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Efficacy of Lamivudine Therapy for Chronic Hepatitis B in Children

Eun Hye Lee, M.D., Joo Young Jang, M.D. and Kyung Mo Kim, M.D.

Department of Pediatrics, Asan Medical Center, University of Ulsan College of Medicine, Seoul, Korea

Purpose: Lamivudine is known to be effective for the treatment of chronic hepatitis B in adults. However,
data on lamivudine therapy in pediatrics is limited. The aim of this study was to evaluate the efficacy
and durability of lamivudine therapy for chronic hepatitis B in Korean children.

Methods: A total of 44 children (27 males and 17 females, ages 6 months to 14.8 years, mean age 6.7
years) with chronic hepatitis B who received lamivudine (3 mg/kg/day, max 100 mg) for at least 12 months
were enrolled. We evaluated the serum AST, ALT and serological HBV markers (HBsAg and anti-HBs,
HBeAg and anti HBe, and HBV DNA) periodically. Predictive three year cumulative seroconversion rates
were obtained using the Kaplan-Meier method.

Results: Twenty one (48%) of 44 children achieved seroconversion of HBeAg by three years, while 23
(42%) children did not. HBV DNA was cleared in 34 (77%) children and the serum ALT levels were
normalized in 41 children (93%). The three year cumulative seroconversion rates were 60% for HBeAg,
and the clearance rates were 76% for HBV DNA. Eighteen children who discontinued lamivudine after
HBeAg seroconversion maintained the therapeutic response for three years (treatment duration 13~58
months mean 24 months). Viral breakthrough developed in 12 children (27%) during the therapy and the
YMDD mutation was documented in 11 children (25%). The mean duration for the development of a
mutation was 22.7 months. Loss of HBsAg occurred in 6 children (14%). The pretreatment ALT levels
were higher in responders; however, the differences were not statistically significant (p >0.05).
Conclusion: The results of this study showed that lamivudine treatment had a favorable effect and durable
therapeutic response in children with chronic hepatitis B. Long term follow-up and alternative therapy
are warranted for those patients who do not respond to this treatment. (Korean J Pediatr Gastroenterol
Nutr 2008; 11: 130~ 136)
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Table 1, Baseline Demographics and Clinical Characteristics of Patients Treated with Lamivudine for Chronic Hepatitis B

Responder Non-responder
Total (n=21) (n=23) p-value
Gender (M : F) 44 (27 : 17) 21 (13 : 8) 23 (14 : 9) NS
Age (years) 67+t45 65+47 68+44
Pretreatment ALT (IU/L) 237+399 338+542 144+163 NS
Pretreatment HBV DNA (pg/mL) 383+1,280 157+210 593+1,740 NS

Table 2, Prevalence of Virologic and Serologic Response

Table 3, Duration to Treatment Response

No, of patients (%)

Normalization of ALT 41 (93)
HBV-DNA (—)* 34 (77)
HBeAg (—) 25 (57)
Anti-HBe (+) 21 (48)
HBeAg (—) & HBV-DNA (—) 23 (52)
HBeAg (+) & HBV-DNA (—) 11 (25)
HBeAg (—) & HBV-DNA (+) 2 (5)

Total 44 (100)

“Dot blot hybridization method (detection limit 3.3 pg/mL).

u] 218 A A ALT 4217} HBeAgol &3 sl 3t
S0l A T =9 AIuH(338+542 TU/L vs. 144£163 TU/L)
SAHCRE 23 Ao+ A Thp>0.05). 2 2ol 4
"3} 1o, HBV DNA =A% 23 Abol= 8§19
th(Table 1).

2. X|I2 & %X HBeAg, anti-HBe, HBV-DNA

X ALTZ{2| 3}

% 4479 312 F HAY7A] HBeAgS 25 (57%)0ll
A A= o o] FollA anti-HBet: 217 (48%)0l 4]
7= itk HBV DNAZE 5% 3= 349 (77%)°]
Rom, 417 (93%)2] Aol A ALTZF A A3t=] 4
HBeAgZ} HBV DNA probe 27 S35 3zl 239
(52%), HBV DNARE 4% 32+ 1198(25%)°]1 %2
™, HBeAght 4% A= 2% (5%)0] A ch(Table 2).

HBeAg®] &4 % anti-HBed *¥HS 727 A
9.0+7.874 9 8.1+6.0714¢] 233, HBV DNAS| &
A A 1.7:1.9080] ARtk X5 & I3 ALT
AAstEledl 28l 717 Hi 63+7.07ME ol
(Table 3).

Duration to treatment
response (months;

mean+ SD)
Negative conversion of HBeAg 90+78
Positive conversion of anti-HBe 8.1£6.0
Negative conversion of HBV DNA 17£19
Normalization of ALT 63+7.0

100 1 ALT normalization
———tk-+
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Fig. 1. Cumulative proportion of therapeutic responses in-
cluding HBeAg seroconversion rates in lamivudine treated
children, calculated using the Kaplan-Meier method, *Tx:
treatment,

3. Xz 7120 ME £ x|z HE

A& 7|17kl W FA X8 vhe-E ZANE i A
8 A7 1 A 82%2] Akl A ALTZF B443k= 9L,
70%2] 3kaboll 4] HBV DNA7} A= ¢t} Kaplan-
Meierfell 23t +3 HBeAg E4 A3 05, 1, 1.5,
2, 2.5, 3dAloll 22} 25, 46, 53, 53, 56, 60%°] A THFig. 1).
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