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[ ABSTRACT ] Aim  To observe the relationship between carotid artery stenosis and stroke in progression( SIP) , and
further discuss the risk factors of SIP. Methods 239 hospitalized patients from the Beijing Military General Hospital
with acute cerebral infarction were randomly allocated into two groups: stroke in progression( SIP) group(n =141) and sta-
ble cerebral infarction group(n =98).  Carotid ultrasonography examination was performed.  The plasma Hcy were deter-
mined by radio-immunofluo rescence.  The carotid artery stenosis degree and the plasma homocysteine levels of two groups
were compared. Results The incidence of carotid artery stenosis in progress group was obviously higher than stable
cerebral infarction group.  The carotid artery stenosis is associated with stroke in progression.  Logistic regression analysis
show that hyperlipemia, homocysteine, carotid artery stenosis were the independent risk factors to stroke in progression( OR
=0.264,95% CI:0.064 ~1.260;0R =0. 163,95% CI.0. 036 ~0. 743 ; OR =0. 006,95% CI.0. 036 ~0. 568 ). Con-
clusion Carotid artery stenosis may be closely related to ischemic stroke in progression, and the level of Hey is a predic-

tion of progressive cerebral infarction.
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Table 1. Comparison of risk factors between the progress

group and non-progress group

_ R eS|

i (n=141) (n=9g) P

F () 65.6+8.8 62.2+7.8 0.415
e IR 5 () 87(61.7%) 76(77.6% ) 0.212
R 5 () 79(56.1%) 67(68.4%) 0.463
WA S (6] 47(33.3% )  33(33.7%) 0.413
T KK EEREAL () 89(63.1% )" 57(58.2% ) 0.000°
23 i 1M H% ( mmol /L) 6.499+1.1  6.27+2.2 0.152
TG ( mmol/L) 1.49 £0.7° 1.02+0.9 0.000°
TC( mmol/L) 4.98+1.1° 4.77+1.0 0.000°
HDL( mmol/L) 1.03+0.3 1.03+0.2 0.058
LDL( mmol/L) 3.77+£0.92 3.08+0.81 0.681
Hey ((pmol/L) 23.27 £ 8.72%15.76 1 4.36 0. 001*
NIHSS P43 19.5+9.3*  15.7+8.5 0.042°

ah P<0.05, 5E0t A K,
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Table 2. The degree distribution of carotid artery stenosis in
the two groups
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Table 3. The quantitative index of carotid artery in the two

groups
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WTmax( mm) 4.1 +1.3° 2.9+ 1.1
NWImax 0.57 +0.11° 0.40 +0.09
ICA B % 41.8% 1+ 12.4%*  24.2% + 17.5%

a ;P <0.05, 54t RA L,
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Table 4. The correlation factors of Logistic regression anal-

ysis stroke in progression group
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T4 PRI 0.011 0.022 0.611 1.011 0.969 ~1.056
PR} 0.506  0.314 0.107 0.603 0.326~1.116
17 M ILAE 1.259  0.760 0.023* 0.264 0.064 ~1.260
HHey 1.816  0.774 0.019* 0.163 0.036 ~0.743
FEhBkRAE 1,942 0.702  0.006° 0.143 0.036 ~0.568
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