H56% AW = & JUYARNVA Ay Vol.56, No.4
S Ry N = S SR= SO )
2020 4 08 H JOURNAL OF QINGDAO UNIVERSITY (MEDICAL SCIENCES) August 2020

BEEEEFHEENESENRS BTN

HiE,BEE, TR, KER, BRI, ERH
CTF 8 K WA IR B B HE AT B B LR 758 266003)

[HE] AL MERZE RN (HSP) & — 4 LI G2 18 #E AT M s A SR I Lsk Jy 3 & B o R B A MAE R
G5 WL DR B L EL R A I PR AT S T R . HSP — R & R AR AR A L AT i A AR AT
WA N Y 55 )k ) AR TE A BRAE T, I B H ET T A R0 7 1k TR L4 1k B R s e, HORE TE T 2 3 e
FARIAIT R B NTEAR . B B4 00 & R A% HSP BF 58 893k — 2 R A - AT X220 A I PR 45 F L 3kt 75 15X A0
WA 73— 0 TR I HARGE T — LB IR TR . AR SCE g HSP 19 AL LI R 3R B L3845 R A
B WHKYE FR T Ik e — LR

[REiR]  RAEVEBURE, BL M 2 W 167 s Sk

[FESES] R741 [xwksrFmL] A [XEHS] 2096-5532(2020)04-0500-05 SR

doi:10.11712/jms.2096-5532.2020.56.045 [F A2 (R IR AR &5 ) #R1R 48 (OSID) ] , e

[M4&HR] http://kns.cnki.net/kems/detail/37.1517.R.20200320.1520.008. html; ~ 2020-03-23 13:44:14

COMPREHENSIVE UNDERSTANDING AND TREATMENT OF HEREDITARY SPASTIC PARAPLEGIA YANG Di, GAO
Zhengyu s WANG Qiang » ZHANG Yichen, AN Beibei, PAN Xiaona (Department of Rehabilitation Medicine, The Affiliated
Hospital of Qingdao University, Qingdao 266003, China)

[ABSTRACT] Hereditary spastic paraplegia (HSP) is a group of monogenic hereditary disorders of the nervous system cha-
racterized by progressive increase of muscle tension and weakness of both lower limbs, with high clinical and genetic heterogeneity.
HSP generally does not affect the life span of patients, but progressive aggravation of HSP may seriously affect patients’ working
and self-care abilities. At present, there are no effective measures to prevent, terminate or reverse the course of HSP, and only
pharmacotherapy. physical therapy, and surgery can be performed to alleviate patients’ symptoms. With the development of medi-
cal sciences and the in-depth research on HSP. people have had a better understanding of its clinical features, mode of inheritance,
and diagnosis, and some new treatment methods have been reported. This article reviews the pathological mechanism, clinical ma-
nifestation, genetic features, diagnostic basis, and treatment of HSP.
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