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Abstract             

Tuberculosis (TB) is one of disease that affects people of all age groups in many countries. The 

incidence of new is decreasing at rate about 2%/year due to the advances in medical diagnosis 

and treatment. The primary TB infection or reactivation of latent TB can be spread as result of 

impaired cell-mediated immunity resulted in uncontrolled disseminated of Mycobacterium 

tuberculosis through lymphohematogenous system. While, immunocompromise patients such 

as HIV/AIDS infection, use of immunosuppressive drugs, organ transplant, malnutrition, alcohol 

use, pregnancy, silicosis, and underlying malignancy are at high risk for development of Miliary 

TB. It usually has an insidious clinical manifestation including fever, weight loss, night sweats, 

and little in the way of localizing symptoms or signs. There may be concurrent TB meningitis 

with associated symptoms. A 35-year-old male has known case of pulmonary TB and HCV 

before three years ago. Presented to emergency department with fever since 3-weeks ago, 

abdomen pain, headache since 10 days. 
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Introduction 

Tuberculosis remains a major public health problem worldwide. The worldwide rise in drug-

resistant tuberculosis, the resurgence of tuberculosis, and the co-infection of tuberculosis and 

HIV have brought new challenges to global tuberculosis control. Miliary TB (MTB) is a common 

form of disseminated TB that can affect multiple organs. The liver is involved and is often 

accompanied by liver damage. Anti-tuberculosis drugs can also cause liver damage. Drug-

induced hepatitis is one of the most common adverse reactions. If drug-induced hepatitis is 

ignored in the treatment of disseminated tuberculosis, liver damage, liver failure, and death will 

occur. Currently, there are no articles about the treatment of disseminated tuberculosis with 

hepatitis. We will focus on this in this case report. 

Disseminated tuberculosis is a life-threatening condition affecting the liver. The use of anti-

tuberculous drugs can lead to drug-induced hepatitis. When suspected or faced with a 

diagnosis of disseminated TB, especially for immigrants or persons who have not previously 

been assessed for LTBI, it is important to act as soon as possible in order to initiate effective 

therapy. We present a case where the treatment of disseminated TB with drug-induced hepatitis 

led to life-threatening symptoms in the patient.  
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The global spread of tubercle bacillus has much in common with the geographical distribution 

of resources and includes about one-third of the world's population. Low-income countries have 

higher TB rates, and TB incidence is often higher in developing countries. Although tuberculosis 

can occur at any age, it is becoming more and more common among young adults than in low-

income people with low bank education. Indeed, TB is especially prevalent in high-income 

countries. The low lymphocyte count increases the incidence of active TB by 3.3 times in people 

older than 50 years and is more common in males than in females. 

Drug-Induced Hepatitis: Mechanisms and Risk Factors 

The mechanisms have been postulated as an immunoallergic response or a cytotoxic response 

for drugs: development of the reaction depends on an unknown combination of factors. 

Idiosyncratic responses have been shown to involve multiple immune pathways, which are 

predictable in mechanistic terms. The distinction between direct and immune cytotoxic 

mechanisms of hepatocellular injury is not always clear. In common to all these theories, the 

mechanism appears to increase the rate of cholestasis by the hepatocyte, which is the next 

step. The hepatocyte may die as a result of these processes, type I cell death is overcome 

because microfilaments maintain the cell in the shape of apoptotic cells, which are reported to 

have several mice, unlike exploded rubbers reported in dogs where the problem was first 

identified. In other words, it's an alternative to the aggression caused by the toxin. Liver injury 

with antibody-coated virus (anti-HA Ab) can be caused by the formation of OVA-C immune 

complexes, although there's a theory that cannot occur within 30 days or more based on a 

number of alternative mechanisms. As a damage both physical and cytotoxic in some cases in 

response to mefenam - dominated are often more susceptible to hepatic KB macromolecules 

damaged by paracetamol and its reactive metabolite (nomogram 2020). Whether or few 

firsthand of these starts to cause the development of an optimal reaction is based on (1) 

genuine inherent or genetic susceptibility (e.g., paracetamol and CYP2E20 polymorphisms of 

CYP2E17) With respect to paracetamol skin rashes, the exact mechanism is not yet 

established. Information of the Panel of Experts 2017; (2) the proportion of cells being 

autoxidized by the meopause-meddling drug metabolism leading to toxic metabolites and 

changing the composition of peroxisome and hepatic macrophages. 

Case Presentation 

From the onset, the patient showed no resistance to tuberculosis; biochemical indicators of liver 

injury progressed while the first-line anti-tuberculosis drugs were administered. Therefore, we 

successfully cured the patient with an 18-month treatment regimen composed of moxifloxacin, 

cycloserine, and levofloxacin. The favorable outcome suggested potential treatment indicators 

for tuberculosis, i.e. drug-induced hepatitis. Also, more is to be confirmed in large-sample 

randomized controlled trials. 

A 35-year-old male was referred to us for abdominal pain and fever of 30 days' duration. He 

was brought up in an insufficiently ventilated environment. The Mantoux skin test and T-cell 
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spot of tuberculosis indicated tuberculosis infection. Sputum smears and cultures under 

fluorescent light both tested positive for acid-fast bacteria, and bone marrow cultures were 

negative for fungi, bacteria, and mycobacterium. Blood tests revealed higher levels of amino 

transferase and bilirubin compared with the upper limits of the average. Enhanced abdominal 

computed tomography showed local thickening of the peritoneum, exudation in the intestinal 

canal, and enlarged lymph nodes. These findings were further demonstrated by magnetic 

resonance imaging. The detailed processes and diagnostic criteria have been reported 

elsewhere. Therefore, the man-to-female ratio of 20 cases was 6.75. All commonly used anti-

tuberculosis drugs were given isoniazid, rifampicin, protionamide, and pyrazinamide for 2-152 

days, and the median time of drugs administration was 16 days. The patient's median ALT level 

was 192.2 U/L, and 120 mg/dL at the highest level, and the median time was 41 days. All 

patients were cured; 14 cases were treated with levofloxacin, 4 with moxifloxacin, and 2 with 

streptomycin. Eight patients received corticoids. The diagnostic delay of drug-induced hepatitis 

ranged from 1 to 48 days, with a median of 17, and the first 11 cases took place at the 5th and 

26th days. When the abnormality of liver damage was first observed, the time spent on recovery 

ranged from 3 to 20 days with a median of 8 days. 

Outcome and Follow-Up 

We initiated antituberculosis treatment with moxifloxacin, ethambutol, and meropenem using a 

reduced dose. Five days later, the blood chemistry showed a normalization of the liver 

parameters, while the INR was still slightly increased (1.35). We received a notice from the 

resistance institute that the isolate was sensitive to rifampicin and isoniazid, and the patient 

was started on standard treatment on day 31. Due to the improved liver function test (LFT), we 

restarted standard doses of isoniazid and rifampicin but had to lower the moxifloxacin dose. 

The patient was discharged from the hospital after six weeks of the intensive phase of 

treatment. Liver failure would have required transplantation and/or a long hospital stay in a 

living donor transplantation center or after successful conservative treatment and treatment of 

haemochromatosis and severe nutritional state in an institution for specialized tuberculosis 

treatment. 
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