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Clinical features and prognosis of children with influenza-associated encephalopathy:
an analysis of 23 cases

WANG Dan, GUO Hu, WU Chun-Feng, ZHANG Gang, XU Min. Department of Neurology, Children's Hospital of
Nanjing Medical University, Nanjing 210008, China (Xu D, Email: doctorxumin@163.com)

Abstract: Objective To study the clinical and imaging features of children with influenza-associated
encephalopathy (IAE), and to investigate the influencing factors for prognosis. Methods A retrospective analysis was
conducted on the medical data (clinical data, laboratory examinations, imaging data, and prognosis) of 23 children with
IAE who were diagnosed and treated in Children's Hospital of Nanjing Medical University from May 2022 to April
2023. Results Among the 23 patients, 18 (78%) had influenza A and 5 (22%) had influenza B. All patients had fever
and encephalopathy, and 20 patients (87%) had seizures, while 11 patients (48%) had persistent convulsions. There were
10 patients (43%) with an increase in alanine aminotransferase, 14 (61%) with an increase in aspartate aminotransferase,
and 18 (78%) with an increase in lactate dehydrogenase. Abnormal imaging findings were observed in 20 patients (87%),
among whom 10 (43%) had acute necrotizing encephalopathy. All 23 patients received peramivir or oseltamivir. Of all
patients, 12 (52%) achieved complete recovery, 5 (22%) had varying degrees of neurological dysfunction, and 6 (26%)
died. Compared with the good prognosis group, the poor prognosis group had significantly higher levels of alanine
aminotransferase, aspartate aminotransferase, and lactate dehydrogenase (P<0.05). Conclusions Fever and convulsions
are the most common symptoms of children with IAE, and acute necrotizing encephalopathy is the most common clinical
imaging syndrome. Increases in alanine aminotransferase, aspartate aminotransferase, and lactate dehydrogenase have a
certain value in predicting poor prognosis. [Chinese Journal of Contemporary Pediatrics, 2025, 27(7): 829-833]
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encephalopathy with a reversible splenial lesion,
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seizures and late reduced diffusion, AESD) ™ ;
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e 25 & fF (hemiconvulsion-hemiplegia syndrome,
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2 #R

2.1 IgRFM
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1045 (43%) #WWNEEAMTE, k770 (U
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(78%) FLFR WA BT+ &5, %k 489 (Y
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IL-8., IL-10 & TR -y FHm & W, 24 F4k
6], LR ARIE A 1 4], 3% RNABP2%:
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52 1561 (83%), fRHEE 14 (6%).
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2 R T R L AN . L= S5dN. HI, SRR BENS TN ot R K BUS
ADORAZA T o RANEP2 S5 St g o BOEBIFIRER , SOH AT TS TR ) 5151
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