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Tab 1.

the depressor response of intrathecal (ith) clonidine

Effects of a—adrenoceptor antagonists on

Tug inrats, Results are expressed as maximal changes
of mean blood pressure (BP) and heart rate (HR)

from resting levels before clonidine injection(x +SD)

Pretreatment
(ith, 30 mm)

Maximal change
BP (mm Hg) HR (beat/mm)

CSF 10l 5  -52+12 ~99+24

{—’I}écln;glsénine 6 —28413" —~ 40425
Eré‘lzgziag 6 —Tgre ~194:16°""
E{‘éﬁ‘ig(’)b;ge 6  —2547°'  —4etdee

Compared with CSF gfoup**p(o.o-s, **%n.70,01

(dynorphin 1-13) HiIfL 5 i 563 H7 18 %8 Kk 2%
Goldstein J#2# i, W4 % % TR E H
1:260,000, 5 B-PyuERK, mEkpk . a—0 P kb
FICAE IR % B I 37 T 1) A s i B 4 4

JUE N SRR B T 25 s M N 0 I A&
TR B S B g B W B, MR RS R A PH T A2
B, BRSBEEANNERERE N loul, T
40-60's Vﬂf%'fﬁdz)\, kP 5wl AL A o

&= R

o 3% ¢ FH B 7 355 R o B R Y % i)
4 HARL, Rk M K Sh1o9+12, 111+10,
1067 F1 114+ 9 mm Hg, [, 3 %y 403437,

34344, 40047 F 396 +47 Jk/min, 45
ith ﬂiﬁﬁ HL Q- ﬁilﬁ]*ﬁ ]JE}}_‘EZ ;j"“,' HH o, r);Zﬁ:

L g 7RI et 8 2 o, 2 ARBIL BT 70 & 5 5 % 30 us,
kA Ll B (CSF)Y 10 wl By Ak 3T,
&, 4 MBI 4R 108115, 86115,
98415 F1 1039 mm Hg, .0 3 5 363149,

317464, 38047 Fl 34642 /& /min. [xUEME
WG M — AP R RSN, Ho LA
iy OEB SRR RN R 2,

30 min
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Tab 2,

response of intrathecal clonidine 1 pug in rats

Effect of naloxone(NX) on the depressor

Maximal change
" BP (mm Hg) HR(beat/min)

Pretreatment

(iv, 10 min)

CSF ¢,2ml 5

—- 6414 - 106+34
NX o.5mg/kg 6 -38+12° - 87£25°
NX 1omg/kg 5 —39:£13"° —-39:+36°"°

Compared with CSF group *p>>0.05, '*"*15-<0.05

Pretreatment

@ Dyn AS (I0) O Contral Ser (8]

{ } cionidine 1ug ith

o 3

N
S

%Change of R % Change of BP

0 20 40 60 BOwmn
Fig 1. Effects of pretreatment of dynorphin anti-
serum (10 rats, @) or control serum (3§ rats, (O) on
the depressor response of intrathecal clonidine(1 ug).
(¥ +8D)
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SPINAL o-ADRENOCEPTOR AND DYNORPHIN INVOLVEMENT IN
THE DEPRESSOR EFFECT OF CLONIDINE

XIE Cui-wei, HAN Ji-sheng

ABSTRACT Intrathecal injection (ith) of
clonidine (1 pg) in rats caused a decrease in
the mean blood pressure ( —52 -+ 12 mm Hg,
% -+SD) and heart rate (- 99 24 beats/min)
which were partly antagonized by ith o~
adrenoceptor blocker phentolamine (30 ug),
or the selective o, or a,-adrenoceptor blocker
prazosin or yohimbine (30 pug, respectively).
The effects of clonidine was also blocked by
opiate antagonist naloxone (10 mg/kg, iv) or
by pretreatment with dynorphin antiserum (10

* * *

(Dept Physiology, Beijing Medical College, Beijing 100083)

ul, ith). Naloxone (0.5 mg/kg, iv) or pre-
treatment with control serum (10 ul, ith) failed
to reduce the effects of clonidine. The results
suggest that an activation of o, and a,-receptors
and the release of dynorphin in spinal cord
are important for mediating the depressor effect
of ith clonidine,

KEY WORDS clonidine; intrathecal injec—
tions; hypotension: adrenergic alpha receptor
blockaders; naloxone; dynorphin antiserum
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