PSS HZEPRAE 2023 457 H 540 457 1)

X E4S:1003-2754(2023)07-0655-04

%[;MMMMMM%&\SZ

- 655 -

doi: 10. 19845/]. cnki. zfysjjbzz. 2023. 0150

tmmsrmmet DUG S G400 N1 &R )i A% 1

Nz IR AR AR IR IR IS TS AN

3 2 SR J e 20 1 T

TR L, R M, I

M OE: BR X BILUS B R E A AR A gt A M ) 5 SR JE] R 2899 (HINPP) B85 R4 7 4
22 HL A PG A R DR U A3 BT, B A H e I PRI TG s AR . i ORI KR I R kLA T 400, OF
PR RSCERS BRI TR B LS . R BN 15 B AR JC ) R ARE | AR, s
SRR Z RN E AR E o BRI PMP22 B AP 7 KIAAAE K BoR Bk 8 v, 8518 HNPP 2
Wi RS B PE , 2 52 H J BID AL B 2 JRREE , o 22 el 2 JHLAG 7 A1 22 R [EL P 400 2 I, o7 25 PEAS G T e BL B2
FURE VR 7 7T 036 5 10 A A7 B B AU o

KR LR E T S ik J B 28

HPESES R74S SERARIRES : A

W PMP22 BEPT BRI R

A case report of hereditary neuropathy with liability to pressure palsies initiating as posterior interosseous nerve
damage GONG Lili ,REN Hong,ZHANG Shuai et al. ( The Affiliated Hospital of Shandong University of Traditional Chi-
nese Medicine , Jinan 250011, China)

Abstract
reditary neuropathy with liability to pressure palsies (HNPP) who first presented with posterior interosseous nerve damage,

Objective To describe the neuroelectrophysiological findings and genetic alteration of a patient with he-
and to improve cliniciansuinderstanding of this disease. Methods We analyzed the clinical data of the patient and his fam-
ilies ,and conducted a literature review on this disease. Results The 15-year-old male patient presented to the clinic com-
plaining of weakness in the right forearm and inability to lift his fingers for more than one month. Electrophysiological exam-
ination demonstrated multiple peripheral nerve damage. Gene testing revealed large-fragment loss of heterozygosity in the
exon region of the PMP22 gene. Conclusion HNPP is clinically heterogeneous, which should be considered when mild

pressure can trigger nerve paralysis and electrophysiology indicates multiple peripheral nerve damage. Early diagnosis and

symptomatic treatment can improve the quality of life and prognosis of the patients.
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