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Abstract
Diabetic kidney disease (DKD) is one of the major microvascular complications of diabetes melli-
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tus, which is the main cause of morbidity and mortality in diabetes mellitus patients, and also the
main cause of end-stage renal disease (ESRD), which is a serious hazard to human health. DKD is
closely related to persistent hyperglycemia, and the accumulation of advanced glycation end
products (AGEs) in the body under the environment of high glucose is a major pathogenic factor in
DKD. The accumulation of AGEs in the body causes a series of oxidative stress cascade reactions
and activation of multiple signalling pathways, which ultimately leads to kidney injury. The role of
AGEs in the development of DKD has been a hot topic of research in recent years. In this paper, we
review the sources, biochemical properties, pathophysiological mechanisms and prevention strate-
gies of AGEs.
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1. 3]

e R L HER, EARRTEEA, 18R 2 BURE R IR 3 AR T 2 2 0E B &A1) [2]. b
PRI VAR v MW 9 R AR, e M A A B I R R R ) £ AN OCRER 3R . LERE R IF R e T, K PR
i (diabetic kidney disease, DKD)AMY 22 AR ¥ ik (end-stage renal disease, ESRD) ) WL 3= 5 K]
[3], 3O MR ML R K2, A FNEEAN, 4@ r MR ok 7T E IR 7140 . DKD Jii 21
RINFERIEIGE . SRR RIBEIEFTY 7K. B/NERE TR E N R A 4E10[4]. KEIG KRBT
KW, mIMPEE DKD KM EFE R 2 —. 55 M5 S5 A8 5 I 0T 0E 54k 24 P~ ¥ (advanced glycation
endproducts, AGEs) 14 7 DKD ()75 ERHLE F1 i & % O AE 5]« AGEs 22 B4R . 5 il A IR K 5 i %)
W53 JE W A A AR W S S5 S T T I ) R 431 [6] . AGEs 1 =E B G 352 5| R AR JRE[7]. Bt
MIIESER B, AGEs SEZMRIINEIGIA IS, bl IR M HIFARE DKD [8] [9]. AGEs 3214 (RAGE)
TEEZ B NEA DKD H ik, RAGE RKIEMEIMAF 7K 1-xB (NF-xB){5 510 % 55 S8 A0 N R 4
AERIEOE[10] [11]. [id K, AGEs-RAGE 53 B SO JOE B — e it 18 IR 58 T AGEs HJE
%, AGEs 5 RAGE /1511 T iE(E 5 i@ i 2 (Al i 1E B HLE S 2 T DKD RIS PEFERR[12]. HAT, H&4%
1] B R 1M 2 DKD [ R BRI 7, (H K24 DKD &35 5k e v ESRD, # & 7 B ML yiE i Fl A il
[7]o X 7 ARSLT b 0], FF& DKD &I HLEIE 1) 7 FALHI AE T 8 7 7 V) &k . R,
#1n) RAGE A H A4 5 3 6 AU S SORT 18 28 R R AR IA 22 DKD F—Fh T TSR R

2. AGEs

][l

AGEs (advanced glycation endproducts, AGEs)J& AWK 7T (B T i i B IR) 55 4 460 W <500 i A
S 2B AR BERE AR SN T T R — 2K 44 43 T [6]. AGEs Hi Maillard -F 1912 4E 1 Ik $ik, ik J5UpE 5 & (
JR 2 1) [ R AEBAR B S BT 77 A i — 28 A2 e Ak & [13], B Maillard 8% Bz wi ORI 52 BTk [14] [15], %
R FEAFE =AM B BB B, RIS — R ORI AR B R A R b, TR TR
FeE I Schiff §l: 55 BB, Zeid JURESIA], Schiff HEAT F A 42 5 HE T B —Fh Al il {5 58 72 € 1) S i
SEY, FRA Amadori P BT, BE A 2T 8 R 21 4H R R If 210 2R 1 S 28 ORI YT Amadori 77
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Y, FEREPRE AR R — NS TR =R B, EWTE AR Amadori B BK L AR
oy B, EEHE 456 S RBERBGEERIE S, BFEART 8. P ZE(MGO)M 3-
AT, S A A S B e IR B 5 ) S S BT A T AN AR E 1) AGE, B B R
JURZJUA A WS TE . Maillard J B A7E T ANARFTE A4V

AGEs HA XA, R, KESHBEFRCFE[16]. EAEBKMF T AGEs £ SR 221%,
H—HIER, XL R AR, 52 MY 218 V5% g 14 B JIF 9% (chronic kidney disease,
CKD)FTHEA I EAFNME RIAEEFE T AGEs & BUFIfREE 2 (B APl . R B AR i, R
FHEIR . MGO ATAE A bk MR 25 J& f W A 1) AGE. H AT AGEs B I 7 48 74 e, &
RO iy . IR e W B, G R B Bk 58 Y s R VA A 1) B2 Bk AGEs (SAF) LA R . TEA S5
M[L7]. AW 7B IR SAF ME TN, AU SAF I RS i TT REE B L& BT
(hemodialysis, HD) & 38 Tl i — Bl SR H& [18], {HJ& SAF [ 5) 52 17 Ik (L 20T I 2 [15]

AGEs [ T EM N T A, 138 AR J B R MR IR AR A . ARV 1Y) AGES SRVET B Rs Ain T &
Y191, R E A, BFEMEA SR S BK. BOE FRIEL SRR ok L K AR5 RS O,
BENCE T EARAARE, TEEEEE B, O E R0 AGEs, AGEs #) iz T EGE Ak fR)
W B, FAMBHL[19] [20] [21]. AMEME R BRI KRB, Wik E[22]. EIRER AGE
FERIET PEI BT . E I EE HT (peritoneal dialysis, PD) 4w, B b 0 AT 42 3k A a1k,
AGE #7215 g 5 ifL 5 A B 52 450 R0 RIS T R R i S5 35 A0 DG [23] . 3BT AR C & I B2 SAF KPR 1)
—ANEE, X EP LKW E G (end stage kidney disease, ESRD). PD 1 HD &7 4 & 7] LL{ie 3 AGEs (1)
T H[24] [25] [26].

BN AGE AR H T sy /)N 4 P P9 VS A R SE A, AGE AR =4 — 3 47 B /N R DB
T JE A g NVE R, — B PRICHR R3] X AGE Rl 5 B /N BRIEE K B /INVE ThBE A
Ko KT CKD &3, AGE WKL INAT RE 2 H T~ B IE i BR s> FI N YR M AGE F= ARk, 1 AGEs 14 %
Nt — e B AR, M — A G IR o o B () S8 A 8 18k 2ORE A PR #3.9E 415 1T g 550 AGE
TERIRE N, MifEsE CKD AR FBET [27]. AWFFLRM, M35 AGE IRE 55R R T Thae & MAHK,
7f ESKD £ ] Ft 15 5~100 £5[28]. Kk, 'BIhaext AGE HIfa S ocs

3. RAGE

AGE W R n] REEUR T AGE 321K (RAGE) 1% - B T AGE 4b, RAGE it n] LA & HAh 7+,
U S100 ESFRI R A W R/FIEAFIRIE 1 EAMHMGBL). L. piehfEa. FRIREKEE
F. Mac-1. #M& 1q DLAIEER) DNA [14] [29], [Ath, RAGE & %3k R i Xk 1) — M 2 oAk 2 44
RAGE £ ELWR4HM . P R A AN 22 40 o 55 22 Fh b B b 608 . RAGE 7RI b imiskils, aifitifn § izid,
PAK i R 41 [14]. FEAEFRENES, RAGE 58 fr Al Jk R 31k R AR LR VS P L 30 o Az g /N B R
It HAE S Bh J5E RN R SORE S M58 Hh i 2% i [14].

4. AGE 51 bxis B s

FEMLHI 5T, BE R 595 (diabetic nephropathy, DKD)H) &4 5 =AN LB A H >, % AGEs (il /¥
TER 2 JCBEFI R 1 C @A IS DA KB /N R St 5|2 1R B /N Bk P v T [4] [30] [31]. R ix s
HLH# 5 DKD 5%, {HEA A& RIIEYE & AGEs 7£ DKD (5 HHLH| o 5 % 0 /E F[5]. 20%~40%1] 1
TR 2 BWE R 2B kA DKD.DKD £ &5 fir 5 ESRD i & i 51 ] =4 2 —[16] . DKD /= E 2% 5 AGE
B FARE BE AN /NER I B /N TR RAGE RIAH 2%
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AGEs Bl Z#HL#2 5 DKD HIAmALH]. DKD 5 ZERE & AGEs 7E5 /NER R, B NE iR
B/ NEREL SIS (GBM) Y 41 g 4032 i (ECM) Y B F1[32]« AGES i T ECM B4 & RN At 2 18] F~F- i
TR RE A . KRR AR Z B HADL ECM & (A A B S EUE M O, /L35 2 T H i A1 HE A 25
FIAR AL DL 7 5 ) 2 L (A 2k o 3X S B0BE PRI AT CKD F I A% 58 Ak R0 400 B 3 B kg 7K [32] [33], AT 523k
Bk I BE R /INER B I (R R B . R A AN B L (1) ECM A S A, ReE BRI IS B B
FR BB NERIEW . SR, BEIEALAT S BN ECM B0t AGEs FIAR 2 £ 548 If 85 % (9 25 1 3l i 1k
A BLAE R, WasiiskinKE . BEEMEREIRER, MWIEE T IReRas, nEE NeRE.

74+, AGEs it NOx BFLh RAGE i1 77 X S AL R, M348 ROS (H,0,« O « NO %§)
(P2 A2 [34]. oS I th KB A NOXA4 & ROS HIFE BoRYR, JHAEALIE FEAK T p22P"™* [35].

& NOX /S EAL R4, 7] K AGES-RAGE #lift) ERK1/2 (M4ME 5871 5 H il 1/2). p38
(p38 L JF 1AL 1) « INK/SAPK (c-Jun %2 3 A S 25 1 1B N 3805 AL 25 1) « PIBK (REPRAILEE 3-
W) AN JAK/STAT (Janus FEE/ME 5 4% S8 AL FROE R 1) o X715 3 1 A 7-«B (NF-«B)# it
— B, PR R N R T AN A A T S, RN R RS L A AR, R AR O [36]
[, NF-«B 5 RAGE JH 3T 454, Al 1458 RAGE FKi1A[37]. AU, AGEs X} RAGE Ui 1A I 755 RAGE
&L, NF-«B L5 4l 1 (GLOV)ME 3T XAHK, 5 RAGE AN, &l GLOL [)#£ik. GLO1
AR ERE, JE MR T A e R, I L AGE BT N FLER K FEIK AGE 7K
Fo Bk, RAGE BuFi@Ed i GLOL HIRIA S 5 AGE (174 [16]. fEAEFRKMF T RAGE /K&
ik, (HTENSVE 2RE AN A AL REBCIRES R0 B, gk UK 280E IR BL[38] [39]. XUl T — A EHEIEIE, 35
BT ROS (41N A B RAGE /-3 IR, 18 A2 AR S IR Rk BOrE B /N ERBE AL A /N
) 5 A1 Ak ) 3k e [40] [41] .

R R L], ERLR AT, AGEs 5 RAGE 454 5 £ S80S T 1 AL B B 98
SESCREREAIS, (R IR k. Rk, PUEALABTA 4 7T B Tl DKD Ak SR %8
S P B L A

5. AGEs HIB5iaTRME
5.1. &> AGEs BYIEA

FERR R IR AGE A VFZ4FAb. £ 2 BUHE PRI A D REESR K MA . 81 AGE A 5 ILIEH
PRI, RAES A BZIRERENS . o HUWE A g fig HOAE (9 A 0 S50 S IEAR 5C[29] [42]. MR, AREREAMAAN 2
RUpE P (85 R AGE BRAIFEFEAR NS AGE /KT B0 B i 3R BRIy T s H R A A 45 2R [14]
HI T K28 AGEs ZANEMER), FEZoRBA &Y, 5 THREIHKEY(nEEE)MIL, BRI ey
/> AGE TR [43]. BIL, HLEHITRE T RETHEFZ 0 AGES FIHE IR AH 7 1K) —
A Ay BHRTT T5i% . IR CBRVE— R B dilsngml, RS 1B MGO fiTAE 1) AGESs AAR AL 4
3, J9ii] AGEs 15 & I)'E IES R (i 1 IR SR FERE[44] . A B2 312 —Fh R AR M RE AL 40 77, 1D 6L e
TN B2, BE HE PUR A DhRE fr i, HLPUREIE A/ F RE {3 40%~50% 5 AGES HEifiI[45], {EXSH )
REANH 9% 8 AT 2 IR SR Z B0 IE . TA =W R VIR . MERTR . TR IRSE) A m B Vs TEL 4
KEZFINATHIRIE, BOENTRORME ATR 5 25 1 B EORIR[46] . DI, S TH 0. 1854
R AT AT 7 AP e AT R PR A Y AGES TR B KU «

5.2. B AGE 759
EIXT AGES-RAGE il (1 B AAAE LA, 272 A 1AW T4 AT LR AGE 254, # SR i FHINT AGES-RAGE
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55 SRR AGEs XE R E . FIAMIIG R FIESS, [ REIRE B S R R ) BB R
HERIHT RAGE BTGB BB RE[47]. H— MK TEEMMGTT, ZA& —MREHBRA, 1
PERUEER, e SIREZMAEY S TS G, R ZHTH T RBIVE R k(48] MERS Jie ] i B AR BepE S 1h = A
MBI E G, DGR AGES =Y, I BRIRIRE 1, RS N R I B INE e 8, R AR
W, TG TRE[49]. KB FRRRE I ] RAGE-P22P" - NF-xB &2 842 1 /INER 22 20 I /N b e
YR 5455 [50] o« ZRALAIEA N-ZEFE L IR AL BEME(PTB). Alagebrium. OPB-9195. LR-90. ALT-946. FPSZM1.,
TRC4186 [ TRCA4149 %5 AGE JERAMHIFA . 3 JLAEA B TR I — L s o A VRIT R R, e 3=
A ZE. IR T B LEAR SN IR E A, BTSRRI ) 5 H 2 W & 8 C[16]. Hl R K
UM TR SR AR TS 22 -B2 BRI A B BTG R, AP IOHE AL I 20 8 /KPR A 00 ] (1 2140 - 109G A2k
[51], Mk R m KR IE AR BRI 2R A, =088 R, LR, HEERTH. A%
. BT, R LR 29MTES PSR s v BT AT AR, ARG RIS I R AAR N E,
HANTCHA I B AR R A ANEG 71, 757 B 2 W SR UESE.

5.3. GLO1 H3&EF

GLOL W4l 2. — A S AGE B, Ik GLOL IS AT BT HUbESE AL SR 5] 1 2% B T R Fahg
A a3 A 2P R (Tres) 6618 F2 3 (HESP)IE 75 5 GLOL A5 Bh T~ 5 68 5 R A JR fekt B A 4 1 iU 42 o
FMLAE RAE[52]. BhAh, 0.2% =il R (I8 R B B AL SR 7 E Al Mt 3 5 GLOL WE e, 7T 35 PRI 1L Y
P Jld B S %, GLOL mRNA KA, FEACHE IR /) BUE IE MGO 7K~ [53]. Ak, GLOL B el
FEPUREHAG A A B4, (BT 2 1 7 £ IESE.

5.4. AGE i&HtiF

ERAE N T AN SRS A BT EE R . ERE R R A A I A SR A% T ER (DNA BX RNA),
HIOeRPAT Pk, (HER Tk, Frimmt ik, — A AGE A =5k 711 DNA, ) AGE J&Rik,
AT E N BRI AR ALK AT ECM SR AR R, FRAICIR 18R /KT [54] . BRIk, AGE &Rt f4nT BUis S PR AS AGE
5 RAGE 454, /> AGE B, 1 EMR4HIIEE K244 1. 1 BT 5 AGE EHLR4E & XA
AGE &AL & EA G RIG 5T, Mi2Sh AGE MEFEFIEFR[55].

55. BHAR

PD BT A5 T AGEs FH 2 1) 1] #mT LA@ 4 F % pH ERMIE AGEs & & 1) PD WK
IXFER] LD R AT 4L A L A AEAK[56]. HD 97 A R iE BR 22 25 AGE, EAREERREALS S
AGE, A8 i {5 FH B 2 1) HD J5 R4l HD YR A S 1 17 A S I Skl AGE (AR 2R [57]. b4,
— IR, LU ARAE HD (4 /NF, 3 WRIE), #EH HD (2 /NN, 6 (/I T S0 R PRSI 2R AGE
KF[58].

2% LFTIR, AGEs 7RI 2H 23 R Al HH I 8 U ANIEE . IR TE AGES FITE AR U 3 [F] 76 FH 1 45
AGE il 5 RAGE 454, #ufi AGE-RAGE fill, 5IRKAE. FALNF, FECENTAMZH, g & i
BERE, (B2 HATRA IR AER I AGE 215 BE1E AL DKD HIHHE sk . ok, KZ % AGEs =& FME T,
FERE Y, FILRE T W2 E AGE FPiiG DKD M—Ffa & 2K k. Wik, REH K=
1 A B2 I AR B8R AE S AGE 7E DKD KA R EH MER], LA DKD 2 iR 1R HhHr i ik .

E&ME
I HBHEIH (5UH %152 202201020033).
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