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Effect of Bushen Qingdu Decoction on HBV -DNA and Serum IFN -y and IL-17A Levels of HBV
Transgenic Mice

LIU Yamin, XU Qiuying, SHEN Qiang, CHEN Junxian, FENG Zhiyu, PENG Haojun, ZENG zhenglun(The First
Affiliated Hospital of Guangzhou University of Chinese Medicine, Guangzhou 510405 Guangdong, China)

Abstract: Objective To observe the effect of Bushen Qingdu decoction(BQD) on peripheral blood hepatitis B virus
DNA (HBV-DNA ) and serum interferon gamma (IFN—+y ) and interleukin 17A (IL-17A) of HBV transgenic mice.
Methods Fifty HBV transgenic mice were randomly divided into normal control group, model group, lamivudine
group, and high—, middle—, and low—dosage BQD groups. Before and after drug intervention, the level of HBV-DNA
was detected by fluorescence quantitative PCR, and serum IFN-+vy and IL-17A levels were detected by enzyme linked
immunosorbent assay (ELISA). Results Compared with the normal control group , the levels of IL.-17A and IFN- -y
were significantly increased (P < 0.01 or P < 0.05) in the model group. IL-17A was decreased and IFN—vy was
increased to various degrees in the medication groups(P < 0.01 compared with the model group) in time—dependent
manner, and the decrease of IL-17A in high—dosage BQD group and the increase of IFN-+vy in high- and
middle-dosage BQD groups were more obvious (P < 0.01, P < 0.05). There was no significant changes in the
expression of HBV-DNA between medication groups and model group. Conclusion BQD is effective for the treatment
of chronic hepatitis B, and its mechanism is probably related with the increase of IFN—vy and with the decrease of
IL-17A expression.

Keywords: Bushen Qingdu decoction; HBV transgenic mice; Chronic hepatitis B; Peripheral blood hepatitis B virus
DNA; Interferon gamma(IFN-) ; Interleukin 17A(IL-17A)
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Table 1  Effect of BQD on HBV-DNA expression of HBV
transgenic mice

n HBV-DNA (logl0)
417 FlH /g kg™ —

JHE T JHZ45 60 d

NG ayitil - 10 0 0
B - 450£022°  4.54+0.18
B ok R 0.2 9 459:0.19° 438066
BOQD kA4 5 10 451+0.15  4.42:042
BQD i3l 4l 10 10 459+018°  4.27+038
BOD il 4l 20 10 452+0.13  4.18+048

VE: 5IER XL, TP < 0.01,

2.2 w5  0F HBV 5% P/ BULIILTS TL-17A %
W LR 2, H5IEE IR AR, RN UM
TERMER T IL-17A FikKFETHE (P < 0.01), JHzh

30d, SERIAE, &AW T B4/ Bon g
IL-17A RIKKFFEMR, ZR A2 (P <
0.01), Hwr, BQD mfl 4k, HilEd i
2. BOD w4 1L-17A FRK T S5H0K
WoEd, ZRASIFEL(P<0.0D ., HZi60d5
25 30 d oA, AN ST R EA/NR L-17A %
IR, 2 RA G E L (P < 0.05);
A AR BB AR, Z2RESEITHE X
(P> 0.05); FAKMEE R Y00 Tk, B4
KW E gk FARMY, 2R A5 %2 X (P
<0.01), 125 60 d, £ 244 1L-17A KiLKF-
B TFHokmkEdl, 28A501F8 L (P<0.01),
PRV IE R TR THORWoE 4

F2 #MEEZHM HBY HEENR IL-17A S RIS (x+s5)
Table 2 Effect of BQD on IL-17A level of HBV transgenic mice
IL-17A /pg-mL™"

25 FHE /g-kg! n B30 ey
1EE X IR - 8  19.82+3.33 20.57 +3.02
R - 6 6455+1526°  129.73 +37.16*
ok J e 0.2 7 3557+4.12* 55.06 + 6.80*2
BQD 15 =4 5 9  3530x9.03* 33.63 + 4.56*
BQD i34l 10 8  25.04£220%* 25541 127*
BOD EiFl 4l 20 8  18.30+2.80** 11.69 + 6.50***

T SIER IR g, TP < 0.01; SHEEAILE, *P<0.01; S
KWEAL L, *P<0.01; 52430 d g, 2P < 0.05,

2.3 bW 7k HBY 63D/ BUILTS IFN—y 1838
W UL 3. SIEH IR Hegr, BERLAH N RS
IFN- vy FikAKPTE, ZRAGITHFEX(P<0.01);
2530 d, 5EAI L, BQD %41 IFN-v Fhi,
LRAGH#EX(P<0.01); ShikukEd b,
BQD %41 IFN- vy &, ZRAGT#E L (P<0.01),
24 60 d 5H245 30 d Fb#, BQD £54H IFN-y #f—
HTE, ZRWASITFEX(P<0.01), Hi, &
FEAFER R, SEARALK, ZRA5IT¥
HMU(P<0.01); PrkekaEdl IFN-y LR K, 2
SRGE I E X (P> 0.05), HZ560d, BOD %4
IFN-y AP THRoROEd, ZRAgirE X
(P<0.01), #&R&heEHR ThikwE 4.,

3 iTig

Ak, —RKfE e, EYFEE RS T A
[@F Th1 F1 Th2 i Th 4wl &8, ©LAW 1L-17A
N F TR, Wi 4N Th17?, IL-17A J& T % K
T, HIFZRAE AT [ B G P50 1 A= Fl R
JBA XK, IEFELT, PURERIEARAEE T, &
ek BARENVH L RE T Y Th17 4L %%, 7



P B LG RGE 2014459 A% 25 5% 58

-541-
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Table 3 Effect of BQD on IFN- vy level of HBV transgenic mice
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