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ABSTRACT

Aim Calcitonin gene-related peptide (CGRP), a
principal transmitter in cardiac and vascular sensory
nerves, is released from the heart during ischemia.
which protected the myocardium against ischemia-
reperfusion injury in isolated rat hearts. The purpose
of this study was to investigate whether CGRP-induced
preconditioning has cardioprotective effects in intact rat
hearts.
Methods 36 SD rats were at random divided into
three groups of control, ischemic preconditioning
(IPC) and CGRP. CGRP (10 ug/kg) was given 20
min before 30 min ischemia.  All animals were sub-
jected to 30 min of regional ischemia followed by 2 h of
reperfusion. The preconditioning protocol consisted of
3 cycles of 5 min regional ischemia and 3 cycles of 5
min of reperfusion. Infarct size as a percentage of the
area at risk was determined with nitro blue tetrazoli-
um.
Results Both of IPC and CGRP-induced precondi-
tioning markedly reduced the incidences of ventricular
Both of

IPC(15. 7%, P<C0. 01) and CGRP-induced precondi-

arrhythmias during ischemia and reperfusion.

tioning (28. 8%, P<C0. 01) also resulted in a signifi--

(54.0%). v
Conclusion These results support the hypothesis
that CGRP-induced preconditioning has cardoprotective
effects in intact rat hearts.
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Table 1. Change of heart rate (HR, /min) and mean artery pressure (MAP, kPa) before and after ischemia-

reperfusion in rats _(;—l;s).

) Control group IPC group CGRP group
During
HR MAP HR MAP HR MAP

Baseline 320+ 28 11849 312424 108+13 324431 122410
For 10 min before ischemia 319430 119+10 315419 104+8 340140 9449
Pre-ischemia 31725 114£13 310%20 105£7 320+29 117+12
End-ischemia 317418 113+16 309+21 10247 317424 115+16
End-reperfusion 314421 11248 301129 100410 315430 114+9

a; P<C0.05, compared with during baseline.
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Table 2. Ventricular arrhythmias during 30 min occlusion (z+5s).
) Control group IPC group CGRP group
Indices

VF VT VF VT VF VT
Frequency (%) 1060 100 ob 17° 42b S50°
Onset (min) 9+2 9+2 — - 16:14° 14£5°
Duration(s) 45413 234147 - — 20482 105+ 88°
Number 23+10 42415 = o 7+4b 2049
a: P<C0.05. b: P<{0.01, compared with control group.
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Table 3. Ventricular arrhythmias during 2 h reperfusion(z+s).
. Control group . IPC group CGRP group
Indices :

VF VT VF VT VF VT
Frequency (%) 100 100 ob ob 33b 41°
Onset (min) 8+3 844 - - 25430 2548
Duration(s) 16+7 35415 = - 6:!_:4“ 15+10°
Number 1044 18110 = — 4120 645
a: P<0.05; b:. P<C0.01, compared with control group.
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Table 4. Infaret size data for control, IPC and CGRP groups. _
Grongs BW HW AAR IS IS/AAR
(> (g (g) (g) (%
Control 285424 1.0410.08 0.2540.04 0.14+0.04 54.0+14.7
IPC 284427 1.07£0. 09 0.2740.05 0.04£0.04" 15.74+9.0°
CGRP 286427 1.0440.08 0.2640.03 0.08+0. 04™ 2.88+13. 2"

BW: body weight; HW, heart weight; AAR; area at risk; IS: infarct size.

0. 05, compared with TPC group.
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