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[ ABSTRACT]

macrovascular complications, are the most important causes of patients’ death and disability.

Vascular complications of type 1 diabetes mellitus (T1DM) , clinically manifested as microvascular and

Poor glycemic control and

elevated glycosylated hemoglobin ( HbAlc) levels are the main risk factors for the development of vascular complications.

Intensive hypoglycemic therapy can be used as a tertiary prevention method for TIDM patients to prevent vascular complica-

tions.
started.

T1DM vascular complications.

Studies including new oral hypoglycemic agents and stem cell therapy for TIDM vascular complications have been
It is expected to provide more methods and evidence-based medical evidence for the prevention and treatment of

Deep understanding of the mechanism of occurrence and development of TIDM vascular

complications is of great significance for the prevention and treatment of cardiovascular events in TIDM patients.
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2 fumEHRE

2.1 BHEEREER

DN J2 M PR R0 f o UL i)™ 18 RO Kk
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O 245 %) 5 3 P R e 102 00 4 A i A5 A A A
TP, 2 B A AR B R i A P R AR A
T A(VEGF-A) 7KV B AR 25 5 BOE /N Kk il 48 s
A%, FE DN FI'E 27 A0 gh Py Al v ) A 98 7 1
AR R (A0 S 4 83 1 M mE R 1) 2
SRR, B E R G T b i R
RS DA K G 28 40 M AT D iz AR T 2L O
FeU R EEAE B T RE XS DN FINE 4 4k B A
PP VRS B gt T S AT A ot A A 9 O o,
& A B A BRI B AR L A B T AR 0k A
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R 2 (TR R B B R S5 42 i DN &
A RIHERE LR IT A FTRE S X DN B B AR b 1
FH o 0 G2 4 ML 0 200 R 1 T A B e, 7E Sl A
HERF JE TR SCHEVE T i AR R S 50 F 5 3K WD 4
Tt 256 RAE S EE R ARAE DN Y & WL AR vh B Ay
FEAEF . Toll £f 22 AT 51 H 4% b s 199 ] 7=
A= 19 55 PR FE I AH O 1 4 TR, -l e B R
kB ( nuclear factor kappa B, NF-kB) 15538 155
PAPE B /NG ) B R M S, NLRP3 58 4 /)Ml o
B A Z 1B (interleukin-18, IL-18) Fl IL-
18, BRI PR B 2 B IO r A e 0 J8 i 55 42 4 1k

WS IO ) S0 S IBAE ORe , IRUIRRE T Tl R 8 ik
Az RIS A2 (AR AL HE R JE 1 72, 5 Ho i i
8 [ AR 55 00 P 2 1 B AL 52 K 2L DN
M RAEFNET LA, 53 A1, ey UM 38 5 80 H 88 SR A
GG BRI 1, S0 R AMA R Y )
RERRAT , B0 B AL FAMA GBI o I PR T
ST 2 W HE 0] 96 97 13k 6 [ A S 2 ik 42 m] g
J& DN Wik
2.2 MMEERRE

B PR 995 A8 9 B 9% 72 ( diabetic retinopathy, DR)
SEWE PR B 5 R A WY 2 B R AR 2 I 48
200 B 1) A A e R L A [ 3 R ) 1 VA, e
SEUMAE B ISR EK I, 5 T2DM L S, TIDM
PRI R 72 Y & AR A8 HE e RS TIDM SR fe
RSB IR A P R o5 AL 555 2% ( nonprroliferative
diabetic retinopathy ,NPDR)) , Tfij /b 8 H 3 25 91 & fis Je
B3 1Y 5 581 B DR s L B9 i 2 ( proliferative
diabetic retinopathy, PDR) ¥ B f J§ 48, DCCT/
EDIC 30 4% 4F 1y B 15 BF 520 W 7R 58 1 7 1
HbA e J2 40 W 55 78 i Jig 1Y) o o fe 6 A 3R 3
] G0 PR T A 2 7 o O ) 7
P I ACAE B KU, 22 42 A= 7E HbAle 7KF->8. 6% (1
LT, A% B2 I A& 9E 19 KUK W 78 HbALe 7K P>
7. 0% WP B0 T 340, A8 o 5 il AR B2 (BT
e ) AL 1L T 23R 49 6 5 T AR 2 5 0 R g
R B B ARG AT AR FE R R R

DCCT/EDIC #5042 B & T —& 4 LAY DR
i A AR AL 7E A LR B 22 1) TIDM B3 vh kAT
4 AE—RIY DR i fr , 7E52 2 DR M EE h 4 3 4R 4G
K EE DR B E PR 6 DA A IR TEE
JEAESE AP DR B H & 3 DK A — I, AR
KIS DR B PR - 2 0 2 B K % 7T e PR
FNL5% . 20 4k 2R A TIHIE AR A 7 R BH
AR BE IR AT A AR T 58% MY Tfi & i3, 1944 1
P RN 5 N Y R S R e R T R
JELS AR IR A5 FN HbALe ZKSF-8E N7 1 A4 Ak 1) 1R D) s
Yo AR A B[R] 2%, 0D T IR BRAG A R N S
Wil PR b 505 F 2 1T

T Hu % % B0 AT 75 M 8 10 4 K i
(soluble epoxide hydrolase, sEH) 1 h—~ 5 i,
AT A A R T 19,20 TR T TR UM IR S 2L
JA 20 i 25 5 R A B e B D BE IR | sEHL R4 i &
DR L i SCHE pe e 3, Wil il sEH w] LASE
G IERE, —THEE R E R KR RS
(renin-angiotension system, RAS) 1|55 %§ T1DM m;
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T2DM f## DR {EHIY Meta 4347 iR RAS 4]
5 R DR 7 J XUREAH JC T4 I DR 22 fig 1 7T g
PE, il 48 5 7k R % 46 8 310 1) 57 (angiotension
converting enzyme inhibitor, ACEI) 5%k DR ot @
DRI FIG T 5 7 fife T REME AR G, I Bk R %
PARBHIT (angiotension receptor blocker, ARB) 151
B DR 22 i FT REMEAROC , {E 6 i#E e TT sl
BERT UL, X6 TR R 2 RAS #0757 FT R AR DR A9
UL, FF-HE I DR 22 nl fiE, ACET fEfiJr DR J5 [fi
FIRELL ARB BE4f I HLATRETE A ) 2 A8 F R e
242 R A 5 T DR IAIT I —2RIE R 259,

3 HBS5HE

WE PRI A I KREXT TIDM H# i K Bs 4
WERMEE W, A H AR KR LA HbAle KT+
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S M B M Y B N AE TIDM
FARMER BIHEAE H A, T B RIH W EYIREY,
DL AR G 5 5 A AR I e T R e, © AR
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H LA I A RE KBS 34 T i T B, 9 ah S7
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 TIDM SB35 0 B 1 45 0 & 9 & A6 i = S il
B {H ™ A J i 1w 0 ) B 55 B 3R A M1 Il B A
Az SR Z2 (0 SEA R E— 28 s S5 TR AT,
e R A A3 15 B AR B T GBI ST X TIDM
BAEMIGRIBTT = A g, IR A& A2 —
FNG AR M, JE B4 R b W8 IR 5 10 9 9
()R AT 7, LABR I PR 45 & 8 (AR R A P b
PR LA 95 7% 1Y) 24 I Ik A I 7 s 78 B YR T SR AL
BT AR BUARRIE N T 5 TIDM 9 1fiL
I HE BN AA TT AR 52 A R RIS 25 {H 5 01
AR, RIEH F5 TIDM 3l bk ok R 65 Ak i PR B 30
WA, FBAE B AR AR GRS RNA 46
B S %S TIDM I I & e i BF SR 4 |
% TIDM 48 I % A AL A Bk, SR,
TEAE 58 i DX T 0 55 80 Rl - | 3o 6397 A AL 2
Vb 6 T A o A R RN B A, TR A B A
T1DM I8 I & 4E 14 K& 2B e AL XF 15 Bl Fn Y6 T
T1DM O FAF BA E LR E L,
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