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Regulatory Effects of Tumor Suppressor CYLD on Cell Function
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Abstract

and three cytoskeleton-associated protein glycine-rich domains. The deubiquitinase domain can regulate signal

Tumor suppressor CYLD is a deubiquitination enzyme, which contains a deubiquitinase domain

transduction pathways by deubiquitinating signal molecules. The CAP-Gly domains mediate multimerization and
acetylation through regulating microtubule chiefly, in turns changing its assembly and permutation. CYLD regulates
cell proliferation, apoptosis, cell movement and cell differentiation through the adjustment of signal transduction
and cytoskeleton. In this review, recent progress in studying the regulatory effects of tumor suppressor CYLD on
cell function was summarized.
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Fig.1 The structure of CYLD (modified from reference [2])
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Fig.2 The role of CYLD signal transduction pathway in regulating cell function
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Y iy #h 15 5 INTNF-a. PMAZE 51 % 40 Jfd i,
CYLD5NEMO#MHZ5 &, £BRTRAF2 b Lys631E#: 1
2B R5E, MM FHII TRAF2 8 R (5 5@ i, 0]
NF-kBJ#ES, & 3 4 i 45 K 78, CYLDARE
FEAMHITKKBA T HINF-«BI#GE, 1M A2 0 7 T IKKBH)
355y 7. CYLDSNEMOZ%: & J5 7 33K IKK 4 fi
(A7 B, 04 H 52 240 B R I, IKK Al
FIAWOE I TNFRMLHK 23, B i CYLD 2542 3
1t 5TNFRZ; & FITRAFE H. CYLDfE 5NEMO &
TRAF2454, B HeLaZi o X TNF-ou ) o 2 U
CYLDHF 5457 o5 1A B85 R A, 2 L R 44 VR 42 T 1) 2 22
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F A IKF B AR, 2 BICY LD 5% I 12 12 14 /2 TRAF2
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W B I ENF-kBS R FIpS05kp5245 &, g 4i
Ji JE A 2 (D 1 (cyelin DI)EE R (R 35 s fl ik, 5L

JERE R E . CYLDELREAL(CYLD ™)/ FRx 1k 2 350
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insulin I gene promoter, RIP1), CYLD%5 & RIP1:H 1L
Hiz RMUWAE 516 3D RE. CYLDYE A — DG
Fz FACHE, ReUR TR TAIMN AR TR, SR H
o4l 52 AL IR IP 1/NF-kBA 5 Fli 2 21 G B,

i I TAK TAHINK 9 5 VA8 4 30, CYLD
RSP I, AT 51 % 1T Ak Sl 1 DX 4 e )
YT B 5, BT EIR 4N A Kupfferdt M0, S 2R
FFYELF i . JORE TNF A AT T 20 H 98 T 388
) A e KT 1S . DR, 7R, CYLDJE 40 A



sk SR PRI B CYLDA 4 i D e ) TR A

119

Death receptors
(Fas/Apol. TNFR)

Apoptosis-inducing factor

Stress

Cellular membrane

Death-inducing
signaling complex

Mitochondria End9plasm1c
reticulum
Caspase-9

Caspase-3

Caspase-6

Caspase-7

E3 MACATHESESmEE
Fig.3 The signal transduction pathways of apoptosis
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