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[ Abstract] Objective To investigate the effect of exercise on calcium modulin in myocardial sarcoplasmic re-
ticulum of animal type 1 diabetes model in rat. Methods A total of 40 Sprague-Dawley rats were randomly divided
into 4 groups: a normal control group, an exercise training group, a diabetes group and a diabetes plus exercise-training
group. At the end of 4- week-exercise training after the establishment of the diabetes model by intraperitoneal injection
of sterptozotocin, the animals were sacrificed and the level of blood glucose, insulin, blood fat and glycosylated serum
protein were tested. The gene expression of calcium modulin proteins was measured by reverse transcription-polymerase
chain reaction, and the Western blotting technique was used to measure the protein of sarcoplasmic endoplasmic reticu-
lum Ca®* -ATPase (SERCA2) and phospholamban (PLB). Results The level of biochemical indicator of exercise
group is not affected when comparing with that of the control group, but significantly changed in diabetic group (P <
0.01) ; The level of blood glucose, insulin, blood fat and glycosylated serum protein were ameliorated in diabetic rats in
the exercise training group. No significant changes in mRNA level of SERCA2, PLB and ryanodine receptor type 2
(RYR2) were observed hetween control and diabetic group, the same to protein expression of SERCA2 and PLB. But
expression of calcium modulin mRNA was significantly increased in exercise group and diabetic rats in the exercise
training group comparing with that of the control and diabetic groups (P <0.01), the same to protein expression of
SERCA2 and PLB. Conclusion Exercise exerted good protective effects on the myocardial injury with 1 type diabetes
rat, which might attribute to the upregulated expression of SERCA2, PLB and RYR2 in diabetic rat heart.
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F1 Ryanodine 3Z44-2 ( ryanodine receptor type 2, RyR2)
FEARAYFE AR B0 PR R RO LA 458 3 1
BG4 S CH T HL

WL i

— EZ

Bl kAR PR 2 (sterptozotocin , STZ) W H Sigma /A ] ;
A L £ P ) A OB ARG IR R | ot i A 37
BN F AR NS AR ) T AR A BR A W 5 1B 5 3 A ik
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