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The role of speckle-type POZ protein in the occurrence and development of malig-
nant tumors
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type POZ protein, SPOP)VE iR YT £ (T TEHE nt , BEARF S MR URA IR , SRR AR 32 RALREAR |12 S 50U N 2 P A 31 i 3
. EIE R I SPOP JE A 598748 B 6 75 7K 1 24048 , it it i35 AR/ERG . Akt-mTORC1 . Hedgehog/Gli2 45 2 Fi {5 5 38 1% 5 M 318 15 fir
TR AR I, I 55 B0 B R B 5 LIV R 55 20 T e 8 4 38 B SO AL R B UIAR DG . H BT, SPOP S M i A A K

J& BIAR ST ST N HE ) 7 M R B T kAt £k SPOP £ fi I8 1) S5 72 Je v e Jier R e 98 B A B B2 0 38 e

[E82iA]  BEA AR SE R (3 (SPOP) s I8 12 3 B VAT
[FESES] R730.54; R730.2 [CEAAFIRAE] A [XEHRE]

A R A b e R EE RS 2 —, B
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BRI E 2015 kA 429.2 77 6 8 H 2 W
G AE R He v 281.4 75 5] 53 DR R i R SE
DAT b 20 1 e 8 475 2 2 Wi N G £ R P B R A 36 T A i
R o T AR B IAVA ST AE MR AT S BGR TECR
BRI TR IR, 9 e S i ok 1 AN R R
PAEAE SR f o B 2 angu i (nivolumab) R B A
KRS A - 1% 2 PR R 411 1) 771 Cepidermal growth fac-
tor receptor - tyrosine kinase inhibitor, EGFR-TKD) . #|
2 BT (rituximab) | L8 A B2 AR AR 52 A0 i )
(vascular endothelial growth factor receptor inhibitor,
VEGFRD 4545 , [R] H: 0. 25 V8 (1) 97 280 o /0 1) 2 @ AR
FHT A 32 N2 3l PR, BB [0 96 9 i 9 Tk e Ak 7 £
HETT 1A, BEIA)R T HT RS AU S8, e B A
AR T I 2 A, 02 o R BT 25 i 55 R A T A
R4 Lo B RURL B 45 &5 K 22 3 (speckle-type POZ
protein, SPOP) , fE —F B3 &2 &1, | 12 1EH
T 2R AR G EL R SPOP 1R T E MR T HE
R SR bR R AR R R B RE W A T2 B AL 4R 0A
SPOP 7 £ BB b Jed v R A2 % Fee 1 ds i it 9 8k e
HAEZERE L.

1 SPOP#ELR

SPOP FE R T N et A 17q21.33, 75 iR 40 i
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— N POZ 45 I AE 2% N 2 38 SUIRECE 7040, dr 44

1007-385X(2018>10-1060-04
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B0, DEK", TRIM24", NCOA3"", EgIN2!"",
BET".INF2%, c-MYC!'"', CDC20%”, SRC-32", AR,
DDIT3™! ERGP¥ W] LAE A B3 2 2 & £ SPOP Jik
Y, AEBORAS R By aT i it SPOP A 3 1972 &AL BEf
N {ESPOP RRAZFKIE T, LIRJEMIZ F4k
W, AN RE IR H B AR , 30 10 8 i 22 A5 5 38 B 0 50 51 e
() A2 R 7= A 5 291

i, 18 SPOP ] DL i) 25 IR &5 14 380 ET 35
(bromodomain and extra-terminal , BET) 25 H K 2 €
P, SPOP R4 S8 ¥ BET ZE H & M (445 BET &
 J%E T () BRD2.BRD3 #1 BRD4) , BET & 1 & L
i 33E 17 471 i e 40 M 3 5 AT 2 , JU 2 BRD4. AH
/%, BET £ F A2 € 1 PR A%, 7T B# K AR/ERG 15 5 il
PRV S AT #0081 1 270 s 4 P MG 0 R AR
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SPOP AL HI 41| e J8 3%, 5 Akt IS5 &, 7T LA
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H e & 7512 FH BET #RIFRNGE ST I AE e 407
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H SPOP 5 Ki-67 & R IE AR EL 7 I X R, 45 31
7 SPOP 7E J5% Bt g 20 27 1) 08 AR T 1E 8 155 e 4.
Z1(P<0.05) , FFAEMRAMI 7155 7 %k, H AT, SPOP
XoF I e PRI A AL )G R IR NI AT
2.4 SPOP 54 A W%
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S E W BTG Z . SPOP I N T 167 AL 55
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