238 Joumal of China Phamaceutical University 2002, 33(3); 238 ~ 240

% &, REH, T4

( ) 210009)

AR BA T R E (THY) Mo UL R X R -F 78 DL P45 88 3F S0 45 1) R BT B

N 45 04 Fof., KFEZ10d EF Kip THY 0. 5 mg/ kg 3% s NUIEZ B & o A, Fie#414£d8 9, 10
po 50.100 mg/ kg %25, £ d11, K K69 M T SR EEAT & & 47 5142 09 = A0 0L 46, LA A EF 4. THY Je B4 e F it
SR A K R PR LAY R B EE R A SN R BT RO SR T AL FEJZ s E/ARE (VW/ BW) 45 #ib

EF AR AR, R SRR R FERZ; THY O IR K K69 -F 7 WL N8 2 A9 5 MR TR A % a
S F b EF AR F e A B FIE A 50 me/ kg B 3 445 P3RBT B IL ek B AR IR R 4000 B F TE
K, 3P A5 R Hoh; T EA FIEH 100 mg/ kg B x4 P45 8 2080 B a9l ek JE % 4 Ae e B 4 69 B 3 TE 1K,
S 55 R A A S S e Bk B R . it LA 2 THY Mo MU R K R e B B LG 47 5142689
HCYE B A B A HIVE R, AL TTAE 5 R4t 4 A0 ) fe PR MLEY M55 B0 eSS AR X

FHEF 2T RRE; SRR B oF PR

: R 965 : A : 1000-5048(2002)03-0238-03
(L-thyroxine, THY VM ATl
THY) ,
(voltagede- |
pendent chanrel, VDC) (vas-
cular smooth muscles, VSM ) , L1 A
VM 0 THY s, 250300 g,
VM . 1998 . THY  Sigma )
THY VM ) VSM (captopril ) ,
, VM . 010412G, .
B- , 1.2 8 WU B 3h 44t A6 32 5 Fo R ootk 695 48
II (Angiotension 11, A II)
, . , (po captopril
THY 50 mg/ kg 100 mg/kg), ,
(2, All THY 10 ip 0.5 mg/ kg THY ( 0.5%CMC
, THY ) , 8 9,
o 0 . ip THY
VSM , VSM )
, 11 ,

(ventricular

2001-09-14 Tel: 25:3271270 .E-mail: njpdaidz @jlonlim. com



239

3
weight/body weight, VW/BW ), VW/BW
1.3 g -FiF DUk %6 R &
, vDC
R ,

’ 3 mm ’
100% 0,  KH  (mmol°L ', pH 7. 40 :
NaCl 119, NaH(03 25, KCI 4. 6, MgCly 1.2, KHPO,4

1.2, CaCly2.5. 11 3ml .
37°C, 1g. 60 min, 20
min 1 1 Pmol°T, !
(NA) , 3ml K-H
80 mmol°L ' KCI (1 ).
KH ( CaCl, FEGTA)
20 min,
80 mmol °L. ' KCI
« 2 )s 2.5 mmol ° L, '
CaClh « 3 ).
D95 ( )
. 2 1
. 3 1
1.4 #3842
x=Es , t
. P<<0.05
2

2.1 i EA) she PUIE LAY S . A5 )

VW/ BW (P
0.01), THY
50, 100 mg/ kg

b b

VW/BW,

¢ D.
2.2 T4 EA) St B LS A £58E 3R S 45 A
R B 4569 %7

50 mg/kg
, (P<
0.0D; .
100 mg/kg . » ,

(P<<0.0D);

C 2) THY
VSM

Tab 1. Effects on ventricular weight index in THY treated rats by captopnil

Group n  Dose (mg kg VW/BW (mg/g)
Control 8 2.9140.18
Cardiac hypertrophy 11 4.00+0.26°
Captopril 6 50 3.6840.30" *
Captopril 9 100 3.62+0.19*

P<<0.05 P<<0.01 vs control; P<0.05 £ 0.0l vs cardiac hypertro-
phy

Tab 2. Ca®"-release and Ca®> -entry evaluated approximately by VSM con-

tractions

Group n Dose Ca®" release (%) Ca®" entry (%)
(mg/ kg)
Control 14 76.96+5. 84 23.7619. 36
CH 9 85.20+8 01" 50.95+18.74¢
Captopril 8 50 86.44+10. 00> ¢ 11.2142.61%
Capopril 7 100 50.22+10. 37" 33.65+8. 21" ¢

P<<0.05 P<<0.01 vs contol; £<<0.05, P<<0.05, P<0.01 vs car-
diac hypertrophy (CH)
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Influences of Captopril on Vascular Smooth Muscle Contractions in

Thyroxine Cardiac Hypertrophic Rats
HUANG Min, DAI De-Zai, HE Ling-Shuai
China Pharmaceutical University, Research Division of Pharmacology, Nanjing 210009

ABSTRACT AIM The purpose is to investigate influences of captopril on vascular smooth muscle (VSM) contrac-
tions induced by intracellular Ca’" release and Ca® entry in THY (I-thywoxine) cardiac hypertrophic rats. METH-
ODS A cardiac hypertophy (CH) model was pwduced by ip THY 0. 5 mg/kg/d for 10 d. Rats were divided into
control group, CH group (treated with THY for 10 d) and 2 captopril groups (treated with THY for 10d and adminis-
tering captopril 50, 100 mg/ kg po ond 8 9, 10, respectively). On the 11th day, the ventricular index, VW/BW
(mg/g) was obtained and compared with that of control group. The rat aortic rings wewre suffered to 3 phases of con-
tractions. RESULTS The ventricular index was higher in CH rats than that of in control rats, three days treatment of
the CHwith captopril at doses of 50 and 100 mg/ kg significantly reduced the ventricular index. The intracellular calci-
um release of VSM significantly enhanced in CH and captopril 50 mg/ kg groups, while captopril 100 mg/kg sup-
pressed the enhanced intracellular Ca’" mobilization induced by THY. The Ca® " entty of VSM also higher in CH
group vs. control. Captopril (50 and 100 mg/ kg, po) sigrificantly inhibited the contractions caused by Ca?" entry.
CONCLUSION Captopril could inhibit significantly VSM contractions caused by high-potassium in THY cardiac hy-
pertrophic rats. The mechanism may involve the suppression of the intracellular calcium mobilization and calcium entry
in VSM.
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