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Therapeutic strategy for diabetic angiopathy using AGE aptamer

FZeR OB (FnsT) « AR BELEY (AGE) DIEMZ 7 v v 7+ 4 DNA 7 S &2 ~—%51ER% L.
MET T B — BRI T VEMWIC R 595 2 LT, XU IROPEERIZ b D &
E BT, BIECHEIE O RIEN S S, FERFA N EENHE S ND Z &, b TNIT L
— U REER O ME OFEZEN G S, RIMEREEICH L THRENICERT S Z En e
ST, AGE-T 7' &~ —iX, FERIEMEREICH T 28 LWVIRERIE & 720 9 2008 LivZeu,

WFZE R OBESEL (3£ 3C) : Continuous infusion of DNA aptamer raised against advanced
glycation end products (AGE) not only blocked the development and progression of diabetic
microangiopathy by reducing proteinuria and inflammatory reactions in the kidney and

retina,

but also inhibited balloon—injured neointima formation in diabetic rats.

AGE-aptamer may be a novel therapeutic strategy for diabetic angiopathy.
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SHT, BERIEHEEE, BE., BIREELAE D
FEAE - HERIZBEPD S Z & (JBC 2006, 281,
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W, i 2 E L, AGE-7 7' &~ —IZ &
DIME Y ET 4 7 BRIEI S ND N E D
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FEILDOAGEL L3y ha—)L~ 17 AD L
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ERZZ7 vy 7 L, BEREEIE ORI, &R
ICHEMIERT 2 b0 B 2 507z,

(4) 1BBERBET VT >~ OEENIC
0. 136 microg/20 g body weight @7 4 A7
FuF AT — U AGE-T X ~—3H DWW
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