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[ ABSTRACT] Aim To investigate the correlation between serum homocysteine (Hey) level and high density lipo-
protein ( HDL) subclasses in patients with H-type hypertension, and to study the function of HDL subclasses on the anti-in-
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flammatory capacity of endothelial cells. Methods 76 patients with isolated hypertension, 85 patients with H-type hy-

pertension and 133 healthy adults were included in our study. The concentration of fasting blood glucose (FBG) , serum
creatine( SCr) , uric acid (UA), total cholesterol (TC) , triglyceride (TG) , low density lipoprotein cholesterol ( LDLC) ,
high density lipoprotein cholesterol (HDLC) , HDL2, HDL3 and Hcy were measured for each participants. ~ Furthermore,
HDL subclasses were isolated and purified from plasma of 6 participants for each group by fast protein liquid chromatogra-
phy (FPLC). Large HDL (L-HDL) anti-inflammatory capacity was determined as its ability to suppress tumor necrosis
factor alpha ( TNF-a ) -induced vascular cell adhesion molecule-1 ( VCAM-1) expression in human umbilical vein endothe-
lium (HUVEC) in vitro. Results There were no significant differences of FBG, UA, TC, LDLC level between health
control, isolated hypertension and H-type hypertension( P>0.05). Compared with health control and isolated hyperten-
sion, patients with H-type hypertension had significantly lower level of HDL2 and HDLC and higher level of HDL3 ( P<
0.001).
and HDI2 level (r=-0.626, P<0.01).
0.10,P=0.083). The L-HDL from health controls and patients with isolated hypertension significantly decreased TNF-
a-induced VCAM-1 expression in HUVEC (P<0.05).

dicated no effect on decreasing TNF-a-induced VCAM-1 expression in HUVEC (P>0.05).

Correlation analysis indicated that plasma Hey level was negatively related with HDLC (r=-0.532,P<0.01)

There was no significant relationship between plasma Hey level and HDL3 (r=

However, the L-HDL from patients with H-type hypertension in-
Conclusion  Patients

with H-type hypertension had abnormal HDL subclasses distribution and decreased function of L-HDL on anti-inflammatory

capacity of HUVEC.
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Table 1. Comparison of clinical characteristics and plasma biochemical index of the study population

| RN IR (n=133) HAiE MRS (n=76) H R R4 (n=85) P

LM/ [ B(%) ] 68(51.1) 38(50.0) 41(48.2) 0.31
ik % 47.8+7.3 48.8+8.1 47.6+8.4 0.56
MR/ LB (% ) ] 15(11.3) 9(11.8) 10(11.8) 0.62
e e/ mmHg 120. 1£11.8 148.5+8.1° 149.3+9. 4 <0.001
&7 5K ./ mmHg 74.7%9.2 83.79.5" 79.5+10.3" <0.001
SCr/ ( pmol/L) 100.7+14.1 105.3+14.9° 105.7+15.8* 0.021
UA/(mmol/L) 355.9+84.7 371.6+92.9 371.3+79.1 0.299
FBG/ (mmol/L) 4.5+0.74 4.8+1.4 4.5+0.63 0.092
Hey/ (wmol/L) 11.8x1.6 12.06=1.6 17.3+2.4" <0.001
TC/( mmol/L) 4.8+0.9 5.01£1.0 5.04+0.8 0.214
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i H fH FERS HRZL (n=133) BAlES L2 (n=76) H %025 LR 4 (n=85) P

TG/ ( mmol/L) 1.6+0.8 1.8+1.1 1.9+0.67" 0.028
LDLC/ ( mmol/L) 3.0+0.68 3.1+0.81 3.01+0.75 0.706
HDLC/ ( mmol/L) 1.68+0. 168 1.60+0. 13" 1.51£0. 15 <0.001
HDIL2/( mmol/L) 0.65+0. 14 0.55+0.12° 0.43+0.13" <0.001
HDL3/( mmol/L) 1.03+0.09 1.05+0. 10 1.07+0. 08" 0.002

Hia N P<0.05, SHEEFEXHBAIA L ;b A P<0. 05, 5 Pzl s i A L
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Figure 1. Correlation between plasma Hcy level and HDLC, HDL2, HDL3
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Figure 3. Anti-inflammatory capacity of L-HDL on HUVEC
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