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Abstract

Diabetic microangiopathy is an important complication that seriously affects the life and health of
diabetic patients and quality of life. As an important human immune system, complement system
has a wide range of biological functions in vivo, which can mediate immune response and inflam-
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matory response. It also plays an important role in the progression of diabetic microangiopathy.
This article reviews the related studies of complement system in type 2 diabetic microangiopathy
and discusses its mechanism. Targeting the complement system, the development of new bio-
markers and therapeutic drugs is expected to be a new strategy for the diagnosis and treatment of
type 2 diabetic microangiopathy.
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1. 518

B PR 7 (diabetes mellitus, DM)J&—Fh LA s MLKE 4 5 ZRFAE IS AR R EL 5 . HE4eit, 2019 4F
AERRME PRI R R 21N 9.3% (4.63 12 N), Tiit# 2030 4E4 ETFE 10.2% (5.78 12 N), #I] 2045 4E:¥5 7t
£ 10.9% (7 12\) [1]. B, FRERZ 23K DM BR AFURZMER, CAHHE AL T AR RGE K
TEEAAA[2]. 2 BUHE R (type 2diabetes mellitus, T2DM) A2 (5 DM 5 A K 90%, 3 46 K Fiti 25 4 i
v N AL LS ARG KT 13 s S I K a3 [1]. BE%E T2DM IR EK, BEAASHIZE
PG PE IR ACRE, 32 T2 53 Sy A A0 DRSS H (14 2 4 100 R /NS K (R P HE 7)o 28 (420 ) R S (' e ) 1)
TR/ S5 A%, B K G 29 Mk (06 I /65 95 ) o P (050 Bl o 2 1 995 R0 78 L 2 o0 7 ZE 398 ) RS B B ik (90 36
TR I8 ) B K I 955 AR [3] o Herbr, i R 995 1L B 995 2% (diiabetic microangiopathy, DMIP) 2 ™ 5 5011 T2DM
AR AR IR . MAME RGUE N NR I EZ % R4, IEFRKIIIE DMIP gt/
REFE R A EEIEH 4], BUAMA RS 2 ZUWE PRI 5 28 1A Bk RE R W R .

2. #MERGE

IMERGSH THURII KRR o FERTVE G R, RNUA T R E A K5, il 30
P R R, TENVATUR R s i R EEEN . fERAREIEN T, tMeEA LRGN
RG22 BRI, SRR B IS, JRORREBE R B, IR 142 i UL R T B
WAEVI R Z 40 R T AERMA o BORMA T S A S i, H O] S ERMA D RE AL, 5l ™ H I R
PO HL N [5]. AMA RGERT LUERE = Mg EEE . £ligs. FHRER)MEERRE. 2MgRE
ik C1 S &Y(fHE Clg. Clr Al Cls) SHufkmgs & mpug, 25 XUIEIfMER /> C4 FI C2. HEEER
A% i H 55 B 45 4 kA % (Mannose-binding lectin, MBL). 2T 2 i ik 2 13 6] 9 JEL A Ak 7 22 T £ H 22 0
N- Bt H 50« N- 2B %5 0% <590 03 (/)R 00 T 30 - 456 J5 , MBL A 0% 22 %1% 25 11 i (M BL-associated
serine protease, MASPS)#{ i I V) E| C4 Al C2. S5k 4AI0 L C3b (1) H KIS KIEIE . 1X =FhMARK
TS T8 C3/CB FAUBG = E, 83— RV L Z R AN I R AR S, 258 CBb-9 I
A ) (membrane attack complex, MAC)ITE . H T T ERBUEEAML, 254 230 98 0F s B 1 2
VA AR A [6] o

DMIP A Ay AR 7 5 R S A 2 R = A T S B 5 5, OB R AE L A LA ke
BAEF[7], MAERIE IR A, O BRI 2 PR 2R B A MA R GerE R i i F2 A D 9E A 5 A

DOI: 10.12677/acm.2021.1111766 5191 Il R 125 23k i


https://doi.org/10.12677/acm.2021.1111766
http://creativecommons.org/licenses/by/4.0/

FEIRI, BRFEH]

[8]. HETCHIAFE DMIP [igfe ] DN HOB T AMA RGOS @18 0L T AMA ISR 5 Eii
BEEL MAC filt i @ A2 [4], WA HAMA R GElas 72 2 AURE IR T S EE A7, HAE DMIP (it i 72
IR 2o NMTTRTE R

3. #MERG SRR ER

B R4 ' 9% (Diabetic nephropathy, DN)J& — P UL E 35 &hE, WL 20% 2% 40%[) T2DM &3, 2
AARWBERINEERE N FEAMEEIE 225 Y, Bus ZZ[9@E X IgM. Clqg A C4d B /NERYTAR (1) 3L
ENMEEF] DN B35 R & SURAREGE, HF HORIAMABUE R &Y C4d 5 DN LUK DN i i 7 8] 5 7
A () R BT — 2 AR . Woroniecka Z5[10] U1 22 31| 4 #iig 42+ Clg. Cls Al Clr 2545 /£ DN
BF P RRIAR N, kU E I 2 SRR BUE AME RS T RETE DN MR KRR RIEIE . (EEHE
Rt Stergaard Z5[11] [12] [13)i i FEMRE 2R LI T 1/ 1 BUBERPE, Kl A3 DM /)N B )
MBL [ 3g KPR T m, HAEE/NERE MBL FIUTR, 110 MBL 2[RI Rg /0y B BT AR /N BR 1 5
PN TERTHIEYERT 70, MBL ACEIBINE 2 Bl T DM B#E W ME O & AR KEQEAREA
AREVE W [14]. 1M HIEk Xt DN A2 B i K bR 44 mbl masp-1 #1 ¢5b-9 [)3L[FE 7, Zheng £5[15]
PE T B IR AR R R I AMA T 5 R G N R B AR . tkAh, 7E DN R ORI 2 ifi AR
HiMA Bb Rk TR, X R T S RMAIR A MEFH[16]. 752 TshPit 7 ol COW g2 2] C3 B /I
BRUTAA[3], FF BAE DN B B SRR A R IS /N R C3 A& RS n[10].

EI AT i AT A AMAOE 2 752 DN U B 1 JE RIS SR . (HIAE Sl vl R IAMA RIS s 2 5
7 T2DM 3 B, b, SRR, FAMAMHIFNEST T2DM K5 ARG KA, FE D)
REFITEASAR R T B [17]. Xt — D308 TAMABUE/E DM AHOCE Rl gk e b i 3 7 S 2E . A2
T2DM MINUVATCASEE R, & URE AT B sk B2 3 8OMATTRR, Em S BUE AR =430, S A#E C
S FMAZ IR F-xB 1) B, T35 SR RV PR, S EUIE A AR TR R, 3 5 I 1 451457 [18] o
FHI, AMABEOE AT RE R B A A s R . R85 DN AHEL, AR AR 9+ A7 7E C4d F1 1gM
PUAR[19]. R, ARk — 5 MR 78 NN BT #MA R GBS 5 DN BRI FR G &R

4. MEFRG S HER R REE

B PRI AU 575 42 (diabetic retinopathy, DR)J&H DM 51 & A0 W B4 5 U AN FH 28 45— R VIHR IR
WA, TAMATR T RGAELE T, FERL I BSSB R ¥ EEEH, H DR MW EME RS
(R 5 A OK[5]. 2 Fhsizi 2 B bl 25 R MA Lo FIOE P D CE RS T TR, 42 G AR SR M il B 2
HHN[6]. M DR HE Bk 2% I B0 M b vl &l 8] €3, C3d. Cha AFMARK T 1 /KF3 Ll &2 MAC ¥t
FU[20], (EBEGHE A B A B BE AR Hh T A 21 C5a. C3 AIAMAR 7 | 89 n[21]. HULFREH, DR & 4774
H B AR B0 M SN 272 1) XOnT s AR 3R BT, Geng S5 [22]3F —HIESE | DR B3 () MBL
I35 P i T AR B A8 1) DM JR 35 0 T2 MUR 42K Ui, Zhang 55 [23]7E DR A5 I 1fi 25 A ke i 3 1
ORI 4 s S ) B A, Huang 55 [247 K60 21 ifi S Sk 3G, R A4 BUR AR tHTE DR e vh 4%
THHIRIER .

DR AH I HMAEUE 7T RIS e Z L, FERTLERMY B, M SR B AN T PR (1 SR IA F0 T RE 1T A 52 2140
L DS AR S R B P= A R 520 o R AR B RMA T 5 R 7, ELHE CD55 Al CD59 ik /b BT RESZ 41[18] -
i - PRI B B SZ AR, ELFE MR G E Bk AR 7R A BN B T RE VB AR R GRS, AT ik &
HMA T o« FMABLE AT REAE 2 AN K B2 DR MR8, #MA R Brdn C3a A1 C5a AT A5 40 MBS 4 i |
A2 LG, 155 RIAEEUNE A . Muller ZHBZS HPEHRIA ChaR, & MLBEAN 28 AEfIlRT BA | i
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C5aR M#iL, C5aR 5 Cbha %R WA 53 IL-6 A1 VEGF [RIRB, /833 I Py Bz 20 i 388 A= 5388 i i 238
#EYE, SRR — 2 K RE[25]. {2 DR MARIRHLEI L2 AR RS 209, #MERGE NI 1 —
AN BRI EIATI[26], HAERMURIFER 2006, KRS FE— DR IAE DR A RI/E AL R S R E TH
HIHE 5T

5. #MERGSHER T EEMERE

B R s & FEl #4495 4% (Diabetic peripheral neuropathy, DPN)/& T2DM # i WS ML I & oE, 43512
FE A DI REAHOCPRENT, BORFEMPILEW m[27]. LR 0 T2DM B fE4 I 10~20 FERRIES
2ff % DPN [28]. TELAfE, DPN #UCH G SN, 84 5 Bt PPy IS I (1 248 4 5 A 35 8L A %
[29], fHIEI IR -y bl AL, *h RS E =R T, SCEMIEH A i 89T G, REZHUE
AT ERAN O] i o T A2 A AP T, X R DPN AT REAFETE LAt (14 A ML [28] -

I JUVEAME RGEE DPN [/ER 512 T AMTHISGE. Collins Z5[30]4E DPN 5 35 i il 1) 46 28 M if.
B C3YIF. Rosoklija [31]%:¥ DPN B3 [WHEM i BT S, TEAH R P LAl I 57 o) 8 4 A
774 C3d Al C5b-9. TEREMRIE B #7551 DM /N, FHEH CD55 Fik ik 5e T C3 ik fysm,
R T AMATA T ZH1[32] . (EMLIEFEH, MAC MPTAE Inedt T RN TR IRE, 5 S ek
R EEE, RO AEH T s, M cn s s e IR E IR ATP, S8 E
RAEMPMIE T IR, e P BUETE 2 AMA, AR IR FA A J5 A 2 e 454 4]

6. INEERE

LR ERNIR, *MARGRIBAE S 2 BURE R U R AL B AT SO KR, BOR BARRILHE AT R AT,
(ELER B 25 (14 S8 R PRAIE AR SCHRF A R S K 2% b R 2 2 R0 PR IR A A A AL P AR R
EAHVF LR TS UE SRR IR, (HVF 2 88 I A T et it Jg 21500 J5 1, E g A4
fire HATIEYIE ZIE AT 00 AP bR SRR A Bt e R 1R R85, T AT KT8 T 25 W ORAE S5 (14
Ko RITAMERGIE DMIP it R I, fEAMA RS SR GG b S 50T 9 H 2
J 2 RN PRI AL 5 A TSI A2 T ER R 8L

&5k
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