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Effect of lentinan on the therapeutic effect of chronic hepatitis B patients
treated with adefovir
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Nanhua University, Hengyang 421001, China)

[Abstract] Objective To investigate the effect of lentinan on the therapeutic effect of chronic hepatitis B patients
treated with adefovir (ADV). Methods ~ Sixty-six patients with chronic hepatitis B were randomly divided into lenti-
nan plus ADV treatment (34 cases) and only ADV treatment (32 cases) groups., all patients received treatment for
12 months. Patients’ normalization of the alanine aminotransferase (ALT), negative conversion rate of HBeAg,
HBeAg/anti-HBeAg seroconversion rate, serum HBV DNA decreasing levels and side effect were observed.
Results At 6 and 12 month of treatment, negative seroconversion rate of HBeAg in combination treatment group
was 35. 48% and 61. 29% respectively, which was significantly higher than 10. 34% and 34. 48% of single treat-
ment group (y* =5.29, P=0.02; y* =4.31, P=0.04, respectively); At 12 month of treatment, HBeAg/anti-
HBeAg seroconversion rate in combination treatment group was 48. 39% , which was significantly higher than 24.
14% of single treatment group (' =3.79, P=0.05). At1,3,6 month of treatment, normalization of ALT in com-
bination group was 54. 84%, 67.74% and 77. 42% respectively, which was significantly higher than 24. 14%5, 41.
38% and 51. 72% of single treatment group (y?=5.88, P=0.02; y* =4.21, P=0.04; y’> =4.35, P=0. 04 re-
spectively). At 1,3.6 month of treatment , serum HBV DNA negative conversion rate in combination group was
41.94%, 61.29% and 70.97% respectively, which was significantly higher than 13. 79%, 34. 48 and 44. 83% of
single treatment group(y’ =5. 84, P=0.02; y* =4.31, P=0.04; x> =4.21, P=0. 04, respectively). Both groups
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had no side effect. Conclusion Lentinan can enhance the short-term therapeutic effect of chronic hepatitis B patients

treated with ADV, especially the negative conversion rate of HBeAg and HBeAg/anti-HBeAg seroconversion rate;
ADV can efficiently decrease the replication levels of HBV DNA.
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Table 1 Changes in serum HBeAg in two groups after treatment (% .n)

_ HBeAg [fi# % HBeAg/#t HBe %%
} BT 1A BIT 3 A R8I 6 A BIT 124 H PR GRIF 1240 H)
BAIRITH (=31 3.23(1D) 19.35(6) 35.48(11) 61.29(19) 48.39(15)
H—IRITH (n=29) 0. 00(0) 6.90(2) 10. 34(3) 34, 48(10) 24.14(7)
$ 1.07 5.29 4.31 3.79
P 0. 30 0.02 0. 04 0. 05
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Table 2 Normalization of serum ALT in two groups after

treatment (% ,n)
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EATRITH(=31) 54.84(17) 67.74(21) 77.42(24) 83.87(26)
BJRITH (n=29) 24.14(7) 41.38(12) 51.72 (15) 62.07(18)
. 5. 88 4.21 4.35 3. 64
P 0. 02 0. 04 0. 04 0. 06

2.3 HBV DNA &l ol BT R AR 4
FEA—IGYT 4] HBV DNA FEZKF-43 54 (8,13 £
2.74) 1g#01/ mL. (7. 81 +2.88)1g #% Ul /mL,
HELER TR EE(=0.44,P=0.66), MMk
1A A AR 6 A G BARIT 4 HBY
DNA [H#E R R —a T dl M, ZRA G EE
IBIT 12 DR, Bk 22 R G 2R B X Rk
HiRYT 4l HBYV DNA BHEE 3R H s — 3597 41LFE 5
LR 3.,

F®3 WALBEFIRITIG HBV DNA [HER (6,n)
Table 3 Serum HBV DNA negative conversion rates in two

groups after treatments (%4 ,n)
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BEATRITH (=31 41.94(13) 61.29(19) 70.97(22) 80.65(25)
H—YAIFH(=29) 13.79(4) 34.48(10) 44.83(13) 72.41(21)
v 5. 84 4,31 4,21 0.57
P 0. 02 0. 04 0. 04 0. 45
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