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Promyelocytic leukemia tumor suppressor as therapeutic agent
for diabetic retinopathy
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WFFeR B OB (Fns0) : BEFEE R O promyelocytic leukemia tumor suppressor (PML)IE{=
SLHIE/K « T AH O PML EHIRE I =2 > b r—/L & S EGEEE RpRfEEE T BEIIRETH
ST, Fi, BIEK - HTERF O PML 21X vascular endothelial growth factor J2 & HE
WCADOHEEEZ R Lz, LEX D PML OFESEHE R MEEE O ZWr~ — 1 —Cla k3K & Lo Ff

REMEANVRIZ SN D,

WFZERC R OMEEE (Z30) : Promyelocytic leukemia tumor suppressor (PML) mRNA expression

levels in membrane samples,

and the PML protein concentrations in aqueous humor and

vitreous fluid samples were significantly lower in PDR patients than control patients.

We observed a statistically significant inverse correlation between the concentrations

of PML and vascular endothelial growth factor in the aqueous humor and vitreous fluid of

PDR patients. Taken together, PML may be a good candidate as a diagnostic marker and a

therapeutic agent for PDR.
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