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[ Abstract] Objective To explore the relationship between serum level of Apelin, angiotensin
(Ang) II and carotid intima-media thickness ( CIMT) in patients with type 2 diabetes mellitus (T2DM ).
Methods A total of 103 patients with T2DM admitted to the First Affiliated Hospital of Bengbu Medical
College from January 2018 to June 2018 were selected. All patients were divided into two groups based on
CIMT: CIMT <0.9 mm (NCIMT group, n=48) and CIMT >0.9 mm ( ACIMT group, n=55). In addi-
tion, 49 healthy subjects underwent physical examination during the same time were selected as the normal
control group (NC group, n =49). Body mass index ( BMI) and waist-hip ratio ( WHR) were calculated;
systolic blood pressure (SBP) and diastolic blood pressure (DBP) were recorded; fasting glucose (FPG),
HbAlc, total cholesterol (TC) and triglyceride (TG) were measured for all the selected individuals. Mean-
while, enzyme-like immunosorbent assay was used to determine fasting serum Apelin and Ang I levels.
Differences of these indicators were compared among the three groups. The related factors of Apelin and Ang

Il were analyzed by Pearson correlation analysis, and the influential factors of CIMT were analyzed by logis-
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tic binary regression. Results Compared with NC group, serum level of Apelin in NCIMT group was in-
creased ; compared with ACIMT group, serum level of Apelin in NCIMT group was decreased ( F =17.768,
P <0.01). Compared with NC group, serum level of Ang Il was increased in NCIMT group, and compared
with NCIMT group, serum level of Ang II was increased in ACIMT group( F =8.727, P <0.01). Pearson
correlation analysis showed that serum level of Apelin was positively correlated with waist circumference,
WHR, TC, FPG and HbAlc (r=0.223, 0.238, 0.271, 0.227, 0. 580, respectively, all P <0. 05). Se-
rum level of Ang [l was positively correlated with SBP, HbAlc and TC (r=0. 190, 0.459, 0.267, all
P <0.05). Logistic binary regression analysis showed that age, HbAlc and Ang Il were positively correla-
ted with CIMT ( OR=1.087, 95%CI. 1.033-1. 145, P=0.001; OR=1.986, 95%CI. 1.189-3.316,
P=0.009; OR=1.021, 95%CI. 1.009-1.033, P=0.000), while Apelin was negatively correlated to
CIMT(OR =0.098, 95% CI: 0.997-0.999, P =0.004). Conclusion Serum Apelin is a protective factor

for CIMT, and Ang Il is a risk factor for CIMT and may be associated with the development of atherosclerosis in

patients with T2DM.
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R1 KBRS AR (v +5)

) %k B/ R (S e (4F) T (kg) BMI(kg/m®)
NC 4 49 23/26 44.36 +13.78 65.10 £12.42 23.33 £4.19
NCIMT 2 48 23/25 49.61 +14.07 8.00 +£6.65 71.05 +11.64 26.02 +3.50°
ACIMT 2H 55 25/30 53.87 +12.31 10.58 +7.62°¢ 70.11 £11.22 26.37 +3.76"

F {8 0.755 1.214 35.217 2.488 7.591

P18 0.472 0.058 0. 000 0.058 0.001

45 1%k JE [ (cm) B (em) A& L Wi (mmHg ) #7578 E (mmHg)
NC 24 49 83.85+9.95 95.95 +7.67 0.87 £0.05 124.90 +7.21 68.33 +£7.55
NCIMT 2 48 96.74 +10.31" 101.26 +7.95* 0.95 +0.06" 122.61 £21.75 79.29 £11.92"
ACIMT 2 55 98.47 +10.63" 101.44 +8.66" 0.97 +0.72" 135.36 £24.07%* 77.40 +17.40°

F 18 24.102 5.879 28.602 5.179 7.718

P1{a 0. 000 0.004 0. 000 0.007 0.001

2H 51 15)%% JR IR (mmol/L) HLEF ( pmol /L) R 2 (mmol/L) Apelin(ng/L) Ang Il (ng/L)
NC 4 49 351.31 +£91.93 72.38 £11.65 4.94+1.17 2 031.88 +389.04 94.56 +35.28
NCIMT 2H 48 270.83 +106.70* 58.26 +27.34" 5.45+2.97 2 483.43 £345.22* 112.23 +38.31°
ACIMT 2 55 323.77 +105.40° 79.77 £52.94¢ 7.05 £3.49* 2243.98 £419.35"  125.82 £35.03"

F g 5.986 3.483 6. 606 17.768 8.727

P1{a 0.003 0.034 0.002 0.000 0. 000
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NC 4 49 1.69 £0.73 4.02+0.79 2.42 +0.63 6.00 +0.58 5.28 £0.32
NCIMT 24 48 2.64 £3.54 4.80 +1.55° 2.54 £0.47* 1.06 £0.35 10.15 +3.34" 10.36 +2.79"
ACIMT 2 55 5.14x1.42 5.59 £1.24% 3.27 £1.19% 0.99 +£0.28 11.21 £2.73% 11.21 £2.73"

FAiE 1.752 13.080 4.909 0.853 21.005 79.470

P1{E 0.178 0.000 0.009 0.359 0.000 0.000
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R2 I IE Apelin 55 Il RIS bR A9 AR G AR 20T

SiiHE ke (4F) BMI(kg/m?) JEEFR (em) Bl (cm) I Wi i (mmHg)
r & 0.102 0.178 0.223 0.107 0.238 0.121
P1{a 0.267 0.052 0.014 0.247 0.009 0.283
S (g9 S JTEL ] sz LDL-C iING PR YAk HbAle
It (mmHg) ('mmol/L) (mmol/L) (pmol/L) ('mmol/L) (mmol/L) (%)
r & 0.156 0.271 0.033 0.066 -0.039 0.227 0.580
P1E 0.167 0.021 0.782 0.488 0.681 0.043 0.000
b BMI TR 5540 LDL-C: 85 2 B2 1 T 1 b =0, 133 kPa
F3 LI Ang 1T 5K TG RIS b5 YA 1 S0 B
it e (4F) BMI(kg/m?) JEE (em) B (em) I Wik (mmHg)
r & 0.105 0.113 0.106 0.004 0.164 0.190
P18 0.386 0.352 0.383 0.977 0.175 0.016
in+{a ﬁg{éﬁ E’wﬂﬂﬁ@?—ﬁ LDL-C JiIINGS ﬁ@ﬁ i*@ﬂl*% HbAlc
L (mmHg) (mmol/L) (mmol/L) (pumol/L) (mmol/L) (mmol/L) (%)
r i 0.044 0.267 0.079 0.138 0.079 0.232 0.478
P18 0.719 0.045 0.515 0.254 0.516 0.053 0.000
FE S BMI 6 T80 LDL-C (35 M 2 1R Ang 1 045 55K 1151 manblg =0, 133 KPa
x4 CIMT 2 A K 1Y logistic —Ju M)A /0#r
A B SE Wald * P{a OR {8 95% CI
Apelin(ng/L) -0.053 0.188 8.195 0.004 0.998 0.997 ~0.999
(%) 0.084 0.026 10.234 0.001 1.087 1.033 ~1.145
HbAle(% ) 0.686 0.262 6.875 0.009 1.986 1.189 ~3.316
Ang I (ng/L) 0.021 0. 006 12. 669 0.000 1.021 1.009 ~1.033
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