Bk HaW R REASH ® 19974 4 A

TR S50 M AT 455 BB P 4E RS

S L L

(WML ZwEp B ¥R, HE 443003)
BE COBFREAARLHEGPT E, REAMFMDA SRS XHAR, BEMBMABEAREBELT

M, RUHBEASENTBRG, BERMTa BRI, REHCCL B, EREFRERBEHBELD, BB
MFHCCLIIRHFRGAAHPAH,. BUTFHEBEARENNRIKASODEE, BK MDA E, x#ME

B BURE B AL, T AR 4T CCL, B 43 45 i R L .

XA YT mRkE FRG ERIRK

BUNF (Hovenia dulcis Thunb) Hyygnt 57
AR BB S 97 LM A5 2 0 3 B B K I R, T
ok H, SCHRIC B BRI RIR 2 T, TR B
B AT, AR — 2 0F 50T B3~ 20 51
1 PE BB B B 1 T

M5 T
1 BETF Siwlcaa B, Pk, &
A, AR A B BT, NSRS FEE - 20°C
PR WG, TN RS R AR T
3000 L XEdh K 2y, ML fiddak Lk, 4°C
KRR, — AP B,
2 RY  RIAUN G R H WL E R
Besem A, RS BRI RI M,
3 MEAE
3.1 #A—REEBGPTERW & BUGLL,
3.2 WZEOMDA dEMAERAE™EY & B
A AL RAR AL, fRMEN. 1.1.4.3-
ARV R B T
3.3 mMESRME. HEHHALBRNL ANE
B AL T e,
3.4 MEBEASHNE. RHBREAHKY,
3.5 NEAYEAEGEODEEME. PEZE
AEALY, LM SEZRHANKERONR
MEELH1TEBRNCu),

06.

1 8Fx CCL EFMGBPER

HERLANEL33SL, BOBLAY AL, T 41LA30% B
PF419£0.2 ml/10g RTAIRE, 1. K WAL L%
BUA:FUER K H, T H—, 14d MR T dfil
MM 0.1 ml/10g KT F B d:8) 1 % CCl,
fesamwn, DT4/hBEREESSAT AW, &
Y16 h f5, BRERIGBRIRIM, 4B, MT GPT,
MDA, Ul FI% (13 R, 09 3 BUb R
ME, 1B I AR A0 1096 A FUR KAF A, F
BFMDA &R, S0, 2,

ST, LixtBRALIE & (4D, CCH, 4/

F#£1 HERFHCCLEFRAGMRIR
fLREREB WM (x £5)

iF MDA MDA
il 5 il
(nmol/g) (nmol/g)
14t
(B +CGlLy 17 238.08E118.36%° 6.4041.78
T4
(CCL) 11 379.41:156.68> 7.10%2.28°
T4t
(418) 10 142.45%77.62 4.06+1.59

a, L IMAKKP<0.05 b, HMALEP0.01
o LTAHAKEP<0.05



Bt GPT \wék, mEMAFME MDA SR Bk st CCL R, ERIBIRIELIBE Y ¥ 8B 5
Fte, MOEMBERSREEN TR, 8x CClL, A, RPBMT CCL HEFRG ARG —ER EH
o R RS ST Re M BB 5 BN T T2 4L Biy ER(E 3),

%2 HFNFHCCLEFMASGPMRMGCPT, mUAAEEHER(x £

a 5 i X GPT(u) it #% (nmol/L) nEaE/L)
THAHEYT +CCly) 12 697.08+103.70%'® 4.17+0.91%¢ 28.57+3.72%
I 4(CCl,) 11 825.00 + 85.88% 3.35+0.75% 23.43+3.64*
mMA(R) 10 30.42+16.31 5.89+1.85 30.46 +2.97

a; HTAKEDP<0.01 b, S I DP<0.01 c. HIMLEP<0.05
3 SBEBREBIENTLNE

4 2 MDA MDA GPT jind b4 1 & 3
I AGMT +CCL) +67.1% +57.6% +2191.5% -30.4% -6.2%
T A/(CCL) +166.3% +74.9% +2612.3% - 44.19% -23.1%
MA(RE) 100%3 100% 100% 100% 100%

e U BASIBIERMEA100%, 7 LRI, ¢ -7 BT,
2 BMTFHERMRERSECEANER m, Ay@my, T MDA #E, scEHRS N
BN R30S, BRL A Z 4, iR 1 4LH ﬁrmr VERERUR MG, TR Ba SI AR I AR08 AL FP
FR T A5 309 BT 279£0.2 ml 311 0.3 ml/ ok, MTHL MDAWE, LRa¥%s
logfRE M &, X mAlLid:74hoK 0.2 ml/10g K 12000 rpm B #EBY.L20 min 7, HCEET/A 1S SOD
M, BH-KHEN, BN, HERMERIK mrHWE, RREL, 5,

F4 HNFHDREMOASRAEM(x =)

i I "B kR
4 bl & ¥

(nmollml) (nmol/g) (nmol/g) N (nmol/g)
3 H oA 10 6.54+1.99 182.6 +59.7 242,44 26.7 126.7 +43.7
LRI 4 10 5.30£0.72 84.8+40.6 234.2+35.5 110.5+33.6
eI 10 4.32+0.59% 55.4421.98 220,04 25.7 93.3+18.3%

a; HXfR4kiEP<0.01
b: HxBALE P<0.05

F#5 HRFHDREBSODZFENXMW(u/, x =5

# Bl 2 # Ui It L] ;12 N TG
xf B o4l 10 1089.1+181.9 999.7 +363.7 1022.2+61.
TR T4 10 1319.3+212.9% 1444 .8+ 262.9% 1023.5+67.5
RI4 10 1360.4+169.0% 1542.5+116.2% 1164.7+71.7%

a, HXAALEP<0.01

b: HXRALEP<0.05

P BIR, BT BE T /NR A 40h SOD P RPIS HAAER. £RNE T (0.3 ml/10g
EYE, BRMRME AL MDA Gk, kil KD, BFL YHKRE SOD W 443 8 fm 24.9%

« 7 .



Bk HeW

B R ERBSE % 199748 4 B

§33l996\ 69.796\ 902%}1]2604960

%

CCl, 5l fiF RE S i EE rl R T 3R OB i d
SRR, FRRMENS T B2 RS, LB+
CCl, AEHNFF. 1§ MDA &, GPT F¢t g
EE, WEMARBEE TR SIITAMNER
Rt CCl, #deisi: A, MDA, GPT # 75 #1 i
¥, ABARENIEE, 98K FTCCL4A, &
BRI R B A2, ARANTF X CCL # TR LS
HHBRIFER,

ALRE BN, BT B ERE/D BB a
#th MDA & &, Rm7E SOD ik, SOD #it
A, Bl ER A AR, BR R M PR
AR PE . LA R AR AN T 3T CCL AT #}
Bik R 2R, 78 CCLE T AR MK R,

BT B mplek SOD ik, MEH fEHE
BRI BREOE ARG, RIPIFRER ST BE.

2 2 xR

L, BERY. H—8 8. M

2R H Rk, 1990, 157—170

HEI, % FRELZREAKMEON IX

LI B, WiRRRTA &, 19865 1(3): 129—130

R, . EEBRR . M. RE, @

ForHR IR AL, 1990: 123—125

SRR, %. —FSODMBMEN . Aykrly

AYHEBERE. 19965 (4): T1—74

Tribble DL, et al. The Pathophysiological

Significance of Lipid Peroxidation in Ox-

idative Cell Injury. Hepatology. 1987; 7

(2): 377—387

W, RPTR ER SRR . EY

4&’»%!;&&%@.;&% 1986; (2): 17—23
WeHs H¥: 1995—06—26



Protective Action of Hovenia Dulcis Thunb against Experimental Liver
Damage Induced by CCI,
Han Yu, Wang Yan-lin, Fan Yu-gu et al
(Dept. of Pharmacology, Yichang Medical College, Yichang 443003)

Abstract In the mice with experimental liver damage induced by CCl,,liver MAD., blood
MAD and blood GPT activity were increased, while blood sugar and albumin contents were
decreased markedly. Administration of Hovenia dulcis Thunb for 14 days before CCl, used could
reduce the changing of all indexs mentioned abovc. In the normal mice, Hovenia dulcis Thunb
could increase SOD activity in the tissucs of liver, kidney and brain but decrease MAD cont-
ents in blood, liver tissues and brain ramarkably. The results indicate that Hovenia dulcis
Thunb has protective action against experimental liver damage because of its anti-lipid-perox-
idation.
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