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[Abstract] Objective To investigate the effects of inflammatory stress on the progression of
diabetic nephropathy (DN) through making an inflamed animal model of DN. Methods Male db/
db mice and db/m mice were randomly divided into four groups: db/m group (control, n=8), casein
injected db/m (db/m + casein, n=8), db/db mice (db/db, n=8), and casein injected db/db mice (db/db +
casein, n=8). Chronic inflammation was induced by subcutaneously injection of 0.5 ml 10% casein to
db/m + casein and db/db + casein group every another day while db/m and db/db mice as the control
were injected with 0.5 ml distilled water. Body weight and 24 - hour urinary protein were measured
every week. The plasma levels of serum amyloid A (SAA) and tumor necrotic factor-a (TNF - o) were
detected by enzyme-linked immuno sorbent assay. Renal pathological changes were evaluated by renal
pathological staining and electron microscope. Immunohistochemical staining and Western blotting were
used to detect the expression of podocyte related specific proteins and inflammatory cytokines.
Results The plasma levels of SAA[(13.83+0.29) mg/L vs (1.52+0.19) mg/L,, P < 0.05; (13.84+0.28)
mg/L vs (1.67+£0.58) mg/L, P <0.05] and TNF - of(14.23+1.42) ng/L vs (10.70£1.38) ng/L, P < 0.05;
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(14.54+1.91) ng/L vs (10.88+1.22) ng/L,, P < 0.05] were significantly increased in db/m + casein and db/
db + casein group compared to that in db/m and db/db group respectively. Furthermore, the 24 - hour
urinary protein in casein injected db/db mice was markedly increased compared with db/db group.
There were more significant renal pathological injuries and podocyte damage in casein injected db/db

mice compared with db/db mice whereas these were no difference in casein injected db/m mice

compared with db/m mice. Conclusion Inflammatory stress plays important roles in accelerating the

progression of DN.
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