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T REAUH] . ik Bt AGEs 422/ R A B 20 Je i 5 R B 4w B A5 AL AL | 2 36 o oA B 3 R4
AR 20 B R B R JE PGG (5.10.20uM ) 28 5 R B DCFH sk A0 2m L ) ROS A% 5 3K 7 & ik Al 2 i3
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Jit, BA G DU DUARAESE Z R AR i
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AGEs (advanced glycation end products, AGEs) /&
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e — SR SR T B, O IS RS sh 2R R i
HBEE 1 41 HO—-1(hemeoxygenase—1, HO-1) ,SOD(Super-
oxide dismutase , SOD)[ FETAP!, 13X BE % 3 ) 1R
1 AT I 15 HLAAR P AR A A LA DS AR S
PRAZ BN IE KPR,

AR SEHRRE LA AGEs U555 /1N 35Kk 28 155 240 e 458 165
B, MONe2/HO-1 {5 Sl R PG X/ UF /MR &
HRAS 0 A F) RV FH B L

1 #H

1.1 & /DS /e R E MES 13 (mouse
mesangial cell) 41 {IREIE F 521 ATCC 4%

1.2 ¥k F  PGG (4l £ >98%) (#t =5 .
BZP1001) 4 H & NEFESE A= YR A 7] s % GAPDH £
FEREPUIAR (LS - BA2913) I [ T A8 AE 4 RN A
SN2 Z2 LA S £ 16396-1-AP) % Ho—1 £ 51
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MDA 5 : AO03-1)F1 T-SOD (£S5 : A001-1) K &
I A e AR ) T ARG T s RIPA 5 (248 T
(b5 : PO013B) W [ 28 = RAEWFAR A w5 WEEDO
2 PR £ 1K (DCFH-DA) (#t 5 : 4091-99-0) Ity [
SIGMA 7 7] 5 R 26 11 i (5 - 825704 1) iy [ L=
T.; &5 B DMEM (41t 5 . AE27193275) 1% 758 5L 1 [
Hyclone /A w] 5 BCA & 11 ¥k B I o 38 5% & (it 5 -
Pro#NCI3225CH) Fll ECL & VG (15 : Prod#34095 ) It
H Thermo 23 7 3 /N IfiL 15 (fetal bovine serume, FBS)
(5 : F8240-100) 4 [ Solarbio 2] 5 2 IfiLI% 114K 19
(bovine serum alumin, BSA) (it % : NA0332) iy H
Bomei 23 7], HAxH 0 B =M 4l

1.3 {28 IR =0 AL (Centrifuge 5417R) 1 [H
eppendorf) ; I3 B3 .0 L (SC-04) 22 b Bl Rl
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IR PR F] 551008 1] WA AN E 6B i, BT
Mr B A BRA F 5 FE IR (TS=1) , ¥ 17T HAR DL R3S
il & A BR A F] 5 JS-1070P {2t KOG 240, il
HRHEA PR AR AR R KGR B, 1 K Tg
BHEABR A s AUk 7246 (CO-150) , 32 [ New
Brunswick Scientific CO.,Inc,
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LR FEE K 30ug/ml B AGEs 9 DMEM 5% 97 26 0% 3% s 44
2 L S AR E R 30pg/ml 9 AGEs ) DMEM £ 55 %&
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0.ImMEDTA 10mM Na,P,0,.1mM NaF ,10mM B—gly-
cerephosphate . 3mMPMSF], % i 2min K I 10min, Il
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R s 3R 2R N 20% i, FH S 10% NP-40 (1)
iK% Buffer ¥ AR UTTE (75 2 IR A 40 A% ) Uk =
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(pH7.4) .300mMNaCl ,0.1mM EDTA . 10%(V/V) HiH .
10mM Na,P,0,. ImM NaF . 10mM B - H i # 2 . 3mM
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WG R G0 BBARAE , Image J 3R A4 50 Bt 85 H 457 K
JE{H.
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