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Fig. 1 Distribution of age
Table 1 Frequency of liver function damage by age
No.of cases Liver function %
damage
Younger than 29yrs of age 99 7 7.1
Older than 30yrs of age 229 42 18.3
10’s  male 30 0 0.0
female 4 0 0.0
20's  male 31 2 6.5
female 34 5 14.7
30's  male 52 8 15.4
female 31 4 12.9
40’s  male 52 13 25.0
female 35 6 17.1
50’s  male 30 6 20.0
female 17 3 17.6
60's  male 8 1 12.5
female 4 1 25.0
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Table 2 The days until development of liver
function damage

Shortest days 41 days
Longest days 168 days
Average 79 days
Days until development No. of cases %
40-49 days 9 18.4
50-59 4 8.2
60—69 7 14.3
70-79 13 26.5
80—89 7 14.3
90-99 0 0.0
100—-109 2 4.1
110-119 0 0.0
120—-129 3 6.1
130—-139 0 0.0
140-149 1 2.0
150159 0 0.0
160—-169 3 6.1
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Fig. 2 Risk factors induced liver dysfunction

HBYV: Hepatitis B Virus (+)
HCV: Hepatitis C Virus (+)



Liver Damage during TR of LTBI/T. Nakazono et al. 53
Table 3 Relation between age and risk factors

Age 10’s 20's 30's 40's 50's 60's Total

No. of pts. 34 65 (100%) 83 (100%) 87 (100%) 47 (100%) 12 (100%) 328

Risk factors
None 0 6 ( 92 10 ( 12.0) 11 ( 12.6) 5 ( 10.6) 1 ( 83) 33
HBV (+) 0 0 0 0 0 0 0
HCV (+) 0 0 0 0 1( 210 0 1
Liver cirrhosis 0 0 0 0 0 0 0
Fatty liver 0 0 0 0 1( 20 0 1
Alcohol 0 1 ( L5 1( 1.2 6 ( 6.9 2 ( 43) 0 10
Low albuminemia 0 0 0 0 0 0 0
Unknown 0 0 1 ( 1.2) 2 ( 23) 0 1 ( 83) 4
Total 0 7 ( 10.7) 12 ( 14.4) 19 ( 21.8) 9 ( 19.1) 2 ( 16.6) 49

Table 4 How to take care of liver function damage

No. of cases %
Kept with same dosage and completed 7 14.3
Desensitization and then completed 22 449
Dosage reduced and completed 6 12.2
Followed with chest X-ray after failure of desensitization 2 4.1
Followed with chest X-ray after discontinuation 7 14.3
Self discontinuation 2 4.1
Unknown 3 6.1
Total 49 100
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LIVER DYSFUNCTION DURING TREATMENT OF
LATENT TUBERCULOSIS INFECTION

Tomoaki NAKAZONO, Naoko TEZUKA, Hitoshi TAGAWA, Kiyoko TAKAYANAG]I,
Hironobu SUGITA, Akira TAKASE, Tomomichi YAMAGUCHI, and Tadao SHIMAO

Abstract [Purpose] The indications for treatment for latent
tuberculosis infection were revised in 2007 to reflect that any
subject with a higher risk of tuberculosis regardless of age
should be treated. We worried about the incidence of liver
dysfunction due to isoniazid (INH) in patients older than 30
yrs. of age. We evaluated the frequency of liver dysfunction
due to INH according to age and discussed the possibility of its
prevention.

[Methods] We reviewed the clinical records of 99 patients
younger than 29 yrs. and 229 patients older than 30 yrs. who
were treated for latent tuberculosis infection from August 2007
to December 2008 at our clinic. The liver function tests (AST
and ALT) were performed before the treatment, one and a half
months after the start of the treatment, and almost every month
during the treatment. We defined liver dysfunction as an AST
and/or ALT greater than 100 IU/L.

[Results] Seven out of the 99 younger patients (7.1%) and
42 out of the 229 (18.3%) older patients developed liver
dysfunction. The difference between the two age groups was
statistically significant according to the chi-square test (p<
0.01). After the occurrence of liver dysfunction, 35 out of 49

patients (71%) completed the treatment by maintaining the

same or a decreased dose of INH, while the medication was
discontinued in 9 patients who were then followed up by chest
X-ray examination. Two of these 49 patients discontinued the
medication by themselves.

[Conclusions] The frequency of liver damage due to INH
was higher in persons older than 30 yrs. In this group, 3 persons
developed severe liver damage with ALT and/or AST higher
than 1,000 IU/L. Early detection is required to avoid serious
damage. Thus, we decided to perform liver function tests more
often, i.e., at 2 weeks after the onset of treatment and every

month thereafter.

Key words: Latent tuberculosis infection, INH, Liver dys-
function
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