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The role of senescence marker protein-30 (SMP30) in the progression of diabetic neph
ropathy
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Senescence marker protein-30 (SMP30) decreases with age and contributes to the sym
ptoms of aging. In this study, we investigated the effect of SMP30 deficiency on the pathogenesis of diabe
tic nephropathg using streptozocin induced diabetic SMP30 knockout (KO) mice. Tubular damages with tubuloi
nterstitial fibrosis were observed in non-diabetic KO mice, and diabetes exacerbated these changes. On the

other hand, SMP30 deletion did not _affect glomerular changes. The accumulation of HIF-lalpha, the increas
e of oxidative stress, and tubular inflammation were associated with tubular injuries. In conclusion, decr
eased SMP30 with age may contribute to the progression of diabetic nephropathy through tubular damages.
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Table 1. Characteristics of the experimental groups
of mice at 20 weeks age

WT-Cont Ko-Cont WT-DH KO- DM
n 10 8 10 8
Body weight (g) 30.3: 0.5 26.5¢ 1.2 19.3: 0.9'* 18.0¢ 1.0"#
Blood glucose (mmol/L) 6.4+ 0.2 7.7£ 0.5 33.2¢ 1.3'* 30.2¢ 1.6%*
HbAlc (%) 5.0+ 0.1 4.4£0.2 11.6+ 0.3"% 9.0+ 0.17%
Creatinine (u mol/L) 15.0+ 1.8 13.3+ 0.9 11.5+ 0.9 10.6%+ 0.9
Kidney weight (4 9/Biig) 6.0£ 0.1 6.7+ 0.2 9.9+ 0.47% 10.8£ 0.67%
UAE (W g/day) 7.6£1.4 23.6+ 1.4 94.6+ 213" 168.7+ 24.6'*¢
MG ey 30.9¢ 2.0 sas 87 57.0+ 9.8' 116+ 30.8 8
+
NEAL (po/dy) 21.0: 2.2 o812 302.8: 25.0' 1400.4% 385.6'+9
+
KIN-1 (ng/day) 0.9% 0.07 2.6x 0.2 3.7£ 0.5 15.32 2.0M#¢
VC content (mg/g tissue) 140.2¢ 2.6 111.8+ 0.5 132.6+ 3.1 115.0+ 3.1

tP < 0.05 versus WT-Cont, ¥ P < 0.05 versus KO-Cont,

8P < 0.05 versus WT-DM
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