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; Gangliosides are involved in the regulation of cell proliferation in many cell types?
and maintenance of the charge-selective filtration barrier of glomeruli, and changes of
ganglioside expression may be important in the pathogenesis of proteinuria. Therefore,
this study investigated whether glomerular hypertrophy and proteinuria induced by
diabetes are associated with the change of ganglioside contents in streptozotocin-induced
diabetic rats. At 15 days after the induction of diabetes, glomerular volume and fibrotic.
matrix were dramatically elevated, whereas glomerular sialic acid contents were‘
51gmf1cantly reduced when compared with control rats. Based upon mobility on
high-performance thin-layer chromatography (HPTLC) and reactivity to anti- GM3
Kmonoclonal antibody, diabetes caused a severe reduction of ganglioside expressxon1
emlquantltatlve analysis by HPTLC showed that ganglioside GM3 was reduced to 57%
of control in diabetic glomeruli. A prominent immunofluorescence microscopy and in sztl)
hybndlzatlon were the dramatic disappearance of GM3 and GMS3 synthase expressions,
respectlvely It is concluded that glomerular hypertrophy induced by diabetes mvolves
|decreases of ganglloslde, and decrease of glomerular GM3 resulted from the reduction of
GM3 synthase expressmn Decreases of glomerular ganglioside contents might be.
account at least in part, for the development of glomerular hypertrophy and protemuna\1
seen_m_the_earlpstage_nf_dlabetxc_glomerulopathy,_

-S 7 -




