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I read the recent article by Baniasadi et al. [1] with a special

interest. The article has important outcomes related to a

potential protective role of N-acetyl cystein (NAC) against

hepatotoxicity of antituberculosis (anti-TB) drugs. But,

there are some issues that need to be clarified. First issue of

my concern is the treatment durations and results of anti-

TB therapy. First 2–3 weeks is not enough to say that

transaminases will not increase. Second issue is the study

design. I think that the patients with elevated transami-

nases should have taken NAC to observe any protective

effect, instead of gradual use of anti-TB drugs. Although

the authors stated that acetylator status distribution in

Iranians showed a considerable prevalence of slow acet-

ylators over rapid acetylators, in group 2 there is no

transaminase elevation. How could the authors eliminate

the open-label-study effect on the second group? I think

the optimal strategy for prevention of severe hepatotoxicity

is still obscure and, as we all know, baseline and monthly

clinical and biochemical monitoring is the only way in

patients, who require isoniazid (INH) therapy because

early detection of INH hepatitis and discontinuation of

INH, to prevent severe sequelae. In contrast, NAC may

take place in anti-TB treatment regimes because of

immunological effects, as NAC was shown to tailor

macrophages to induce enhanced Th1 response that may

be helpful to control tuberculosis [2].
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Author’s reply:
N-acetylcystein (NAC) was administered for the first 2

weeks of treatment as earlier studies in our country had

shown that hepatotoxicy of antituberculosis (anti-TB)

drugs most often occur during this period [1,2]. The

purpose of our study was not to determine the results of

anti-TB therapy. We agree that adding NAC to anti-TB

treatment regimens owing to improving host–immune

responses should be investigated in future studies.

As there were no published data regarding the protective

effect of NAC against hepatotoxicy induced by anti-TB

drugs in humans, administration of NAC to the patients

with elevated transaminases (instead of gradually re-

introducing anti-TB drugs) was not in accordance with

ethical considerations.

For our limitations, this study was designed as an open-

label study [3]. A future double-blind study could elimi-

nate this effect.
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Drawing the wrong conclusions?
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In relation to the letter to the editor by Ekiz et al. on page

898 of the July 2010 issue of the journal, an assumption

is made that the broccoli juice per se was responsible for

hepatotoxicity. It is not known what other hepatotoxic

compounds were associated with the juice the woman

may have consumed. Broccoli juice (800 ml) would have
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