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Abstract

Diabetic kidney disease (DKD) is one of the common microvascular complications of diabetes mel-
litus. In recent years, people have gradually realized that inflammation plays an important role in
the regulation of DKD, and inflammation is also considered to be an important driving factor for
the progression of DKD. In the future, more in-depth research should be conducted on the patho-
genesis of DKD from the perspectives of immune inflammation and cellular level, as well as ex-
ploring early biomarkers for DKD to facilitate early diagnosis, treatment, and delay renal failure.
This article mainly reviews the pathogenesis of DKD and the role of early biomarkers, in order to
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provide theoretical support for the early diagnosis of DKD.
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1. DKD By & Fw#/l &l
11 RiRE

B PR AL 5| AL 2 A B 1R 32 2T IR, 1 s 1) B 2 A A e 7% L T s 1) B 2 A 3 TP AR [
1] HUAKEIA T SRS T, S IESS IR o, R B AR, MR, PR 2R AR e
IR RS 1 RPN R RS FOZ ARG N, 4EM Y SRR S S RS A T AR £
KO DR A B2 L TE VRS SR, Y P R A R e, TS 2 e ISR, RO
AR P A G . B T RE LAk 24 7= ¥ (advanced glycation end-products, AGES) 2 134 5 B 5 25 117 «
RE AL IR R LR L 5 R AE WA ]t AR A S AL SN (0 7=, v IR S5 4% A4 v] LLINGE. AGESs [ 4
[2]. 5HZAES, BGMMNZAME S RPN, 2o R, HE A, RAFEENRM
MR HUAARN AGEs BTSN, I8 I e 2 V5 51 D N Rz 40 M A0 Sz 4 M P dis Ak, M-S 35U
ERKIMERA . Katz R Z[BIHFFR, AGEs [ R1E DM B3 M E5 LI K B b e & S EF -

Hasegawa 2 [4]7E 1991 25— k42 4K T2 5 DKD (R AR, 2 T R IR P8R 1A 2
Jifr2&-1 FTRES 5 T DKD (R4 FEERE, 75 DM /RSB B /INER BRI B iAR 1) AGESs 7] BRI AL
L AR X e AR R T H AT AT IR & b & K& ) AGEs, X5 E&MINFEIETT AKX R. Baid
Fe. f5. B MERHELNGA. F. RO, XA Maillard K, HEYEE & AGEs. 2017 4
[ /b — Tk W T 7R B, BRI B R AGES SN BCE BB ) 5 77 2,k oA B[] (14 il 5
WiET, YEV HES ESE, RPTRRAE IR MG ML N BTN, BlanZEEE, LA AR AGEs [ME &,
KHE AGEs T nI e 5 BUMLE D REREAS AN R AEBUE, f2iE T2DM B35 M8 JF A M [5]. AR KE L
AL PR B - TR F AT e A2 AR R SO A U 7 B0 DKD R i — AN B 7 [+
1.2. SR

PAREIMHRRS T, PRSI RGP EI RGRM, I IS 2 ()3 20 B B SIS Rem i ) 28
PR fer, AU =9 - WEPEE R 2 (6] WETERATE S 2N, (RS N ERGH B A R A
B3t Z, FEE/NERAYEN; I PEE ] 5 B IR AN B BRI IE 2, S EUE /NE )£ 4Rk
[6]. 4HAR PN &FE 5 I8 e R A 4 AE G R 7, AfifEdt DKD "Bl 4Efb ik g, &2
PEE D2 v
1.3. RERR

1.3.1. EfF4HfES DKD X FwHXHR
RN MR s — KA, R E -1 St FRER PR E 4 5
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BE, KENEWRYIH, TERSHEIAEE A RIS R & N 7 5 RIEN TERR, B D ae
ANV A [) 170 79 A e 4 P ST, b ML 7R [ W 4 R (ty pe- 1 macrophiage, M)A 58 K 1) 5 s 7% 1 6T
AL R O A R T AV R A Al A 2R 1. R 6 HIRIIRBE IR A5 51 R AR R V[ 7], M2 B
LI 4 i (type-2 macrophage, M2)iiid 73 A 5 104 B4 A8 KR 72540 S0 AR 301 80 B4R AN 2 545
AR MEFSELl . Landis ZE[8TAFFE 4 H ML ST 3 58 IR 7R3 S8 A R R 12t 2 RE T 72,
1M M2 S8R TBCE K B 7R R IETF 2 S AL RNMEE . M2 BUE B IEAE 2 2z DKD 3 R L 4
AAESUL, AER#E— BT 5T

1.32. BZMEENER 1 5 DKD HXHE

Nadkarni %5 [9]HF 7t 7% B B W 41 3 i B 21 22 th Tk B 7 30A 1) B, s i figiaih sz 1
(monocyte chemoattractant protein 1, MCP1)7E DKD sl Y (1) R H =i 3Rk, R Wbs E47E DKD
e R AE— s B . Satirapoj SE[10]8F 5T, JR+ MCPL KFHIFH S DM B S ThEER T %
FEYIMR, XRHER MCPL /K-F i §&/2 Tl DKD 3 J§& 1) — N 2 A= VbR E4

1.3.3. EERHMEATF 1 5 DKD X H

LEVEHIIBLIA 7 1 (colony-stimulating factor, CSF-1), & —Fp[AI% —~RAMEEE, CSF-1 1EH /NER A
g bRz AT AR 2Rk . Lenda SF[11]MEh S it U R, AE B IR R AE R, /MR CSFL
) 5 2 S 00 I 4 L S AT B B R0 55 - Naiito 25 [12)F 5868, #4774 CSFL MmN H B Sy PR
SR, HE 2R S E R A T B SORE R AR . A, Lim SE[13]10F ST A FHHT CSFL 5244k
(TR T DAYR D Wil 1 20 O A 20 b S e R ) SR A, L B A R AR R R Sk B R A HE
SNAT DKD. Z5 BTk, CSF1 J& 2 5B B o B R4 i A 4% 4 FH 1) B R 3R

PUA R RS 2 DKD JAshi)— MEERER R R R CEEN T 4. B 4001 585
PR 2 JORE ISR IR B IR 22 o VAR T 20 ARl ok 0 it 25 1k FH e B 5 e B R IR T BB R T 4
JiL 738 A 28 440 B PR 70 AR A VR, S A BRI  42 MCPL AT CSF-1., X EEHiF 5k B 4
RGN 25 T DKD WIRAE, I HHRGH7>7 FEA R 1 7E DKD &k e ok 3% 1 HEAER, X1
DKD A5G R HAR I S 2 LA 75k — PR R

14, KIER M

RV DKD &M BB faRF R —, DKD &M R MEEm[14]. HURRIRE 5% 25 &
G PEJRE SN, 18 SORE (A3 MIFI M2 G4 i 2 710 AT o A5 98 E 78 B AR 1B 5 2R HKPL Pt Jig v e
A EEEH, ST T BN R 82 B0 K R A SO AN e e SORE R e i) JE R o Jibyg
INBER 12 B b BAZ 4l a4k 2 9 1 (monocyte chemoattractant proteinl, MCP1)&iA K% SR & . &
WIER T (TNF-a) BAE AR T 33k, I 5 R & = HKHTAT T2DM AR HLEIE O¢. AR BI[15],
B R B LS T TNF-o (FIRE R TNF-a (OHEMER A Brssn, SR 9538 shid &1 TNF-a
REFEVEAMWE TR _EIH . BEAh, ME T TNF 3248 (TNF-R1 B TNF-R2)/K P75 5 ' Zh BE T BE B 2)
RETE I I ARy S5 DA 5 . [ Ah— T 7T 2 BH[16], DKD H# Y IL-6. 1L-10. IFN-y F1 TNF-a KV T
DKD % . Niewczas Z5[17|1WF 70#EH 17 NE & TNF-R FR AR E, XEEA S 10 fEN K E BT ThEE
T 1 XA 9S .  C B 2K 4 (C-reactive protein, CRP)J& T IEMEIAL R A A, TP &R, SR
P AR 0T IR B 2% AU E PG, X mT RS O & A CRP (i 4 sk 5, AT 51 62 CRP ZKF 7t 1.
i DKD BHANEES RIPL. RAERMNE—LINE, CRP K TIHmENEE. 518 7t HH CRP
J& DM BE B MMaL R R . AR RM[19], i C RMNEM. MiFFRAEER. Bix C
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WHTLAEDy DM B R B0 (0 — A RO AR EY) . EIlRIR L 7 3ELE DKD (¥t Ji& it FH X 25 W45
Tapi FIBH 1L DKD k& 7 MIEE A, F#EAT— BEM 7 S BUE I E 170 73k, HIFRBZY. ik
JUEERIWE U A2 G DKD [ 2UE R 1T 5, FESIRER A DKD 3 th# BL,  JOIE A BT 7K1 72 ML
A H AR B sp A BT in, - JOE A Bt T DKD 12 W 25 50 L 2L

15. iBEEE

Shikata £:[20]%# 78 3 BF 201 g 5] %6 Bt 43 - (intercellular adhesion molecule 1, ICAM1)3E Rl RSk 2 8 T
NI REZE, ICAML 25 7 DKD (AR B o 3545 5 A S0 IR EAE DKD [ i fE i thAy
BB, FEBAE KR T HA 7 ZEAWRER .

16. BER - MERKR - BEWARZHOE

Ruggenenti Z£[21]10F 78 & ] DKD FIREEIE R R — 2B &R - 'Rk R - BEEN Kok, bMiE
FECE NN E T E S BRI E) AL AR R, AT EE NERIEAL . Mezzano %5[22]
W R DM E5K 2 11 i@ ANGIL 1 8452 k% DKD (¥ 98 & il FE R 546 B 2RI B E R . X 2L/t
FH, BER - MERKE - BEFAASHES S5 7 DKD kA, XAl g Nik— B0 7t DKD 24t 75
] o

P AASIE] 7 5] 3R 1 DKD A0 AT REALH,  Horp ZORE R R AMY 51 % DKD &BrB, JF 5 K37 H
fl AR MLEIA BLOCIE, BT BL,  FRaA N n] D B SE R 25 77 [ R % DKD ()5 112 .

2. DKD B R RAEYIHRE 4D
21 MEEQR

DKD i1 “ Gebiite” VML, SAT, WP AR b S R 77 v FE IR 6 P R 2R
HIRAEN DKD 5 AT I fa bR . Chen Z£[23]#F 7K B, T2DM EF Wn] kB NAEEHIRIEE Dhaer 4,
XIRREARA R DKD KAM v dtt. 1 H T2DM B IR A R 2 5 K2 BURE IR IRE B
N IR o W H BTG PR bk A i o 12 4R 500 DKD AR EY, NE 2 DKD 4z
o 17 2 e FR AR A o

2.2. BRMEYIRED

Akbas %5 [ 24T 5T & I ML/ E0 ik A R TS (PLR) 2 18 44 Eﬁﬁﬁaﬁaaﬁzmiﬁhl% |3L
% PLR 7t IRAEEAWEIAE, PLR Arae25 DKD WIRAEMKE. BN —DH e R H25],
R AR THE M LA THE(NLR) . PLR ¥ /MRAFR =35 352 .1 DKD [ falkF 2 . Luﬂhﬁmr
BATAEMKEF—PHIFE PLR 5 DKD WAECHE, MR- B2 W DKD. &% G & H JH [ BE(HDL-C)iE
T L L 50 20 S A AR 285 i UL ] s 4 >R BEL BB 3 A% 48 i P 12 98 A0 i S840 A FH [26] - Kanbay %5[27]
BRI, e B AZ A T EO AR HDL-C 7K~ SERE NN KR REE AL (1) T 48 A5 . [ /b — I5URiE F 45 5
FW[28], MR E RS M 28 A bR 547 - SR AZ 4T M/ v 2% 5 A e 1 U B (MHR) AR G MR o . HR A 200 i
THEUMR AT EU(NLR) . PLR 2587 B ) T s e S BHL AR SOREIRAS 1 42 & R0 I N br &4, ‘B 5 T2DM
Je T RIE AR PRI AL S5 7E . DKD. DM 51K I A8 35 % ) AH 95 [29] [30]. 48k, RERW
KR OEKXEAEYNREY SO ME BRI R, Wil BN, 330K DR AZ[31] [32] [33]. i
— T 5T R B[34], DKD 3 1) MHR & T AEE 0 4H, 1 8 RS MHR JoAH OGPE, 200t 70 & B i 72,
THGIN BRI EE >, H RTIE TR Z LR A I AR 78 MHR FIER R Z (A6 2
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2.3. MAERE

DM &3 im0 H i = BR ARG B2 R 88 KPRy, HUR KA T RIS, SlRES R
HCBU, JoR B 35 1 v s o R R i O T e ) 2 SR T AR O, e 85 6 IR 2 1 IV T B ) 5 B9 /b [35] - LDL-C
Fee I R ML AU o R, A7 2 AR, Horb, RORLBOR . %R 1.02 g/ml y A Y, TTRURLE /N
B EH 1.06 g/ml o4 B &, BRI/ 2 B i 25 1 REE B (small dense low-density lipoprotein cholesterol,
sdLDL-C). T2DM &I fEfEE LABE S 3412 W, Palazhy 45[36]H/F 78 % Bk i = PR & 1L LDL-C
FE LA sdLDL-C Ay, WIsE i o sdLDL-C g5 A HERT 7~ LDL-C HI/K . YUZE[37]1F 51 % B sdLDL-C
Xf T2DM & BTS00 A BGs M 8, »TH T DKD (R B12 W X IR [ B0 R AR I R _E oK
BAA, IO 2 A Im RO PR S HAE 54 DKD A .

3. B&

[l A Ah=2 550 T DKD B ML & R ATNEAT 7 KB, DKD AL R R R B
U HERIR . RAEHRREZ HF LA R, RdRE%, MMM ELINER, 74kt
A 2 T4k DKD [ 80677 77 %

M1 T4 DKD fJF 2T S8 2 IR XEF, DKD f-5-JF 2 — A EZ RS . DKD MR 2 2w &R
A2 SRS P RIS PR SO SN, BIF T g 28 PR AR S A DA R X 2 3 42 4 R DKD (A A TR Z1 ) i 3
ARARBIN5E DKD 735 AHMLK-T IR R -

AT R RN, bR S0 TR DKD TR (8 BAT B R S, b R AR R A
YR & MAETRFRSE, DKD AL f B0 RS 5 8 B A S R AR R 55 7 I A e R, X
O3 AL R i PR 9T R A B
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