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[ ABSTRACT ] Aim  To investigate the relation and clinic significance between carotid atherosclerosis ( CAC) and
the level of serum midkine (MK) in patients with essential hypertension (EH). Methods The survey was conducted

in 110 patients selected from the special care medical center of Naval General Hospital of PLA between February 2009 and
October 2012.  Based on the results of carotid ultrasound and blood pressure, the patients were divided into three groups:
EH with CAC group (n =48), simple hypertension group (n =42) and normal control group (n=20). The level of ser-
um MK was determined by ELISA method. The level of serum insulin and the insulin resistance index (IRI) were also
determined.  Then the related data were analyzed. Results In EH with CAC group, the level of serum MK and IRI
were significantly higher (P <0.05). In patients with EH, the level of serum MK, systolic blood pressure (SBP) and
IRI were positively correlated with carotid intima-media thickness (IMT) (r=0.512, 0.466, 0.408, all P <0.01) ; the
level of serum MK was positively correlated with IRT (r=0.618, P <0.01). Logistic regression analysis showed that the
level of serum MK, IRI, course of hypertension, and SBP were related to carotid atherosclerosis closely. Conclusions
There was correlation between the level of serum MK and CAC in patients with EH.  The level of serum MK was one of the

risk factors for carotid atherosclerosis.
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Tablel. Comparison of clinical data in the three groups

| CAC 4] NCAC 4 XT B2
B2 (Hl) 48(30/18) 42(26/16)  20(12/8)
R (S 54.3+10.9  52.8+11.6 53.1x12.3
TR IR R (45 11.2 £8.3¢ 8.8 +6.4 0

WA (5] 18(37.5%) 16(38.1%) 7(35.0%)
T () 25(52.1%)  22(52.3%) 9(45.0%)
BMI( kg/m?) 23.4+3.1°  21.8+2.9 21.4%2.6
75 W8 1% ( mmol/1.) 5.2+0.9 5.1£0.7 5.0£0.8
Wi K ( mmHg) 167.9 £19.7" 158.3 £16.4" 120.4 8.2
#F 5K (mmHg) 95.8+10.5° 94.9x11.3* 73.8+8.5
TG( mmol/L) 1.3+0.3 1.4 £0.3 1.2£0.3
M TC(mmol/L) 5.0+0.4 4.8+0.6 4.720.8
WS E(mU/L) 17.7+0.6° 16.7 £0.8*  12.2£0.5
IRI 4.1£0.9% 3.8+0.4*  2.7%0.6
MK ( pg/L) 1.2+£0.24"  1.08 £0.23* 0.89 +0. 18

a’h P<0.05,b2k P<0.01, 5 A HE ;¢ I P <0.05,5 NCAC
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Figure 1. The relation between IMT and MK, IRI,SBP
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Figure 2. The relation between MK and IRI
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Table 3. Logistic regression analysis of risk factors for ca-

rotid atherosclerosis

G NE MIHA% S E Wadf{i P{H OR{H 95% CI

MK 1.351 0.401 5.203 0.039 1.911 0.873 ~2.562
IRI 0.627 0.242 8.105 0.015 1.904 1.205~3.125
S 0.101 0.037 8.362 0.032 1.313 1.033 ~1.201

We45E 0.093  0.028 21.302 0.002 1.157 1.062 ~1.159
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