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( cholera toxin, CTX) . H &IV A ( dimethylsulphoxide,
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Fig 1  Effects of ISO on the peak twitch amplitude and FdL/ d
in the isolated cardiomyocytes pretreated with IL— 2. Values
presented as mean ts are percentage of the corresponding
values following electrical stimulation only. The isolated car
diomyocytes were pretreated with IL— 2 at 2 x 10* U/ L for 15
min before administration of ISO at 0.1 Hmol/L. n= 6 and
n= 13 for groups with and without IL — 2, receptively.
xEs. " P< 005" P< 0.0 vs control group:” P <
0.05,** P< 0.01 vs 1SO group.
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Fig 2 Dose — related effects of ISO on the electrically induced
[ Ca®™ ]i transient in the rat ventricular myocyte pretreated
with IL— 2. The cardiac myocytes were pretreated with IL
~ 2 at 2% 10° U/L for 15 min before administration of IS0
at concentration range from 0. 001 to 10 Pmol/L. Original
recordings of electrically induced [ Ca®* ] i transient upon
perfusion with IL— 2 for 47 min at 2 x 10°U/L (a) or ISO
at concentration range from 0. 001 to 10 Pmol/L (b) alone
or both IL— 2 at 2x 10U/ L and ISO at concentration range

from 0. 001 to 10 Pmol/ L (c) .
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Fig 3 Dose— related effects of ISO on the electrically induced

[ Ca®™ ]i transient in the rat ventricular myocyte pretreated
with IL— 2. The cardiac myocytes were pretreated with IL
~ 2 at 2% 10° U/L for 15 min before administration of IS0
at concentration range from 0.001 to 10 Hmol/ L. Values
presented as mean £ are percentage of the corresponding
values following electrical stimulation only. n= 8 and n= 9
for groups with and without IL— 2, receptively. x £s. * P
< 0.05,™ P< 0.01 vs group ISO.
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Fig 4 Effects of IL- 2 on the elecirically induced [ Ca®* |1 transient
in isolated single ventricular myocytes pretreated with cholera

toxin ( CTX).
20 mg/ L CTX for 12 h. They were then loaded with Fura—

The ventricular myocytes were incubated with

2/ AM for determination of electrically induced [ Ca®* |i with

a spectrofluorometric method. Then the ventricular myocytes

were incubated with 2% 10° U/L IL- 2. n= 5 and n= 4 for

groups with and without TL.— 2, respectively. x 5. ™ P<

0.01 vs control group; * P< 0.05 vs CTX— treated group
(C1X).
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Fig5 Effect of forskolin (1 Hmol/L) on electrically — induced

[Ca®™ ]i transient in the isolated single rat ventricular my-
ocyte pretreated with IL— 2 (2x 10°U/L) for 15 min. Val
ues presented as mean Ts are percentage of the values in the
same cells following electrical stimulation only. n= 8 and n
= 7 for groups with and without IL— 2, respectively. x &

s

s." P < 0.0l vs control group;* P < 0.05 vs group

forskolin.
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Modulation of interleukin— 2 on the positive effect of isoproterenol
in the isolated cardiomyocytes

WANG Lin- lin, XIA Qiang, CHEN Ying— ying, CAO Chun— mei, ZHANG Xiong
( Department o Physiology, Zheiang University School o Medicine, Hangzhou 310031, China)

[ABSTRACT] AIM: To explore the effects and mechanism of interleukin— 2 (IL— 2) on the positive effect of
isoproterenol (1SO) in the isolated rat cardiomyocytes. METHODS: Enzymatically isolated cardiomyocytes were used.
Peak twitch amplitude and maximal velocity of shortening/ relaxation ( £dL/ dty.) in the isolated cardiomyocytes were
recorded with a microscope coupled to a charge— coupled device camera and [ Ca®* ]i transients were determined with a
fluorometric ratio method by using Fura— 2/ AM as Ca®* indicators. RESULTS: (DISO increased the peak twitch amr
plitude and FdL/ di e of the isolated cardiomyocytes. Perfusion for 15 min with IL— 2 at 2% 10° U/L, which had no
effect at all, attenuated the enhancing effect of ISO on the peak twitch amplitude and FdL/ df . @ISO increased the
[ Ca®™ ]i transients of the single ventricular myocytes in a dose dependent manner and the corresponding ECsy values of
ISO was (0.1220.01) Hmol/ L. Perfusion for 15 min with IL— 2 at 2% 10° U/ L, which had no effect on the [ Ca®* i
transient at all, attenuated the enhancing effect of 1SO and the corresponding ECso was (0. 44 0. 06) Hmol/L. 3 The
electrically induced [ Ca® ]i transient was significantly increased by pretreatment with 20 mg/ L cholera toxin for 12 h.
The elevation of the [ Ca®™ |i transient induced by cholera toxin was significantly attenuated by 2 x 10° U/L IL- 2. @
Forskolin (1 Pmol/L), the activator of adenyl cyclase, significantly increased the electrically induced [ Ca™ ]1i tram
sient, which was attenuated by IL— 2 at 2 x 10’ U/L. CONCLUSION: IL- 2 inhibits the positive effect of isopro-
terenol in the isolated single ventricular myocytes, in which Gs protein and adenyl cyclase are involved.

[ KEY WORDS] Myocardium; Cells; Interleukin— 2; Isoproterenol



