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Inhibitory Effect of Yiganzhuanyinsan on Duck Hepatitis B Virus
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ABSTRACT: OBJECTIVE To study the inhibitory effects of traditional Chinese medicine Yiganzhuanyinsan (YGZYS) on
hepatitis B surface antigen (DHBsAg) and hepatitis B e-antigen (DHBeAg). METHODS One-day old Guangxi brown spotted
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ducks infected with hepatitis B virus (DHBV) were used as the DHBV infected animal model. Positive ducks were detected by
PCR at one week after the infection of DHBV, and were randomly divided into five groups: the high dose group, middle dose
group and low dose group of Yiganzhuanyinsan(YGZYS), model group and positive control group, with 10 ducks in each group.
YGZYS was given ig. for 14 days. Serum samples were collected on the 0, 7 th, 14 th day respectively after the treatment with
drugs and the 3rd day after drug withdrawal, and the contents of DHBsAg and DHBeAg in serum were measured by ELISA.
RESULTS The serum DHBsAg and DHBeAg contents in high dose and middle dose groups of YGZYS were decreased
significantly (P<0.01 or P<0.05), and did not rebound on the 3rd day after drug withdrawal, and its inhibitory effects on
DHBsAg and DHBeAg were an obvious dose-and time-dependent manners. CONCLUSION YGZYS can effectively inhibit

the expressions of DHBsAg and DHBeAg.

KEY WORDS: Yiganzhuanyinsan; duck hepatitis B virus; DHBsAg; DHBeAg

ZNF 5 B B (YGZY S) & AR 4l B 0] 36 97 T 4
2850 R b s B RIS T R, A e e
LR RCEM . BRBR. DL 2R
R 2 A A, T K B B R I PR U 5% i U
G IT SR SR R 5 T, HA T ViR w5
R, EEM TR SRR R & LA,
Xt e 3E 20 B 98 3% 1 PR (hepatitis B surface
antigen, HBsAg). ZMJH & E $ili(hepatitis B
e-antigen, HBeAg). &M% LHidkdHt HBe)FI &
RIAT % 9% 75 DNA(HBV-DNA)¥E [ 1 o4 3 i 1) fig
HABEFIT . EF AT YGZYS fE
24 A0 HepG2.2.15 4i Jfl 7 W HBsAg Al
HBeAg. XI5 R W] YGZYS X PU ST T 5
N B 2 AT AR AT S I R T, 22
H UL PRI S B 5, WA YGZYS fER A
XS 2, W 48 99 7% DHBsAg M1 DHBeAg #3171
YERL, MR YGZYS H T & BN RiET7 $ i s
B AR o
1 Mi5iR%

1.1 X4

Model 450 ! [ ) i b1 X (3 [H Bio-Rad 2 #]),
HH-W21-Cr600 H1L HE i K48 (b T K 22 R 221X
).

1.2 Wz

YGZYS(H1 14 B B 27 2 B 2% Bt %%
IKERBEDTH) A L2 PR E[BTC, 5524
-l HE R AR, #5: 09010007,
100 mg]; HBsAg F1 HBeAg Ik Gy #or ik 77 1
(BRI EARARAF]). A GenBank
HBV JE M FPA (&% 5. M32990)FE 2 i SCiik[2],
WAr W F514: LS4 5-AACCATTGAAGCA
ATCACTAGAC-3'; NiF5|#¥): 5'-ATCTATGGTGG
CTGCT CGAACTA-3", HIF B/ A 218 bp,
M LA T A TREA A A K.

T EBLACR T 2557 2010 4F 6 H 57 27 4545 6 11

1.3 PiEg

s 2, Y T 4 95 7% DNA(DHBV DNA)5# BH 1 ifi.
T E RN EAE SRR R AR )
e, —80 CI&LF .
1.4 ¥

JVERETY, A0+, 1d#s, € &AM,
70 KX, i)V A RS R AL @ A AR
SYKG £f 2003-0003). FHIHFE, WFEEAEE: WA
25 C/Ek, FXHTE 60%~80%, & RIEHZ) 12,
J 1) % o T A, PRFEAS A . MR T
TG 513 /NS RLCRIN M T AR SR TR BR A 7)o
2 HAEEHER
2.1 TR 2T S i gt 3 P

SR FH A B BCAF )V BRI = IR A A 1 d WAl
M, A BKEST 0.1 mL DHBV DNA 5% FH M55
IR o FE A 1 i 430 AR #f iR 1L 2 0.2~0.3 mL
Jiki, BeN—IRIE Eppendoff &, AN REARE
AN VG Y. 4000 rmin”' B0 5 min, BULE, —20
CLRAT, o R A M R B (PCR)VZ AL I
7 06 Y BH P S LS . PCR 4748 4512 94 CTIAR T,
10 min; 94 CA1%, 30s; 55 Cikk, 30s; 72°C
GEfH, 45s. LN 40 MER. BJE MR G
72 ‘CZEAH 10 min.
2.2 SEXrH 2

22 PCR A 075 346 H FH P Sk e iy 3t 50 1, 4]
FA2 13 d, 1ENEERY. B 50 LSEEHL N 5
g1, 410 N SAaERFELM FrTE, 35
A2 U H 2 IO B 1K) B IEHEE
25 14d. BRI, AFEEK 50 mgkg-d's B
PEXTHZL: 3TC, 50 mg'kg -d™'s YGZYS & 1.
A A(YGZYSh, YGZYSm, YGZYSL) 75l A«
YGZYS 6.0 gkg d”', 3.0 gkg dt, 1.5 gkg d s
FHZyH(T0). 25 7 d(T7). Fl25 14 d(T14). 15
24 3 d(P3)IF, 43 MR KR AL, 5 FUR ML 1.5 mL
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oAy, I, —20 CORAFE, & H .
2.3 Gl EIrk

KH SPSS 13.0 Gt B Ao M ¥dis , v &= %Kk
F B IER AT T] 2R, 7 AT PR A
S HR R . [FAFEAFT G EBCR H RO 2k} ¢
it . PAETRBEN 0.05. FIEEIEL X £5 £R.
2.4 I A 5 W B (ELISA) i %2 & A9l DHBsAg
1 DHBeAg 3 i 14!

K ELISA ¥, %1% DHBsAg il 1 & ik
BRI YGZYS 7897 Hi /5 M 13 DHBsAg 13
. 2% DHBeAg, DHBsAg i 13075
T 92 o ZPRPU R A0 1 4 R =125 AL Pt

OD fii/%F BALBLIR OD fH]X 100%.

gifon: SREMAER, 3TC 45
YGZYSu. YGZYSu A 25 7d (TT))5, ¥Irifig
il ¥ DHBsAg ¥ & W # % (K (P<0.01 5k
P<0.05), H.FtiAG 2549 B FIE FH IR IR) (9 38 i, 36
O s i, 52 00 P Sk A 2R e R s
KF; 1525 3dP3))5, YGZYSy 411 DHBsAg
fO3 5 6 R Bk % . YGZYS K41 DHBV DNA
HIAE F 5 T BHAE X B 259 3TC, b YGZY Sy 4l
RO e, 2y 14 d(T14)AE 25 3 d(P3)
0 R 53 K F] 29.9%M1 33.2%. YGZYS Xt
I3 DHBsAg ik I /E H WL 1.

R1 YGZYS AW 3% DHBsAg ¥k 3 # tE A (n=10, X+s)

Tab 1 Inhibitory effect of YGZYS on DHBsAg in serum of duck (n=10, x+s)
41 7 To T, 2 /% Ty /% P; 2 /%
FERIZH 0.296+0.049 0.299+0.046 - 0.301£0.051 8 0.301+0.051 -

B ) 21 0.30340.040 0.2150.049” 28.1 0.2010.055” 33.2 0.225+0.052%) 25.3
YGZYS, 0.2994:0.048 0.268 :0.044 10.4 0.2514:0.054 16.6 0.273+0.061 9.3
YGZYSwu 0.300+0.049 0.249+0.048" 16.7 0.231+0.057" 233 0.25440.053 15.6
YGZYSy 0.302+0.047 0.230+0.051 23.1 0.211+0.055” 29.9 0.201+0.056” 33.2

E: SHRA LR, "P<0.05; ?P<0.01
Note: Compared with model group, "P<0.05; ?P<0.01

KH] ELISA %, Kiill YGZYS ¥Jrar. Jahy
3% DHBeAg [F13 5% . &5 W3R 0. 5HIRA LR,
3TC 415 YGZYSy. YGZYSy 4125 7 d(T7))
Ym0 1M DHBeAg M9 B 8 3% P& AI%(P<0.01 5%
P<0.05), H.FBtG 2 )k FE AR R IS R) ff 5, 36
PR P 22 v o, 53 B S 1 S RAORI I 250 Y,

KFH: 1525 3d(P3)JA, YGZYSy4Lifi%E DHBeAg
(930 TC BRI . YGZY Sy ZH 30 3h1 3% SR B2
FLHZ 14 d(T14)FME 24 3 d(P3) R 2 43 il A 2
35.7%A1 42.5%. YGZYS X815 DHBeAg KiA
AR LR 2,

£ 2 YGZYS i1 % DHBeAg % 34 4 ) 1€ Fl (n=10, X£s)

Tab 2 Inhibitory effect of YGZYS on DHBeAg in serum of duck (=10, X +s)
45 To T, =% Tu /% P; /%
Rtk 0.14010.022 0.14140.021 - 0.14040.021 - 0.13940.026 -

BH 14 %o HEL AL 0.140£0.020 0.09040.020? 36.2 0.08140.024? 42.1 0.11140.023" 20.1
YGZYS, 0.13940.031 0.1224+0.020 135 0.11040.040 21.4 0.13240.021 5.0
YGZYSy 0.14140.022 0.11340.024" 19.9 0.10340.038" 26.4 0.12040.025 13.7
YGZYSy 0.14140.022 0.10140.026” 28.4 0.09040.021» 35.7 0.08040.024% 425

E: ML, VP<0.05; PP<0.01
Note: Compared with model group, "P<0.05; ?P<0.01
3 itie

CRHF 58 G BE 25 1) T R A PE i v ) B
A 22— B S — T S A O A A o T R
YRR, HBV 2 L™ 4% W8 JF DNA i 75, I
BTG EYE R, BT U] M e e
ARMEAE A 30 S 30 sy b i ST R R . 1980 4F,
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Mason %5510 22 81 2, 77955 7 B2 49 4 40 nm,

HIEA&YS HBV ML 7 DNA 2 HOREGH 5
MR K, N UEPE DNA B84 B m ks A A8 ol XL
FEIRAR, IL DNA KEZ%4 3 000 bp, il HBV —
FE s 3 B DUANACAE IR 9 &0, T AR ) 76
AMIERS, WE . O B BRSSP AW, Ui

rf E AR F 2452 2010 4F 6 H A5 27 2555 6




LR d 5 N SRS TR — 8. hT
RIS 25 T &« TRIR, 2% 2 0 BRI 45 it Al 11 4ff
TSR A S 0 Y B D A ST DHBV 842 B Gk
&, WIS @ —A5 HBV & e AH LT BLI 44
S 2R 40. R, WS 270 T 005 B 52 56 30 ) A
R C W AE S HBV & fAS R ] 52 36 1T 5 100
LT RER H AR BT £ T 95 25 8 24 06 AT A4 Y S 5
R

T 58 &t HBV 51, DU IE 28 P99 A2
HER PR . B AT BB 405 R 5
FEC (108 1 S 0 TG B AR R8T T i o I R ) 2
RYURTEA A TINE o METFEAY. TIHE o
BIT A BORIG, ARRNER: ARy
WIRK R 8 T BT R K AP IR ™ F IR 24
PE, WROCBRA T LA R O A, 3R R
DI KR 22 4> B A& B (14 245 90 /2 A5 ik o
. HAT, hEAPURECEChERN . S
G o AT )G 1 d W4 S 28 2005 ik
%t DHBV 1772k @m0 AU R SRy, ik
T YGZYS HiL s i . whoial Jk W,
YGZYS fEWAT %M DHBsAg fll DHBeAg (114>
W, B YGZYS Tt N A i sEEH, Hit
R R G AP FIE DA BB R B

FAREIR, YGZYS nf Al DHBsAg F
DHBeAg (W43, X 0] eIV T7 18 Pk O BUHT &
igter —.
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