PRSI SORAER 2023 4E8 ] HE40 % 8 I =713 -

X E 45 :1003-2754(2023)08-0713-05 doi:10. 19845/j. cnki. zfysjjbzz. 2023. 0162

M 2 PR 2 A i iR = A B 22 L S L 1 LK T B
13 41 2 A0 SCRk 5~

X FAE, F @'

W OE: AR AT 2 TSN LK T AR — R R IE T I P AR , I R R
IR 150 % R R PR AL Tl ik =2 i 3K 22 O S g PR ALK O BT R0 8 0 5 ST A G Sk, BRI R A IR R e i sk = e B 2 1
S U 7 B 0 &S L I R IR B2 WA YT , i) 75 0 0 ) I 1 L 3% PT B2 1 2 2 2 Ab i ke = 0 1 A
WIRRICW) , W PRVR B8 i 22 R P AL I 2 i 1) S0 3 A 7 2 ARG P] AR i 12 M — 3 12, R RSB is Fi L ie 2 1
BIT, FTRES W B E TS .

KB MEARRIEERZ R, SORMMEIEK IR R, 12k

R E 5 ES:R596 X EkFRIRAG : A

Tyrosine hydroxylase deficiency induced dopa-responsive dystonia:a case report and literature review LIU Xue-
Juan ,DONG Tong. (Gansu Provincial Peoples Hospital ,Lanzhou University , Lanzhou 730000, China)
Abstract :

which is relatively rare in clinic. In this paper,we present a case of dopa-responsive dystonia caused by tyrosine hydroxylase

Tyrosine hydroxylase deficiency induced dopa-responsive dystonia is a treatable neurometabolic disease,

deficiency and reviewed relevant literature to investigate the pathogenesis, clinical manifestations , diagnosis and treatment of
dopa-responsive dystonia caused by tyrosine hydroxylase deficiency. Finally,we concluded that peripheral blood prolactin
may be a biomarker of tyrosine hydroxylase deficiency,Genetic testing in patients with clinically suspected tyrosine hydroxy-
lase deficiency may be the only way to confirm the diagnosis,and early identification of the diagnosis and levodopa treatment

may significantly improve the prognosis.
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