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hE LR, dE5100013)
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AT FAY .
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Tab 1, Effects of allitridi on human platelet

aggregation induced by calcimycin (5 pmol/Ly,
n=4, x£SD, *p>0,05, **p<{0.05, ***p<C0.01

Allitridi Aggregation Inhibition
umol/L> (%> (%>
0 87+4
25 8345 4+6
50 51+23"* 41426
75 20420%* 66122
100 2,04+2,3%**  97,6+2,8
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Tab 2,
aortic strips contraction induced by norepinephrine
(NE) (10 nmol/L) and KCl (40 mmol/L), n=g,
X+SD, ***p<0,01

Lffects of allitridi (100 pmol/L) on rat

Contraction tension (mg) Inhibition

Control Allitridi (%)
NE 290188 52+23%** 827
KCl 356+133 140 £123*** 6618

HWRBED 50, 75 F1 100 umol /L i ifi /N A% 3% 42 411
Ml %4y B 41426, 66122 F1 97.6+2.8%.

XK R A Bk E B s

1. #f NE 40 KCI 3] el 45 69 kK 3 bk &
&%k LA PG 5 NE 1 KC1 43 55|42 i
Gy RRWYE R SR T B RRRS INTR AR AR,
WL 4%z B i i kA o, 15 min i L4 3K 32540 L
E

2. 3 B4 2 NE o CaCl, 7| A2k 65 &
REFR e AT HEU BRL K

1007 Allitridi 1 Verapamil

804

- \~°\
604 & .

- ] e
L]y
201 l’l‘ A

| /L/ 2 umol/L j

Contraction (%)

121110 6 8 7 6 5
Cencn (-log mol/L)

Fig 1. Effects of allitridi and verapamil on
contracting rat aortic strips induced by CaCl, (upper
panels) and norepinephrine(lower panels), n=6,
X+SD
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TR A, I 5 B 3 m 4 PR o
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FHELE 1),

B3Ok C4) BT E R SR R hrbg K
9L NE f1 CaCl, 1y pDg {8, pD; HRIETES
15 DU B BB ST B - B il 2R n S K UL
FEAE 50 % I BT 52 2 TR EEI S AT 8, PD;
K HE DU MR, W 5FE X CaCl, i
NE ) pD; {54y 518 5.954+0.25 T 5.6+ 0.4,
ApD! Jy 0.38(p>0.05), Ver{) pD. {&h
7.0+0.4%0 4.8+ 0.4, ApD, JJy2.14 (p<
0.01),

5] it

B AR R B R IRA R A DL T/ ARR B
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8 1 A T Ak o BUABATLEE Se B

JE—3BAE 36 B R AERPUSER, &
112 A T E T4 i LA Ak
WL A 4T 380, ARt — P RPRRGE
W RER— BB, AR EERRT RS

PR RN T, e A E L2
FETEFIA 4 BIROR R HUE B I B 458 8 7,
LA 3R 458 5 (POCs) Fn 248 $R4% 14518
H(ROCs), 3F oy RIH w8 AR o R 2%
T NA JOE, A S8 W {RER #E X NE i
CaCl, FE-R MR ER 50/ 515 Sl
Ver ${), {BA{169 pD} {8 G AR, Ver X
& AR CaCl, ByGt 2R i R /E FRESXY
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Calcium antagonism of allitridi

CHEN Shu-Hua, YIN Zhong-Zhu, MA Bin-Bin, SHI Zai—Xiang' (Department of Materia
Medica and Pharmacology, Institute of Clinical Medical Sciences and the Heart-Kidney Division,
1Department of Traditional Chinese Medicine, China-Japan Friendship Hospital, Beijing 100013)

ABSTRACT Allitridi inhibited human plate-
let aggregation induced by calcimycin and
significantly decreased tension contraction
of rat aortic strips induced by norepineph-
rine and KCI, caused the dose-response
curves of norepinephrine and CaCl, to shift
rightward and depressed the maximal res-
ponse. The influences of allitridi and vera-
pamil on the dose-response curves of norepi-

nephrine and CaCl, were similar. The re-
sults indicate that allitridi may be a calcium
antagonist.
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(A-23187); platelet aggregation: verapamil:
norepinephrine; aorta strip; CaCl,: caleium
channel blockers



