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Critical issues in the diagnosis and treatment of cerebral small vessel disease: Solutions and clinical research
progress SUN Jinpeng, XU Yun. (Department of Neurology, Nanjing Drum Tower Hospital, Affiliated Hospital of Medical
School, Nanjing University , Nanjing 210008, China)

Abstract: Cerebral small vessel disease (CSVD) has a high incidence rate, an insidious onset, a heterogeneous eti-
ology, and serious damage. At present, there are still various critical issues in the clinical diagnosis and treatment of
CSVD, including the difficulty in early warning, difficult etiological typing, and limited treatment methods. This article

summarizes the clinical studies on the diagnosis and treatment of CSVD in recent years, in order to provide a reference for
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solving problems in diagnosis and treatment.
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tosomal dominant arteriopathy with subcortical infarcts
and leukoencephalopathy , CADASIL) i) E00 3£ A, Ji
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FAXF G, Ml Sk I SEIRAR X /D, — S B8 3 AT P
LRGN A AR A A . HEVE g A
AH 2 30 Jik e £ 25 H R0 B Rk 5 (cathepsin A-related
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DAPT) 76 A [A] CSVD 7 faf 021 H 2 81 M 26 v 4 K 3R
FEAREE A, o 3 25 55 M U 41 rh , DAPT 41 e 1l
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25>,
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A (P<0.05) . &7 FWIAhsE M- MA7 B T 11 CSVD
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P (deep brain stimulation, DBS) | 2 £ 75 Jill 3 (fo-
cused ultrasound stimulation, FUS) | 5558 42 /i 25 Il %
(repetitive transcranial magnetic stimulation, rTMS) .
25 i i H ) % (transcranial direct current stimula-
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tional Trials in Small Vessel Disease: Establishing a
Standardised Evaluation, FINESSE)™", ;i W} 9% %
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