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The patient’s cranial MRI scanning TIW1(A) showed bilateral pallidum slightly high signal and its anteromedial symmetric low signal, DWI(B),

T2W2(C), Flair(D) showed bilateral pallidum low signal and its anteromedial symmetric high signal , which was typical of the “eye of the tiger”sign.
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Figure 1 The typical “eye of the tiger ’sign on the patient’s cranial MRI
Chromosomal Mutation . Inheritance
Gene . . . Zygosity
location information pattern
NM-001386393.1:
PANK2 chr20: 3897663 Heterozygous AR
c.1172T>A(p.11e391Asn)
NM-001386393.1:
PANK2 chr20: 3893228 Heterozygous AR
¢.1039G>C(p.Asp347His)
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Whole-exon gene sequencing test of the patient showed missense mutations in ¢.1172 T>A (¢hr20.3897663) and c.1 039 G>C in the PANK2 gene

(chr20.3893238).
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Figure 2 The result of the patient’s whole-exon gene sequencing
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