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BB oM F XAk (penetrating artery disease, PAD) & fsiA® 723k I3k & P 35 3h 15 #F (progres-
sive motor deficits, PMD) #94a % BB E & EH S,

Fik RN K FAMRIFA S 6GPADR! AL 5T 1, 4% % 3k JLPMD 2 4 PMDZa 5 4EPMDZa ], bb
BAmAe T, ffihRE, ARRE, FRERIR, SIAAFCAAHE RAF (MRS 4
0~240) &R JoiAE X H_ KK, #— P *FPMDRIT R v B F AT 5 B A 047, Flbr L s Ae R &,
FZEE BRAEANM28TH|PADR fAg T B, L PPMDLO54)], JEPMD41924], 5AEPMDAR L,
PMD48 B 1 %4 (P=0.03) | B8 (P=0.04) | #E{Lan4c & & (P<0.001)  Hey (P=0.02) f=D-=F 4k
(P=0.01) K-F25 %, Fiidg etk AARH K (P<0.001) , 40 &A ANTLEINIHSS 40 2 B R AT F &L,
{2 2[5 B PMDZENIHSS 3 4 & F-JEPMD4s. (7.69+1.874 vs 2.13+0.494, P<0.001) ; 3ANF [ 35 PMD4
TG PATFHAK (55.7% vs 70.8%, P=0.01) , 6ANA MG 37 MAATG LB F £ 55 HAINAREAA &
AR KFEEFRGTFEL, SHEMITET BN LK GKF (OF 1.083, 95%C/ 1.062~1.105,
P=0.03) Foii k898548 STt B 42 (OR 1,051, 95%C/ 1.030~1.073, P=0.01) RPMD&) Yk = & & F £,
£5it PADR AR oK F, L ILPMDA T IAY B B R E, IANATB K, il B gk
PR FiAg ek H AT AR APADA AR 52 %4 PMDAG TR 45 4%,
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[Abstract]

Objective To analyze the risk factors of progressive motor dysfunction (PMD) in patients with
cerebral infarction due to perforating artery disease (PAD).

Methods Patients with PAD cerebral infarction diagnosed by MRI were divided into PMD
group and non-PMD Group. The demographic data, vascular risk factors, lesions characteristics,
laboratory test result, prognosis and stroke recurrence at 3 and 6 months were compared between
the two groups. Multivariate analysis was used to determine the independent risk factors for PMD.
Results A total of 287 patients with PAD were enrolled in this study, including 95 patients with
PMD and 192 patients with non-PMD. The males (P=0.03), smoking (P=0.04), the glycated
hemoglobin (P<0.001), homocysteine (P=0.02), D-dimer (P=0.01) and infarct diameter (P<0.001)
were all significantly higher in PMD group than that in non-PMD Group. There was no significant
difference in the NIHSS scores at admission between the two groups, but the NIHSS scores
at discharge in PMD group was higher than that in non-PMD group (7.69+1.87 vs 2.13+0.49,
P<0.001). The rate of good prognosis at 3 months in PMD group was lower than that in non-PMD
Group (55.7% vs 70.8%, P=0.01), while the two groups had no statistical difference at 6 months.
There were no significant difference in recurrent cerebral infarction at 3 and 6 months between the
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two groups. Multivariate analysis showed that high glycated hemoglobin level (OR 1.083, 95%CI
1.062-1.105, P=0.03) and large infarct diameter (OR 1.051, 95%CI 1.030-1.073, P=0.01) were

independent risk factors for PMD.

Conclusions Of patients with cerebral infarction due to PAD, the patients occurring PMD had

more severe neurological function deficit and worse prognosis at 3 months. Glycated hemoglobin

and infarct diameter can be used as predictors for PMD.
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2 %
2.1 —figERt AFFR Ak A PADR G AT &
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IPMDRIH L fER R 2,

3 itig

2 4384 (Chinese  Ischemic
Stroke Subclassification, CISS) & Ifi. P2
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E: PMD: # BobiZ #1347 HbAlc: #Efftc g,



rpE A E 20194E11H #14% 1150 JR
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