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Fig 1. Time-effect curves of *5CaCl, influx with
KCl, BAY k-8644 in isolated rabbit aortic strips,
Drugs were added to NS 10 min before ¢3CaCl,
adding, n=4 expts, X+SD, *p>0,05, **p<0.05,
***p<0.01.
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Fig 2, Contents of influxed calcium of isolated
rabbit aortic strips after incubation for 10 min with
saline (A) or KCl 145 mmol/L (B-E), (C)+
bPTH,;_;, 0.12 pmol/L, (D) + nifedipine (.14
pmol/L, (E) + verapamil 0,2 nmol/L., n=4-¢
expts in duplicate, X4-SD, **p<{0.05 vs (B).
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Tab 1. Effects of bovine parathyroid hormone
1-34 (bPTH,_,,), nifedipine, verapamil and BAY
k-8644 on Ca?* efflux from rabbit aorta strips,
Strips were incubated in saline (NS) with *CaCl,
(37 kBq/2ml) for §0 min, then washed with
O0-Ca?* NS +EGTA 2 mmol/L for 10 min for 2
times and exposed to each drug dissolved in O-Ca?*
NS+ EGTA 2 mmol/L for 10 min, n=4-¢ expts,
X+SD, *p>0.05

Drugs (pmol/L) cpm/mg tissue nmol/g tissue

Control 37+x6 126 21
bPTH,_4,(0.12) 32+8 108 +26*
Nifedipine(0.14) 29+8 99:+29*
Verapamil(0,2) 32+12 109 +41%
BAY k-8644(0.14) 3412 116 +-8*
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Effect of bovine parathyroid hormone 71-34 on calcium flux and

6—keto-PGF,, release of rabbit aorta

ZENG Xijang-Ping, CHENG Jin-Xuan, WANG Zhen-Gang (Department of
Institute of Basic Medical Sciences, Chinese Academy of Medical Sciences Beijing, 100005)

Pharmacology,

ABSTRACT The vasoactive mechanism of
bovine parathyroid hormone 1-34 (bPTH,_,,)
was investigated as compared with nifedipine
and verapamil. bPTH,_,, inhibited signifi-
cantly “°Ca influx of rabbit aorta through
potential sensitive channel opened by high
potassium (KC! 145 mmol/L group 360 +74
nmol/g wet tissue, KCl 145 mmol/L +
bPTH,_,, 0.12 pmol/L group 275 + 50
nmol/g wet tissue, n=4, p<{0.05) and
BAY k-8644 (BAY k-8644 0.14pumol/L
group 302 + 41 nmol/g wet tissue, BAY
k-8644 0.14pmol/L + bPTH,_;, 0.12
umol/L group 190+ 40 nmol/g wet tissue,
n=4, p<<{0.01), which may be the main
vasodilative mechanism of bPTH,_,,. The
action of bPTH,_,, on calcium efflux was
not observed. The effect of the above drugs

on the release of 6-keto-PGF,, was not
consistent with that on wvessel relaxation.
Within the extent of concentration producing
vessel relaxation, bPTH,_,, did not increase
the release of §-keto-PGF,, (control group
117 + 40 ng/g wet tissue, bPTH,_,, 1.25
pmol/L group 81 + 40 ng/g wet tissue,
n=4, p>0.05). It is suggested that there
is no relationship between metabolism of PGI,
and vasodilation of bPTH,_,,.
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