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[FEE]  BAY: EEVAAT 25 5 DSS) X Mg 7 5 K B B 48U Ak 8 ) A 8 ik B I /5 41 )i 26 BT 23 1~ 1( VCAM- 1) mRNA £k 1)
REMA . J ik SR e I TR R v A o i s S i K BRUBE 2R, (M) &5 17 ¥R 97 25 DSS(32 7)) ey I 7 A IO P 56 S 24 1l T e, 3 &k
8 Jl, AWl 25 ALK By H A B (TC) VHl = ER(TG) % B A5 25 (1 H [ B (LDL- C) ey %5 B I8 £ (1 H [ 5% ( HDL- C) A S A ZAIG
S5 15 i A A IE [ B2 (ox- LDL) A [ (MDA) S 5 AL B (SOD) /K1, I T I 7 3% 3 A i o N ( RT-PCR) 322300 58 K Bl &
Bk VCAM- ImRNA {43k . 25 5R: HEAAIA L, DSS w5y K77 & 21R M A5 B 4135 GE W 4l B AIC K BUILVE TC TG \LDL-C ¢ ox-
LDL MDA 7K°F-( P< 0.01), % 6E8H 2 F+ &= HDIL-C SOD /K*F( P< 0.01) . RT-PCR 7% 7~ DSS & %77 5 41 R1 il JIg B 4138 6 . %
FAAR K B = B k4123 VCAM- ImRNA (13835 (P < 0.01), Hor DSS i 71 5 21 B A 8 5P T 770 s 4L R g R4l . 45148 DSS
e I 2 8 T G b R I B e K BT TR, T BR 2 PO SO S B 5 JF R I B iKEE VCAM- 1 BE R R A, 2
AR EAG DR LA R 20 T D RE TR AR H, Rk — 2 BE A 0 Ik o A A T R AR R
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The Experimental Study of Danggui Shaoyao San’ s Protective Influence on the
Dyslipidemia Rats’ Vascular Function of Endothelin Cells
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[ Abstract] Objective: To observe the effect of Danggui Shaoyao San( DSS) on lipid’ s peroxidation and the
expression of VCAM-1mRNA in dyslipidemia rats. Methods: Hyperlipemia of rat model was duplicated by feeding high
lipid fodder, at the same time, the rats were treated with DSS and positive control medicine. Eight weeks later, blood
lipids level as well as the content of ox-LLDL. MDA and SOD were detected by RIA kit. The expression of the VCAM-
ImRNA was detected by RT-PCR. Results: The TC TG 1LDI-C ox-LDL and MDA in DSS group and the positive control
group were decreased while the HDI-C and SOD were increased, compared with the model group( P < 0.01 or P<
0.05) . The result of RT-PCR showed that DSS and positive control group could inhibit the VCAM-ImRNA’ expression in
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the rat aorta. Conclusion: DSS can inhibit lipid” s peroxidation damage and decrease the expression of VCAM-1mRNA in

rats. The results indicated that DSS could protect the VEC’ s function.

[ Key words]
Cells

VAT DSS) HY E €4 BT, J5 AR R
J7, T AESRAR $h v I 2% PR AL, S99 IR0 1 Ja
W, FLR VSRR W, Ciin T2 FoieE . AR
RSB 9 R I LA A 1 R 7 v I IR 2K SR
I AR, F0 50 s B AE AR DR IR T, ] s o
VAR 2 AR bR, AR I B A i S A
AR — W T DSS AR FACH WA DAL
HE 77 2 A% A B G B (R 52, B AR 4RI DSS PR i
EW ML (VEC) DhRedb bt AS K 28K 7E H]
S HTTRENL, BRARIE 4
1 78
1.1 ) {dEFmErE Wistar KB 50 H, /A5 180~
200 g, VAL BE RN SE Sh ) oo fe At . Ak
5 DK0502-0055 .
1.2 258 HIAATZHL A AT I AR% B
RPVE N 316 8 40 40 8, Horp 2525 kA (AR %
1) M 250 BTG B 25 250 A\, AR B
R, PO B K2 bR . 255 AR IR R
5, BN 10 g, # o v 5 0 Ath 1wk 25 11 771
fif 2 407 N (4% 60 kg 1) &5 H A 24 & AR Hise A4k
— KRR AR PO AR e 5K B FH 24 5, d 241
SENARTE: 14 g 4245/ (kged) ; =7 & 28 g A2/
(kgod) . B i 1E 2y, 3529 30 min J5, K4 3 1K, % 3
VOKBETRIR LR AR 4 2.8 o 24/ mL, 0~ 4 CUKH R
FEEC ] o AT, e 7 B bR i, RG] & FH 2 1K
MR —A . IR R AL AR LS B DR A PR A
H AP, S 20050220, I FH RS i 3 P32 4,
INZELR KK 0. 012 o/ mL [FTRZR .
1.3 A AR EE(HE S 050321) JHER R (S
050328) , P& 341 0 b B Ak 273 70 A 7] AR 7 TR IR
AR (HET 050203) , i 5 AL B 241 A B 4 i
Az BRI, A 2K T R IE ) B AL IR A B (TC)
WA (S 050625) H o = HEE(TG) KA & (it 5
050628) iy % 5 Iz £ 11 JIH [i5] B2 (HDL- C) 355 & ( k5
050622) , %2 15 i 2 F1IE ] 5 ( LDL- C) 377 & ( k5
050620) ¥4 1 AR A4 A= W REBE I 40 A R 28 7 e A1t
ARG 5 P I B 11 I [ B (ox- LDL) 571 5 (45
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050618) H_Fifg o s AL i 7)) 42 4k; A 1 (MDA)
TG 5 (050624) HE AL B ( SOD) 1 &
(ftt5 050620) ¥ HH F 5t il B W) TREWT S i 4t
I B SR SR A W 2 B ( RT-PCR) B3 77): RNA 2
51 ( Trizol Reagent) FH 3€ [ Invitrogen 2y w] $2 11t;
MMLV % % 5% B A% 8 % 18 15 90 1) 771 ( RNasin)
DNTP IRy 2% FETR %2 £ i ( DEPC) BEHL 5] ¥
(Random primers) $4) H 3¢ [E Promega 24 ] $¢ fIt; Taq
DNA ¥4 (Taq DNA polymerase) It JI5 § ( agarose)
Byt e TR A vl $ 4k PCR s AR & b 3
FEH AL TR v 34 S5 S Nt b i 27
R WAIPASIE N

1.4 {8 TDI-5A RELHL, bifg 5 B2 A
J AR 783 B H A AT, bRt A AR T
FErm R A 7 42775 RT-PCR BT AL 2% 756 RY4E 4k
JOGRE v, B OIS A R A A AE 7 GeneAmp
5700 7 PCR 1%, 35 [ PE 24w A= 77; RS-28 1oy i ik i
B O, AR VKA, £8 SR G A 7 A2 7= UVP
R R G, 92 UVP A ) 477 floe B e, 1w
Gilson 28 7] A4 775 DYZ-22A B U1 52 I B gk A%, b 5t
S —ER) A

2 HE

2.1 PRSI S A F 50 HOKERBENL >
5 A, B 10 K, 200 1R M A AL DSS
(28 g HEZekg ed ) DSS AR ELH(14 g
Hithjekg e d ) RIBHPE 20 IR FE4L(0.12 go kg e
A1) o BRIEH X L b, 4 55 2 35 R4 1 i e e
(VARHAC 7 : JH 5 BE 2% , THFREN 0. 2% , 1A FE At 42 s
WE 0.2% , 35 10% , FERIVEEL 87.6%) .« R H -3
I DSS e 71 e 2H JDSS AR 57 B 28 R I i A 2 442 4 1)
VENR 2, L 0T A RS TR 20 3 R S A RS TR OK
AL 8 JH .

2.2 FUUEARSRRRIE  RIRG )G, 256 12 h,
WSk B I, 43 ) 9 5E 3% TC ( CHOD-PAP V%) TG
(GPO-PAP %) HDI-C( W98 8Ep0ieik) LDL-C( R
CATTRIRUTVEVE) ox-LDL( it 6 S 28 W Bt L7 4k e
LaVE) MDA(Fit AR B LE 22 vk A SOD( B i 54k
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W) /KT . SIMIFHI N 5 -gce atg tac gta gee ate ca3 , NN 5 -

2.3 EsIER G MR A NV (RT-PCR) € & illl
SE ES KA+ VCAM- ImRNA [R5 .

2.3.1 AHZUE RNA 30 AR ALK, THd L
H i 2 B RN T = B KL 100 me, P X R, BT
R RAE . BRI FEK i S KB mA 1
mL Trizol /2 100 mg 2023, I BT BE, ¥4 5] K A\
EP &, A 200 HL 50077, B Z4REHE 30 s, UK B JRCE
5~ 10 min, B EJZKAHEAL 22 55— EP &b, a4k
TR SN, B 809R 5], — 20 CHUE 2 h,4 C 12 000
v/ min 5.0 20 min, 7+ _E3E, 1 700 HL 75% B84
%), 4 °C 12 000 r/ min 50> 10 min, A1, fii 20 HL
BT IKBWRUTTE, - 80 CIRAEETT . HLIK BT
RNA S84 E IR RNA 11400 52 R0 75 5, 1 ODago/
ODugo LUAE A 1.8~ 2.0 [ RNA HIAE e .

2.3.2 kAR CDNA - 4iiHL 8 Ug RNA fF
M CEE SRR, I N EP 4E R, 4K YK D N Random
Primer 1 ML, JGA%ME/K 10.52 WL, 5 x R. T. buffer 5 HL,
dNTP 2.5 HL, RNasin 2 ML, M\-MLV 1 HL, i [ N AK &R
425 VL. CDNA & B N 5541 4 37 C e s 50
min, 95 C 5 min KiF Skl . S r=T- 80 C
UKFAURAT 25 H

2.3.3 HMZEERMK PCR ¥4 VCAM-1mRNA E°F
?jﬁ?%lﬁ@?ﬂm g3 R BG4 5'cgg tca tgg tca agt

gaa ccg cte att gee gat ag'3/ s TRUES 3455 DA K B ok
375 bp. LA EGIWH B AR A A . B
S = e AR, PCR N i A W) AR A 25
WL, AUFE SO s =) 2 VL, oK 14.5 L, dNTP1
ML, MgCl, 3 HL, 10 x PCR buffer 2.5 HL, Taq DNA
polymerase 1 ML, 3 & NS94 1 WL, 3% 1212
AZH, #E PCR 84 B kAT 74 95 °C, 5 min,
A 95 °C, 60 s, I K 55 C,60 s, ZEH 72 C, 60 s, [
N ALHEAT 35 AMIEER, RKLEM 72 C, 5 min. ¥ HEH K
FrBCKEE N 570 bp . [EIES 35 K 5 Bactin FHE N2
HEL, DR AERR OSBRI AR BT bk, 38 1 H 18 B
J% 4 375 bp .

2.3.4 PCR =5 #t  HURT-PCR 724 4 WL, in
FEGRPIE 1 WL, 7 1. 5% B Tbli st e ( & EB) L HLIK,
FHUVP Bt PG % 22 G800 4T 2K 5 1 5 44T
CPSEE6 25 5L, FH & S 73 BT R 48 ( GelkPro Analyzer
Version 3. 0) 7387145 3R, FLL B-actin £ 1EAFEAHXT 8 4>
HT, BUE DA 2 TR 5 () LR R

2.4 GEiAARER PTAT AU DA AL ThRMEE (v £
s) o, KM K 2807 22 3 M, ia 1] SPSS11.5 4iit
AT Ab L

3 #R

3.1 WS IR AR E AR SR .

gtt tg—S/ , Ffjﬁ%l% 5/-gag ate cag ggg aga tg[ ca-3/ , ?)ﬁ\ 3 2 Xﬂ‘mli% SOD \MDA \OX‘LDL E@ %2 ﬂﬁ égl: % JI_ILA
T IL R BEKE N 570 bp . WS Bacin BJF &K 2.
F1 HPEAFHYTMAEMEIE(x Ts)
21 79 77 (o ke) n TC(mmol/L) TG(mmol/L) LDL-C(mmol/L) HDL- C( mmol/L)
1E X R — 10 2.08 10.37% 0.45 0. 04% 0. 33 £0.03” 1. 89 %0. 43?
R 20 — 9 8.50%2. 12 0.82 £0. 06 1.42 %0.18 1. 18 £0.20
DSS il &= 41 28 10 4.62 £0.93% 0. 55 £0. 09” 0.55%0.02% 3.26 +0.75%
DSS G714 14 9 4.9510.94% 0.5910.11% 0.59 £0.05% 3. 18 10. 427
i iR FEZH 0.12 10 4.71 £1.01% 0.57 0. 10 0. 61 £0.02% 3.17 20. 617
A HEOHAL LY P< 0.052 P< 0.01( F )
Fz2 HUFA AT SOD MDA ox LDL IS0 (x L)
415 FHE (g/ke) n SOD(mmol/L) MDA (mmol/L) ox-LDL( Hg/dL)
T H A — 10 822.98 +48. 84% 3.80 £0.33? 12. 46 £4. 08%
B 2 — 9 383. 89 +48.09 7.44 10. 50 90.74 £15.82
DSS il s 41 28 10 657. 30 £80. 44 4.58 £1.34% 61.85%17.89%
DSS i 7 4 14 9 652.71 £79.29? 4.6510.39% 66.36 +11.02%
i g FRE2R 0.12 10 647.74 £78. 68? 4.8410.37% 69.17 £13. 547
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3.3 Xt EFhBk VCAM-1mRNA 3835 98

& RNA 3K #r AT WK B ) 28 s #0118 s R 7H,
H2B s RHEHREMBEAN 18 s FHM 2 17,
0D260/0D280 {H7E 1.8 ~ 2.0 Z &), iF 3& RNA E&#
BiiF . PCR =¥ M B AE VR 0 BE el Sk SR P W 00, BT A
Foathe HPEHMA KR ESHKAL B VCAM-
ImMRNA IR EHERTEX M BA(P<0.01),5
BERYLH A L, DSS # . 7 B 4 0 B8 R 41 VCAM-
ImRNA M RA B B % (P <0.01), VCAM-
IMRNA Bk S T EALE |, ¥ B AWHEH
VCAM-1 PCR F=#15 B-actin PCR YRR Y E R EL
HHER,ERILE 3,

%gg VCAM-1570bp
200bp

TR 1 s
200 e - we .- 75bp

B1 VCAM-1 ZEEAMZE
1R ;2. mARERAE ;3. AATE R R 4
4. 0325 25 R ) 4 55 IE B X B A
23 HESHKI VCAM-ImRNA BEBIEB(x £ 5,0 =6)

# 9l 7l (g/kg) VCAM-1/B-actin
IE B % B4 - 0.00 £ 0.00%
MR — 1.21£0.15
DSS & il it 41 28 0.4310.08%
DSS {6 At 41 14 0.48 + 0.20"
1L A B £H 0.12 0.4510.13%
4 itig

L 3 BP A A LGt A IR RE AS R {2 - -
o 7 7 FF IO AT A PR R W W O R T
PR . EC IRESZHNT, Rk E MR T
M Bfeid %, SR EMBRM I ER, 5 5%
K AN M 6 BT P9 R . BRTE O 008 2R 0L ¥4 A0 400 3%
B9 F (cAMS) &t — 2 BB A 5 4900 JHO 18] A RL 4 i 4 3
BEHHBMED, 2R TS %K, BT cAMS 7E AS
RBOLH P ER A 23 Xk, Hd VCAM-1 &R
F cAMS MR ERE O ER EKE MR 5. ERHWHE R
TLEBKR LT A RAAE D RM VCMA-1 Eik,
0 IR M AE W (e L KA K OF B ER B, X T REth T

. 28 .

JER A5, H R ox-LDL 7] 5§ EC ik VCAM-
lo VCAM-1 @3 5MEEBEMREANESRIZK
(VLA ES N SHEHRREH FmRETERS,
BB KAEYRERREENERANR, 52
ASHIHE—HRRR.

AERP, EXNHAXBREIKARAPILFRA
VCAM-1mRNA #ik, K B4 VCAM-1mRNA Fix 8
BAR,5#EBA TC.TG.LDL-C.ox-LDL & MDA K
FF BT SOD EHE T MM AL BHHE—B. DSS
HEREANEBREKESDKAEAHA SR VCAM-
ImRNA MR HERE, S HBELE . HUIERITE
LM ERB R, R DSSHERBBE—AEAR
B Bk ASH— R BRMER, HHEATRS b
RERE X ,

ZHF DSSH3IMZAB (A AHNE)M3KG
(X BREEAR, EFRFER ZRE M,
MM Z3 . AR RMIE" M £ LY R
i R i 5 R 28 & IRk 1Y 3 R ,gmiﬁ TC.TG.LDL K ¥
] LAYE o g MR IE OB IE B 4R . B BN R A
HARMER TR EW™, MRFH S FUATE
YE R IR AE G BRBF X FI BB R A S48 45 , 3F A
FHHESGRFE TR T P B %X F R iEL" k"
“m"H#FEEAMERHMAS , ZHRNELERT
£ R T DSS A MmAL . Bk A & HUIE AT /AR
R VEC ThEE i A B R F B /E A 5 Ak AR
M Z RO ANESE -, HBATTEYF
b, WK BT T HAERNLE, AE T DSS
FAFIEEKE AS R A K BRAE T o] /9 3 id K
# .
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