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Influencing factors of macrovascular complications in type 2 diabetes mellitus
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[Abstract] The incidence of type 2 diabetes in China is increasing annually, and its chronic complications are very
common. Macrovascular complications are the main cause of death in patients with type 2 diabetes mellitus. The pathogenesis
of diabetic macrovascular complications is different from that of traditional cardiovascular diseases. It has been found
that macrovascular complications of type 2 diabetes are not only related to traditional cardiovascular disease risk factors
(age, gender, hypertension, smoking, body mass index, diabetes duration, serum lipid, and glycosylated hemoglobin),
but also diabetic microvascular complications, some specific molecular proteins and individual genetic background. This

article reviews the clinical factors, molecular proteins and genetic background that affect the incidence of macrovascular

complications in type 2 diabetes.
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1.3 BMI BMI & NRCEPIRIL I FE bR 2 —,
BMI 3452 WO 145 55 44 & A A AL AN A 55 v i
JE. BRI, mmoALn s SR A e, SR
9 R 4 g 16K 2R ARG B2 R A L4 IL-6.. TNF
CRP T 5 g WA 56 100 o WU T Ji Bty — 008 3o
12 AEBEVT R B FTHEPER BIBASIDFFEIESE, BMI 4
Y4 155 4.56 keg/m? SR 19 2 KU 1 29% 1
75— meta Z3H7 [RIFE & B 1 & AR B A He, BMI
FEHAE 1 kg/m® LCPEREC I & AR = 4% . 5
PSR 5% 1 L (A EATE T BMI 5 2 BRI K
M FHRAE MR RIFTCEL, AT KB BMI &
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1.5 AR (IR S e R 2L R AR 2 Bl Kok A
WEAL A & Az WM ) — 00 A BB 9 2 B, o0 IS
¥ I AU BS: 7E WS 48 A7 90~99 mmHg (1 mmHg=
0.133 kPa) . %FikJE N 40~49 mmHg i} e fik, Uk
45 T ANET 5K Hs A3 184 125 20 mmBHg /U I 45 352 XU 184

gy 2 4%, BIdE R4 A AR 1 F5 00 100 A5 e U
s U I meta ST LI, BIfdZE A
JEAT 140 mmHg (835, EAR ) I e Rt g
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T2 RR N 1.3, bkl 146 700 L W K5 IR
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1.7 s fig BT BA S 58 Rl PR3 55 7Y meta 53
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W g UIAE O Y — I R BE AL BIF 5T R,
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1.8 #ibdhiria BN L0 & H R R
2~3 4 A BB AR A, SRV E PR AR I
(1 N WOk t=g A v a2 W A | A
5 2 AUBEDRARE B KIS I AR B UIADE, ki
CLER VRN 1% SO MRS 1.5 %5 270 i
ZA RIS £ 18 S 2 BUBE DR Kl A
FAEARTE, A INZL 8 K2 2 BRI 2O



55U TN, S5 2 MR PRI R IS I R 5 ) R 2R

o 77 o

HIUASEBE K o 2w JRUSS: 1) e il R 2R, 3 LB I,
AT 7% SRR 2O WU S8 % i 2 v JRURS:
R D7 g w2 BB PR S AR BIFSY
o & IRl A BEAC I 212 s, HuOH K] aVL &
C %) R % L R B i 8 i, 17 aVL BRI R 3% 4
HEHN 0.1 mV, ISR (4 XU i 9% P8

1.9 fode B A e AFGEUE SR A4S 5 e AT LA il
) 2 W BRI R AR Sh ke Y & A KUK B0
FErR 2 BB PRI TIUNAE IT AhE 5 KA I AC0E ml fig
HERIILFE S FOLE . B /NERIER | R
F RSB PR PR B s 3 B B bR, BF 5T IR 52 5 /)N
BRYEE R | O R PR AT VR A T 2 U R
FRIMAEFAERITERR .

2 BXMSFER

2.1 SRR EARX ST AR NG B AN R IKHT
& ( N-terminal pro-B-type natriuretic peptide, NT-
proBNP ) J& i O I 73 W6 Il R FH 2K 4l B 12 1B %
HEBR O 1w A, S UL E T Chigh-
sensitivity cardiac troponin T, hs-cTnT ) 7K~ B .L»
JULAH R 8 g, R R T2 0 AL
FHAY. A 05T & B 2 BUKE PR %% 835 NT-proBNP
hs-cTnT BHE I 1 AMRiEZE, O AP & LE 1) HR
GBIk 1,95 A1 1.5 B L 53— TR SR IR REUESE, T
/5 1 NT-proBNP . hs-cTnT 5 2 BUBH R 9 0> 1145 48
T2 U WUBEBE 9 AU 38 hn s DI AR 56 B e o 4
X B A e B, 2 TR JR 5 S8 NT-proBNP,
hs-cTnT BEHG I 1 NFRifE 22, & A0 58 551419 OR
SRR 1.69 F11.295 . F3ABISEHE /R NT-proBNP,
hsTnT 5 2 BUHEDRIpG.Co IS S i XU 2 DIAH DG
22 XKmAAXBF EHURC V& Chigh-
sensitivity C-reactive protein, hsCRP ) +& & M1 94T 2
bR, TE 2 AUERR A ThTHE Y hsCRP 5.1
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24 WA K AL % R & 4 (advanced glycation
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