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Tab. 1 Effect of curcumin on BG and HbAle of diabeticrats (x +
ss n=10)

Group BG (mmol/ 1) HBALe( %)

Contmol 5.13£0.17 4.4250.20

Diabetes 28.66£3. 647 14.26+0:.78

Curcumin 21.53+3. 527 10:45+0.42 77

BG: Blood glucose; HbAle: Glycated hemoglobin

“P<0.01 15 contol group; =0, 05 vs diabetes group
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Tab. 2 Hfect of curcumin on blood lipid of dizbetic rats(x =5 n=10)

Group TC(mmol/ L) TG (mmol/ L) DI C(nmol/ L) HDI-C (mmol/ 1)
Control 2.13+0. 15 1.05+0. 40 0.50+0. 28 1.45+0.23
Diabetes 2.9140. 44 1.494-0.43 " 1.7340.32" 0.74+0.22"
Curcumin 2.3440.25" 1.1040.36 " 1.1740.34" 1.0740.35"

TC: Total cholesterl; TG: Triglyceride; LDL-C: Low density lipopioteinr cholesterl; HDL-C: High density lipopmtein cholesterol
P<<0.05, "P<0.01 vs control group; *P<20.05 15 diabetes group
Tab. 3 Effect of curcumin on SOD. CATvGSH-Px and MAD of diabetic rats(x d=s, n= 10)

Group MADCnmol/ mD) SOD (NU/mD GSH-Px (I mD CAT( mD
Control 4.26-0. 79 361.87+57.11 92.20420. 45 28.4241.49
Diabetes 7.6440. 94 211 13+£49.25 7 47.35+£19.30 19.40£2.52
Curcumin 5.0340.59 309.68558. 63 79.87 +14.48° 24.3142.29 7

SOD: Superoxide dismutase; MDA: M aondiadehyde; GSH-Px: Glutathione peroxidase; CAT: Catalase

“P<0.01 w contmol groups FP<0.01 15 diabetes group
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