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Abstract : In this_experiment,a crude extract named as AWE was extracted by water extraction from Acalypha wilkesiana
leaves ,and then, a polyphenol-enriched fraction was prepared by macroporous resin, designated as AWF. Based on the re-
sults of freeradical scavenging activities of AWE and AWF in vitro , the hepatoprotective effects of AWF and the underly-
ing mechanisms were further investigated by APAP-induced acute liver injury mice model. Results showed that the poly-
phenol contents in AWE and AWF reached 224.9 +1.5 and 608.7 +16.4 g GAE/mg extract, respectively. AWE ex-
hibited strong scayenging abilities on DPPH and ABTS free radicals,the ICyys were 4.46 and 41.25 pg/mL,respective-
ly. AWE. (200 and 400 mg/kg + bw) pretreatment significantly alleviated APAP-induced acute liver injury,as evidenced
by the decreased serum levels of ALT,AST,LDH,and MDA (P <0.05 or P <0.001) ,and the elevated activities of
SOD, CAT,and GSH-Px (P <0.0lor P <0.001) ,the results of which were further confirmed by the histopathological a-
nalysis. Moreover, AWF remarkably inhibited the activation of MAPKs and proapoptotic protein caspase-3/9 , down-regu-
lated the expression level of proapoptotic protein Bax and restored the expression level of antiapoptotic protein Bel2.
These results indicate that AWF possesses hepatoprotective effects against APAP-induced liver injury, which may be at-
tributed to the antioxidant and antiapoptotic effects through the modification of MAPKs/apoptosis cascade reaction.
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from Acalypha wilkesiana leaves) , {I b GIRAF
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Table 1  Polyphenol contents and DPPH and ABTS radical scavenging capacities of different Acalypha wilkesiana leaves extracts
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FHEL, 25500 AWE B4k 35 66 0 9 4610 /0 B,

DPPH and ABTS radical scavenging capacities of different Acalypha wilkesiana leaves extracts

#rh ALT 1 AST 1%L THES (P <0.05,P <0. 01 5
P <0.001), H 2B —@E MFI KB R, LHE
Flit AWF PR e fE (P <0.001), 255 3% H]
AWF Xf APAP 5 5 (1) 20k IF 30405 B 5 i A 4
YEH
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Table 2. Effects of polyphenols from Acalypha wilkesiana leaves on serum activities of ALT,AST,and LDH in mice with APAP-induced

liver injury (n=8,x+ s)

45 ALT
Group (U/L)

AST LDH
(UsL) (U/L)

1 % 4 Normal group
REEIZ] Model group
R FIH2H Low dose AWF
4] Middle dose AWF
R4 High dose AWF

184.73 £7.48
943,65 £20.2" % *
789.13 +38. 58"
582.49 +32. 02"
377.58 +21. 66"

163.17 +11.36
795.15 £18.77° " *
650.67 £24.6*
430.56 +27. 12*#
303.43 +22.2###

820.68 +61.84
7561.92 £162.64 " *
6231.82 £197. 25"
4467.9 +156. 27"
2362.92 245, 35"

T HIEH4LE, * P <0.001; SHHIH HEE,*P <0.05,%P <0.01,"P <0.001,
Note : Compared to the normal group, * * * P <0. 001 ; Compared to the model group,*P <0.05,*P <0.01,*#P <0.001.
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Fig. 2 Histological changes of mice livers from normal group ( A), model group (B),AWF group (low dose) (C),AWF group
(middle dose) (D) ,and AWF group (high dose)“(E) (100 x )

2.5 £inRMSEHRERT BT R % /0 R 7 = AT
BEZRZR R SOD,CAT,GSH-PX'F1 MDA #80

3¢ 3 A0, R 2 /)N EL SOD, CAT #1 GSH-Px
TEPEBCE H 4 W R (P <0.01 B P <0.001) ,1fij
MDA & & W BT (P < 0.001) 5 1fif SEAYZH A L,
A5 AWF HEH M IEEYK &2 SOD, CAT F1 GSH-

Px {fitE (P <0.05,P <0.01 5 P <0.001) , 3 F&A%
MDA (P <0.05 5§ P <0.001), F 53—
FUBEHOMOC R, Jo DA i ) 5 AWE B 236 AU B
(P <0.001), XKW AWF Xf APAP 755 (4 T 45
O3 A 1 I T il A S A G

#3 DR SEHRIWI APAP FSHIFFREG/NR SOD,CAT GSH-Px 1 MDA HIS4M (n=8,x =)
Table 3" Effects of polyphenols from Acalypha wilkesiana leaves on the levels of SOD,CAT,GSH-Px,and MDA in mice with APAP-in-

duced liver injury (n=8 ,; +s)

iRl SOD CAT GSH-Px MDA
Group (U/mL) (U/mL) (U/mg + prot) (nmol/mL)
TEH 20 Normal group 298.18 £19.53 62.92 +6.11 286.55 +7.53 1.55+0.2

FEHIZ] Model group
K54 Low dose AWF
s Middle dose AWF

132.72 £9.31 " ** 31.72+1.88" " 125.24 +11.09 " * * 3.18+0.13* " "

154.62 +13.78 39.62 +1.54% 164.67 +16.02* 2.95+0.31

218.79 +14. 25" 50.04 £3.59* 201.09 +23.27* 2.32 +0.35*

E 744l High dose AWF 275.53 +8.08%* 57.06 +5.93% 254.96 +18.35%# 1.77 £0. 11%##

W HIEHALLE, " P<0.01,* " P<0.001; 5EAIH L, #P <0.05,%P <0.01,"*P <0.001,
Note ; Compared to the normal group, * * P <0.01, * * * P <0.001 ; Compared to the model group,*P <0.05,™P <0.01,*#P <0.001.
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Fig. 3  Effects of 'polyphenols from Acalypha wilkesiana leav-

es on MAPKs and apoptosis signaling in APAP-intox-

icated mice livers
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