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1. Abstract
The isolated location of  tuberculosis is very rare constituting less 
than 1% of  all locations. We report through this observation the 
case of  a 23-year-old patient, who complains of  chronic pain in the 
right hypochondrium in a context of  deterioration of  the general 
condition. The biological assessment showed a biological inflamma-
tory syndrome. A thoracic-abdominal-pelvic computed tomography 
(CT) showed an enlarged liver, with regular contours and multiple 
hypodense nodular formations. An exploratory laparoscopy was 
performed. The anatomy pathological study of  the liver biopsies 
showed necrotizing epithelioid cell granuloma lesions without his-
tological signs of  malignancy. The patient was put on anti-bacillary 
drugs. with good improvement. Diagnosing hepatic tuberculosis is a 
challenge for the clinician even in highly endemic countries, given the 
rarity of  this localization.

2. Introduction
Isolated hepatic localization of  tuberculosis is very rare represent-
ing less than 1% of  all localizations [1]. The pseudotumoral form 
constitutes a particular presentation, characterized by the presence 
of  radiological features resembling a primary or secondary hepatic 
tumor, and only the histological study of  liver biopsies will allow 
to differentiate between these two entities. We report a case of  a 

pseudotumoral form of  isolated hepatic tuberculosis in a 23-year-old 
patient, whose imaging findings suggested a secondary hepatic tumor 
localization. Only the histological study of  liver biopsies allowed to 
retain the diagnosis of  tuberculosis.

3. Observation
3.1. Patient Information

A 23-year-old patient, vaccinated with BCG (Bacillus Calmette – 
Guérin vaccine), with tuberculosis contagion (Father treated for pul-
monary tuberculosis cured one week before his admission, brother 
also treated for pulmonary tuberculosis cured a year and a half  ago 
and a sister treated for peritoneal tuberculosis cured 3 months ago), 
complained for a year of  pain in the right hypochondrium, of  mod-
erate intensity, intermittent, without other associated digestive mani-
festations, in particular no abdominal distension, no digestive bleed-
ing externalized, no jaundice, no vomiting, without any associated 
extra digestive manifestations in particular no respiratory symptoms, 
all developing in a context of  febrile sensations and deterioration of  
the general state made of  weight loss estimated at 10 kg, asthenia 
and anorexia.

3.2. Clinical Findings
The clinical examination found a patient in poor general condition 
(weight: 58 kg, height: 1.75 m and body mass index (BMI): 18.93 kg/
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m2), a fever (temperature: 38.3°C) and homogeneous, firm and pain-
less hepatomegaly (liver span: 18 cm), without palpable splenomegaly 
or flank dullness. The pleuropulmonary and lymph node examina-
tions were without abnormalities.

3.3. Diagnostic Assessment
The biological assessment showed a biological inflammatory syn-
drome (C-reactive protein (CRP) at 85 mg/L and an erythrocyte sed-
imentation rate (ESR) of  65 at the first hour). The rest of  the assess-
ment did not reveal any other abnormalities, notably no leukopenia 
(8120/mm3) or lymphopenia (1640/mm3), the hepatic enzymes and 
renal function were normal, and the prothrombin level was 63%. 
Hydatid, hepatitis B, C and HIV serologies as well as tumor markers 
(alpha feto protein, CA 19-9 and carcinoembryonic antigen) were 
negative. An abdominal ultrasound showed a homogeneous liver in-
creased in size measuring 19 cm in regular contours, with the pres-
ence of  several well-limited rounded hypoechoic nodular formations 
that did not light up on Doppler, measuring the largest 1.4 x 0.9 cm 
at segment IV, associated with a homogeneous splenomegaly mea-
suring 14.7 x5.7 cm, and lymphadenopathy of  the hepatic pedicle 
measuring 15 mm for the largest (Figure 1).

A complementary thoracic-abdominal-pelvic computed tomography 
(CT) showed an enlarged liver (21.8 cm), with regular contours and 

multiple nodular, hypodense formations, enhancing at the periphery 
after injection of  contrast product measuring for the larger 2.5 x 1.3 
cm visible at segment IV, associated with a hilar lymphadenopathy 
measuring 2 x 1.6 cm, and an enlarged spleen, measuring 11 x 13 cm 
homogeneous. Without other thoracic and abdomino-pelvic abnor-
malities (Figure 2).

The tuberculosis tests performed included the search for Koch's ba-
cilli in the sputum, which was negative, and a genomic amplification 
(Gene-Xpert) of  the sputum, which did not show the presence of  
Acid-Alcohol-Fast Bacilli (AAFB). However, the QuantiFERON-TB 
Gold test was strongly positive. An exploratory laparoscopy was per-
formed after inconclusive results of  an echo-guided liver biopsy. 
The exploration showed a dysmorphic liver without macroscopical-
ly detectable nodular lesions, a slightly enlarged spleen, and hepatic 
hilum adenopathy measuring 1.5 x 1 cm. The peritoneum, greater 
omentum, small intestine, and mesentery were normal in appearance 
(Figure 3). Liver, omentum and peritoneal biopsies were done. The 
anatomopathological study of  the biopsies showed necrotizing epi-
thelioid cell granuloma lesions without histological signs of  malig-
nancy. Peritoneal and epiploic biopsies showed chronic inflammatory 
remodeling without signs of  specificity on no visible granulomas or 
signs of  malignancy.

Figure 1: Abdominal ultrasound showing well-defined hypoechoic liver nodules
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Figure 2: Multiple nodular, hypodense hepatic formations

Figure 3: Intraoperative view during exploratory laparoscopy

3.4. Therapeutic Intervention

The patient was put on anti-bacillary drugs combining Isoniazid 
5mg/kg, Rifampicin 10 mg/kg, Ethambutol 25 mg/kg and Pyrazin-
amide 30 mg/kg for two months and then the combination of  Isoni-
azid with Rifampicin for 4 months.

3.5. Follow-Up and Outcomes

After 4 months of  treatment, the clinical and biological evolution 
was favorable with apyrexia, weight gain and resolution of  the bi-
ological inflammatory syndrome. A control abdominal ultrasound 
was performed and showed the disappearance of  the previously de-
scribed hepatic nodular lesions.

4. Discussion
Liver involvement in tuberculosis is usually associated with primary 
active lung infection or miliary tuberculosis, usually by hematoge-

nous dissemination through the hepatic artery [2, 3]. It occurs in up 
to 80% of  cases of  disseminated tuberculosis [4]. Hepatic tuberculo-
sis may present as miliary tuberculosis, pulmonary tuberculosis with 
liver involvement, focal or abscessed tuberculomas, or tuberculous 
cholangitis [5], [6]. It can also be classified according to the size of  
the liver lesions: The most common form is micro nodular involve-
ment, which consists of  small nodules 0.5 mm to 2 mm in diameter, 
which appear in 80 % to 100% of  patients with miliary tuberculosis. 
Less frequent is the presentation in macro nodular or pseudotumoral 
form, with lesions greater than 2 mm in diameter [6]. The diagnosis 
of  a hepatic localization of  tuberculosis is most often unrecognized 
and confused with a primary or secondary liver tumor [4].

Bristowe was the first to describe the hepatic location of  tubercu-
losis in 1858 [7]. Zipser suggested the term "pseudotumor" to de-
scribe the macronodular form of  hepatic tuberculosis because of  
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its resemblance to liver tumors. [8]. Isolated hepatic tuberculosis in 
the absence of  immunosuppression is an extremely rare form of  the 
disease, even in highly endemic countries [9]. Inoculation may occur 
through the pulmonary or gastrointestinal tract, and enteric dissemi-
nation may be a consequence of  oral ingestion or part of  lymphatic 
or hematic dissemination. Once the Koch's bacillus lodges in the in-
testine, it reaches the liver through the portal system. The rarity of  
the local form may be due to a low oxygen content in the liver tissue, 
probably inhibiting the growth of  the tubercle bacillus [6, 10].

In a series of  85 patients with digestive tuberculosis in our depart-
ment, hepatic involvement represented only 2.3% of  all cases [11]. 
The rarity of  the hepatic form of  tuberculosis is confirmed by 
Chong et al who reported only 14 cases of  hepatobiliary tuberculosis 
among 1888 cases of  tuberculosis (0.74%), over a period of  ten years 
[12]. Isolated hepatic localization of  tuberculosis is extremely rare, 
representing in a study of  296 cases only 1.34% of  all hepatic forms 
of  tuberculosis [13].

The mean age of  patients with hepatic tuberculosis is 30 years with 
extremes ranging from 17 to 50 years [13]. There is no gender pre-
dominance noted, [14] with a higher incidence in the black race 
[15,16]. The clinical manifestations of  hepatic tuberculosis take sev-
eral forms ranging from the absence of  symptoms to a severe hep-
atitis with jaundice and hepatocellular insufficiency [17]. The most 
reported symptoms consisting of  pain in the right hypochondrium, 
fever, night sweats, anorexia and weight loss. The clinical examina-
tion may be normal. However, he can objectify abdominal tenderness 
with or without a palpable mass, hepatomegaly or cutaneous-mucous 
jaundice [18].

The value of  biological examinations in the positive diagnosis of  
hepatic tuberculosis is very limited. A biological inflammatory syn-
drome is usually noted (the sedimentation rate is almost constantly 
accelerated. C-reactive protein may also be elevated) [19]. Alkaline 
phosphatase elevation up to 1.5 to 5 times the upper limit of  normal 
may be found in 50 to 75% of  cases [20]. Pancytopenia may be ob-
served in the context of  hypersplenism or associated bone marrow 
involvement. Other less specific abnormalities may be seen, includ-
ing hypoalbuminemia and hyponatremia [4]. Tuberculin reactions are 
usually positive, [14] but negative results do not rule out the diagno-
sis.

Radiological descriptions of  hepatic tuberculosis are few and 
non-specific; they may mimic a primary or secondary tumor. On ul-
trasonography, liver involvement is most often manifested by one or 
more nodular formations that are usually hypoechoic and sometimes 
contain calcifications [4, 9]. A hyperechoic character of  the nodules 
has been described in some cases [21,22]. On CT scan, the lesions 
are often hypo dense, rounded, without or with weak peripheral en-
hancement after injection of  contrast agent, as was the case in our 
patient, calcification zones can also be found [21,23]. On MRI, the 
most frequent appearance is that of  lesions appearing hyposignal on 

T1 sequence and hyposignal, isosignal or hypersignal with a periph-
eral contour in hyposignal on T2 sequence depending on the stage of  
the disease. Slight peripheral enhancement after injection of  Gado-
linium may be seen in the portal and later phases [4, 21].

Even in the presence of  clinical, biological and radiological argu-
ments in favor of  hepatic tuberculosis, histological confirmation of  
liver biopsies (by transparietal biopsy or during exploratory laparoto-
my or laparoscopy) remains indispensable to make a positive diagno-
sis, even though granulomatous lesions are not specific to tuberculo-
sis and can be found in other pathologies. The histological results of  
liver biopsies in tuberculosis usually show a necrotizing epithelioid 
cell granuloma lesions. The search for acid-fast bacilli, Ziehl's stain-
ing and culture of  tissue samples are rarely positive [22, 24]. The use 
of  genomic amplification techniques (PCR) allows the detection of  
Mycobacterium tuberculosis on liver biopsy fragments with a sensi-
tivity of  between 53 and 92% and a specificity of  approximately 70% 
[4, 25]. Anti-bacillary drugs are the base of  treatment for hepatic 
tuberculosis, and a 6 to 9-month regimen (2 months of  isoniazid, 
rifampicin, pyrazinamide and ethambutol followed by 4 to 7 months 
of  isoniazid and rifampicin) is the most recommended [4, [26].

5. Conclusion
The diagnosis of  hepatic tuberculosis is a challenge to the clinician 
even in highly endemic countries, given the rarity of  this location. 
The clinical and radiological presentation may mimic a primary or 
secondary hepatic tumor. Histological confirmation remains the key 
to a positive diagnosis.
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