FAEIE RS FR 24385 2019 4F 6 A5 27 4% 3 ] Chinese Journal of Clinical Nutrition, June 2019, Vol. 27, No. 3

2 RUBE bR & I KA SEAH 5C IR R I F 5

K FHW

(WE] B 52 BERESIFAEE (Cl) RAMMCHE, FiE EHE20124E2 1
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[ Abstract] Objective To investigate the relevant factors of type 2 diabetes mellitus (T2DM) with cere-
bral infarction (CI). Methods A total of 323 patients with T2DM from February 2012 to March 2017 in Inner
Mongolia medical university affiliated hospital were included in this study. 150 patients with T2DM and CI were
considered as experiment group, 173 cases of T2DM without CI were considered as control group. The clinical
data of two groups were analyzed. Results The history of diabetes, smoking and hypertension were longer in ex-
periment group than in control group (P<0.05). The patients in experiment group had higher fasting blood
glucose (FBG), glycosylated hemoglobin (HbAlc), total triglycerides (TG) , total cholesterol (TC) , low-den-
sity lipoprotein cholesterol ( LDL-C), non-HDL-C, homocysteine ( Hey), fibrinogen ( FIB), retinol binding
protein 4 (RBP4) and lower HDL-C, apolipoprotein Al ( ApoAl) than the patients in control group (P<
0.05). Multiple-factor logistic regression analysis showed that long-term smoking, long history of hypertension,
high TG, high LDL-C, high non-HDL-C, high Hey, high RBP4, low HDL-C and low ApoA1 were risk factors for
CI in patients with T2DM (P<0.05). After adjusting common variables ( diabetes history, hypertension history,
smoking history, HbAlc, TG, TC) , multiple-factor logistic regression analysis showed that LDL-C, non-HDL-C,
Hey, RBP4 were risk factors for CI in T2DM (P<0.05). HDL-C and ApoAl were protective factors for CI in
T2DM (P<0.05). Conclusion The risk factors for CI in patients with T2DM include long-term smoking, long
hypertension history, high HbAlc, high TG, high LDL-C, high non-HDL-C, high Hey, high RBP4, low HDL-C
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and low ApoAl. Patients should be advised to quit smoking, control blood glucose and blood pressure, and regu-

late blood lipid levels.

[ Key words] Type 2 diabetes mellitus; Cerebral infarction; Relevant factors

2 BUMEIR S (type 2 diabetes mellitus, T2DM)
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G g LL Pk 5 22 FIB, RBP4, TC, TG, LDL-C,
HDL-C, ApoAl. ApoB, 7% ¥ % 1k ff§ 1k A5 Il
FBG, R kil HbA e, 5
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Table 1 Comparison of general data between two groups

41 ER (%) Wi pamE (4F) WIS (4F) IR (4F) FBG (mmol/L)
IR (n=173) 67.43%5. 86 13.79+2. 38 7.43+2. 86 8. 64+3. 89 7.88+3.15
JEPIZ (n=150) 69.1329. 83 15£2.51 10.31%3. 12 12.03%3. 62 8.64+2.37
(18 1.097 2.548 2. 844 3.036 2.735
P1H 0.274 0.025 0.018 0. 001 0.021
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2.2 M RIFE bR AL

1] 2H 1 % HbAlc, TG. TC. LDL-C. non-
HDL-C. Hey, FIB. RBP4 /K V- #4 i& T % g 4,
HDL-C., ApoAl fIEFXFHRAL (P<0.05) (£2).
2.3 Logistic [A]J543 4

KR Logistic (B U9 23 A 7w, B PR R R
WA s Il R s . HbAle, TG, TC, HDL-C,
LDL-C, ApoAl, non-HDL-C, Hey. FIB, RBP4 5
2 RUMEPRIRAIE CLA K (P<0.05) (#£3),

ZZ N E Logistic [M1H A7 3R B, KA IH |
IMER LR & TG, & LDL-C, & non-HDL-C
4 Hey. &5 RBP4, £ HDL-C . 1k ApoAl 2y 2
PRI B E KL CL IR 2, X M2 i UL A% o
(H8 DR 998 B2 . R IR 9 B WCME S HbAc,
TG, TC) #HATKIESR, LZL KK Logistic [ 443
Mr& B, LDL-C. non-HDL-C. Hey, RBP4 /54 2
BB R G G OF CL RAEM BRI E (P<0.05)
(%4),

®2 MWAURFESKIIEIR LA (x4s)

Table 2 Comparison of detective indexes between two groups (xzs)

il HbAle (%) TG (nmol/L) TC (nmol/L) HDL-C (nmol/L) LDL-C (nmol/L)
XTI (n=173) 7.96+1.48 1.940. 61 4.34+1.02 1.43+0.43 2.75+0.72
Rl (n=150) 8.46x1.70 2.87x1.15 4.84%1.05 1.02+0. 28 3.030.91
¢ fH 2.243 11.958 3.412 4.637 5.108
P{E 0. 030 0. 0001 0. 001 0. 0001 0. 0001

il ApoAl (g/L) ApoB (g/L)  Hey (pmol/L) FIB (g/L) RBP4 (pg/L)  non-HDL-C (nmol/L)

SHIRLL (n=173) 1.87+0. 64 0. 94£0. 22 16. 66+5. 96 3.43£0.77 30.439.37 3.32+1.02

FI4L (n=150) 1.23+0.28 0.97+0.27 18.98+7.07 4.34+1.21 34.21+10. 34 4.12+1.03

o {H 6.209 1.088 2.972 7.758 3.256 5.067

P 0. 0001 0.278 0. 003 0. 0001 0. 001 0. 0001

x3 2B ERE AT CLIGR N E x4 2RI ERESTT CLIGR R
AR 2 [ 53 b EAESEVER T
Table 3 Risk factors for CI in patients with T2DM Table 4 Risk factors for CI in patients with T2DM
by univariate analysis by multiple-factor analysis
A5t OR fif 95% CI P 2k OR f 95% CI P

AER 1.014 0.989~ 1. 040 0.273 HDL-C 0.239 0. 102-0. 376 0. 001
Tl b v P 1.353 1.128~1. 624 0.001 LDL-C 2.356 1.322-4. 198 0. 004
WA sl 1.119 1.037~1.091 0.035 ApoAl 0. 027 0. 007-0. 108 0. 0001
G L 82 1.195 1.024~3.079 0.024 non-HDL-C 1. 133 1.059-1. 211 0. 001
FBG 1.037 0.905~1. 106 0.798 Hey 5 978 | 4244 530 0. 0001
HbAlc 1.384 1.010~1.724 0.014 RBP4 | 256 | 0341 538 0. 001
TG 5.034 3.439~7. 449 0.001
TC 1467 1 168~1. 843 0. 001 e XTPIZHAYHE AR R BEIREIEER . R . W
HDL-C 0.179 0.082~0. 392 0. 001 HbALe, TG, TC IR LR PTfE
LDL-c 2.523 1.528~2.971 0. 001
ApoAl 0.11 0.049~0. 248 0. 001 3 it
ApoB 1.637 0.673~3.983 0.277
non-HDL-C 1.774 1.396~2. 254 0. 001 CI B 35 22 9 BIL a2 A 1o i 358 1 3 ik i 2 )
Hey 2.562 1.924~3.413 0. 001 Ik ok AR AR A AR FERE AL BFEERTE Y, T2 sh ik i sk
FIB 2.755 1.517~3.893 0.004 EEH I ZE | AR R 3E B A5 i S 1
RBP4 1.039 1.015~1.265 0. 002 AR RS I 7 A B4 g AL 2B P R BE ) TR
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