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Protective Effect of Baicalin on Acute Liver Failure in Rats. Shen Chunyan,Chen Yongping, Yang Tao,Lu Xiaoju,Li Chunyan. Depart-
ment of Infectious Diseases,The Firsi Affiliated Hospital of Wenzhou Medical College ,Zhejiang 325000 , China

Abstract Objective To study the protective effect of baicalin against acute liver failour in rats and to explor its mechanism. Meth-
ods Eighty — six male SD rats were randomly divided into normal group,model group and baicalin group. The model group and baicalin
group were respectively divided into 4 subgroups:1,3,5,7days. The animal model of acute liver failour was established by intraperitoneal
injection with D — galactosamine(D — GalN). Baicalin (120mg/kg) was treated intraperitoneally (ip) at every 12h after D — GalN injec-
ted in rats. The levels of ALT, AST and TBil in serum were detected with automatic biochemical analyzer. Sections of liver tissue were
stained with hematoxylin — eosin and were observed under optical microscope. Semiquantitive PCR was used to study the expression of Bax,
Bel =2 and caspase —3 mRNA in the lives. Western blotting used to study the expression of Bax and Bel -2 protein. Results Compared
with model group, the liver tissues damage of baicalin group was significantly reduced. Compared with model group, the levels of ALT,AST
and TBil of baicalin group were significantly reduced. The discrepancy between model group and baicalin group had statistical significance
(t=18.85,15.63,8.86;P <0.01). Compared with modele group,the tendency of Bax,Bcl -2 and caspase —3 mRNA expression in ba-
icalin group was in accordance with the model group,which reached a peak at 3d with the time extending and later gradually reduced,and
the discrepancy between model group and baicalin group had statistical significance (P <0.05). The expressions of Bax and caspase — 3
mRNA in baicalin group were significantly reduced at different time point comapred with the model group(¢ = -55.51, -16.20;P <
0.01), while the expressions of Bel —2 mRNA were significantly increased at different time point comapred with the model group (¢ =
51.91,P <0.01). The tendency of Bax and Bel -2 protein expression in baicalin group was in accordance with the model group. The ex-
pressions of Bax protein were significantly reduced at different time point comapred with the model group(¢t= -21.32,P <0.01), but the
expressions of Bel — 2 protein were significantly increased at different time point comapred with the model group(¢=50.91,P <0.01). The
rate of Bel =2 to Bax of baicalin group at different time points was greater than the model group (¢ =68.08,58.11,64.04,17.50;P <
0.01). Conclusion Baicalin can protect rats against acute liver failure by down — regulating Bax expression and up - regulating Bel -2
expression in liver tissue and reducing of pro — inflammatory cytokines.

Key words Baicalin;Acute liver failour;Bax;Bcl -2 ;Caspase -3
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) B PR AE A R 4 UM 240 4 5 RNA, 49 6% B {30 £ RNA &
B, A260nm/A280nm ¥ 7 1.8 ~2.0 JE [, #% AMV KIT
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WIS, EERG A A A (1) . Bel -2 PCR LY 4514
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10min, & B - actin PCR JZ Jif %5 f4:94°C 5min;94°C 30s,
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43 51 £ Bel — 2 Bax  caspase —3 £l actin — B ) 4 B0 1K S
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Fii51% CCCATACCCACCATCACACC
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*®2 ZHAKXRME ALT AST. TBil kK F (x +5)

20 50 FE(R) ALT(U/L) AST(U/L) TBil( mol/L)
IE 5 X iR 2 0 29.82 +2.70 41.8 £2.41 <0.5
i) 1 235.37 £26.99 312.57 £22.88 " 3.25+0.29"
3 659.17 £36.76 " 735.48 £31.48 " 8.38+0.39%
5 415.13 £24.85" 489.58 £16.29 " 5.65+0.34"
7 297.47 £14.68 " 382.35 +14.53 " 4.55+0.23"
WA H A 1 136.38 +17.54 "1 198.73 +14.95*4 1.92 £0.49 4
3 384.00 £21.27 505.22 +16.16 "4 6.08 £0.60 %
5 252.87 +31.57 " 347.77 £32. 1274 4.52 +£0.44 "4
7 170.97 £27.44 251.12 +43.31 "4 3.17+0.38°4

ALT. SR MG 3 AST. A SRR L A s TBIL SUINZL 3, BRI B4 41 S50 AR AL H AL, P < 0.015% S5 41 S BEB AL H 4L, P <0. 05
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g0l 467
500 Bxa®
200 262
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262
caspase—3"
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200 271
300 actin—{3
200 207

B2 RER-BEEBERNENEEXRA
A48 Bel -2 Bax #01 caspase —3 mRNA pyRix
Mark. DNA R4 1. % B2 :2.3.4.5 - 500K 1.3.5.7 K,

a. BRI b, B H A

4. Western blotting 3% #:ill Bel -2 Bax & [ £ 1A
SR AT Bel -2 8 Ry 3R IA B AR 18 B Bl i [A]
TEAC WG 3 K38 0 (2. 17 £0.04),5.7 K L&
W ARG s BE A9 20 Bel -2 AR IL S SR A
—H,RIRE(3.95+£0.09) AR B EH 2, 5
RIAML 22 A G E X (1 =50.91,P <0.01),
FERY A Bax £ [ Y 2 35 Tt 70 0 A it I [ 22 4 i 48
3 KM iA I (1. 62 £0.02),5.7 K X 3& M FEAK ; B
ZH 2 Bax AR RIBGH GHEAH B, Rk E
(1.42 £0.01) B A AL 4 WY b B3 A1, 5 5 780 2 A LG 22
SRR L (1=21.32,P<0.01) (& 3),

5.BCL -2 5 Bax By [t % 8 X # 20 45 B [A] 43
BCL -2/Bax M L R A2 BCL - 2/Bax 25
LR 2 T, SRR A L 22 R A G E R L (1
=68.08,58.11,64.04,17.50;P #] <0.01) ,
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cell lymphoma 2) K j% ¥ ffil o Bax ( Bel — 2 associated
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BEAEpse el 201242 A 4148 20

W5 A2 R 1 AR AR 22 R T LU £ Bax 1% 4k
() BH3 —only & F1T5 1k, f2 1 Bax 5% 88 28 Zhr {4 S 5t
b Bax B ALK S B A R TR AR SR, A0
Zepiid BK J@ H (mtBK) , g 2 5 B2k ki IR 18 % AL
(mtPTP) % fb A 40 i 4 3R C Bk, ik — 25 fie ik
caspase —3 I, RECMMAIL 1=, caspase — 3 A LS 3
fift Bel =2 Al Bel — xL, Hil IR IX 46 2 (A S8 748 A
IR C - AR BefR dER T AN IS A
Bax ] LA B #5454 200 B Bel -2 (02 40 M 77 16 1 o
Bel =2 5 Bax [ FEMRAT T2 9 [F] P8 M, 16 5 4 g v
Bel =2 AREIE AR SR W, 76 4 B 0 1= R B B Bel -
2 /L5 Bax 454, B ik H AR R AL (BH 1 Bax )1 ] mt-
BK BHL1E mtPTP 3 4, WA T i 350 200 JL A7 075 "o Ay
WF5E 7R HE P ITER BH3 — only 25 8 f2 fff Bel -2 #
AR POE S IR S Al i IR R €7/ R K
FL Bel -2 5 Bax 9 Ho R P SE — U T RIOS 40
R A7 G s sE T

WF5E 7, B T S 5] OB A el % o ofi 21 2
‘B — 1 (heme oxygenase — 1, HO - 1) & 4 i F 15 M
W I A% ] 7 kB (nuclear factor — kappaB, NF —
kB ) A3 M, DT 08020 b R IR SE IR — o 77 AR B AL
s LPS/D - GalN 75 5 9/ BUABEAF B 05 1
TE G I PR VR 0O S AR Bk R 0 5 45 b, s AT
DLV 55 5 5 AL — S A B A B R AL (COX) -2,
iR R BE IR 732 Mk — 1 AR DG HR 1 A i 39 m , LA R 3
K HO -1 FRIKMIG s 30 NF - «B 9 #%5E 47, BRI
LR i I 38 LA B e K A& -3 F - 8 iR AL, &
B P AL LR L R B T 2 E
fii (acetaminophen, AP) 75 5 /)N BT 2H Mo 25 14 wif 1 Al
A, WA WSS AP YR A 0y 3 200 [R) 1 A0
M {52 P450 2E1 (CYP2EL) BU1EJH i S CYP2EL [y
TG T B A, TR B CYP2ET (9 26 25, AT B
RH 1 AP 55 (0 23 D6 T IR &5 5 i A 3 , & 3 £ 37 120
LR Ve

TER BRI b, B 51 ] DL 2o 3G e e AL e T
P 118 3 K A Ul 2D B W A5 5 14 4RI, S T U2
PREE 453 3, T L 3 W A XS e e v =T 0 v A [ e
IRZST L EAF AT LUE G ) TkB - o B3R Ak AR
1 NF — B[] 8 5% 7 R 47 2= Ak ZE 5 1R A R L&
PERfiRE JE . AR SLEPT I AR WK, B HIRYT A KRR
FETRM 41. 8% [& & 20% 8% 5 2H 5 45 AU 2H 4H
Fo, H Bel =2 mRNA /9 3R 3k & U] B 74 &, Bax
mRNA 5 [ 102 3k 5 W] W BEAIL s B %55 45 21 caspase -3

mRNA [y 3 I5 BRI 2 0] 88 i /b . 8555 15 2 Bel -2/

Bax i 1R K5 A L AR ER AL 35 T iy GX BB 4501

R A H A LLE o EJE ST TR Bel -2 Rk

AR VA AR 98 12 3 B Bax, 3 177 Jk 2> caspase — 3 f 5%
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2% 3k
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