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Anti-tuberculosis Drug-Related Liver Injury in Chronic Hepatitis C Carriers

Y1-Shin Huang

Division of Gastroenterology, Taipel Veterans General Hospital, Talpel, Taiwan
— ~
_ _Result1.

~ Anti-tuberculosis drug-related liver injury In patients with or without chronic

\

Anti-tuberculosis drug-related liver injury in patients with or without chronic

. " hepatitis C infection hepatitis C infection, after re-allocating 4 cases with HCV reactivation into the no
BaCkgl‘Olllld alld Aim ) Liver Injury drug-related liver injury group™ _ _
- Present Absent Liver Injury
: : : - : : - 35 - 191 Present Absent
~ 10 [jttle is known about whether chronic hepatitis C is a risk factor (n=35) (n=121) (n = 31) (n = 125)
- L Anti-HCV — = =
of drug-induced liver injury. Dositive 20 (38.5%)* 32 (61.5%) AnuF;:chi:ti\\/le 16 (30,89 5 (60.2%
® \\We aimed to study the difference in liver injury observed during Negative 15 (14.4%)* 89 (85.6%) Negaf 15 (14 4% )% 29 (85 6%
- - - itic C i *p= % C.1) = 3.71 (1.70-8.11) e 1> 1440 0 (65.6%)
anti-tuberculosis treatment between chronic hepatitis C virus P=0.0014, O.R.(95% C.I.)=3.71 (1.70-8.11). *Among the 20 HCV carriers with liver injury, 4 were noted to have an increase of at least

Interpretation: HCV carriers had higher incidence of anti-TB drug-related liver

one log of serum HCV-RNA level during anti-TB treatment, compared to their pre-
treatment baselines. This analysis was performed If these 4 patients were attributed to
HCV-exacerbation rather than drug-related, and re-allocated to the absent drug-related

 Resuit2, el Nty
** P =0.0199, O.R. (95% C.I.) = 2.64 (1.18-5.89).

Anti-tuberculosis drug-related liver injury in chronic hepatiti rriers with : . . . — . ——
uberculosis drug-related liver Injury in chronic hepatitis C carriers Interpretation: HCV carriers still had higher incidence of anti-TB drug-related liver injury

Patients and Meth()ds detectable or undetectable pre-anti-TB treatment serum HL(i:\Z-rITrl?Ijﬁ\ry than non-carriers, after re-allocating 4 patients with HCV reactivation to no drug-related
liver Injury group.

1. 52 serum anti-HCV positive, HBsSAg negative chronic hepatitis Present Absent

_ _ _ : _ (n = 20) (n = 32)
C patients with newly diagnosed active tuberculosis (TB) who | Pre-treatment HCV-RNA _MI_

(HCV) carriers and non-carriers. B injury than non-carriers

R

were treated with standard isoniazid, rifampin, ethambutol and Detectable 11 (61.1%)* 7 (38.9%) Outcome of 20 HCV carriers with liver injury
: : : : Undetctable 0 (26.5%)* 25 (73.5%) 1.12 patlents cont_lnued anti-treatment without e_vents. |
pyrazmamlde were enrolled In this study. P =00019 OR. (95% C1) =437 (129.14.73) ' ' 2. Anti-tuberculosis drugs were successfully re-introduced after serum aminotransferase
= V. \ . o L.1.) = 4, ] - ] ] -y - - - . -
2. A2:1 age- and gender-matched anti-HCV and hepatitis B Interpretation: HCV carriers with detectable pre-anti-TB treatment serum HCV- i?ﬁet)glwgl\r} LZ\;(reilzrfturned 0 fess than twice the Lpper limit of normal value in the

anti-tuberculosis regimen were recruited as controls. The B R,
serum HCV-RNA and genotype were assayed for all the HCV ~ Results.

Anti-tuberculosis drug-related liver injury in chronic hepatitis C carriers with

‘ surface antigen sero-nega’[ive pa’[ients (n — ]_()4) under the same RNA had higher incidence of liver injury than those without detectable HCV-RNA. %8 - ] )
' C :
| onclusions

carriers before anti-tuberculosis treatment.

o _ o different genotypes _ o _ _ _ _
3. Definition of drug-related liver injury (DILI): Liver Injury 1. Chronic he_patltls C cgrrle_rs_have higher risk o_f anti-
. Elevated serum aminotransferase, alkaline phosphatase or Present Absent tuberculosis-related liver injury than non-carriers, especially In
bilirubin levels > twice the upper limit of normal value or (n = 20) (n = 32) it those with detectable pre-treatment serum HCV-RNA.
pre-anti-TB treatment level Genotype of HCV 2. Although chronic hepatitis C infection is a risk factor of

hepatotoxicity, all HCV carriers can tolerate the whole anti-
tuberculosis treatment course, either with continuous therapy,
05. or with re-administration of anti-tuberculosis drugs after
Interpretation: There was no difference of HCV genotype and liver injury. subsidence of liver biochemical tests, 1n this study.

Ib 14 (37.8%)* 23 (62.2%) ==
1 6 (40%)* 9 (60%)

» EXclude other causes which may Iinduce abnormal liver tests
 RUCAM score >6




