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[ABSTRACT] Aim To siudy the relationship betw een brachiakankle pulse wave velocity (BaPW V) and serum ma-
lonyldialdehyde(MDA), superoxide dismutase ( SOD) and nitric oxide (NO) in patients w ith hypertension co-existed w ith
type 2 diabetesmellius and to mvestigate the effects of oxidative stress and vascular endothelial function on the develop-
ment of arteriosclerosis M ethods 168 patients were devidid nto nomal control(n= 40), hypertension(n= 70) and
hypertension canplicated w ith type 2 diabetes m ellitus group(n= 58).  The serum NO, MDA and SOD were m easured by
colorm etric m ethod respectively and BaPW V were recorded by an autam atic arterial stiffness m easuran ent device
Results Canpared with the control group serum MDA, BaPWV were significantly higher and SOD, NO was lower (P <
Q 05) i the hypertension group and the hypertension canplicated w ith type 2 diabetes mellitus group ~ Canpared w ith
the hypertension group serum MDA, BaPWV were significantly hisher and SOD, NO was lower (P< Q 05) in the hyper
tension canp licated w ith type 2 diabetesm ellitus group ~ Correlation analysis showed that BaPW V was positively correlated
with age systolic blood pressure dilated blood pressure cholestero]l fasting blood ghicose ( FBG), high-sensitivity C-re-
active protein ( hs-CRP), semum MDA (r=Q 418 Q 672 0 469 Q 179 Q 392 Q 277, Q 571, allP<Q 05), and
was negatively correlated w ith serum SOD and NO (r= - Q 438 - Q 571, allP< Q 05). The analysis ofmultiple step-
w ise regression showed that BaPW'V was positively correlated w ith systolic blood pressure MDA, FBG and age Con-
clusion A rterial elasticity significantly decreased and was correlated w ith increase of oxidative stress and reduction of vas-
cular endothelial function in patients w ith hypertension can plicated w ith type 2 diabetes mellius suggesting that ox dative

stress and endothelial function plays an mportant role n the developm ent of arteriosclerosis
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X ELL b, FH 4R EH + 2DM 4L s
ACEAT BaPWV BIEME = (P< Q 01), SOD A1 NO
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xf i 2R EH 4 FH + 2DM 4
Bl

(n= 40) (n="170) (n=58)
B i () 23/17 30/40 28/30
R (%) 64 9*4 5 66 6 X5 7 67 56 1
BM 1( kg/m?) 23 47 %2 11 24 3212 90 24 92 %2 88*
WL (mmHg) 124 738 6 161 6 X12 4° 159 9 £13 4°
#FIKIE (mmHg) 72 9%82 90 4%12 2 91 3%11 9°
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HDLC(mmol/L) 1 16 +Q 25 L1240 27 1L 06%a 25
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FBG (mmol/L) 49+0 6 50%07 7 7%+q 8
hsCRP(mg/L) 1 95%1L 10 2 73%1 30" 2 93%L 17°

alN P<Q 05 5XMALLE; by P<Q 055 EH AE.
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