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CORRECTION

Correction to: Phenotype, genotype
and long‑term prognosis of 40 Chinese patients
with isobutyryl‑CoA dehydrogenase deficiency
and a review of variant spectra in ACAD8
Junqi Feng1,2†, Chenxi Yang2†, Ling Zhu1, Yuchen Zhang2, Xiaoxu Zhao1, Chi Chen1, Qi‑xing Chen1, Qiang Shu1*,
Pingping Jiang1,2,3* and Fan Tong1*

Correction to: O
 rphanet J Rare Dis (2021) 16:392
https://doi.org/10.1186/s13023-021-02018-6

Following the publication of the original article [1] the
authors asked to revise the following sentence of the
“Discussion” section:
"Another special IBDD patient, with a severe lack of
speech development and lack of social interactions, was
reported to be associated with autism that was genetically confirmed in the DNA2 gene [18]."
The correct sentence should read:
"Another special IBDD patient, with a severe lack of
speech development and lack of social interactions, was
reported to be associated with autism [18]."
The original article has already been corrected as above.
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