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Influence of Guizhi Tang on Vascular Endothelial Active Substance in Rat with Ex-

perimental Hyperlipemia and Myocardial Ischemia
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[ABSTRACT] Aim  To explore the influence of Guizhi Tang to vascular endothelial active substances in rats with
experimental hyperlipemia and myocardial ischemia. Methods The early changes of hyperlipid and atherosclerosis
were caused by utilizing multiple factors including feeding hyperlipid, propylthiouracil and high doses of VD,.  Based on
the above, the myocardial ischemia model was established by injecting high doses of pituitrin.  The total cholesterol
(TC) , triglyceride (TG) , high density lipoprotein cholesterol (HDLC) and low density lipoprotein cholesterol (LDLC)
were measured in the 6th,12nd and 18th week respectively, and also the content of endothelin (ET) , 6-ketoprostaglandin
F1 alpha (6keto-PGFla) » thromboxane B, (TXB,) and angiotensin 1l (AngIl) were determined. Results  Guizhi
Tang significantly improves the indexes of blood lipid metabolism, decreases TC, TG and LDLC, and increases HDLC.
Guizhi Tang decreases ET, Angll and TXB, of blood serum, and increases 6-ketoPGF1 . Conclusion Guizhi Tang

can regulate the function of vasoactive substance, protect endothelial cell and inhibit the formation of atherosclerosis.
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2.1 FHRR O E

RERIEH 5 %f B LA, ST Bk I o A8 B 2, 22
FHEEN(P<0.01), B ZHSKRAH RS
BEMZER(P<0.05 (F1),
1. BHRROHBE ST BHHE (n=12)
Table 1. Comparison of ST segment in electrocardiogram of
rats (n =12)

Vil BAPE () B () 3 ST (mV)

bkl 12 0 0.45 £0. 16
T2 2 10 0.91 +0.24"
FARABTT 40 9 3 0.66 +0. 18"
HERGZ K 224 8 4 0.72 0.20"
HA 7w A R 2H 9 3 0.58 +0. 11"

ayP<0.01, 5 REAHE ;b N P <0.05, SEAIAE L&

2.2 FLH KR AR ) e

2.2.1  ZE6 S H KR E A 2 BE E EE Hh =
Wi A5 B I 2R A I I v 5 I 2 9 M [ ek
) ks EEMETE 6 R, SXTHEAARLL, A 2]
TG.LDLC B &% (P <0.01) , TC.HDLC W4 |7
FEEEN(GR2) .



CN 434262/R

b [E B kAL 24 5 2011 4R 55 19 #5559 HH 729

2. 56 KM KR TC.TG.LDLC.HDLC ¥ J¥ (f) FL %
(x + 5, mmol /L)
Table 2. Comparison of TC, TG, LDLC and HDLC in ser-

um of 6 weeks rats (x =5, mmol/L)

S W TC TG HDLC LDLC

XTREZL 8
MR 10 0.91+0.12 3.28 +£0.32* 0.51+£0.09 1.37 0. 11*

0.94+0.13 1.76 +0.26 0.57 £0.08 0.57 +0.08

a N P<0.01, 53 IR L5 o

2.2.2 F 12 5K R I S e E R H =
I 25 P i 2 1 R T s % P R R 1 O 9k R 1)
Al EAEMESE 12 JE R, 50 IR 4L b, AL A
TC.TG.LDLC #4521 5 (P <0.01) , HDLC & & &
FZERAK(P<0.01) (£3),

2.2.3  F5 18 JE 54K BRI i S e E L H v =
2 B g 2 A RE [ B o % g 2 1 O T R 1)

Ebde  EfEMEE 18 M, St IR L, AR
Ify& TC.TG.LDLC ¥ fZ# & Ft & (P <0.01) , HDLC
WA B (P <0.01) ; SHRHM L, E R Ah T
% TC. TG LDLC ¥ & B & P&k (P < 0.01) ,
HDLC kT & (P <0.05) ; 5878 4 i, R %
FE KT RS E BERRRER (P <0.01) , B
G AR RRE R T E AT (R 4) o

3. 12 F&HA KR I T TC.TG.LDLC.HDLC ¥ J& 142
1k (% + s, mmol /L)
Table 3. Comparison of TC, TG, LDLC and HDLC in ser—

um of 12 weeks rats (x +s, mmol/L)

o on TC TG HDLC LDLC
SRR 8 1.43+0.19 2.14+0.31 0.59+0.17 0.86+0.11

FAIZH 10 3,18 £0.23" 2.79 £0.24" 0.38 0. 07" 1.43 0. 21*

a iy P<0.01, 5% A A .

F 4 $18 FZHKRIMEE TC.TG.LDLC.HDLC ¥ /& [ b #% (x + s, mmol /L)
Table 4. Comparison of TC, TG, LDLC and HDLC in serum of 18 weeks rats (x s, mmol/L)

| n TC TG HDLC LDLC
Xof B4 8 1.52 +0.24 1.01 £0. 14 0.81 +0. 12 0.47 £0.05
TR ZH 10 2.66 +0.25* 1.55 +0.15* 0.54 +0. 09* 1.41 £0.19°
FARAIT 20 10 2.18 £0. 28" 0.87 +0. 16° 0.69 +0. 08" 0.99 0. 12°
BB AGR = 4 10 2.45+0.21" 0.79 0. 09° 0.67 +0.07" 1.18 £0.17"
R v A 10 2.16 0. 11° 0.58 +0. 07" 0.76 =0. 13 0.92 0. 11

ay P<0.01, 5XIRALLE D A P <0.05,¢ Jy P<0.01, 5B EL d Jy P<0.05, 5%k fliTH L&

2.3 HHARRMBENLR MEEKEK L. MR
B, .61 FI IR R Fla & &1 LR

5xt B L, AR T 20 1f1 3K 6ketoPGFla & &
B 3 A%, TXB, A1 TXB, /6-keto-PGF1a B & TH 75 (P
<0.01) ; SR AH L, 3 R VT 40 R REF2 7 5
7 & 21 1l 3¢ 6-ketoPGFla & B B & 7 5, TXB,

Al TXB, /6ketoPGFla B & &K (P < 0.01 =
0.05) . HxtHRAAL, BAHMK ET Angll & &
BT (P <0.01) ; SR A LL, S MR At T 4L
B E KH B A MK BT Ang 1T & 8 W] 2 BFAK
(P <0.01 80.05) , HAER 7 mi i & HAEH 3% T2
Rt yT4H (£ 5) .

5. 18 ARAKRRMFE S ET Ang T .6-ketoPGFlo I TXB, K H#; (x +5,ng/L)
Table 5. Comparison of ET, Ang Il ,6-ketoPGFla and TXB, in serum of 18 weeks rats (x +s,ng/L)

| ET Ang I 6-ketoPGFla TXB, TXB, /6KetoPGFl«
EwA 60. 66 +2. 35 80.76 +7.94 860. 19 £9.02 2091 =38 2.42 £0.01
A ZH 95. 88 + 4. 84° 94. 13 +4. 06" 597. 06 +33. 24" 2692 +57° 4.51 +0.22°
FAARITH 80.42 £6.41" 87.63 3. 54° 808. 69 +21. 19° 2420 +55° 2.99 0. 11°
=R Rk PR = 86.84 +3.11" 92.48 +4.05° 799. 16 +28. 58° 2514 +38° 3.14 0. 09°
B i R A 78.25 £2.70°  84.52 £3. 45 671.99 £71.51" 2246 +101° 3.38 +0. 65"

ayP<0.01, 5 BAHE ;b N P<0.05, ¢y P<0.01, SERALLE;d R P<0.05, 5T HL R,
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