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Research Progress on Biomarkers in the Binswanger Type of Vascular Cognitive Impairment
HAN Xiao-hui', LIU Wer. 1. First Clinical Medical College of Shandong University of Traditional Chinese
Medicine, Jinan 250199, China; 2. Shandong University of Traditional Chinese Medicine, Jinan 250199, China

Abstract Small vessel disease is the most common form of vascular cognitive impairment. Binswanger’ s
disease is a type of small vessel disease characterized by a series of features that overlap with other types of
vascular cognitive impairment or neurodegenerative diseases. Multimodal biomarkers markers obtained from
clinical and neuropsychological testing, imaging techniques, and cerebrospinal fluid can help identify
Binswanger’s disease, reveal its underlying pathological mechanisms, and indicate future treatment directions.
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BD #5514 )& 45 1 i (matrix metalloproteinases, MMPs)
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B — 1 A= W A % BD s (1912 Wi A U (A LA
Sk NRBMERR 2T BD , 1 R84 Wbr i W) FaR A brak
YA HLALE v DR RS Wt HESR AL S TR A .
Rosenberg 2L 62 {4l VCT 35 ApmAric ), P T2 2 451
BT FHPIRAILES 2% > S5 23 U ARk M AN TR 2 512 i
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2 > 5% Binswanger %05 7143 ( Binswanger disease score, BDS)
R BD A 54EBD A LR AR T E I R P
B MMP-2 550 NAA K-, 2250 A GEi24 78 Lo = BDS 41
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i J o 308 275 P B 1R, MMIP-2 T8 B AT, NAA KB AIR . HLER
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% (Vascular Cognitive Impairment and Dementia, VCID) & # 1Y)
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A, TE12 W BD 5 I, HLA% 5 1k 8 55 [T ) (logistic regression,
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A AR LR RS A I ARIT Y , L W Rosenberg [T BAJH 2
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T, R IUNAA 58T DI BETT-43 (P=0.003 ) FLEA #2200 2
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