XS MR 2025 4E 7] 42k T - 659 -

SCE 42 :1003-2754(2025)07-0659-05 doi: 10. 19845/j. cnki. zfysjjbzz. 2025. 0127

ﬁ&kﬁé&’e&lz%‘ :‘ \ . “ ‘ e,
IR AT N BRI T S 1t
MRk ik, EORCEAR
W OE: WAITE NS (NID) & —Fh 7 WA T Pl 28 R G AR PR o Hh 1 2 o8 3 ) I PR S ok

Ho1R1Z . NID RN 8RR ol 2 RGE T4 B 22 R 40, I Z R0k, BN T 1 RI2 W NTID (3% . AR ]
TGS TP AL 2 RIS R [R R GG R IR G2 Wi 5 S5 S Wi g itk e , 3R B R o SR EL 43T
DA AACAIFFE Ty T304 7 2
e e R CEZ BT A A KR N R G 2 S P Y e o
FESES:R742.8 XRRFRIZAG : A

P’

Research advances in neuronal intranuclear inclusion disease
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Abstract: Neuronal intranuclear inclusion disease (NIID) is a rare progressive neurodegenerative disorder, and its
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high clinical heterogeneity often leads to misdiagnosis. NIID affects not only the central nervous system but also multiple
systems throughout the body and has a variety of symptoms, which increases the difficulty in the diagnosis of NIID in clini-
cal practice. This article briefly summarizes the research advances in NIID from the aspects of genetics, pathological

changes, clinical symptoms of different systems, diagnosis, and differential diagnosis, analyzes the current status of re-

search, and proposes future research directions.
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