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Abstract
The complications of diabetes mellitus are chronic lesions of multiple tissues and organs caused
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by poor blood glucose control and prolonged course of diabetes mellitus (DM), which has a high
mortality and disability rate and seriously endangers human health. Studies have found that high
glucose environment can lead to the upregulation of monocyte chemotactic protein-1 (MCP-1), which
causes a series of inflammatory reactions in diabetes, leading to the occurrence of diabetic compli-
cations. Therefore, understanding the pathogenesis of MCP-1 in diabetic complications and the re-
search status of MCP-1 inhibition in the treatment of diabetic complications will provide more di-
rections for active treatment and effective intervention of the occurrence and development of di-
abetic complications.
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1. 5|15

R PRI AT SE 6 B BE PR AR KT SR . B LA M OO IRSE 2 4 B A 2 IEM 41 21
RANGIERA, k. BOUEWE . RETHRIE HAT2 5 R S E A R R i E K, R (FH
FIEJZWE PRI IG E PRI (2022)) fofril 8 Bor, IEEERIEIN TR DM i 2 R it ik
11.9%, ZIZF ETHRGES, BB G HBERA[1]. BREE fu 7L MCP-1 588 JR I AAE
MK RAEFEED), ERMHEN, EOWMEE C (protein kinase C, PKC)If it {5 5 1% 5445 v] LLYE Y 12 41
R B L R MCP-1 JE PR R 305, 4 K S B AL AN i AT E VR B S R B R 28 B AL, 51 0E I BE[ 2] -
AT MCP-1 7EHE PRI AE Hh A AL AR S n e e ek 400 MCP-1 V67 W PR J AE RO BIF 78 i3k Feg A —

[ S

2. MCP-1 48

MCP-1, tH#%>y Chemokine (CC-motif)fitiAk 2 (CCL2), KH T CC#fbE T j%. MCP-1 HZFiA
FEAIGN A, B/ MERAE . B, L. A4, Sz, B, R
YA AP~ AN [3]. MCP-1 B [RISRIA 1) E 2% S G R R 7, wAgifirR-1 (IL-1).
AN 32-4 (IL-4) IPBERBER F(TNF-0)« T ER(IFNy)SS; AL AL AR R T, EgniE s -
I 4 £ 7 IRl F-(M-CSF) . Ri gt i — G4 i 5 78 R - (GM-CSF) /MR AT AR s R R AR
K7 (PDGF). IfiLF P KR AR AR K R T (VEGRF) 55 i i 2 5 PE 4 (ROS) - S8 ALK % FE /IR £ 1 (ox-LDL)
G 2% 2 Al MCP-1 FIA 1) E 2145 S7I[4].

3. MCP-1 kiR 5454

MCP-1 e R WA ZARARIANZE CC atLIHF2—, ‘B HIREIE S M N B R 4F
e AZ 3] IL-1 5% TNF [R5 ZUR13E S F 24, MCP-1 AT 17 54 taik(chr.17, q11.2), i 76 MEE
TR 4 A R BRI IL AL AL, 73T 24 8685 Da, HAFriZ 4 NP AR S8 i+ N A A e ik
WG T B BN G . MCP-1 I E 224k CCR2, &2 —Fi B AR RIS SEM IR G B AMBZAk, M
FliF A7 CRR2A I CCR2B 41k, A& —Fh L WM B4 #3852 4k . MCP-1 i 5 %k CCR2 45 &1 5 52 44
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TIRAANAL, FFRGE R E A S S, (e RAn IS LA, S RO S NL[S] .
4. MCP-1 K91ER

MCP-1 7£ RAEAM G e M A8 2B B AOAE T, e T AN 51 e o JF At 8 A A1 -3 A 4 i )
Fik, WK PRARE. EVRMRSEERSIETAL, SIEHASE T R R . & 0] DO B B
RAEAMLIROE, PR T TR SOE LB I A 6] MCP-1 38 REIE 1 1 15 48 1 55 73 Wik
5Bl RAEATEE R, © 0] DL E BT AR AN 22 T R ES4E RN B AR5 (NK) 41 L PR A% AR
I IR DA_E 20 MR TEON L™ A 2R A A HE A 5 RS . MCP-1 38 2 3 3507 ST 50 ik oA A B8 A o A2 1 55
R T —, e LEE N R LS N R, ek AR R G O B, B
W 240 7 A PO A A R R 1 6 T I A R A 1 3R, AE SRR B v 7 A SR AR SORE SO, A
BE N B R i A A i, BN A S A I A 4 B IR B ORR, RA S BSR4 1 K
A BEAM MCP-1 38 W] LA 3k 1f 5 T 5 L4 B (vascular smooth muscle cell, VSMC) ) 5E A1 5 sl fl k& a5,
fll VSMC £ AR A4, T B E#i[7].

5. BERRMEH KA MCP-1 R FRHLEI BRI 5 5%
5.1. MCP-1 ZEH&FRS B s Hh B &I AL B B SR 77

B PRI 5 995 (DK D) A2 W R £ 38 A RAE T () i B2 i IR, A2 A R AR 3 R 2B 1 = 25 R . DKD
IR RbREM R A E AR, 585 AR E TR G, JErA R REA ., o T ALER IS S,
Hh B, 5% 5K T-kappa B (NF-xB) janus M5 = 4 BE a5 AEE S 0TS 7 JAK/STAT) B % DL
MCP-1/CCL2 “5#{7E DKD f R MK e 215G E R [8]. WAt R, mFid B N &% MCP-1 541
MIFMZ A CCR2 454, i KE AN EVRAMIE B ESEEE, SRS/ N KAV 202, S8
W T 53 9 ZK e R /NS M iR A . RIS BN A R R (ECM) I B 2R,
F5 R B /INERTEAL /K TSR S8 AN ) J57 27 4 A% 1 TR 9]

Han SY S5 8, bl ml DA GE s b /0 U A A 2 40 B ) MCP-1 mRNA R i RIS, 51K
BRI 4 RGBS AT A WS MCP-1 BERI 2k, 7E DKD 3B B aT LA 5 i A8 40 I 24
W DIRE[10]; AR TOEKIN, SRRIECT 2 S EBORR BT R4 MCP-1 FN4H A py 40 RS B 7 7-1
(ICAM-D)[ERIE, SFECEMIEE . FA4EMm R RN R A, & RRBUARTT GRSl SI KR E R
JEAH I s MCP-1 3Rk B35 BRI, B 2R 4 AW A SR TR S LB A3 2 7 B L2 MR[11]; Zhao T S5fHi
25192 5 (TSF) X B8 R K STV T 5 R B, TSF wJ LABHWT TGF-g/Smad3 #EimEk, M MCP-1
(TR, BT AORE, o AT 4E{k[12]. H 4k, Chen FD 2581, @it bifsETE E-box 454 [FYRAE 1
(Zebl) 2k Tl LALFIH] MiR-192, i MCP-1 mRNA /K-35 B, A BIRY B /NER RIFEGM, RS
WA AR R [13]

5.2. MCP-1 7EH8 PR TS [ 5197 Y R Ll B SR Fr

W PR IP A2 158977 (DFU) & B PR P 8 (I R RORE 2 —, Bl gl iae . M. k. U, Haaas
(4% . DFU J8° B DM B3E BIILE . #RE A & R IR L5k . ok, DM B B kR £ 1 i 3
RAE 2GR BN ROE A0 M P - D Re RS, SEUREIR AR RAEIE, 1 11 2 i R b
G, MIRREVEAR, OXERLES, MEA SBERK[14]. DFU BRI LE S I\ 9 5 A OC 2RE
K7 5%, Hor MCP-1 7 DFU R ARk J i AR 315G /E F - Su N &8 &L, AT MCP-1 2[R J5 3 - [X -2518
{7 551 Rs1024611 2451, J& MCP-1 % Lty s B X 3k, 12 X 3k 11 228 (R R A8 AT DA 08 MCP-1 BE A 1)

DOI: 10.12677/acm.2022.12111563 10858 I IR 2= =23t e


https://doi.org/10.12677/acm.2022.12111563

EEE, B

EYRITRE, IS RN PR B3 L — RV R AE R B, F 8 DFU [k 4:[15]. Afarideh M S5 5T
KIL, DM HEFErh MCP-1 1) 2> SEUS AL 2 F A 55120, T IE DFU 1K JE[16]

Kasiewicz LN 55X DFU {4 P #3355 2 i R 3EAT 0 50 K I, SIRNA JIE 5T R gH K SURL v] LLd i 370 BR 4% i
EWR A o TNFo 13 385Kk T 1 MCP-1 JE [KI 3 IA , AT FELIT DFU 5 11 fin & i 2 Hh 48 5EAS 5l Bk [17].
5.3. MCP-1 ZE¥8 R %4 P IS 7% 25 th B & TR Ll B SR 97

B PR3 PR IX 3 22 (DR) A& B PR o5 LRI I A 2 — - SR IR DA PR PP LA o 5V U 2 i A
M B ZE NARFAE 1) — R AR RS AE, QiR RO R . AR ZBE . MU SEBE/K A . B 2R A . AR e
PEIB L BEFE RS o AT L A0 R B IR AE S . DR PR3 AR RFAE 5 BEAE T8 e AR P | A 28 i oo P i
Hw WAL URIE I A 4 [18]. BFFT KB, MCP-1 7] LLEGE /N R I(DR 1 32 B4 2305 31 22 2 A8 41
M) =, FE AR TG AE ThRERRIS[19], FLESREAEE  MCP-1 JE[RISRE B, 55 KE AN
Je S A AL ZH 2, 5] RS X L 58 14995 25 [20];  Rangasamy S ZE[211 &80, A R 95 £ 25 AL RX] et
H MCP-1 JEMERREEIG N, A 10 200 B v 400 0 A P S B e 3 R, 5 SR 0L 4 M D 3 PR PRI, T s i)
AL 5 BE B 4E L DO g, e DR 1%

Wei JC 5@ Rl LncRNA ANRIL BHI T NF-«B {5 5@ 8%, ff MCP-1 Rik[#%, Ml T DR
KA b P65 BERRIL /KT, e T DR KRR IR 2E[22]; WFFt R, 7F DR BE B
R ES T ERAPTIVR) G, 7T LU BRI IR N MCP-1 &5 R0 K FKF, BB s Bk, B
WA3E) TP [23]; Vorob'eva AR IR X DR B HHATHIT 5 KILEFIH+ VEGF-A 1 MCP-1 &
PR PR, FLUR A R A, PR 3 B 8 [24].

5.4. MCP-1 7E8E R4 M R TR 32 P K R WL B B2 SR T

B PRI P Co JULHE (DCM) (R AREAE P05 B 53 R IR 32 R LRI R A« O IV O LR AT M
L DUTZ R R SE LA B O WA 4SS, PR AT IO S 3 DR . DOURMER R, HER
Az R REBE[25].

Younce CW Z5EmF 0 28, HI & 11 7 HDRE s 2 fid R 20 B 9% AE R - TNF-ais 1L-6 FI MCP-1 f1RiL, &
FOR RO UZE I FA%, B b r=4 1 MCP-1 it &% 5 MCP-1 R A=, —HILFEVEH T8
AN ER RO WAL LA BB T (1 R A o 1T SMELEC2 ot U UL A T A 33 mT /1 O 103 996 S
WELIIIRE, AR ONEREE[26] [27]; WEFURIL, $RI5EH K Z(FTZ) T DLl AKT, ERK fil STAT3
[R5 5 M EE, PRI MCP-1 mRNA 7KF, 351 o e 0 75 5 1) 900E IR S AL O LT 4k, HE FTZ
1BIT S5 DCM /IR, AR EE R B /K S 2 2 PR, /N B0 TR S8 1045 2B 3% 28] Guo X 48K IH,
2 WAL FIEHAIT IG5 DCM KB, (2RI T TNF-a. IL-18 Kb RT MCP-1 /K15 i 25 B, K
UL ITREAS R R s, 2 IR E M NF-«B/IL-18 % %1% . NF-kB/TNF-a/VCAM-1 #AEiRT#E
J TGF-plla-SMA/Vimentin £F4EALi& 42 SEBLII[29]

5.5. MCP-1 FE8E K% B Bl 2 7R 38 T B9 & s L B B2 SE Ty

PRI J& [ 25975 2% (DPIN) A& $6 18 R 95 53t I 5 ) Bl b 28 T R i A DG R A BRI IR, i ki 2
DREAG  BR A R AR S RS . AR SRR « e S B R R R BRI LA IR TE 1 VLSS
IR AR RN, HEAA T RES RAE R RN . EALR . ZICEEARA SR ERER SRR
FHSE, b SR SR AE 5 & DPN 1 F b &k 35 25 S B RS E A

WAL, AT 230 p38 MAPKINF-«B % (5 5 18 %, MM il MCP-1 S84 2 i i A+ 1 3%
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ik, SH DPN KRAREHZLIHAERERS . M GLP-1R BAEN7 AT LR AR AL B 2 MCP-1 25/ 4 41 i
K7 mRNA (3%, 3@ 2 (5 5Bk IATT DPN [30]; Adki KM 25 R 81, 272525851697 5 1 R I%
K B AP0 A8 o NF-xB MCP-1 #1321 F IfiL 5 71 %7 b 00k B2 B L FEAIK, B DMK BRI 3l ARt 22
RGP AAE T AR SRR, KRR S PR . LB IR 0 2 B o 1459 31 B S 5 [31]

5.6. MCP-1 ZERE RS 14 B BREAAAE  BY & L ) B iR 77

K URE 2 S BN B MO 45 0 R AR B R oA, FLE SRR PR B 3 8 B 9 R R e
S RGAARE « W8 PRI B BB AARE(DOP) I L A 51 e DM P2 B I RAE R fa e K 22 —. DOP x5l
B EEBMD)FFS, B ROASE AR AEMIR, E RS, EmE PR, B2 S80I EE M
Ji[32] [33]. Kim MS 070K, b EE N A MLIE A MCP-1 7] B4 S FH sk iy, 38 i
A% 2 PR B R P M 4 i B T T R 1 ) B35 2 T P AR i A, £ AR L& A MCP-1 v] B aid s
W% Fi21% 25 DOP ML I FE[34]: #2570 KB, DOP H IMiE h MCP-1 3 [K 254 i i 4
i, BB MCP-1 JERIRIA AP BB &, B0 P02 BEK- 4R 20(BMD) 2% R R &%, %5
FHIESE T MCP-1 #£ DOP A bl ipte 21 Gl #/E R [35]; A BEF K3, DOP HIHIHIM B i 4t
JA I MCP-1 ik /K- R EH =, IS 2k 2K Rk, &8 MCP-1 FlILiE 2kl et — 2 5 9%
HEZ) 1 DOP J5 Wk B A2 ) K 2B KR [36] -

WERRI, MERECE = L@ B -9 2 (osteoprotegerin, OPG) 5 A% K T KB 32 443H 4k K T A
4 (Human Nuclear Factor KB Receptor Activator Ligand, RANKL) I EGAE, & FIFiEAL Fi . B
FIFER, & mT DOREE B B S R, I R A TNF-a, IL-1, IL-6 F1 MCP-1 %58 % N 4
i Rl F IR IA7KF[37]; Shen CL S5 B, R A HE R I AE B IR (TT) /T ASCE E & pE AR A, (et
B, B5RE RO, B AT A JORERR S 1IL-2, 1L-23, IFN-y, MCP-1, TNF-a %5[\&ik, 7
DM /NRARIEEE ORI PUa. 9 & E 1R FH [38].

6. MNEERE

RIS ROIE AL PR S8 B AN 2 B SO R B B D], 7™ B B PR R 1) B i BT 2 3 R
i, DRI dl e . b I RRE I R A R E B . MCP-1 /BN KA R A IR 7 R0 PRI 9 RRE (1 & A R R
R BISCHEIESIVE A, B AT DA SRS S, SRR PRI RO A A A

1R 22435 % PR 22 U AL S B0 MCP-1 85 JOAE 8] 1 L 075 A AXO W R I AORE EAT T RIEFL, e B
TARZIBITRE IR S 29 S,  ELRER SR AL Fetdle ., 70 AR A58
REEBHR I, FABTIRARZR MCP-1. JOAE S MLATHE BRI I AORE 2 B AH AR I HILA], D IRE T
O] 2 200 A AT 0 8 E AR ST i T B PRI S ROIE ) T3 VA SRR R S A AR
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