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[ Abstract ] Myocyte enhancer factor 2 (MEF2) is widely distributed in the nervous system. MEF2 protein
and its related signal pathways play an important role in human physiological and pathological processes. As a
key neurodevelopmental factor involved in neuronal differentiation, synaptic connection and transmission, and
neuronal survival, up regulating MEF2 activity can play a neuroprotective role and prevent neuronal apoptosis
to a certain extent. In recent years, MEF2 has become a risk gene for a variety of neurological diseases,

especially for neurodegenerative diseases. This paper reviews the structure, biological function of MEF2 and its

relationship with neurological diseases, in order to find new targets for the treatment of related diseases.
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X A P R a1 2 fh ) 2% 3 A LRl [RIHE A yy
PEFR'. MEF2 151k A Sl vl 7 JUR e b 240 40 i
HHIH B, 7ENSCs H, MEF2C BB 2377 A — 2k
LI ASD HIRNZE R B B,

4. FXS 5 MEF2: FXS2& ASD % W %) 15 & 1 =X,
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cellular, organ systems and the whole organism. Acute ischemic stroke shows a temporal trend of circadian

Zhang Q, Yin J, Xu F, et al. Isoflurane post-conditioning
contributes to anti-apoptotic effect after cerebral ischaemia in
rats through the ERK5/MEF2D signaling pathway[ J 1.7 Cell Mol
Med, 2021, 25(8): 3803-3815. DOI: 10.1111/jcmm.16282.

Lord C, Elsabbagh M, Baird G, et al. Autism spectrum disorder J 1.
Lancet, 2018, 392(10146): 508-520. DOI: 10.1016/S0140-6736
(18)31129-2.

Pfeiffer BE, Zang T, Wilkerson JR, et al. Fragile X mental
retardation protein is required for synapse elimination by the
activity-dependent transcription factor MEF2 [J]. Neuron,
2010, 66(2): 191-197. DOI: 10.1016/j.neuron.2010.03.017.

Li Z, McKercher SR, Cui J, et al. Myocyte enhancer factor 2C
as a neurogenic and antiapoptotic transcription factor in murine
embryonic stem cells J . J Neurosci, 2008, 28(26): 6557-6568.
DOI: 10.1523/JNEUROSCI.0134-08.2008.

de Araujo CA. Autism: an 'epidemic' of contemporary times?[ J ].
J Anal Psychol, 2022, 67(1): 5-20. DOIL: 10.1111/1468-5922.
12746.

Jin SX, Higashimori H, Schin C, et al. Astroglial FMRP

[50]

modulates synaptic signaling and behavior phenotypes in FXS
mouse model J |. Glia, 2021, 69(3): 594-608. DOI: 10.1002/
glia.23915.
Tsai NP, Wilkerson JR, Guo W, et al. FMRP-dependent
Mdm?2 dephosphorylation is required for MEF2-induced synapse
elimination[ J ]. Hum Mol Genet, 2017, 26(2): 293-304. DOI:
10.1093/hmg/ddw386.
Casingal CR, Kikkawa T, Inada H, et al. Identification of
FMRP target mRNAs in the developmental brain: FMRP might
coordinate Ras/MAPK, Wnt/ B -catenin, and mTOR signaling
during corticogenesis[ J ]. Mol Brain, 2020, 13(1): 167. DOI:
10.1186/513041-020-00706-1.
Adrido A, Santana I, Ribeiro C, et al. Identification of a
novel mutation in MEF2C gene in an atypical patient with
frontotemporal lobar degeneratinn[ J 1. Neurol Sci, 2022, 43(1):
319-326. DOI: 10.1007/s10072-021-05269-0.

(e H 381 : 2022-04-23)

(RSl - X4 2%)



