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Amyotrophic Lateral Sclerosis Associated FUS
Protein and Stress Granule

Wei Yanming*, Luan Zhihua, Chen Xiuhong, Liang Rui
(Experimental Centre, Shanxi University of Traditional Chinese Medicine, Jinzhong 030619, China)

Abstract

Amyotrophic lateral sclerosis (ALS) is a lethal neurodegenerative disorder characterized by loss

of motor neurons. As a RNA binding protein, fused in sarcoma (FUS) mutations cause ALS. Stress granules (SG)

are cytosolic structures formed normally in response to induced stressors. FUS assembles into SG, while SG marker

proteins are constituents of pathological FUS aggregates, implying that mutant FUS could disturb the function of

SG and FUS aggregates might arise from SG. This review will discuss the mechanisms and regulation that FUS

recruit into SG, analyze the relationship between SG and FUS aggregates, and provide implications for the roles of

SG in FUS mutants caused ALS.
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W OB A T S5 AT, SGHM I N 4k 1 R 4l i
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e BE BN AR B R, AN [ S BARA TE IRI SG IR 4H 43
AN, I FLAEREAE RO R R 2 AR 25200, SG
A FERAEARIE S5k, 2512 5 SGAL HURNA
GG E R S REMIUE AFEX, XL 1 5
H 5 AR, AR ] R R e 1 SR AR, T ) 2
TEHR 1 T LA —FhRR A /K EE IR I ANER E Hh TR A4 T 2
AEAE, IXPRAPE R 2 T SGIIALE R FE B A 28,

VE A N5 5 1 400 B 1R o1 1 — AN G A
JEHB 7, SGAREMRNANAE 5 43 1% 47 5, ¥R EmRNAJE
AR A IESGH . TEAZRE A4 b8 a4 s 21 I 1

Prion like domain

/

PY-NLS
1 165 239 267278 371 391 405422 453 501 514_526
QGSY rich region “GG rich region: ZoF , RGG rich region H]
289 298
NES

Ell FUSHYLEHIEIREE (IRYE S % STk 211E850)

Fig.1 The diagram of structural domain of FUS (modified from reference [2])
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BOAAETR, W BT A0 M A A R FUS T 4 S AR
HESGHRMY, A gk, 5 B AR BIFUSAH e, FUSHE AR 44
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SGIWIE ik, SGW] el ik 2 Flg 4K FUSHE B 141 i
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Fig.2 The proposed model of FUS positive SG involve in FUS aggregate
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