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[ ABSTRACT] Aim To study the protecting effect of Polygoni Multiflori total glycosides( PMTG) on the atherosclerotic lesion
formation. Methods Thirty-two female apolipoprotein E gene deficiency mice were randomized into four groups: PMTG high

dose group [ 150 mg/ (kg*d) |, low dose group [ 25 mg/ (kg* d) |, atorvastatin positive control group [ 5 mg/ (kg* d) ], and blank
control group. At the end of the tenth week, all mice were killed. ~The serum levels of total cholesterol (TC), Triglyceride
(TG), high density lipoprotein cholesterol (HDLC) were measured by enzyme dynamics method.  Light microscopy were adopted
to assess the degree of As lesions of aortic wall and image analysis was performed with computer. Results As compared with
the blank control group, 1. PMTG could reduce the levels of serum TC, TG significantly (TC: 649.3 £72.2 mg/ dL., 632. 6 £55.
1 mg/ dL., 497.4%140. 8 mg/ dL vs 809. 4 £42. 6 mg/ dL., respectively, P< 0.01; TG: 126.6 *48. 1 mg/dL, 145.6 £37.9
mg/ dL, 172.1%£15.7 mg/ dL vs 253.3 £42. 6 mg/ dL, respectively, P< 0.01); but elevate HDLC level significantly( 117. 1 &
14.9 mg/ dL, 113.5%23.3 mg/dL, 126.7 £12. 8 mg/ dL vs 67.3 £10. 6 mg/ L, respectively, P< 0.01). There are no
differences beween cured groups in the serum level of blood lipids ( P> 0.05). 2.1t could also reduce the extent of atheroscle-
rotic lesion and the aorta plaque areas were significantly lower (3.97% £0.62%, 3.11% £0.01%, 0.86% %0.07% vs 18.
50% %6.54% , respectively, P< 0. 05). Conclusion The resulting data provide the occurrence and the development of
atherosclerotic lesions could be mhibited by the PMTG because of its lipid-regulated ability.
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Table 2. The atherosclerotic plaque area in the aortic root of

different groups
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Figure 1. The comparison of atherosclerotic lesion in aortic root among different groups
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Figure 2. The comparison of the atherosclerotic plaque area in the aortic root of different groups

3 wig

B Ik SRS A AR A 2 o i LT 2 7 L S T N R
B EEpm, M AR AR RS ECH 1
LR RN IR, 8 R 9 DR R R T WL 1 AR A8 iR
BB . — MR CNAE R 2 BN fE e R R, ifiiE E
] P A P 08 v M — AN e BB SR [T B [ T A2
DA R R 32 20 ok o 3 e A 1 e A e J Y, ERT, A
REVRIT — E2BIG As B E 1

2 ) B 52 SEERHE T 5 ( polygonum multi-
florum Thunb) AT AR, & BERRGTEY. K L
WHER VR & CuMn K Na &R TR MEHS
MR FEER AR OHEE R, ZROIHE (2,

3, 5, 4’ -tetrahydroxystilbene 2-O-B-D-glucoside, 2, 3, 5,
4-UERH-— R OH-BD-EEET) 2 — M RE
Ty -5 ), 2000 4F 25 BOK I TE — 28 O RS
PO & B AR A R LI bR . B AT
WESE, I E A PR IO B B s S
MM TSR, 2 RAE N T 076 As. R
AT 2K CM 25 BE M AT Fe 8/, BTk, w9t £l
S SO IS PR AP, 0 i BT S R
BRSO B 25 27 R DL L
WHRE A E &5 S T = e A0 [E BF i AR
BRI R T Y RO, AR NI, (R8I 28 g R
SRR ATERR . 1992 4F, B} 508 F B R RBRHA,
o R HI R EA ETAARY . BiEEA BT



178

ISSN 1007-3949 Chin J Arterioscler, Vol 13, No 2

/INBR R T AR A T R TG B B R, R IR KR
MEREFRIT B 0] T R B 1 v g TLE, 4 MR 5% v I 7 X
REB (0. 15% AH[E BE, 3 2R VE T 4= 95 5 7 (1
21% NG ) BF, RECEE B K SF AT BAF i 21 0E 5 K B IR
1) 3~ 4 f%. X P IR ME /S BR800 28 o2
HILF e PE BRI 5, 5 AN As BRI R AE R BT R
FAIRAEIALIE o3 AR, B AT 2R As KA
KBNS R P TF B (R AR R’
MZEERN ) A B sh sy

A 5 B K SRR AL 0 G RIE AR — B A
TN OGE . M A A £ AR T A,
TEALTE WA M L\ SMC DL K R PR 4 P, B S A
W T IR A, (233 As FITE . SEIG 3¢ 8 Fa e
HIREAE /N, AT e 58y 10 4,
18 J& iR Ab BT . X E IR A 3 BN R i K
e, ATRIM, = AxTIRAFIREA B /MR M
FTC A TG B#H s EA EY /NR I E T &, HDLC
B PTG AT o 5 Sk 0 ] DL 25 A 1M % TC A
TG(P< 0.01), 11 B & F+ /& HDLC( P< 0. 01), TC Al
TG 585 LA B As 9 48 (%) f& 6 Rl -, HDLC T /2 As
I 22 AR 3 PE R T, HDLC BEE 12E 41 23 411 B Py EL 8] T
(35 B, AT ox-LDL B HEAER -« [Flif, HDLC ¥R &
(Tt AT As 5 AR BT . BT 7T 3% ALY [
MAERZEHSHEMESHTA—EMNEE, fMES
A NE T B0 B i3 i TC. TG LDL 1 ox-
LDL %5 & & 0 B FFK, a5 s B n i

B4, ' A eI G I AR T A ] As AR B R A

5KkE.

WMREW, HAEEA E/NRIE 5~ 6 F#H T
G HH I BEAZ A R B 5 170 52 453 1) A R 4 L 7%, 8~
10 WA B ARG 20, 15~ 20 J& % )5 32 i B 41 45 T
PLORPE L 2 E AR AR, R AT R T B AL
BIKAREB, F A E BN = S = 3 ik 5 1 5 2
AR ARSI 8 A BB EAE T MRA T
i E 5 ST, SR 5 WS HAE 18 JA W £ 3
JoKAR B s AR 1 15, 6] 2 e R AR B, SR S
SENBE TR As 578 7 FL A 1 R AR 2 A O B I IR &

W52 338 1E, {5955 28 A K B £ 4 B S gt 1 0 1 B
BB 48K, 8 REaxtRAHIEER B/
BREBIIKAR T3 T BBt R, 4 R EZBITR R 7 A B
B, AT E S e THREBEA E7NR, S5
EHEAEHNE 2 RATERA4estik, K5 As Wi
AR THRSUH, LA AT REIR, RINE
EERI R EREZME TIERES. Dl g R
T S ST E 2R As 5 A% 1K TR BSCRN ek 1 975 % 1)
K&, FHAXT As 5 8 3E4T T 7, B LAAS 21 7Bl 2% ek
D As AR 5| K — A 0 B I

M, AR RERY, fE S ST L B R
A& A E7 /N IS TC A1 TG K F, T+
HDLC 7K °F, 383 Biess B AR Mo b 2 R s A B
/IN B T B0 FkRE B 5 B R TR R, A 2 S 3 FH 1k B ik
SRR R AE VR R

[BOS] AR P E Sk R AR
KA H
[ &% 3CHK]

(11w, 5k 2, 2ok, WEE, B, kW, F CROmEXE
TREEAR L E R K 2 Sz e A PRI . P EAR R
5 E K, 2003, 9 (10): 593595

[2] 2%, MK AR IR RN B S0AZ R AR
Fgm. P ER L5 E &, 2003, 9 (11): 643645

[3] XPAZE, &k, MK, WEE. ZRZETXR LN BN AR A
KE & E B EAE . P E R LZR S 5, 2003, 9 (11): 641
642

[4] XNWAFE, & #, R, WEE
NMDA 5214 K% 24 i, Y 65 85 -1 19 5 1.
112-115

[5]  Paigen B, Morrow A, Holmes PA, Mitchell D.
atherosclerotic lesions in mice.  Arteriosclerosis, 1987, 68: 231-240

[6] Kitagawa K, Matsumoto M, SasakiT, Hashimoto H, Kuwabara K, OhtsukiT, et
al.  Involvement of ICAM-1 in the progression of atherosclerosis in apoE- knockout
mice.  Atherosclerosis, 2002, 160: 305310

[71 E%9. MHEEAH SRR AR, b Bk i,
2002, 10 (1): 41-43

[8] Breslow JL. Mouse models of Atherisclerosis. ~ Science, 1996, 272: 685 688

[9] Juib—, MREX, TR, WETT, KA, W%, F O HZLEER
HZ AR ocLDL /EH. AU BSR4 4R, 2000, 10 (2):
234236

[10] Nakashima Y, Plump AS, Raines EW, Breslow JL, Ross R.  Apo E-dificient

mice develop lesions of all phases of atherosclerosis throughout the arterial tree.
Arterioscler Thromb, 1994, 14 (1): 133140
(Sbcgmss LA

IR R R I R A7 2 4
& E 4R, 2003, 19 (10): 1

Quantitative assessment of





