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Protective effect of rosuvastatin on cardiomyocytes in diabetic cardiomyopathy

rats and its relationship with Bcl-2/Bax/caspase-3 signaling pathway
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Abstract: Objective To explore the protective mechanism and related signal pathway of rosuvastate on cardiomyocytes of
diabetic cardiomyopathy rats. Methods Out of 50 SD rats, 10 were served as control group,40 diabetic cardiomyopathy
models were randomly subdivided into model group ( no administration ), the other three groups of intragastric
administration ; tibulus terrestris group, rosuvastatin group and combined group ( Tribulus terrestris and rosuvastatin) after
established by intraperitoneal injection of STZ(n =10,each ). Intragastric administration continued for 8 weeks. The levels
of related indexes of blood glucose and lipid,serum MDA ,SOD and CK-MB were determined,and the expression levels of
Bcl-2, Bax , caspase-3 and Cleaved caspase-3 were detected by RT-qPCR and Western blot after the rats were killed at the
end of the experiment. Results  Compared with the model group, the levels of blood glucose, glycosylated hemoglobin
(GHb) ,MDA,CK-MB and blood lipid related indexes significantly decreased (all P <0.05) ,and the levels of SOD and
HDL-C significantly increased in three groups of administration (all P <0.05) , and the most-significant change was in
combined group. Masson staining showed that the injury of myocardial fibers and the number of fiber breaks decreased

obviously in three proups of administration, especially in combined group compared with model group. RT-qPCR assays
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showed that compared with control group, the expression level of {Em a:.'iiF-'ﬁ o

expression levels of Bax, Cleaved caspase 3 and caspase 3 significanuy increasea 1n moaer group ( au 1~ <u. uJ ) ; comparea

with model group,the expression level of Bel-2 mRNA significantly increased, and the mRNA expression levels of Bax,

Cleaved caspase 3 and caspase 3 significantly decreased in three groups of administration( all P <0. 05). The change trend

of related proteins was consistent between Western blot analysis and RT-qPCR assays. Conclusion

Rosuvastatin can

protect the myocardium of diabetic cardiomyopathy rats by inhibiting the activity of Bel-2/Bax/caspase-3 signaling

pathway.
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A 5 197 5 TS5
Bel-2 TTCTTTGAGTTCGGTGGGGTC TGCATATTTGTTTGGGGCAGG
Bax TCCACCAAGAAGCTGAGCGAG GTCCAGCCCATGATGGTTCT
Cleaved casapase3 AGCGCTGTGGGACTGAG GCAGCCCATTTGGGATG
casapase3 TGAGACGGACAGTGGTGTTGAT TTTTCTTACCTGTGGA
GAPDH GAAGGTCGGAGTGAACGGA GAAGGTCGGAGTGAACGGA

2 BAXBAERESEELE (n=10,g,x*5)
A ] (A X HE 21 FRAIZH HEEREA B &P AABTT4H EH
0 175.6 £10. 4 157.8 £10. 1 171.8 £11.3 166.7 + 8.9 174.3 £10.3
2 281.9 +15.2 277.3 £26.6 263.2£17.8 278.5 £16.2 279.6 +24.7
3 398.6 +13.2 422.1£26.8 418.3+19.6 410.3 +18.7 421.6 £25.0
4 447.2 £21.8 453.3 £22.8 428.3 £23.2 435.6 £17.8 441.8 £22.9
8 468.2 +24. 1 401.2 £15.7" 429.4 £20.1° 439.3 £18. 8" 452.1+18.4
10 485.3 £20. 1 379.6 £19.2* 392.1 +15.2° 409.3 £15.6° 438.6 £17.3°
12 499.3 £28. 1 349.3+£22.7* 367.2 +18.5° 397.3 £12.2% 404.3 £14.2%
14 511.6 £17.5 291.3+15.4* 354.2 +23. 6" 377.4 +£20.2% 391.0 £16. 7%
16 521.7 £16.2 276.0 +18.4* 349.0 +18. 7% 369.3 +21.4% 385.4 +18. 7%

T TR LA, P <0. 05 SR 1L, P <0. 05,
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izt of B2 FEAIZ HEEREA B G ARABTT 4 A F/P A8

14 ( mmol/L) 5.26 0. 23 25.70 + 0.52° 19.64 £0.54"  20.14 % 0.63"  14.91 = 0.52*  5377.310/0.000
BRI 2T 8 1 (g/ml) 7.18 0. 09 17.30 = 0.14* 10. 84 0. 10* 10.96 = 0.12% 9.17 = 0.07*  6894.080/0.000
SOD(U/ml) 16.48 £0.53 8.98 + 0.41° 11.52 0. 36® 10.54 + 0.28"  12.50% 0.39®  754.435/0.000
MDA ( mmol/L) 1.53 0. 05 4.35+ 0.36° 2.38 +0.24% 2.14 % 0.19% 1.88+ 0.08  330.938/0.000
CK-MB(U/L) 323.98 +8. 74 693.45 £15.98"  448.23 £9.47™  457.02 +14.25"  401.25 +10.46"  2516.190/0.000

T SR HRAL R, P <0. 05 ST H A, P <0. 05,
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TC 1.11 +0. 08 2.84 +1.13° 1.54 £0.05b 1.43 +0. 08" 1.40 0. 10 18.929/0. 000
TG 0.86 +0. 10 2.61 0. 08" 1.75 0. 06 1.52 0. 11 1.13 £0.10*¢  1148.550/0.000
LDL-C 0.79 0. 06 2.58 0. 07" 1. 67 0. 09 1.32 +0. 05 1.09 £0. 08! 1447.770/0.000
HDL-C 0.97 +0. 04 0.47 +0. 08" 0.69 +0. 07 0.54 +0. 12 0.75 +0. 15 146.046/0.000

T SR A, P <0. 05 SRR M L, PP <0. 05 ;5 FABEAE M 1L, ° P <0. 05 ; SEa&F AT A L, P <0. 05,
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Bax 3.412 0. 026 2.142 +£0. 034 2.006 0. 014" 1.487 0. 013" 435.983/0.000
Cleaved casapase3 4.521 £0. 031 2.548 0. 025" 2.314 £0.014" 3.498 +0. 021 675.908/0. 000
casapase3 3. 844 +0. 052 2.541 +0.018* 2.412 £0. 019" 1. 945 +0. 025" 789.654/0.000

SRR, P <0.05; 5 B AM L, " <0.05; SEGEFRAMLTT 4040 L, °P <0. 05,
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