2790 FTREF 2018 F 7 AFH 47T A% 21 8

BEIGRKPFR doi:10. 3969/j. issn. 1671-8348. 2018. 21. 007

1 ' _E BR B8 1 22 9 s 5 #8 Be SCHR [5] i

R R X F LS G R, R R F TR
(MERRFWES ZERAZAF. ) # 510150)

[(FBE] B RITBLBRAMAPZRGRBRE GAKE.SH 57T, AiE 165 LRAMEPZER
Tl 6 e R RAE BB AR E ST 5B RATIRE  FH E NS X LRETE M., FR O ZEEMRKE
R BR GG Z K TEFAEE, . LABAALM B+ chrX:152994732 A4 F % %, — K0 FB4E/2 5 4 c. CI46T,
i B ERABAZ2RERALEY L R EESHERGNERZLERNA A T LR, B 37555 F R Mk
Ve RCE

[k ]

[FEZEHES] R744

BEREE R ERTR R T EIRAMAY 295 B K4 R
[ #t#RiRag] A [XEHS] 1671-8348(2018)21-2790-06
Report of a case of adrenomyeloneuropathy and literature review "
LIN Yongqgiang ,L1U Zi fan” . XU Zhigiang ,LIANG Yanling ,LI Siying
(Department of Neurology , Third Af filiated Hospital ,Guangzhou Medical University ,
Guangzhou,Guangdong 510150,China)
[ Abstract] Objective

neuropathy in order to arouse the attention of neurological physicians. Methods

To explore the etiology,clinical features,diagnosis and treatment of adrenomyelo-
The clinical symptoms, signs,
assisted examinations, treatment and prognosis in 1 case of adrenomyeloneuropethy were reported, and then
the related domestic and abroad literatures were reviewed. Results The detected levels of very long chain fat-
ty acids were greater than the normal value range. The gene detection showed the variation of chrX:152994732
hemizygote. One generation sequencing verification site was c. C946T. Conclusion Adrenomyeloneuropethy is

rare in clinic. The detection of very long chain fatty acids and gene detection are conducive to early diagnosis.

Current treatment can not prevent the progress of the disease.
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