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Abstract: To investigate influence of Maitake Polysaccharide (MP) on expression and replication of
HBV in HepG2.2.15 cell. MP from fresh Maitake fruiting bodies was extracted by water. The cell
growth inhibition rate of HepG2.2.15 cells was detected by MTT assay in 4,2,1,0.5,0.25 mg/mL
concentration respectively and the half cell toxicity concentration (CCs,) was calculated. HepG2.2.15
cells were treated by MP with different concentration or 0.1 mg/mL lamivudine,and the Hepatitis B

surface antigen and e antigen (HBsAg and HBeAg) in cell supernatant were evaluated by
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enzyme-linked immunoassay assay (ELISA ) ,HBV DNA contents after cells were treated 9 days were

detected using quantitative PCR method. Then each inhibition rate,the half inhibition concentration

(ICs) and the therapeutic index (Tls,) were calculated respectively based on the data. The CCs, of
MP treated to HepG2.2.15 cells is 5.154 mg/mL. The inhibition rate of MP in HBsAg, HBeAg and of
HBV DNA are dose dependent and the ICs, are 4.814,0.806,0.621 mg/mL, TIs, are 1.071,6.398 and
8.3006 respectively. MP has strong inhibitory effect on HBV replication and expression in vitro.

Keywords: maitake polysaccharide(MP) , hepatitis B virus, HepG2.2.15 cell, inhibition rate,

therapeutic index
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X (P<0.05), XFTF HepG2.2.15 41 s, JK A 1 Z 1 1Y
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Table 1 Influence of MP and lamivudine on cell
proliferation of HepG2.2.15 after 9 days

treatment (n=9 ,xxs, % )

Jot f Wk B/ (mg/mLL) M 2R /% CCs/(mg/mL)

8.012+0.131
36.647+0.558"
25.717+0.578"
MP 5.154£0.1437
18.417+0.262™
0.5 10.670+0.039
0.25 4.800+0.331
0 5.028+0.167
0.4 47.641+0.130"
0.2 33.432+0.130"
3TC 0.426+0.106
0.1 23.942+0.592"
0.05 13.871+0.884"
0.025 6.236+0.075

TE % 578 (X IR LLAR LE , P<0.05 ;% 1525 (% B 4L AH 1L, P<
0.01;7"MP 5 3TC &b (0] 22 5 H T—test 2 HA B E M, P<
0.05;CCp: 2H KN MITF VR FE s MP . W5 LM  3TC ROK KA
23 KRBT & HEXT HepG2.2.15 48 i HBsAg FA
HBeAg 43 i 1) % i

MP %} HepG2.2.15 4fi il 53 W HBsAg 1 HBeAg
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1 1) 3 47 5 R s R A ACORSE , LER 2-3, MP X
HBsAg 7MW E AN ., SRR VR 2 mg/mLL
YEF 9 d J X HBsAg ZH il 3404 (207420.153) % ,
fICF FHPE XS B 259 3TC 1 (56.85+0.231)% , il MP
X} HBeAg 434 il 4 FH BA 5, 5 K BT v B 2 mg/mL
YEM 6 d J5 ,HBeAg M1l # 4 (70.31+0.134) % , i i
FH 4 % B 3TC 19 (56.17+0.201)% ;9 d 7 MP X
HBeAg il R ik (91.29+0.107)%, ##id 3TC 1Y
(77.4320.254)%, H T K% MP 4bBE2H 1 3TC kb2
Wi EE R AR E L (P<0.05), MP X}
HBsAg 1l 9 d #9 1Cs, A (4.814+0.129) mg/mL, X}
HBeAg #l1il 9 d ) 1C5, 47 (0.806+0.030) mg/mL.,

#2 M SR KX EN HepG2.2.15 4 i 5 i

HBsAg K% (n=9,x+s, %)

Table 2 Influence of MP and lamivudine on the

expression of HBsAg in HepG2.2.15 cells (n=9,

xxs,% )
0 2/%

2 | BaEHkE/
¥ | (mg/mL) 3d 6d 9d

3TC 0.1 29.763+0.630° 47.737+0.388"  56.853+0.399
0 0+0.098 0+0.134 0+0.192

0.125  0.490+0.027 1.703+0.06 1.537+0.342

0.25 1.100+0.103  1.770£0.025"  4.413+0.408

0.5 1.863+0.019" 4.223+0.042"  7.460+0.054"

1 2.987+0.192° -7.787+0.098  11.960+0.189

2 5.180+0.077" 12.373+0.135" 20.743+0.153"

ok 5 (6 B4 A P<0.05 ;%% 525 6 BALAH H P<
0.01;MP: KR AL LM 3TC K KAE
x3 IR ZHEMA KX E X HepG2.2.15 4 i 47 i
HBeAg B2 (n=9,x%s5, % )
Table 3 Influence of MP and lamivudine on the
expression of HBeAg in HepG2.2.15 cells (n=9,
xxs,%)
25 | Bk M 2R/%
3TC 0.1 44.013£0.471° 56.167+0.349"  77.427+0.440"
0 0+0.017 0+0.023 0+0.009
0.125 2.523+0.039  2.187+0.090 8.110+0.023™
0.25 5.540+0.065 4.673+0.051  29.340+0.122"
0.5 11.303+0.053" 30.967+0.106" 42.207+0.201"
1 21.133+0.068" 32.063+0.102° 63.113+0.133"

2 26.327+0.090" 70.310+0.134"  91.293+0.107

T 528 0 AL [ P<0.05 ;%% 525 [0 B2 A0 L P<

0.01;MP: KB AEZ 4 3TC . HK T .
24 WS HEXT HepG2.2.15 AL 5 LB+
HBYV DNA A i #l &
#5259 d J5 ,0.1 mg/mL 3TC %} HepG2.2.15 4

i HBV DNA & B il 2224 92.13% ., ifii MP %t
HBV DNA G 84 il 258 52 50 s Aok, LI 1, 2,
1.0.5.0.25.0.125 mg/mL MP Xf HepG2.2.15 4§ Jii
HBV DNA 5 54 il 573 51 4y (89.477+0.352)% |
(81.930 +0.017)% . (55.743 +0.147)% . (36.610 +
0.040)% H1 (19.237+0.037 )% , 5 =5 14 % BE 4L A L 22
S G E L (P<0.5),1Cs N (0.626+0.032)
mg/mL, MP Xf HBV DNA /)& B il 4 F A 75 Ak
WPE, TR R KRB EEKE 2 mg/mL 355 75 0.1
mg/mL 3TC T Bl B4 i 7K F-

120

100 |
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A%

40 b
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0

0 0.I5 1 .IO 1 .I5 2 .IO 2.I5
e/ (mg/mL)
E1 RMIESHELE 9 dEX HepG2.2.15 Hfa & K HBV
DNA Hy# i 2 (n=9 x5, %)
Fig. 1 Inhibition of MP on HBV DNA synthesis of
HepG2.2.15 after 9 days treatment (n=9,x+s, %)

2.5 BITIEH

%259 dJE, KW AEZBEXT HepG2.2.15 43 Wb
HBsAg HBeAg & 4 & HBV DNA 1y Tl 23 5l A
1.071,6.398 F1 8.305 , 4k Fir & X TT {54 iy 235 S 4
TN, KIS AE Z BEE D] HepG2.2.15 4 73 i HBsAg
J5 1 S AR AN, (HAEM ] HBeAg X & 1%
HBV DNA J5 i BA AR .

WM R 45 5 — B0  HBV 52828 217
K9 AL E R R EREE R, FmnES
A DL 2 BH B HBV Jg& g sl 2 3l il HBV & il i 24
Y BAAEXREE HepG2.2.15 B ILbE Ye s 4
() HBV DNA 4= 3L K 20 FHT G418 Joki s Ye A T
40 L ¥k HepG2 Fir £ 57 1% 40 i Bk , BB F% s OF i
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HIBA TR AU WA MmE HBV (9 1E S B
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HBeAg 11943 ¥ f1 HBV DNA (% & il 5 4 5 119 317 il
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1) 2 0 3 B P T R 245 ) K SR T I i vk
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R, MP X HBeAg 43 Fl HBV DNA & A
BIT B KT 2, EXF HBsAg 2 W6 i 41 il 1 F AN
B RITHRBCET 1, LA 25 SRR R KR A6 22 T
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