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rhPE 538" . R587.2 SCHRbR&ERS: A

Bl DR 9 2 A ERVE B A Y — A B 2 3 T A [ AR
= Bl PR s BE ™ (international diabetes federation, IDF)
MR , BI20214F , AR BAE N BE OB RO (8 4 A
10.5%, it #20455F3X — be it ETF5E12.2%", BEPRA
R ARG, o 2540%85 PR -5 2 K (diabetic
kidney disease, DKD) , iDKD/& S &k R 88 & 2R
1955 (end stage renal disease, ESRD) [ 225, 2 BRE
Bl M£30% ~ S0%FESRD# il HDK D5 | & ™, £
5 R (chronic kidney disease, CKD) %5 T J5 1 ,
DKD/i# T =452 ", Bk, DKDACH R E JE R
T BeAs R , g B 2o BT R . H i, 32 HJDKD
B 36 T B B 5 o s 1 e s o) DA B A 9 5 SRS B
HAR'E F- 14 B9k 3 £5¢ (renin-angiotensin system, RAS)
TR AT DARR AR 1 8 PR S5 1 D, (H— e e R
IR A SHIHIFIAGE 52 2 BH1IEDK DR R J& , ¢ Al AL I
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BT P ITRREERRMLASRE
1 F=fil i

-7 & B %5 s (sodium-dependent glucose
transporters, SGLTs) & — R fkiza & 1 , £ R b
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SGLTsF Z A& B ANIE R : SGLT1 #ISGLT2, SGLT2/E A
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B, AT AT et B B R R TR T o, AR ER
S IIRRE , kDB ZNER N ), T % i /N ER Y
B IR DL, B SR AR B TaroZE BT ST A8 44
WIiEeGFR<60mL/(mine1.73m?) [ T2DM & , it 5307
1677 Hi G eGFRAEAL R BISGLT-2 4131 i h4 (e GFR
MR TR, H 58T RS ie GFRINEA & A R KF-I8
¥  ParkZE 5T R B, SGLT-2AMHIFIZH e GFRAFAEH T
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P | DT i 9 RE B SR AR B, X ek S A B F i
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5 ES PRGN , P 1T 1505 S GLT2- i iR BR- GF R, 41151
GLUTO/ S bR ER BB WL , (A PR R HE ™, 1% T2DM
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BRI 258, T 5 | & S8 A B %2 A  NitinZE P i
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