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Abstract

Background: Chronic diseases are a major global public health problem due to their high incidence
and high risk. Diabetes, like “chronic cancer”, is caused by diet, environment, drugs, genetics and
other factors, and the relative or absolute insufficiency of insulin secretion in the body leads to the
disorder of blood glucose metabolism. Type II diabetes is the most common type. Its complications
can lead to myocardial infarction, cerebral hemorrhage, blindness, renal failure and lower limb
amputation and other serious consequences. It is a major risk factor affecting human health and
life span. Objective: In order to provide new targets for the prevention and treatment of type II
diabetic macroangiopaemia and its cardiovascular and cerebrovascular diseases, the research
progress of type Il diabetic macroangiopaemia biomarkers was summarized. Methods: Using the
search terms of “macrovascular disease in type Il diabetes mellitus, pathogenesis” in Chinese and
English. Relevant literatures published by PubMed, Medline, CNKI and Wanfang database were
searched by computer, and 59 literatures were finally included for induction and analysis. Results
and Conclusion: Type II diabetic macrovascular disease is a complex disease caused by many fac-
tors. In recent years, a large number of laboratory and clinical studies have shown that its occur-
rence and development are mainly related to non-coding RNA, exosome, inflammasome, activated
T nuclear factor, bone morphogenetic protein and other biomarkers, which are expected to become
new targets of type Il diabetic macrovascular disease.
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1. 518§

BEPRIF IR K MG R A T Fohfk. RBhik. IS shik B sk 5 A B 3 ik 2 sh kol AL .
F2 B R GRIR I o I R R A, T S R o I R, AN PR R O R Bk I R A
[1]. HAET, WGPy 11 B8 FR 9% (type 2 diabetes mellitus, T2DM) & A L8 95 A2 195 T Ak Ay 2 Jik Al
th, HERRREERAL. B, SRS 2 PR A (2], HIZW KR AR e in, RE TIREH A
I RFIMLAI R0 B o AR 2 B SR W3] [4] [5] [6], T2DM KIS A8 ik A £ B 5 AR 4 RNA,
AMIAAR . RAMEMEL TEL T AR T BIESRAEROSEEVMIEDS K. B T BN ST
6 BT KT 2508 SRR YT 7V, AT DASE A RO A B R I K IR A o (Rl A SR O T
T2DM K95 28 S ML ) S5 T it e 8k g, ik 2 5 T2DM K I/ 9 A8 K073 R b Bk e it R A — 25088
DAHI NS T2DM K I A 973 728 1) 273 SR A BT L A

2. BRMFTIE
2.1, XHER

TR TF LR R PubMed . Medline X4 2 . H [ 50 XU RN 5 7 B4 5 % 3R AH 96 SCik . LA
“macrovascular disease in type 2 diabetes mellitus, pathogenesis” NJE 627, PubMed EiA# R A A
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(macrovascular disease in type 2 diabetes mellitus) AND (pathogenesis) OR (ncRNA) OR (exosome) OR
(BMP) OR (NLRP3) OR (nuclear factor of activated t cell); LA “ I FUHHE pR I & KM HAZ, KIRHLE] " A
SR 2R

2.2. INFR

1) BIFERADNEEE . RIS TIE S, SOk, A0, 43k 2) BRI Ry T2DM Kl
BRI LA o

2.3. HERRARE

1) WA ESARR R IT; 2) BHFRAONUREE. PFig; 3) JCEIRE AT 4) ERKRMSCR
s Bk AR

2.4, REH BRI

2 ORISR TP NN SCRR A RO A& I, S B e SORUMI B AT WP ik s HERR b3
SOCHREEANERTTT, UL A AMRRISCHER,  SagiN 61 & kit 1T 45id .

3. &mtEl
3.1. ncRNA

H AT AR UK 22 1) INCRNA 2 55058 PRI 51 S (%) Wk 248 HE - JILAH i DA K% P 5 4 05 38 2 4088
N 3 B5ILAE SAE AR FAth O L0 A8, 3R 170 52 MR 0 PRV LB AR IR R A R[], R W AR R )38
JIVE R I0 T AE A A B AR 7 bR o Milihes e R A DG % AR 1 (metastasis associated lung adenocarcinoma
transcript 1, MALATL)7E KL A FRIA. Gong %5 [8]7E =i bE 1755 0N & ik P9 52 41 g (human umbilical
vein/vascular endothelium cell, HUVEC) &8l MALATL FiAME Fif. [FR, R MALATL v LA
HUVEC MR- RER KA. B—F 7R F[9], i FREK MALATL LAy FilF4n e miR-155-5p
i, MMANEIHERE, RN BRI VA RS, ghmansl e m g kg, thah, 2t
7 IncRNA 28 JRI S KB FEREAL B AU A, Hod,  INK4 JE R EE H e CIEZR 5 (long non-coding anti-
sense RNA, ANRIL) & — 5 sl ik s AR AL 5 1) INcRNA,  ANRIL 76 30 Bk FEREAL 858 I N 2 4. if
EPIEINIGEM . R VEARRANE S I RIE, 7R nT AR B PR K LB AR IR R g [10]. Liu S [11]HF
FLRIL ANRIL FRIE 5 B4/ 2-10 FIRAZ A ME R T 1 SRR FAHOC, X Lo fa R 2 A
F I REBERS kR E . ANRIL 3E3d TGF-g R1/Smad i@ #0H] miR-let-7b 75 HUVEC Ihfig, i 4
VE D9 B PRIp R L5 A ik e ad R v (R S At A i, D) BB AR A PT S MR A PROPS K ML A2 ) #E € o IncRNA ]
REAE 5 S0 PR K LB R AR FR2 Wibs 364, 38 7 Bk — B W F RAIESE . MicroRNA (miRNA) AT BLIE i 1
T LA I () A 2 3 A7 A 4 i ) e R el O ML R 0 T 90 38 BH e B 512 1Y) miRNA i I8 v 800
M PIRAH IR A B AR L~ F o LA I N A% 15 Wk 4 D T e B s T S A Qs e, 48 miRNA
AT PR PSR LA 05 A8 R L AR bR B AR T T RE A [12] . Li S5[13]EMH ST K3, IGF-1 & miR-29
AT TERE S, FER PRI 51 R I A8, BT miR-29 (9 R, ek 7R M A ik 72, an 4 i h 5E Fn
T, KW IGF-1 B EHEES 5 miR-29 413 B IR e Lo U ML A B % 72 . miR-126 7 4 5 4 i
TR ERE, GBI CXCL12 B A4 K i R AE K R, X A B — & IR
FIEM[14]. miR-126 1 miR-132 £y B AR 71 miRNA,  BAT R M F AR IR . ARSCHT SR
BA[15], T2DM /MO HLZLZH miR-126 1 miR-132 KA/, W f M P R A K KPR B, e
BRI O A 2E s B4, T2DM GG I T390 A8 A I miR-126 A1 miR-132 J¢ Kk, AN F-
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1T FEAR )P BE . T2DM SR 2 Bk 500 8 3 17 miR-342 J miR-450 % 5K IA[16]. ZFi miRNA
VAT T2DM Jef iR B3 SO ) 38l R AE R RE, 50 PR KL A A8 1) R A R e B DN &R o
WL F M, circRNA 010567 W iEL 4% miR-141/TGF-1 i B4 HE 4 JR G O LA 4E 4K [17] . circRNA
0076631 7T iy Bl 55 77 100 JULEH A B A PRvs i 3 LS R s R I8, il it miR-214-3p/caspase-1 i #% /5 JR I
PR WLAHME ) JOEVESRFE, (e 00 JRIp O ISR 2 1K R A2 [18] - circRNA 000203 754 FR 975 /) Bt 0o I A 1fiL
EEIKE N FEFINROAT A4 b = 3RIE, BT VE B R O IR £F R AL T R 12 BT R bR RN IG T
# 5 [19]. BEAh, circRNA ANKRD36 7E 1 R 4RE PO L8 5 48 i S I8, mlB AL IS Fe kR [20]

M circRNA 11783-2 5 %lIREN k77 & T2DM B A5 — E et [21] - circRNA 2 56 BRI 1ML 5 28
MR R R, B EARYLE] AL FYRE R B, 7T 0L, ncRNA TERE JRIF B0 AR 2 7 3RiE, S
iR ZM TP X ncRNA BRI F0R AER 00 R LS AR A2 28 2 Wiks S5 Aopr %

3.2. ShiinEk

HNAARTT LA A0 BORS BE AR « JORE. MU ARG MBS AL AN AR T A5 [22] o W PR3 A I
(AN KT R, T2 508 PRI AR DGR 7s B A B R, 036 M IR RRE . JORERNRE I 2 g i A2 [23] [24]
[25]. BXMEE[26]F6 H, ANBARTT LAE AR bR £ . Wang Z5[27]6f 5, S 2Pk Mg i 40 i A 26 11 o
WA I 175 S I AR T IR S KR RERE AL . B ST R TR JR B A B R A A A K ST BE BB T OE
WP S5 . R = ACGTIR BN AN o b, B PR KB ST AN RIS R A AR K P B v, R
Sy AR p-2 BT BB AS AN A [ AM A B B A5 S B KPR A T O . A, BB ER O R A
AR ST M DB A 1 20 B P9 A o 40 DR 7 955 77 SR A A A Hh ) 7K SP A8 v PR B A 4 55 0 R S MR IR 5
XS AR s T S AN AR AR A BRI G028 Th RS AH O I B R R B 1 S . X AT REA B T
B DR HH I AN AR () 8 B, FRSH T eI T2DM W7 TR 1% /(28] H ke 5 4bb ik BAT AH
[F 171 HLI[28] . FHARA W FEAEAZ AR FIFR AR HR R Il 1) ATG5-ATG12. ATG16L1 E A4 LC3 [29]
[30] [31]o XX L& [ WG AH DG H (1) T RS2 A TR BV LE I IR HP gl R AL AN B At o BB RIS 2 N4 B
WG AR AN, X ] REIG AR PRI F 2 (R A A AR [32] [33] [34]. Zhang %5 A [35]K 4 s 44 AR FR 975 /)N 5 ()
MR B BN ARRE RGN, RIS AT AR Iz 3% B AR PR /N BRI = B Rk N R 0B, 450 55 P9 R 4
FaIhEE . R R ISR AE SRR — I R R R R, AN e 1) SRR e 2 v] LAJE S e el
HAIEH AR FEESIK N B Bi05. Zhu ZE[36]0F 70 &8, Je i T 7 EL W40 e ¥ #h i ik miR-21-3p
A R 1 0 004 UL PR PR B OB G, AT T Sl ik sk AR AL ) & J « Bouchareychas <5[37]HF 5t
R I, BMDM-IL-4-exo i it microRNA #5158 [ NF-kB F1 TNF-a, T 22 R 51 K 5k R RE AL AN Ho A 28 R
PR AR . Xu S [38] B 7T R B, AR BE R F TR I P I WL AR R A W R R DL A W A
mMiR-204/miR-211 5573 i J7 s 59 M F5 4L FI £ % . Komaki [39]451IF 52, PlaMSC-exo 45 1 &4 Fifd iy
ML AR, R AASMBRTE PlaMSC R ML A iy v R AR R, E IR T SR B . BRI ml I,
AR D12 RN M K PR I RS A SR AT LG

3.3. HKMME

AT FE R B, NLRP3 48k /IMA IS A2 B8 R 25 R ML 2 —[40] [41]. Chen SF[42]HfF 7tk
B, NLRP3 ZERE/INMAFE FLIHE PRI /N BRI e R BNk A R 20 B rh 3 - Ferreira 5 [43]8F 7 K 3L, NLRP3
RYE/MATT /S caspase-1 WO AMIE 2 AU EE 7~ IL-14/1L-18 150k,  HET (3R 9 Bz vk — 35 (0 4ORE i 2
VAL [44] 0 PR S RE T RE— 20 A JE A PN B2 DI RE ks, 70 RE o it 72 A bl B 3t S 88U A8 .
Z W) JF A UE ST DUR RS NLRP3 J8E/MARAR B M 20, Sun Z5[45]8F FCIESE P e 2B — R &
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PERG TR 7, AT DG NF-xB il B E 2O0E K7 (174, 321 30 B2 4 it . Romacho 25 [46]F 78 & B,
NLRP3 4 it /IMABE /& N G 25 15 5 4 R AR RV FE IR TR, I 9 R S P B0 2 D e liedg, 51 A A fie
WIS K FERE L . NLRP3 J8RE/IMABUE 7EAMNETEDD A 510 P R SO R ¥ B RIMPER . Xia 5%
[AT1RFFE R T, DUSCABE(TCBQ)AEIEIE Y 2 41 NLRP3 I IL-18 f43 Wb, HETT SN & R0 . %A 5Tk
18 TCBQ 755 17 NLRP3 % 11 /MA U T B 5 K+4ML kL& ROS = A= FZE Rk DNA 4% . TCBQ
AR NLRP3 #JE/MEN AN TFaZs, SE GSDMD A MLKL ()4 MR A2 i P9 25206, M i B
T NLRP3 Z$E/IMA IS [48] . Chen S5 FLUFSE, il It ZeRifk ROS /1511 NLRP3 W& i75 5 N B 4t
ST GORE R, EHUG AT AT, NLRP3 S50 R A ¢ 1 LA D) e B g A 28 R AU ¢, IR fh i 24
A SECO UL KA

3.4. /B T MAEZEF

BEE W FE RN, WG4k T A AZ KT (NFATCL-c4) & I 7E S e 40 20 & P 6 VB A0 H 2 BB, XoCo If
B RGN B mIERT LA S NFAT B80S, 2175 5 o0 Bk BE e s kol SRl AL 2n i I8 7 &
Wi 2R 1 (OPN) LA Bz 4 E A 5 i 2 ik 3k 1T S BUM 9548 . Blanco ZE[49)iid %} IGF-1I/LDLR /- ApoB*®1® /j\
SR RIL, 7 ESBK I PN F, NFAT B0 S Hsh bk B tb (R 1 NOX4 A A (L
I EAAEER I RIE N PIAE G . Zetterquist ZE[S01HF 78 R B, @ik NFAT BHAS AT LA R B ARRE PRI /N
B P 28 5 DR - 7E S Bk BE P 10 3RIE, RIS A i 1L-6, M S B s IR S 0 = S KGR RERE AL . Liu
51 R B FERIEC N 1) AGESs (@it #i% ERS /51 PERK/CaN/NFATcA 15 5 i@ Hs, O I B 5
Liu Z5[52]RF 55 KB, EWEZNA NFATC3 i miR-204, &K SR-A F1 CD36 /KF, Mifizh ks keasfL,
$7~ NFATC3/miR-204 A e 2 3 ks FEAEAL RIS FE VR T #E Ao Luo ZE[53] k4 th ETS2 FE4% 1A # 22 1
PR B INFAT 38 23X 2 1O IR & bt S 8 7 ] - Govatati 25[54] 14 R 1 BEILEGEE S (0 N\ 50 k-F il
YU RS FI P 15 S MR AE KRR 22 IL-33 ISR, Mt MEgisS IL-33 FIRIAFE LMCDL H5
NFATcL 1 E2F1 FIZLA 05 . He [55]55 K BLE H CIP AT LLIMH] NFAT B, M S E8UE A B 08 i e
RS> Noxd HIZRIEMR, MIMTIRZE/NRE 7= AR R OAUB R E. Ibal W, SIS & 1 NFAT #05
1E T2DM KL A8 1 A R e vh e o s B

BRASREER

LR, BEEMARRREN, KB EERAEEABMP)E T2DM Sk AE AL A I 45 b 5 i
Wi R B, ThEEmimi B T ek TR . BMP (55 20778 A 254k H i 7E F B A A1 5 A
Stk A SV AN 20 g SR A 2 % [56] . BMP2 .. BMP4 TE A5 AL [ 5 ik sk BERE AL B B P A5 22 R 363K, BMP2.
BMP4 FI BMP6, il i 4 5E FI{E s ik REREAL AR L B AR P R D et AN e Ak, HLAS5 5
PO i3 i 55 [57]. Scimeca Z5[5817F 52 4 & E LM BN Bk BEHR FRIFLBEZ 23 M rh, R ILBEER T BMP2
il BMP4 115835 5 A F e BEHUNAZAE 2 (A1 G IR SR A AE DG 1 o 76 e IR OB PR R 264, 1L BMP 3%
PEAT DA, (2RI 51k, BE S U % AR . Zhang Z5[5917E %) 124 4432k & W 70 & 3L, T2DM
A I IR B R BMP-2 & 5T, 5 bR B R AL S I FR RS L 52 2 1 R B HA AL T 5 IR AH OGS
Sanchez £¢[60]2& T-7EAG A I A8 v N WI 4T M0 LSS, I AT B R 2R /)N BRERAT I I8 9 B2 2
MITEARSI AT BMP 155 B ACE 7 A BBURR, 2 1 40 B IRl 75 22 1 BMPR2 BIALHI3E 5% BMP9 5 51
EndMT, e i mik[61]. 25 LR, BMP [\ & & T E2& T2DM KI5 A8 5 30 1O WAE SR &
W TR —. BESRAEEAENESATHIERREE— DA, BN T2DM R K A AL 1) K AL
AR e B AT L
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N EXIZ 5 T2DM KM E WAL AE bR S0 Fe ik R AT 470k u%ﬁnmwﬁmﬁrﬁm%ﬁﬁ
BT B . ncRNA FERE FRF M WA R ¥ E HEAER], Hr, IncRNA #] LLd@id# & 1IL-10 A1 MCP-1
S 47 4 LR T R KORE Y % AE , miR-126. miR-132. miR-342 25 miRNA FiI ANKRD36.0076631 %% circRNA
TENE PRI LB R AR I 22 e 3R IA, A O RPN FE R 075 B8, circRNA AlIEIS i3 miR-141/TGF-p1 Al
miR-124-3p/caspase-1 555 5 il 2% F BOME IR O ML s HAMIMAIEIZE ) microRNA S5 AR5 B 7 % # PR
975 R0 A8 B A 26 O R JEC 26 B AR T s NLRP3 46 M /INMACRT T 40 A% IH s S 8504 o 1IL-1841L-6.1L-18
AT IL-33 S5 R MR T BRI b4, T 40k R 1-3E 1T BA 11 miR-204, AT fff T2DM 5825 (1 1875 A2 AL
FEFEMEE T BMP2, BMP4 il BMP6 Z 3Rk, Sl 854k, A5 2l bkoor B i A0 55 il A A2
X IR AR EVIRRNTE T, K PR ZENE RS ML 05 A 12 Wb B B 4 a5, A2 W s W JR

I P AR B AT L

& Tk

FV SIS AT, ARSI RS —EE . SCEBFE N ET L IV SMZECE,
TORHCER A B SR E NG 5. STRO T B £ o B R B SR TR S . K., B
FIEfEH L
E&mHE

% AR 5L 4000 H (81760332), T H F57 A: 4530 VUi H G X BHET A AR = & E T H
(XZ202001ZR0053G), i H 75t AN: F-F X PUBRHE T TR IS T H (XZ202101ZR0100G), HiH 31
N 30t ERGRFAAH AN IIZRT1(202110695033), T H 5t A: Fh4 5

Fil 2 H3E
SCERH AT O, VR LR SR B S R AR A g
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