- 960 - rpE R PR A 2 R 2016 4 8 H 55 36 #5458 ) CJITWM, August 2016, Vol. 36, No. 8

B FH IR R B B AR A Y 5 B -5 0 T R 2 Wi

#gR# AL X W AEER TR HREd

HE HBHH @dsrRETaish b F K ST 2K (HSC-T6) 64 3% a8 49 ) 48 A Aok 2 8 =
89570, IR T AULIT SR e ey TR AE A L) . ik Wistar KR40 2, & AR ALIbAE (N8 %) 0 A
PR AL(NC 48) (Fabkgh st @ea (P 4) EF A LS (H) P (M) A&(L) #Z48, 448 X, L.M.H #)
FH A 21.87 43.75 87.50 mg/mL EIREF A RER, PAEHF 0.01 mg/mL ARKMBEZ,
NCAMTFZHWARLEK, FARRELRET2mML, FH2 K, FREFTHEABI2h, ELHET T £, 44
ik, HSC-T6 o A 254 fo i 40 (H/M/LINC 48) (AR Al s st FR 4 (P 48) &= & sF iR 41 (BC 41),
H.M.L.INC Z P4 T 3- m 2h 4 fo ik 3E 473277 ,BC LA A R A i ik th3a R A, KA CCK8 &4
HSC-T6 %m i 24 48 .72 h Bt sh 4] & | % X 2w Jo AR e ) 2 L8 = % & 2m it )8 37, Western blot 5% ) 8
=% 9 B # e -2 (B-cell ymphoma-2,Bcl-2) .Bcl-2 48% X & & (Bax) Ri&K-F., R 5 NC
LA M H P 2024 h e a3 s R A B3 % (P <0.05); 48.72 h 8 5 NC A4, L .M. H.P 4
R ¥ 78 k) R0 238 5 (P <0.05) , 1224 48 .72 h &8F A 5 3] L M H P 4840 it 3§ 75 7 ) & £ F L4
#HEEL(P>0.05), 5 NC 4 .BC A% ,M . H.P 2145 HSC-T6 T+ AT 5w AT E2WEHAZH(P <
0.05),M.H.P 1 GO/G1 Hzfe3 A 23 % (P <0.05),L.M.H.P 28 S #1 5 G2/M 228 L % 90 2.8, ¥
(P<0.05) . %410 Bel2 &éa &k, 27 L4315 FXL(P>0.05), 5 NC 41k ,P. H.M.L 484y
Bax %@ A XM 2 & (P <0.01), £ 5P AULISAT 4F 440 69 1 A AUk T 46 5 49 5] AT 20k 4m R 3 78
FFEFLATHE,

XHEIR FERSE,ETA ;MRS mieA ;B @ik e s -2;Bcl2 Hax X &G

Effects of Biejiajian Pill on Proliferation and Apoptosis of Hepatic Stellate Cells in Mice FAN Er-
yan', HE Song-qi', WEN Bin®, SUN Hai-tao', JIA Wen-yan', and CHEN Guan-xin' 1 College of
Traditional Chinese Medicine, Southern Medical University, Guangzhou (510515) ; 2 Department of Tradk
tional Chinese Medicine, The 458th Hospital of the PLA, Guangzhou (510602 )

ABSTRACT Objective To observe the possible mechanism of Biejiajian Pill (BP) in fighting a-
gainst hepatic fibrosis of hepatic stellate cell T6 (HSC-T6) by studying effect of BP containing serum on
inhibiting proliferation and inducing apoptosis of HSC-T6. Methods Forty Wistar rats were randomly divid-
ed into the negative control group (NC), the positive drug control group (P), high, middle, and low dose
groups (H, M, L), 8 in each group. BP suspension was administered by gastrogavage to rats in Group
H, M, L at 21.87, 43.75, and 87.50 mg/mL, respectively. Rats in Group NC were administered with e-
qual volume of normal saline. Rats in Group P were administered with 0. 01 mg/mL colchicine solution by
gastrogavage. Each rat received 2 mL corresponding solution, twice per day, with an interval of 12 h gas-
trogavage, a total of 7 successive times to prepare drug containing serum. HSC-T6 cells were then ran-
domly divided into drug containing serum groups (group H/M/L/NC), colchicine positive control group
(group P), and the blank control group (BC). Cells in Group H/M/L/NC/P were fed with corresponding
drug containing serums, while those in Group BC were cultured with free drug serum. The proliferation in-
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hibition rate of HSC-T6 was detected using CCK8 method at 24, 48, and 72 h, respectively. The apoptotic
rate and cell cycle were detected using flow cytometry. Protein expressions of B cell ymphoma-2 (Bcl-2)
and Bcl-2-associated X protein (Bax) were detected using Western blot. Results Compared with Group
NC, 24-h proliferation inhibition rate of HSC-T6 was obviously elevated in Group M, H, P (P <0.05).
Compared with Group NC, 48- and 72-h proliferation inhibition rate of HSC-T6 was obviously elevated in
Group L, M, H, P (P <0.05). But there was no statistical difference in 24-, 48-, and 72-h proliferation in-
hibition rate of HSC-T6 among Group L, M, H, P (P >0.05). Compared with Group NC and BC, early-and
late-stage apoptosis rates of HSC-T6 obviously increased in Group M, H, P (P <0.05) ; G,/G, phase cell
number obviously increased in Group M, H, P (P <0.05); S phase and G,/M phase cell numbers obvi-
ously decreased in Group L, M, H, P (P <0.05). There was no statistical difference in Bcl-2 protein ex-
pression among each group (P >0.05). Compared with Group NC, Bax protein expression obviously in-
creased Group L, M, H, P (P <0.01). Conclusion The mechanism of BP for fighting against hepatic fi-
brosis might be associated with inhibiting proliferation of HSC-T6 and inducing apoptosis.

KEYWORDS hepatic stellate cell; Biejiajian Pill; proliferation; apoptosis; B cell ymphoma-2; Bcl-2-

associated X protein
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Bel-2 #ik/KF B bR 40 M 7E {5 B AR T AT
BN 2.5 x10°/mL A R T 6 LR,
L2 mL. FF 40 MG BE IS 37 15 3R 5L, RSB ML AE
(RFEE) 23l P 41 H 41 M 4 L 40 A1 NC 415 %
e & 10% 259135 i DMEM, 153 24 h 554 F
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Bax A1 Al Nk S WA HEAE L HE R 22 WESE M
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