A AP 2 R 2 2024 55 A5 24555 5] Chin ] Contemp Neurol Neurosurg, May 2024, Vol. 24, No. 5 . 359 -

- P AX e 28 2R g S e PR R -

i 22 22 T G0 TR S G 45 — 91 9% S ik 2

f4h RMEHE BABHYW ERTF A% KRR

(FE] BH el BN e 050wl 28 22 J 8 B AR DG 28 6 1] , 1 52 > AH OGSk, 25 P p 4 22
BEDURA SE N R I PRARAE . RS8R 16 63 % Lot 28 22 8 A5 BT AR A ¢ I 48 58 & I PR R 20 A
NN RE BT S O & 1 0 5 S 30 MR 7% XU 450 T 22 2 S {5 5, 305 0 i T s ok o, % L I
ERGEY I WK ZE 48 LS T T o PF-DPA714 PET/MRI 7 %5 50 106K - 22 ki [X ) b 1 5% B
B e BN AT 2 S 5 L S SRR R T P 5 VR P AR 3 RORI R A e 0L R R R
P25 I 8 HE DG T AR B I3 TBA 125 S 7 /N bl 28 22 B 5 YA B8 15 P AU M, ifF — DA BT i &2 22 R
UK, 08 BUp 28 22 T E DA SR FHME (1 2 1000) o I JRI2 W7 S 0 6l 28 22 T BE B0 A4 AR G I 48, 37 0 Dk T2 23
G E R A HIR R RIBYT  BUS . S8 DU 22 TP RE OGN AR I IR L, I R R B2 4
A2 W 5 %02 W TR, AT DL SRR YR T O TS G E

[kgR] Bi%; HIREHER;, MEMaLEAaARY; Agbik; EHK

Anti-neurofilament heavy chain antibody-associated encephalitis: one case report and
literature review

CHENG Jing', ZHANG Wei-wei’, ZHOU Qin-ming', MENG Huan-yu', HE Lu', CHEN Sheng'

'Department of Neurology, Ruijin Hospital, Shanghai Jiaotong University School of Medicine, Shanghai
200025, China

*Department of Neurology, Xinrui Hospital, Xinwu District, Wuxi 214000, Jiangsu, China

Corresponding author: HE Lu (Email: s_hlxj@163.com)

[Abstract] Objective To report and analyze the clinical features of the first documented case in
China of anti-neurofilament heavy chain (NfH) antibody-associated encephalitis. Methods and Results A
63 -year-old female presented with cognitive impairment, recurrent epileptic episodes, and aphasia. Head
MRI showed multiple abnormal signals in bilateral frontal and parietal lobes, and slight swelling in some
gyri, dilatation of the supratentorial ventricular system and brain atrophy, especially in bilateral temporal
lobes and hippocampus. "F-DPA714 PET/MRI showed abnormal uptake in multiple brain regions in the
frontal, temporal, parietal and occipital lobes, suggesting neuroinflammation in the brain. EEG showed
frequent epileptiform discharges. Cerebrospinal fluid white cell count and glucose were elevated. Serum
and cerebrospinal fluid antibodies related to autoimmune encephalitis were negative. Serum tissue-based
indirect immunofluorescence assay showed cerebellar neurofilament-like fluorescence surrounding Purkinje
cells, further detection of neurofilament protein-related antibodies, it suggested high titer of serum NfH-IgG
(1 : 1000). The patient was diagnosed with anti-NfH antibody-associated encephalitis. After treatment with
intravenous immunoglobulin and methylprednisolone, the prognosis was improved. Conclusions Anti-NfH
antibody - associated encephalitis is a rare and clinically complex condition. The myriad of symptoms
complicates early diagnosis and differential identification. Early initiation of immunomodulatory therapy
may offer prognostic advantages.
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Figure 1 TBA for the detection of serum NfH-IgG showed NF-like positive fluorescent signals around Purkinje cells extend to the
x 100 Figure 2 CBA for the detection of serum NfH-IgG X 200

molecular layer and enter the white matter in the cerebellum.

9

Immunofluorescence showed cell-specific expression of NfH with green fluorescence in 293T cells (Panel 2a). Patient serum (diluted
1000 times) incubated with cells specifically expressing NfH protein showed a positive red fluorescence signal, indicating the presence
of high titers of NfH-IgG in the serum (Panel 2b). The overlap of Figure 2a and Figure 2b, indicating high levels of NfH-IgG in the

serum (Panel 2c¢).
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Figure 3 Head MRI findings
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Axial T,WI showed hyperintensity in frontal and parietal lobes, cerebral sulci swelling and

systematic dilation of the supratentorial area (Panel 3a). Axial T,WI showed cerebral atrophy, especially the bilateral temporal lobes

and hippocampus (Panel 3b). Axial DWI showed slight hyperintensity in bilateral frontal and parietal lobes (Panel 3¢). Axial ADC

showed slight hyperintensity in bilateral frontal and parietal lobes (Panel 3d).
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Figure 4 '""F-DPA714 PET/MRI findings
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Abnormal increase of focal uptake in the left occipital and temporal lobes (yellow and

green areas indicate, Panel 4a). Abnormal increase of focal uptake in the right frontal lobe and bilateral temporal and parietal
lobes (yellow and green areas indicate, Panel 4b). Abnormal increase of focal uptake in bilateral frontal and parietal lobes (yellow

and green areas indicate, Panel 4c).
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Table 1. Clinical characteristics in 8 cases with anti-NfH antibody-associated encephalitis
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