B EY¥51EK 2014 £ 3 A% 11 %% 53 Lab Med Clin, March 2014, Vol. 11,No. 5

HEgsHEEENRXEHFCREEBMBHBNE-
IKFZ 5
TG, E AR (L R KRFRAMESFE, XX 4340005
2. HAERMTE ZARER  434000)

[HE] BY %N ELEF0RRAFRAR(Hey) £4 C R EEYG (hsCRP) & & A% (1L)-6 K

FEAKT HAEGRERY hs CRP fo IL-6 K-FZHAEA A HE SO EGEFREHGER T X, Fik
BB EH N TE ARER 20115 12 AZ2012%5 12 A h B AAAER S RESH 280 IEA R £,
Bt RS EARYE Hoy KP4 h HA S E 128 Fl A3k H A F fe EZ 152 4, AL 3 80 ) £ & o JE 09 1 e A B
VA fE AT B4R, bb4: 3400 hs CRP A IL-6 K-F, R HAZHEH AL P hs CRP Z IL-6 454 HA
B R RN REAG, EFALRITFEN(P<0.05), £if HAZHhEAREXHERTF hsCRPIL-6) I &, £
MR ETHE G ELRGRAZ—,

(XAl ShE; BHECRAEEA; G@EBAE-6

DOI:10. 3969/j. issn. 1672-9455.2014. 05. 010 X EIFHE:A XEHS:1672-9455(2014)05-0603-02

Research on plasma levels change of high sensitive C reactive protein and interleukin-6 in patients with homocysteine type
LUO Chang-xiong' s HUANG Xiao-hong® ,2WEI Chuan-zhong* (1. Basic Medical College of Wuhan
Uniwversity Cardiovascular ,Wuhan , Hubei 434000, China; 2. Jingzhou Third People’s Hospital . Jingzhou, Hubei
434000, China)

[Abstract] Objective

hypertension

To detect the change of homocysteine (Hcy) , high-sensitivity c-reactive protein Chs
CRP) and interleukin 6 (I1L.-6) level in patients with hypertension, to investigate the value of hs CRP and 11.-6 in pa-
tients with homocysteine type hypertension, provide new ideas and methods for the treatment of homocysteine type
hypertension. Methods Two hundred and eighty cases with hypertension were selected randomly to be subjects,and

divided into H type hypertension group included 128 cases and non H type hypertension group included 152 cases ac-

.

cording to the level of homocysteine, 30 healthy people without high blood pressure were selected as control group .

The level of hs CRP and 11.-6 were compared in the three groups . Results

The level of hs CRP and 1L.-6 in homocys-

teine type hypertension goup were significantly higher than those in the other two groups(P<C0. 05). Conclusion

Inflammatory cytokines(hs-CRP,I1.-6) in patients with homocysteine type hypertension increased, inflammatory re-

action may be one of the causes of hypertension.
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