thE R s 20164E5H B11% 55

BBk P B AR S sk D RE s S5 HE

LIRS M2 SRR RS

W R, AT, KA, AR, B, A

€L |

B AR AIR A BAR KM AT TR LIS AT B 4E S RME S A — S R RHFR,

FiE ABHRANMBERAR, EEKEFELAREGEAZNAER SIS ML L HIES RIS
A b S B, ARIEAR BN R ARG IR A NRAT IR Gt (flow mediated dilation, FMD) B &L, 4 %4
DA FEFMDZ AR 40 | 42 EFMD2 3R A FeFMD ) Bk B 20, SRIE BB AL R, AN 12/ F it
B AT, PO S ] Bl b S F A KO,

R BFRME A6 A, TR 1230), £ EEFMDR B 4 42 FFMD 4R 41 f=FMD
R EF LAV A 250, 52 Aedb ], 340 B —F S o AP 5K E 5 A A 84 (32.0%) | 124
(23.1%) . 445] (8.7%) , FMDE Z 7 fels #7405 F 5 K % 5 -FFMD fE £ 48 (P=0.016) , Logistice
3 AT BT 4B AR [FLAALE (0dds ratio, OR) 3.657, 95%%T 43 X 4] (confidence interval, C/) 1.135~11.777,
P=0.030], /% (OR 3.286, 95%C/ 1.069~10.104, P=0.038) , FMD& & % 4% (OR 6.155,
95%C1 1.333~28.420, P=0.020) , CK_R. & & (C-reaction protein, CRP) (OR 1.053, 95%C/ 1.001~1.107,
P=0.045) HAp RS F—F 55 5 LA EEEE,

i FMDEE MG E T —FE LXK, BAFTE LRI ERRE,

[REEA] MRk AR BUEAT TR B8 RS iR S s B K

[DOI]  10.3969/j.issn.1673-5765.2016.05.004

Association between Brachial Artery Endothelium-dependent Vasodilatation Dysfunction
and Reccurence of Non-cardiogenic Cerebral Ischemic Stroke

LI Pei*, ZHANG Jun-Xia, TANG Li, ZHANG Rong, HUA Guo-Yong, HU Quan-Zhong, HOU Qian.
*Department of Neurology, the People’s Hospital of Qinghai Province, Xining 810007, China
Corresponding Author:LI Pei, E-mail:lp 0971@163.com

[Abstract]

Objective To explore the relationship between brachial artery endothelium-dependent
vasodilatation dysfunction and 1-year recurrence of non-cardiogenic cerebral ischemic stroke.
Methods In our prospective observational study, patients with the first acute non-cardioembolic
ischemic stroke hospitalized in the Department of Neurology, The People's Hospital of QingHai
Province were enrolled consecutively. According to flow mediated diameter (FMD) percent change,
these patients were divided into three groups: non-cardiac ischemic stroke combined with severe
FMD damage group, non-cardiac ischemic stroke combined with mild FMD damage group, and
pure non-cardiacischemic stroke group with normal FMD group. Then the baseline information
were collected. The patients were followed up at 12™ month. The amounts of ischemic stroke
recurrence events and the influencing factors were compared with the results taken previously
among different groups using Logistic regression analysis.

Results A total of 126 patients were enrolled into study and 123 patients finished follow-up. Among
which, 25 patients had severe FMD damage, 52 had mild FMD damage, and 46 had normal FMD.
The recurrence rates of three groups after one year were as follows: 32.0% (n=8), 23.1% (n=12)
and 8.7% (n=4), respectively. The statistics results showed that the number of non-cardiac ischemic
stroke combined with severe FMD damage group's ischemic stroke recurrence events was significant
different compared with normal FMD group (P=0.016). According to the Logistic regression
analysis, it showed that FMD severe damage (odds ratios [OR] 6.155, 95% confidence interval [CT]
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1.333~28.420, P=0.020), hypertension (OR 3.286, 95%CI 1.069~10.104, P=0.038), diabetes (OR 3.657,
95%CI 1.135~11.777, P=0.030), C-reaction protein (CRP) (OR 1.053, 95%CI 1.001~1.107, P=0.045)
were related with the recurrence of ischemic stroke, which were also the independent risk factors at

the same time.

Conclusion Severe FMD damage is associated with 1-year recurrence of ischemic stroke and is the

independent risk factor for the recurrence of stroke.

[Key Words] Brachial artery endothelial-dependent vasodilation; Non-cardiogenic; Ischemic

stroke; Recurrence
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