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Abstract ; Auriculatone sulphate ( AS) was a prodrug of auriculatone that is a natural hepatoprotective compound. In order
to evaluate the hepatoprotective effect of AS,an acetaminophen( APAP) -induced acute liver injury model of mice was es-
tablished by intraperitoneal administration of 300 mg/kg APAP. The hepatoprotective effect of AS(25 mg/kg) was initial-
ly evaluated by determining its inhibitory effect on the increases of serum alanine aminotransferase ( ALT) , aspartate ami-
notransferase ( AST yand lactate dehydrogenase ( LDH ) induced by APAP. The protective effect of AS against oxidative
damage was assessed by measuring the levels of malondialdehyde (MDA ) and glutathione (GSH) and testing the activity
of superoxide dismutase( SOD) in the liver tissue. Histochemical analysis of liver tissue was also conducted to evaluate
the hepatoprotective effect of AS. The results showed that intravenous pretreatment with AS significantly prevented the
liver tissue from APAP-induced injury,and retained the serum ALT,AST and LDH levels close to those of the control
group( P <0.001). When compared with the APAP group, AS pretreatment significantly decreased the hepatic level of
MDA (P <0.001) ,and increased the hepatic level of GSH as well as the activity of SOD( P <0.001). Histochemical
examinations showed that AS treatment significantly improved the pathological changes of liver tissues. In conclusion, in-

travenous administration of AS effectively protected mouse against APAP-induced liver injury and the protection might
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involve its inhibition of liver tissue oxidative damage.

Key words : auriculatone sulfate ;intravenous injection ; acetaminophen-induced liver injury ; hepatoprotection
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Fig. 1 Chemical structure of AS
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Table 2 Effect of AS on levels of serum ALT,AST and LDH(n = 10,; +5)

45 A5 e A il A R TR S B

Group ALT(IU/L) AST(TU/L) LDH(U/L)

25 141 Control group 14.39 £3.92 16.59 +6.51 513.63£35.14
AS #H AS group 15.89 7. 12 15.54 £3.92 499.78 £22.53
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17.82 +4.83* * *
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TE 2 ALHER, ™ P <0.001 ;5 APAP 41Lh#%, * * * P <0.001,

Note:; Compared with control group,* P <0.001 ;compared with APAP group, * * * P <0.001.
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Table 3 Effect of AS on hepatic MDA ,SOD and GSH(n =10 ,; ts)

A5 N
Group MDA ( nmol/mg prot)
25 14 Control group 1.67 £0.05
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326.06 +11.88"* " 9.90 £0.48" * *

323.48 +11.80" " * 10.23 +0.48* " *

L2 A, P <0.001 ;5 APAP 41 g, < P £0.001,

Note: Compared with control group, P <0.001 ; compared. with APAP group, * * * P <0.001.
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Fig. 2 Effect of AS on the histopathology of liver tissue( HE, (400)
FEASS LB AS 41;C. APAP 41;DsNAC. + APAP4{;E.AS + APAP 4
Note: A ; Control group;B:AS group;C: APAP group ;D:NAC + APAP group;E:AS + APAP group
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