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[ Abstract]Objective : To investigate protective effect and mechanism of procyanidin in acute liver injury induced by acetaminophen.
Method : The KM mice were randomly divided into six groups(n=8),including PBS control group,acetaminophen model group , pro—
cyanidin control group (100 mg/kg) and procyanidin pre—treatment groups including low—dose (10 mg/kg) , medium—dose (50 mg/kg)
and high—dose groups (100 mg/kg). The activities of alanine aminotransferase (ALT) ,aspartate aminotransferase (AST) ,malondialde—
hyde (MDA) in the serum and the concentration of MDA in the liver homogenate of the mice were detected by commercial kits. Mean—
while, the pathological changes of the liver were observed by HE staining,and the expression of SOD was determined by Western
blot. Results ; Compared with those in APAP model group, ALT (F=555.20,P=0.000),AST(F=168.51,P=0.000) ,MDA (F=155.15,P=
0.000) in pre—-treatment groups of medium—dose and high—dose of procyanidin were significantly lower, while SOD(F=291.84,P=0.000)
was markedly higher. The damaged liver structure , hydropic degeneration and the central venous congestion were observed in the
APAP model group,but the liver injuries in pre—treatment groups of medium—dose and high—dose of procyanidin were slighter. Based

on the results of Western blot,SOD protein expression in APAP model group was inhibited, while the pre—treatment with medium-dose
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F1 RESHEI/NRILFR ALT # AST I (x +5)
Tab.1 Effects of procyanidin on plasma ALT and AST levels (x +s )

ZH 51 n ALT(U/L) PAH AST (U/L) P4
PBSIEH % B2 8 12.61 +3.87 18.79 +5.32
APAP BTRIZ] 8 108.06 + 7.24° 0.000 81.67 + 4.63* 0.000
JEAETE R 25 AL 8 16.15 +2.46" 0.176 20.90 = 6.16" 0.491
JEAEE AL 8 107.14 = 3.68° 0.722 80.52 £7.19° 0.707
iviass Libilfe) 8 42.40 = 5.66" 0.000 40.14 = 6.89" 0.000
iviass i) 8 42.43 + 6.26" 0.000 43341575 0.000

TF:a 19 PBS IEFOM BZL L b 55 PBS IEW X AL LA ¢ 55 APAP BRI LA d 15 APAP BERIAT HEAL

*k2 BRUEBSEXATBEAZL MDA £E71 SOD iFmZm
Tab.2 Effects of procyanidin on hepatic MDA and SOD levels

215 n MDA ( nmol/mg Prot ) P SOD ( U/mg Prot ) P

PBSIE X Hi2 8 6.23 = 1.30 9.59 + 0.46
APAP fTIZH 8 25.66 +2.40" 0.000 1.07 £0.16* 0.000
AL R Prx L 8 7.06 1.35 0.996 9.08+0.71" 0.325
JEAETT AR =4 8 27.04 + 4.22° 1.000 1.21 +0.06° 0.511
JFAEE R il 8 7.92 +1.37¢ 0.000 5.49 + 0.86" 0.000
JEAE T 2R e 2 8 6.54 1.05" 0.000 6.26 + 0.84" 0.000

a5 PBS IEH M AL FLAS ;b 5 PBS IEH X BAZL FLAS s ¢ 55 APAP BEIUZH A s d 5 APAP AREIL] FLd
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Fig.1 The pathological changes of liver ( HE staining, 100 x )
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Fig.2 The expression of SOD in liver
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%3 SOD E&EAHKHERIEE
Tab.3 Relative expression of SOD

21 51 SOD/B-actin P

JEAEE R ARG 2 0.194 = 0.006" 0.000

AL 2 0.249 + 0.006* 0.000

JRAE T 2R i a2 0.302 £0.017* 0.000

JEAETT R 255 EZ 0.352 = 0.005" 0.493
PBSIE X HiZH 0.361 +0.031

APAPHIRIZ 0.032 +0.003 0.000
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