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Fig 1. Comparison of contractile force (g) of nomal and L-thyroxin treated
rat aorta rings by cumulative concentration (0. 1 nmol °L™'30 #mol°L™")

NE in KH solution( 7= 6) . “P< 0.05 vs nomal.

2.2 HH ik F CPU-86017 *F NE 3428y % 4= F
TUK R B IO 48 ) AR

CPU-86017 NE

(P> 0.05)(
3 4)

2.3 A5 CPU-86017 *F NE 7|A4289 £ % AT
TOR R A LR 69 30 HI4E R

CPU-86017 NE

5 6),

NE s
NE s
1.4 #IFELE

x=Es , t

, P<<0.05 P<<0.01

2

2.1 K BRFLAGR T AT KM F 3 E A8
USR]

s NE
(P<0.0),
, NE
( 1. s NE
(P
0.05), . (
2.
1.0F
C)
g
g o5
005 9 8 7 6 s

NE(-logmol/L)

In Ca®" free KH

— B— Thy treated; —®— nommal

Fig 2. Comparison of contractile force (g) of nomal and L-thyroxin treated
rat aotta rings by aimulative concentration (0. 1 nmol *L™'30 #mol° L™ 1)
NE in Ca?" free K-H solution(n=6) . “P<C0. 05 vs nomal.
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Fig 3. CPU-86017 (30 tmol* L™ !) inhibits the cumulative concentration
0. 1 nmol° L™ 304 mol* L") NE-induced contraction (%) of nomal rat

aorta rings in K-H solution(n=6). "P<C 0.05, * “P< 0.0l vs nomal.
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Fig 4

CPU-86017 (30 #mol° L") irhibits the cumulative concentration

(0. 1 nmol* L™ 30#mol° L") NE-induced contraction (%) of L-thyroxin
treated rat aorta rings in K-H solution(n=8). P<0.05, =" P<0.0l vs

Thy treated.

—®— CPU-8017; —® — nomal
Fig 5. CPU-86017(30 #mol°L™") inhibits norepinephrine induced contrac-

tions (%) of nomal rat aottic rings in (a2’ free K-H solution( n=6). P~

< 0.01 vs nomal.
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Fig 6. CPU-86017(30#mol°L ™" inhibits the norepinephrine induced con-

traction (%) of L-thywoxin treated rat aottic rings in Ca2™ free K-H solu-

tion (n=8) . P 0.01 vs Thy treated.

Tab 1. The pECa pECsand pECe of norepinephrine induced aortic wni ractions in nomal and hyperthyoid rats,  canpared between in Ca?" ~free and Ca®"-

containing K-H solution (x £s).

K-H solution Ca® " ~free K-H solution
Group
pECy pEGs, pECqy, pECy pEGs, pECq
Control (n=6) 6.83+0.43 6.5540. 63 5.17+£0. 4 7.03+0.56 6.1240. 80 5.19+0. 47
L-thyroxin(n=18)  7.9740.55 " 7.1440. 67 5.84+0.95 7.11+0.35" 6.1540.26" " 4.16+0.27 "
P<<0.05, P<0.01 vs control group; P< 0. 05, 77 P<<0. 01 vs K-H solution
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Tab 2. The pEC,; pECs, and pECy, of norepinephrine induced aortic coniractions in nommal and hyperthyroid rats, determined in the presence
of CPU-86017 30 mol °L. !, compared between in Ca2"-free and Ca? "~ containing K-H solution. (x =£s).

K-H solution

Ca2t-free K-H solution

Group

pECy PEGs, pECy pECy PEGs, pECq
Control (n=6) 5.80+0.37 4.58+0. 50 2.99+0. 64 51340.5570  3.20+0.4977  0.81+0.38"F
L-thyroxin(n=8) 6. 0710.66 4. 8740. 65 2. 60%0. 53 5.85+1. 12 4.46+0. 61 2.05£0.76
P<C0.05, P<0.01 vs control group; P< 0. 05, P<0. 01 vs K-H solution.
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Selective Effects of CPU-86017 and L -thyroxin on aja
and a;g Subtype of Rats Aortic Rings

HE Ling-Shuai, DAI De-Zai, CHEN Jing, HUANG Min
Research Division of Pharmacology, China Pharmaceutical University, Nanjing 210009

ABSTRACT AIM To study the influence of CPU-86017 and L-thyroxin on vascular smooth muscle (VSM ) con-
tractions and the selective effect on ajy and o subtype. METHODS  The contractions of rat thoracic aortic rings in
two groups were studied to compare the inhibitory effect of CPU-86017 (30 #mol°L ") on vascular smooth muscle fiom
nomal and levothyroxin treated rats and the selective effect on the Ca®" entry via receplor operated channel (aj2) and
intracellular Ca®" release (ajp) stimulated by norepinephrine. RESULTS The percentage of VSM ntraction in-
duced by intracellular calcium release though activation of ajp receptor in Ca’' ~free medium was 48.848. 1 and 69.
4+9.7 (P<<0.01) respectively in nomal and L-thyroxin treated goups. On the other hand, the percentage of VSM
contraction induced by calcium entry through ;s receptor was 47.7 £5.0 and 22.149.4 (P<<0.01) respectively in
two goups. While CPU-86017 (30 #mol°L ') was added, the contraction percentage induced by intracellular calcium
release was 35.24°10. 1 and 35.2+10. 2 respectively, the contraction percentage induced by calcium entry was 13.9
+7.1 and 20.7 37. 5 espectively. CONCLUSION CPU-86017 has significant inhibitoty effect on @14 and 1B sub-
type in the nomal and L-thyroxin treated rats. L-thyroxin enhances effects on o receptor and has relatively less effect

on ajy subtype.
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