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[ ABSTRACT ] Aim To explore the correlation among flowmediated dilatation, nitroglycerinmediated dilatation of
brachial artery and intracranial atherosclerotic stenosis in ischemic cerebrovascular disease patients. Methods Ac-
cording to the presence of intracranial vascular stenosis, 67 patients with ischemic cerebrovascular disease are divided into
two groups, intracranial vascular stenosis group and control group, of which general data, FMD,NMD are analyzed relative-
ly.  Then the relevance of FMD, NMD and the number of intracranial vascular stenosis is further analyzed. Results
There are 50 patients in intracranial atherosclerotic stenosis group and 17 patients in control group. Intracranial athero-
sclerotic stenosis is related to age, FMD, NMD, Hypertension, Diabetes, history of previous stroke/TIA.  And there is a
negative relationship between FMD (rs = - 0.869,P =0.000 <0.05) ,NMD (rs = —0.490,P =0.000 <0.05) and the
number of intracranial vascular stenosis.  Unconditional logistic regression analysis shows that FMD can be used as an in-
dependent factor of evaluation of intracranial atherosclerotic stenosis, which could be the most likely diagnosis of intracrani-
al vascular stenosis when it was 2. 95%. Conclusions FMD was low in patients with intracranial atherosclerotic ste-

nosis , which may also has value in predicting the extent of intracranial vascular stenosis.
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Table 1. Comparison of age, FMD and NMD between in-

tracranial atherosclerotic stenosis group and control group

H# STRRZH (n=17) ICAS #(n =50)
TR () 58.20 +£9. 60 65.50 +9. 30"

FMD 6.50% +0.81%  2.99% +1.25%"
NMD 20.47% +6.91% 15.68% +7.15%"*

a i P<0.05, 5% FA LLH
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Table 2. Comparison of previous history between intracra-

nial atherosclerotic stenosis group and control group
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Table 3. Analysing the relationship between flow mediated
dilatation, nitroglycerin mediated dilatation and intracrani-
al atherosclerotic stenosis by unconditioned Logistic regres-

sion

= B Wald¥&AH OR 95% Cl P
FMD -1.704 13.205  0.182 0.073 ~0.456 0.000
NMD -0.030  0.137 0.970 0.825~1.140 0.711
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Table 4. The significance of flow mediated dilatation pre-

dicting intracranial vascular stenosis in different values

FMD gz o FHPELIA EE
2.8785% 94. 4% 59.2% 2.3137
2.9500% 94. 4% 61.2% 2.4330
3.1225% 77.8% 61.2% 2.0052
3.2625% 72.2% 63.3% 1.9673
3.5500% 61.1% 63.3% 1.6649
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Figure 1. ROC curve of FMD predicting intracranial artery

stenosis
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