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[ Abstract] Objective: To evaluate the antrHBV effect of snail polysaccharide( SP) . Methods: HepG2. 2. 15 cell
strain was used in vitro, and we applied Lamivudine as positive control. ELISA was adopted to detect the level of HBsAg
and HBeAg in supernatant. The quantity of HBV DNA was checked by RT-PCR. The inhibition ratio was calculated of SP
on HBV. Results: SP had a inhibiting effect on the HBsAg and HBeAg with maximum inhibition ratio adding up to
42.8% and 52. 1% respectively. There was certain inhibition on replication of HBV DNA ( P< 0.05). Conclusions: SP

has a noticeable antrHBV effect in vitro with low toxicity, which shows a fine applying prospect.
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2.1 HepG2.2. 15 MR 5 SAEAC B AR
{RAEIR A0 N5 3% T DMEM bl B 92 25 (& 10% a4
M35, pH 7.2) . S T4 M 3246 h 75 37 C 5%
CO, Mo FAEK, & 3 d IR . 318 Wiss
ML, A K2 70% ~ 80% B, FH5 75 EDTA [¥)J5
FE A ARAR .

2.2 ZiA s tE s S M Mosmann 271 U
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2.3 WHHISEE: HepG2. 2. 15 41 A ] B v 1k
S il R AT B AR VR, TR 4 IR T & 2 x 10" cells *

x 100%
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mL” ' N 24 FL40 ML IR, FEAL 1 mL . 37 °C .
5% CO, Wigeid e . BUHL B IR, W B3 e Ak
NG 1072, 107 A1 mgeml™ " 1424 25 1) DMEM
iR, AL 1 mL, RRZGWIE, h, @A, 4k el
I o AV TR K R 5 B 1 24 5% J 200 R 4 i ko i
M, TWE3IANEIL . TH 3,6 d T 5254
BRgRAE . B9 d RS AL BIETE A 1.5 mL 20
— 20 Ci% A7, 5K HBsAg HBeAg [ 7K *F- il HBV
DNA 155 5 .
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2.5.1 HBV DNA #h#& #A/ED R B Bl %
FLAN 375 98 R A ) 5 ) B S i R A A i 45
50 ML, 73 3 04 0.5 mL 25005 Hs SRR 8%
H 4 BE(PEG) 50 ML JT3E HBV, #3575, 1 200 re
min 1%'&\ 10 min; & FV5, IIANZERFR DNA $2 B0
12% chelex, #23% 7%, 2 000 remin_ ' &0 10 s; 100 °C
WK 10 min; 12 000 remin” ' 250 10 min, B FI5
50 ML fit PCR fHIEHR .
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5 H iCycler iQ 3. 1 AT 4T .
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3.1 RPN R AN IR R IRl 4= 22 B
Pk R ERT HepG2. 2. 15 40 de MEE R W& 1.
F1 REZHE JKKESN HepG2. 2. 15 40 i
FHMER(T L5, 0= 3)

3 %@41 o0 Y0 A7 3

(mgemL™ ") (%)

41 T — 0. 457 £0. 034
3 A= 22 0 0. 001 0.451 £0. 011 98.7
0.01 0. 443 £0. 006 9.9
0.1 0. 442 £0. 003 96. 7
1 0. 437 £0. 007% 95.6
10 0. 413 £0. 009" 90. 4
KR E 0. 001 0. 438 £0. 012 95.8
0.01 0. 433 20. 009 9%.7
0.1 0. 426 0. 019 93.2
1 0. 413 £0. 016" 90. 4
10 0. 401 0. 016" 87.7

T S ANH A LAY P< 0.05; 5 Rk 2 R E 41 L P
< 0.05( Tl

M 1R ATLAE Y, SPAE 1 mgeml” 'IKJZ T, 4
MOAEIE %> 95% , Bl TCo= 1 mgemL™ ', A[iA N SP 7
PR BE R AT HepG2. 2. 15 4 U SE AT RE 1 . Pk R
SEAE 1077 mgeml” IR IE N A AETE E > 95% .
I, 25 S8 b SP IR 43 B 1072, 107
A1 mgeml™ ", BHPE G 25 0y oK R 2 vk T B
107" mgeml.” ' . P gE R, MR (9 2F %2
W57 oK J e AH AR . 7oK F% e 101 4l R A7 35 R AR,
Wi HHRLK I IR 40 R B3 PR A 2 2 B K (P < 0.05)
3.2 HBsAg il HBeAg MR 45 S g 2 2 8 %
HepG2. 2. 15 41 i 43 ¥ HBsAg \HBeAg 11 i /E ] L.
*2.

K2 RS HEX HepG2. 2. 15 4H A HBsAg HBeAg
S RYINE(x £, n=3)

39S HBsAg HBeAg
(mgeml™') oD MEIE(%)  oDE MEIR(%)
APx — 1. 688 20. 048 — 1.551 20. 044 -
FOKKE  0.000  1.200%0.140" 289 0.90640.053" 416
W2 M 0.0 1.31920.014" 219 0.99030.037"  36.2
0.1 1.24730.075" 26,1 0.920%0.040"  40.7
1 0.96610.031" 4.8  0.74330.040"  52.1
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4151 . .
(mgemL™ ") log( copies*mlL™ )
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SORE . A MR R AT R AM IR IR, FRoE K HE
43 HBsAg, HBeAg & Dane JUHE, i&fig = £ K HE
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X R AR 21 1% R K 1) HBsAg, HBeAg 43 V4,
YRR PPN 25 A AT E 1
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e AT 0 T 32 R RNAL s 7 58 67U B% DNA, BH BB
A ECHBV DNA [R8EAL, 1A 240H] HBYV &6 H 11
%250 H v bR A NG 7 8P S EAR 254, (R
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USSR W oK R E BT HBY 28R B
T2 208, 0 20 M B 1 AE T B 8 K T g 2 2 0
(P< 0.05) . BEAh, g4 22 0 B U7 V5 17 5, 2%
KREAG o ZR5FE FEIATIN i A= 2 B AE 0 i R $t
HBV 2595 WF 0N H H & .

S 2 3 W] g A 22 0 AE A A BE 3 0
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22 H X5} G 1 HBsAg i1 HBeAg 14 5 X1 A0 3] 2% TR AN [
P8, HXZHEPONEENLE H a7 Wik A% —,
T AL FE BH B3 B 15 1 1 4 R IR B A0 s R
L S Tl R A8 st LA S X = i . AT R W
3 2 22 00 T R A A e ) s R SR, T T
T HBV DNA [ 52l, ik 251 HBV RCR . B4 444+
SRR T BH 05 55X A = 40 1 1R B R B 958 34 ik
XL AT fE
ZRERAYE AR KRR Bk T ok 74
G, T4 AE BRI, AR BEXT A 21 22 05 (1) 4 S F0 2 Bl 21
PYATIRAIIT . ARSI SEEG I AN B S AR N BT RE
(1) G 8 1 RH AR A AU T 245 0 280K (1) 5 i, AL ik 3
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