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Infarction location for predicting cerebral infarction progressive motor nerve function deficits in middle cerebral artery area”
ZHU Xiaoqi , LU Xuesheng® , ZHANG Yun , XU Ming ,YAN Qianfeng ,DING Ji
(Department o f Neurology ,A [ filiated Tongren Hospital ,School of Medicine ,Shanghai
Jiaotong University , Shanghai 200336 ,China)

[Abstract] Objective To investigate the correlation between the infarction location and progressive motor deficits (PMD)
occurrence, Methods The patients with middle cerebral artery(MCA) infarction within 24 h of onset without thrombolytic therapy
were included. The National Institutes of Health Stroke Scale( NIHSS) motor item score increase =2 points of the base line within
7 d after stroke onset served as the PMD diagnostic criteria. The differences in clinical and laboratory data,and infarction location
were compared between the PMD group and non-PMD group. The multivariate Logistic regression analysis predicted the risk fac-
tors of PMD occurrence. Results A total 121 patients with MCA acute cerebral infarction were included in the study and divided in-
to the PMD group (45 cases) and non-PMD group (76 cases). The internal watershed infarction occurrence rate in the PMD group
was higher than that in the non- PMD group (26.7% wvs.5.3%,P=0.001). The occurrence rate of penetrating arterial infarction
(PAD had no statistical difference between the PMD group and non-PMD group(42. 2% wvs. 35. 5% .P=0.463). PAI was further
divided into perforating branch atheromatous disease (BAD) and lipohyalinitic degeneration (LLD). The occurrence rate of BAD in
the PMD group was significantly higher than that in the non-PMD group (28. 9% ws. 9. 2% ,P=0.005). The stepwise Logistic re-
gression analysis indicated that watershed infarction [odds ratio(OR) ;9. 750,95% confidence interval (CI) ;2. 828 —33. 612, P=
0.000] and BAD lesion (OR:6.036,95%CI:2.119—17.190,P=0. 001) were the independent risk factors contributing to PMD.
Conclusion Internal watershed infarction and BAD lesion may predict the PMD occurrence. The infarct location is conducive to find
the high risk population of cerebral infarction progress.
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Eistan PMD 4 (n=45) 4 PMD 41 (n=76) v/t P
R (T, %) 64.38-+13.00 65.954-11. 28 0.442 0.479
S (%) ] 34(75.6) 53(69.7) 0.474 0. 491
F2k NIHSS PE4r[M(Pas s Prs) 4 4] 4(2.6) 1(2,6) —0.035  0.972
5 NTHSS 343 [ M(Pys , Prs) » 53] 9(6,1D 4(2,6) —6.231  0.000
fe I [ (26) ] 34(75. 6) 54(71. 1) 0. 289 0.591
RGN 16(38. 1) 32(44, 4) 0. 439 0.508
IR LAE 2 2%0) ] 22(48.9) 34(44.7) 0.143 0. 705
Bl n( %) ] 2(4.4) 12(15.8) 3.556 0. 059
WEAE 7 op g [ (96) ] 8(17.8) 9(11.8) 0. 825 0. 364
W 45 i (z£ s, mm Hg,) 137. 447414, 52 139. 22414, 41 0.001 0. 660
P9k E (T+s,mm Hg) 82.11+38.71 82.91+8.63 0.002 0.742
=t H i (T+ s, mmol/L) 1.41+0. 65 1.63+1. 49 0.926 0. 356
JIEL [ % (Z =+ 5, mmol /1) 4.58+0.98 4.3670. 90 —1.074  0.285
L% B IR & 14 (z+ s, mmol /L) 2.8940.91 2.7340. 86 —0.761  0.448
25 6 MBS (T s, mmol/L) 6.34+2. 60 6.90+2. 85 1.079 0.283
25 2 h U (Z = s, mmol /L) 9.94+4.01 10. 4374, 90 0.558 0.578
WAL M LT (T £ s, %) 6.44+1.58 6.84+1.71 1.273 0. 206
B ] DE AR [ (200 ] 39(86.7) 66(86. 8) 0.001 0.978
S AR T (26 ] 5(11. 1) 19(25.0) 3.429 0. 064
B[ n (%)) 3(6.7) 3(3.9) 0. 054 0.816
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