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Abstract: Cohesin plays an important role in multiple physiological processes including DNA repair, cell cycle
and gene expression regulation. Studies showed that Cohesin defect is closely associated with tumorigenesis. STAG2,
a core protein of cohesion, ubiquitously expressed in normal cells. In recent years, it has widely been paid attention to
role of deletion or mutation of STAG2 in occurrence of many tumors. Further research on the effects and molecular
mechanisms of STAG2 gene deletion or mutation in tumor development can provide new ideas and new targets for
diagnosis and treatment of tumor. This paper reviews the potential function of STAG2 in human malignancies.
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TRIZHIAASG 3 STAG2 LRI 2858 5 s . TR Y
Pt RAEREAS A O™ 5 MR STAG2 Rk Al 58U
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JULIEN 4 "3 o te B FE 41 4258 (aCGH ) 1Y
T, srirE B A: SR LR GAE (MDS), 18R -
A (CMML ) At Eaait (s ( AML)
167 WG RFEA R, STAG2 Fl RAD21 KepH ke
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SR AT S AL, Gn R o) R 24 R PR 1 8 4 ) A
T AR R 1 B 2A/B T T B0 I 11
R, ARG RAE R kA KON 45 ™ fiz
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2/64 PR ANAPE (% (CML ), #F—2EmFoe R,
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JoX. X5 HAN % " 5B AR 5, STAG2 Rik
BG5S AR I 1 52 K S AR A AR TS AR OG
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BRI AN, OB IE STAG2 PNV %5 037 3 [H %8
ar, Ry R R E . BATFR A, STAG2
F14) & A5 1 1 J2 I T A L %o 22 3R 1 i A M R 15 Tl
(PARP) il 5 i fUsE ™', STAG2 %875 H PARP 1)
4 e g A A G, SR 4R AR R DIBELIE . PR
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jilll p53 AEA (p53 binding proteinl, 53BP1 ) £E
SIERL, Ui STAG2 2875 58041 il DNA 1852 i it
Wao ZEHEER, STAG2 RASTEY (AT ENE, 4
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25 EEEE
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A, SHEN %" 55 &8, STAG2 B STAG3 Hk5|
S TR 2R 20 0T BRAF #1000 1) 77 A= KT 5 STAG2 %
K48 (Aspl93Asn) FE(REE 15T Rad2l A1 SMC1A
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S T | R BRI ARSI 24
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JE AL FE STAG2 78 N 11 6 F L [ (STAG2. AHNAK .
COL11A1, DDX3X . FATA }2 SYNE1), Jf- kBT X
Yok IAFTE STAG2 3% . EVERS %5 ™ {Rif, 7EJg
IR 4 (PDA) w1 STAG2 FE B Ny 4.3%., Hif
PEL AL AT 344 (5] N PDA i BE A FIVE 25 1F 3 21
RN STAG2 FE #2315, Kaplan Meier 43#7 71k, STAG2
FIPERGE (595% MIRZRAYE ) 56 ~ 41 A i AEA7
# (P=0.031) tH5C. WFFRIAKIL, FIH KRASG12D 4K
SIS AR/ NSRS, 70 46 A STAG2 Z7E 512
iE PDA I3 HE, ARBFSEIA R STAG2 275 KRAS 28748
J& PDA 14 e R

ZE LA, STAG2 PR 278 KR PR 5 2 Fp i
A ESE . BREIUGAIC, SR, STAG2 7
1953 F15-5 @ B AL M R e 2 W], BT, XF
T STAG2 BEIR 1) 5 7% 5l 2K, 11 i 2k 7 Jie g v A 4 At
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RIS . B R S W SR o

B, R HATHRGE STAG2 3 K 76 AN [RS8 s K% ]
— i bR A [ A R B B vy Dy RE B A FHBIL AR AN AR
7], {HJ2: STAG2 JHEN iR BRI AL 22 A A v g 1) B
WG Be . I, STAG2 JEDIAT BRI i SR 64
AWEAEAR, TR B E B4R SR SR AR
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