endoscopic ultrasound (EUS) may help to better characterize 
biliary involvement, especially of the lower CBD and enable a 
guided FNAC/biopsy from the thickened CBD or the enlarged 
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lymph nodes which may be crucial in clinching the diagnosis.

Magnetic resonance cholangiopancreatography (MRCP) can 
help delineate GB or pancreatic mass, the level and extent of 
biliary involvement and plan a subsequent biliary drainage pro-
cedure but is not of much diagnostic significance (8).

FDG PET has also been used but has not been found to be useful 
in differentiating TB from malignancies as both can be FDG-avid 
(19). 

Laboratory parameters in HPB TB include elevated alkaline phos-
phatase (ALP), raised gamma-glutamyl transpeptidase (GGTP) 
and less commonly elevated liver enzymes [alanine transam-
inase (ALT) and aspartate transaminase (AST)]. Serum albumin 
levels may be low with reversal of the albumin: Globulin (A:G) 
ratio indicating a chronic debilitating illness (6). Serum amylase 
and lipase levels are not much useful owing to their positivity in 
only one-fourth of cases with pancreatic TB (9).

Image-guided fine needle aspiration cytology (FNAC) or biop-
sy may be done from highly suspicious areas. Endoscopic ul-
trasound-guided biopsy is superior to US or CT-guided biopsy 
(9). These biopsies should be subjected to both microbiological 
and histopathological examination. Microbiological methods 
include acid-fast bacilli (AFB) smear examination (sensitivity 
0-60%) and AFB culture (sensitivity 0-10%) while histopatholog-
ical examination shows caseating epithelioid granulomas with 
Langhan’s giant cells (sensitivity 14-100%) (6,20). Caseation and 
multinucleated Langhan’s giant cells differentiate TB from other 
granulomas, i.e. sarcoid. Latest molecular-based diagnostic mo-
dalities, i.e. nucleic acid amplification tests (NAAT) such as GeneX-
pert, interferon-gamma (IFN-γ) release assays (IGRA), polymerase 
chain reaction (PCR), multiplex-PCR, can also be performed on 
the biopsy specimens (21-23). Bile obtained during ERCP can 
be subjected to AFB staining as well as PCR for diagnosing TB. 
Brush cytology may be obtained during ERCP although the yield 
is low (24). Liver biopsy is sometimes required in cases of hepatic 
abscess not responding to conventional therapies. Tuberculosis 
DNA may be assessed in blood and bile samples in patients hav-
ing a high index of suspicion. Even tumor markers like CA 19-9 
may be elevated in HPB TB owing to biliary obstruction. 

In these cases, the co-existent involvement of the pulmonary 
system should be actively looked for on chest X-ray, CT imaging, 
bronchoscopy and broncho-alveolar lavage (BAL). Even extra 
HPB sites in the abdomen such as peritoneum, omentum must 
be carefully screened for involvement in all these cases (15). Se-
rum adenosine deaminase (ADA) levels of the ascitic fluid may 
be an indicator of TB as the etiology of the peritoneal disease.

The suggested sequence of investigations for the diagnosis of 
HPB TB is biochemical, imaging, molecular, histological, and mi-
crobiological. A definitive diagnosis of HPB TB may be very dif-
ficult in the absence of biopsy and only surgical intervention 

with a suspicion of malignancy may yield the final diagnosis in 
majority of these patients. In a series from a large center in In-
dia, none of the seven patients with HPB TB could be identified 
pre-operatively (5). In another series, only four (three cases of 
pancreatic TB, diagnosed on FNAC of presumed unresectable 
cancer and one case of hilar TB diagnosed on cytological evalu-
ation of bile obtained during biliary drainage for cholangitis) out 
of 18 patients of HPB TB could be diagnosed pre-operatively (8).  
A large series of 38 patients of HPB TB included hepatic TB in 20 
patients, biliary TB in 15 and mixed variant in three patients with 
the patients being diagnosed on the basis of microbiological and 
histopathological features and responding well to anti-tubercu-
lous therapy (ATT) (2). 

Therapeutic trial of ATT without a confirmed diagnosis has 
been given in a few cases but a fibrotic reaction following ATT 
has been seen in 6-25% of cases leading to worsening of the 
jaundice further re-iterating the diagnosis of malignancy and 
prompting endoscopic/surgical intervention (25,26).

Treatment

Tuberculosis is a benign infectious disease and is curable with 
medical management without resorting to surgical resections if 
the diagnosis can be made pre-operatively (5,8). Management is 
the prompt initiation of ATT drugs which may provide resolution 
of symptoms. The literature recommends the use of standard 
first-line anti-tuberculous drugs for 6-12 months. Multi-drug 
resistance (MDR) TB and drug-induced hepatoxicity mandate 
the use of alternative regimes. Worsening of jaundice in case 
of biliary strictures has been reported in 6-25% of patients due 
to fibrotic reaction that may develop after the initiation of ATT 
(25,26). Endoscopic intervention and stenting may be required 
in a few cases to decrease the serum bilirubin level before ATT 
is started. Some case series have described initiating treatment 
with full-course ATT despite initial abnormal LFTs unless evi-
dence of chronic liver disease (CLD) is present (2).

Unfortunately, only a few patients can be diagnosed with in-
vestigations, and one may have to resort to surgical procedures 
for obtaining diagnosis and management. Surgery remains the 
mainstay of diagnosing HPB TB as pre-operative diagnosis is dif-
ficult. A large variety of surgical interventions varying from simple 
cholecystectomy to pancreatoduodenectomy and extended liv-
er resections with a pre-operative suspicion of malignancy have 
been described in literature but with better outcomes in terms 
of morbidity and mortality when compared to malignant lesions. 

Surgical options for HPB TB are varied and primarily depend on 
the site of involvement and the performance status of the pa-
tient (Table 1). Localized isolated hepatic TB may require surgical 
interventions varying from anatomical hepatectomies to just 
enucleation of the mass or drainage of abscesses in addition 
to the ATT (6). Anecdotal case reports of biliary TB symptoms 
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Table 1. Summary of cases of hepato-pancreato-biliary cases in literature

No
Study

(Reference no.)
No of
cases Diagnosis

Pre-operative 
evidence for TB 

(FNAC/biops/brush 
cytology)

Management (all patients 
have received ATT as part 

of management)

Post-operative 
biopsy +ve for 

TB

1 Narayan et al. (29) 1 Cholestatic jaundice with 
disseminated tuberculosis 

FNAC from cervical LN 
and liver lesions

ATT only NA

2. Eso et al. (30) 1 Granulomatous hepatitis 
with disseminated BCG 

injection

Liver biopsy ATT only NA

3. Chong et al. (15) 1 Obstructive jaundice due 
to biliary TB and ampullary 

carcinoma

Bile aspirate and hilar 
stricture biopsy 
positive for AFB, 

Ampullary biopsy 
positive for 
malignancy

Whipple’s surgery Yes

4. Jethwani et al. (31) 1 Obstructive jaundice with 
distal CBD stricture

PCR of bile aspirate, 
axillary LN biopsy +ve

ERCP stenting, ATT NA

5. Durairajan et al. (32) 3 1. Obstructive jaundice 
with mid CBD stricture

Brush cytology-non 
contributary

Open cholecystectomy 
with Roux-en-Y HJ

Yes

2. Obstructive jaundice 
with mid CBD stricture

Brush cytology +ve for 
malignancy initially, TB 

after review

Radical extrahepatic bile 
duct excision with  

Roux-en-Y HJ

Yes, no 
malignancy

3. Acute calculus 
cholecystitis

NA Subtotal cholecystectomy Persistent sinus

6. Saluja et al. (8) 18 1. Hepatic TB -ve Segment VIII excision with 
CBD exploration and T-tube 

drainage

Yes

2. Hepatic TB, splenic TB -ve Left lateral segmentectomy 
with splenectomy and 
chlecystojejunostomy

Yes

3. GB TB -ve Enbloc resection of GB, 
segment IVB, V, with LN 

resection antrum and 1st 
part duodenum, GJ

Yes

4. GB TB -ve Cholecsytectomy with 
omental biopsy

Yes

5. GB TB -ve Cholecystectomy and 
lymph node biopsy

Yes

6. Periportal LN TB, chronic 
cholecystitis

-ve Cholecystectomy with CBD 
exploration with T tube 
drainage with LN biopsy

Yes

7. Periportal LN TB, chronic 
cholecystitis

-ve Cholecystectomy with CBD 
exploration with T tube 

drainage with frozen 
section

Yes (frozen 
biopsy) 

8. Periportal LN TB, chronic 
cholecystitis

-ve Exploratory laparotomy + 
frozen section + 

cholecystectomy &  
Roux-en-Y 

choledochojejeunostomy

Yes (frozen 
biopsy)

9. Bile duct TB -ve Palliative 
hepaticojejunostomy, LN 

biopsy, CBD bx

Yes

10. Periportal LN TB, bile 
duct-no evidence of 

malignancy

-ve Hepaticojejunostomy with 
frozen section

Yes
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Table 1. Summary of cases of hepato-pancreato-biliary cases in literature (continue)

No
Study

(Reference no.)
No of
cases Diagnosis

Pre-operative 
evidence for TB 

(FNAC/biops/brush 
cytology)

Management (all 
patients have received 

ATT as part of 
management)

Post-operative 
biopsy +ve for 

TB

11. Pancreatic TB -ve Distal pancreatectomy, 
splenectomy with 

choledochojejunostomy

Yes

12. Peripancreatic LN TB -ve Pancreaticoduodenectomy Yes

13. Pancreatic and 
peripancreatic LN TB

-ve Pancreaticoduodenectomy Yes

14. Pancreatic and 
peripancreatic LN TB

-ve Pancreaticoduodenectomy Yes

15. Pancreatic TB FNAC from right 
supraclavicular LN 

and pancreatic head 
mass +ve for TB 

ATT only NA

16. Pancreatic TB FNAC from pancreatic 
head mass +ve for TB

ATT only NA

17. Pancreatic TB FNAC from pancreatic 
head mass +ve for TB

ATT only NA

18. Bile duct TB Brush cytology +ve 
for TB

ERCP stenting, ATT NA

7. Padhiari et al. (33) 5 1. Pseudotumor of CBD No Surgical (procedure NA) Yes

2. Pseudotumor of CBD No Surgical (procedure NA) Yes

3. CBD stricture Brush cytology +ve 
for TB

ERCP stenting NA

4. CBD stricture Brush cytology +ve 
for TB

ERCP stenting NA

5. CBD stricture PCR of bile aspirate 
+ve for TB

ERCP stenting NA

8. Alsawat et al. (27) 1 Obstructive jaundice with 
distal CBD stricture

Mediastinal LN +ve 
for TB, brush cytology-

inconclusive

ATT only NA

9. Sanabe et al. (34) 1 Pancreatic TB -ve Distal pancreatectomy with 
total gastrectomy with 

partial resection of 
transverse colon

Yes

10. Prasad et al. (14) 1 Obstructive jaundice with 
hilar stricture

-ve Cholecystectomy with T 
tube placement

Yes (frozen 
biopsy)

11. Lee et al. (35) 1 Obstructive jaundice with 
hilar stricture

Bile aspirate +ve for 
TB, lung nodule +ve 

for TB

PTBD NA

12. Govindswamy et al. 
(5)

7 Duodenal perforation with 
pericholedochal and para 
aortic lymphadenopathy

-ve Perforation closure, GJ, FJ Yes

Pancreatic TB -ve Cholecystectomy, HJ Yes

Obstructive jaundice with 
hilar stricture

-ve Cholecystectomy, HJ Yes

Obstructive jaundice with 
hilar stricture

-ve Cholecystectomy, HJ Yes

GB TB with portal vein 
thrombosis

-ve Cholecystectomy, GB 
biopsy

Yes
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being relieved by ATT exist, but surgery remains the mainstay 
of treatment given the diagnostic dilemma and the presence 
of mechanical biliary obstruction in majority of the cases (27). 
Furthermore, fibrotic strictures are less prone to respond to ATT 
alone. Sometimes, these biliary lesions may become fibrotic in 
response to ATT further exacerbating the jaundice. Cholecys-

tectomy and hepaticojejunostomy are the most commonly 
performed procedures for biliary TB. T-tube drainage of the CBD 
may be considered in these cases (5). 

Isolated GB TB may mandate cholecystectomy with on-table 
frozen section, extended (radical) cholecystectomy, or a chole-
cystectomy with bile duct resection and reconstruction in the 

Table 1. Summary of cases of hepato-pancreato-biliary cases in literature (continue)

No
Study

(Reference no.)
No of
cases Diagnosis

Pre-operative 
evidence for TB 

(FNAC/biops/brush 
cytology)

Management (all 
patients have received 

ATT as part of 
management)

Post-operative 
biopsy +ve for 

TB

GB TB with Mirrizzi’s 
syndrome type II with 

cholecystoduodenal fistula

-ve Cholecystectomy, 
duodenal repair, GJ

Yes

GB TB -ve Cholecystectomy, HJ, GJ, JJ Yes

13. Ando et al. (36) 1 Obstructive jaundice with 
left hepatic duct stricture 

and enlarged hilar LN

EUS FNAC of hilar LN 
+ve for TB

ERCP stenting, ATT NA

14. Iwai et al. (37) 1 Obstructive jaundice with 
hilar stricture

PCR of bile +ve for TB PTBD, ATT NA

15. Yeh et al. (38) 2 Obstructive jaundice with 
hilar stricture

-ve HJ Post op biopsy 
+ve for TB

Obstructive jaundice with 
hilar stricture

PCR of bile +ve for TB, 
brush cytology -ve

PTBD, ATT NA

16. Kok et al. (39) 4 Obstructive jaundice with 
distal CBD stricture

FNAB +ve for TB ERCP stenting, ATT NA

Obstructive jaundice with 
hilar stricture

Brush cytology +ve 
for TB

Left cholangio-jejunostomy NA

Obstructive jaundice with 
CBD stricture

-ve Open biliary stenting Yes (frozen 
biopsy)

Obstructive jaundice with 
hilar stricture

-ve HJ Yes (frozen 
biopsy)

17. Hickey et al. (6) 1 Obstructive jaundice with 
CBD and hilar stricture

Inguinal LN +ve for TB ERCP stenting NA

18. Valeja et al. (40) 1 Obstructive jaundice with 
CBD stricture

-ve HJ Yes (frozen 
biopsy)

19. Inal et al. (41) 1 Obstructive jaundice with 
CBD stricture

Biopsy via PTBD PTBD stenting NA

20. Behera et al. (42) 1 Obstructive jaundice with 
CBD stricture

-ve HJ Yes (frozen 
biopsy)

21. Bearer et al. (43) 1 Obstructive jaundice with 
CBD stricture

ERCP assisted bile 
cytology

ERCP stenting NA

22. Ratanarapee et al. 
(44)

1 Obstructive jaundice with 
CBD stricture

-ve T-tube drainage Yes (frozen 
biopsy)

23. Fan et al. (13) 1 Obstructive jaundice with 
CBD stricture

-ve PTBD stenting Yes (frozen 
biopsy)

24. Abascal et al. (45) 1 Obstructive jaundice with 
multiple CBD stricture

-ve Laparotomy and biopsy
Died of sepsis

Yes (frozen 
biopsy)

AFB: Acid-fast bacilli, ATT: Anti-tubercular treatment, BCG: Bacilli Calmette-Guerin, CBD: Common bile duct, ERCP: Endoscopic retrograde cholangio-pancreatography, 
EUS: Endoscopic ultrasound, FJ: Feeding jejunostomy, FNAB: Fine needle aspiration biopsy, FNAC: Fine needle aspiration cytology, GB: Gall bladder, GJ: 
Gastrojejunostomy, HJ: Hepaticojejunostomy, LN: Lymph node, NA: Not available, PCR: Polymerase chain reaction, PTBD: Percutaneous transhepatic biliary drainage, 
TB: Tuberculosis.
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form of a bilio-enteric anastomosis. Various surgeries ranging 
from pancreatoduodenectomies to distal pancreatosplenec-
tomy have been performed for pancreatic TB, with a suspicion 
of malignancy in the absence of a conclusive pre-operative or 
intraoperative diagnosis (8). Sometimes, multi-visceral resection 
may be contemplated if the suspicion for malignancy is high (5).

HIV and HPB TB

Immunocompromised patients, like those with HIV/AIDS, 
have more severe manifestations of TB besides being more  
susceptible to TB reactivation and dissemination (6). EPTB is 
more common in these patients. Co-existent HIV infection must 
be actively sought in all patients with HPB TB. A higher degree 
of clinical suspicion coupled with a regular follow up may help 
detect patients with HPB TB in presence of HIV/AIDS early there-
by avoiding the associated morbidity. The WHO recommends 
starting anti-retroviral therapy (ART) 2-8 weeks after starting 
ATT, especially in drug-resistant cases (28). Both ART and ATT 
may have complex drug interactions which must be kept in 
mind while treating these patients. 

CONCLUSION

Hepato-pancreato-biliary TB is rare even in areas where TB is still 
common. It may present with varied signs and symptoms and 
the non-specific findings of biochemical and imaging investiga-
tions may contribute to the diagnostic conundrum, especially 
with HPB cancer, and it is almost impossible to make a pre-op-
erative diagnosis of HPB TB. It is a great mimic of other benign or 
malignant HPB lesions. It should be considered as a differential 
diagnosis, especially in areas where TB is still endemic. Certain 
features that may hint towards the diagnosis of HPB TB are long 
duration of symptoms, pain out of proportion to the mass, mild 
(cf. deep in malignancy) jaundice, a history of TB, other systemic 
manifestations of TB like pulmonary or generalized lymph node 
involvement, associated involvement of other abdominal or-
gans. Surgical interventions are frequently required in the ab-
sence of a definitive pre-operative diagnosis of TB and suspicion 
of malignancy. A high index of suspicion coupled with stream-
lined investigations may help identify these patients especially 
in endemic areas as TB is completely curable with medical man-
agement with ATT in most of the cases. The co-existence of HPB 
TB and HIV must be actively searched for in all cases. 
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ÖZET

Hepato-pankreato-biliyer (HPB) tüberküloz (TB), tanısal bir ikilem oluşturan ve maligniteyi maskeleyen nadir bir ekstra pulmoner TB formudur. 
Neredeyse her zaman tedavi edilebilse de varlığını belgelemek için yüksek derecede şüphe ve doğrulayıcı kanıtlar gerektirir. Medline/PubMed’de 
“hepatic”, “liver”, “biliary” ve “pancreatic” anahtar kelimeleri “tuberculosis” ile birlikte aranmıştır. Veriler toplanmış ve analiz edilmiştir. Hepato-pank-
reato-biliyer TB’nin yaygın semptomları arasında sarılık, kilo kaybı, karın ağrısı ve maligniteden ayırt edilemeyen diğer semptomlar yer almaktadır. 
Ultrasonografi, bilgisayarlı tomografi, manyetik rezonans görüntüleme gibi görüntüleme yöntemleri dilate intrahepatik safra kanalları, kütleyi ve 
safra yolu darlığını veya genişlemiş nekrotik lenf nodlarını ortaya çıkarabilir. İnce iğne aspirasyon sitolojisi/biyopsisi, fırça biyopsisi, aside dirençli 
basil (AFB) boyaması ve moleküler testler tanıyı kesinleştirmeye yardımcı olabilir. Vakaların çoğunda biliyer drenaj ve anti-tüberküloz tedavinin 
(ATT) başlatılması gerekirken, medikal olarak dirençli vakalar veya fibrotik striktürler için cerrahi uygulanmaktadır. Bununla birlikte, çoğu vakada 
ameliyat öncesi tanı malignite iken ameliyat sonrası histopatoloji ile tanı konmaktadır. Yüksek bir şüphe endeksi ve kolaylaştırılmış incelemeler, 
vakaların çoğunda tıbbi tedavi ile TB tamamen iyileştirilebilir olduğundan ATT ile yönetilecek hastaların ameliyat öncesinde belirlenmesine yar-
dımcı olabilir.
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