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BE PR I 9% (diabetic kidney disease ,DKD) /& th ¥ R 95
JT SR M BB R IO IR & 1 JUUEF G A (urinary
albumin-to-creatinine ratio, UACR ) =30 mg/g NG D A
A /N Bk 8 i 3R (estimated glomerular filtration rate,eGFR )<
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AL A I A& AE  7F T R R 5 1 18 14 B IEJ (chronic
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oxygen species, ROS)I JJE DKD &R LK% 0, 7EHE IR
i T ROS 19 E 2R I 40 45 2 Tl Bt | e I SR L 4R -
(advanced glycation end product, AGE ) Fl 4 Ji %1 A Bk Jie Ji M
My A% R B FR (reduced nicotinamide adenine dinucleotide
phosphate , NADPH ) H AL (NADPH oxidase , NOX)®, NOX4
A2 B ROS 77 A= b S d B AR T Ol L 3 NOX, IR 4
B Tt |V Ve S 1 T R 24 R S I TR 45 T i e 1L 7 £E ROS,
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M —2RIRYT .

RERSH DKD R EMHERNEZRE

A% DKD B ZALS R (05 R M B & DKD 199 3
A PHUREAE [R] B R A 08 P TG TR R AE AR T A A A
ZE W] G50 A0 L2 10 JRE A Sy T L (Y F A JIA R
B, A& DKD & A= i R s I i N A A 2 T o6 B )
4k S IR

CAWERD], e M AIE SN AE DKD Y & 8 L il
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JFOHAEH S5 DKD W &4 kR oK Bl P 9 & R
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WE4E W JAK-STAT 7& DKD %0 Pl B EZAEH A il
11 DKD &% B /NERANME T JAK-STAT %3k IS, A RE 4%
Bl JAK F1 STAT S8 (1) B /1N ] 5 3% 305 il e 9 20k Joe i 3
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Menne 4517 2004 4F Y PKC-o 55 45 3l ) H IR 52 PKC
WAL OS2 5 DKD A, PKC-o RO /N BRULT- 3061 8
FR, [ A A K B F (vascular endothelial growth
factor, VEGF ) I 52 K F IR BEAL , 1T TGF-B A 32 5 i, 3K W]
ANER I AN B IR 32 B0 W AL A I 45, PKC-B 9380 W]
i N p47phox NOX-2 NOX-4, P FR-1 (endothelin 1,
ET-1) 4 4 4 4 4 K [F F (connective tissue growth factor,
CTGF) [TGF-B1 ,VEGF .ROS FI4 1k i 3 14 2k 175 5 B T fE
NG
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LAY 5 NADPH 15 1 #Y 3% im FT NADPH #8814 #8 4
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7 TE SR RAAS JOE S5 JL 0l 1 PR, 43 A 2
Al S Ak B MR B B E Z K (mineralocorticoid receptor,
MR) FEHUH) MR T 45 1 [ ] 1 J 5T B 0 9 7 e PR e 5t
FL A FE O 2 S B AL T AR AE

SR R AE \RAAS HIXBXEE
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PMN 7 A= 0 A I 85 B0 B 18] 34 HETT i, 2 3 22 AE 48 i
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Pz 1) 1) AR B AR T I 3 e HG Al 45 P I U BEUR A 5 is A
KRR N c-Jun 24 FE 5 B (c-Jun N-terminal kinase ,JNK)
Hl p38 22 %L )5 3% 4L 4 F1 (p38 mitogen - activated protein
kinase,p?)SMAP)?%( fifg A1 %% S5 PR 7 8035 A& H 1 (activator pro-
tein 1,AP-1), 255 5 hE A AL I B2 18] B PEFR 36 SR 41
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X E R BRI R S
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1 45 11 8 (mitogenactivated protein kinase, MAPK) Fl ROS
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S AL ) ke i A L R S 1R ROS 34 2 DKD &k AL
il B980T ROS #¢ DKD W% St Rl mEAEH , A
A 07 R 9 E K HAE AR T CKD & 993 B AR J v ke
FLAEH DKD 4 9E W] i AGE 34 i 5 NF-«B {0
KA HJE ROS #, ROS it & 7 4= T NF-kB Hl 4 4 41 i
PR 0 800G T RAAS 0G5 90 410 B % DA oG
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