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Loss of ARID1A, a tumor suppressor gene, expression is related to the mechanism of c
hemoresistance in ovarian clear cell carcinoma
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Recently, the ARID1A gene has been identified as a novel tumor suppressor in ovari
an clear cell carcinoma (0CCC). The current study was designed to evaluate whether ARID1A was a prognostic
factor for progression, survival, and chemoresistance in OCCC. Loss of ARID1A expression was identified i
n 9 (15.0%) of 60 OCCC samples. Loss of ARID1A correlated with shorter progression-free survival (PFS) (P<
0.01) and tended to correlate with shorter overall survival in patients with OCCC treated with platinum-ba
sed chemotherapy. When data were stratified for the multivariate analysis, only the loss of ARID1A express
ion remained a significant predictor of reduced PFS (P=0.03). Tumors with loss of ARID1A were more likely
to be chemoresistant than tumors with positive ARID1IA (100.0 vs 40.0%, P=0.04). This study demonstrates th
at loss of ARIDIA in OCCC is a negative prognostic factor in patients. Measurement of ARID1A expression ma

y be a method to predict resistance in patients with OCCC.
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Negative (%) Positive (%) P-value
0CCCs 9 (15) 51 (85) P<0.01
HSOCs 0(0) 17 (100)
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Factors Patients ARID1A immunostaining P-value
Negative Positive
FIGO stage
111 45 4 41 0.02
I, IV 15 5 10
CA125, U/ml
<90 30 1 29 0.01
=90 30 8 22
Age (vears)
<54 30 5 25 0.72
=54 30 4 26
Endometriosis
Without 32 5 27 0.89
With 28 4 24
Ki-67
Low 30 4 26 0.72
High 30 5 25
Chemotherapy
CPT-11+CDDP 21 6 15 0.03
CBDCA+taxane 39 3 36
Residual tumor
<2cm 48 6 42 0.28
=2cm 12 3 9
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Responder 0O 0/6 Non Responder
50 4/8
P 0.04 4
Responder (%) Non-responder (%) P
Negative 0 (0) 4 (100) 0.0404
Positive 6 (60) 4 (40)
R
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P 0.04
() ARID1A
/
ARID1A 31.1% (14/45)
6.5 % (3/46)
(p=0.0017)
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PTEN
p53 Her2 MLH1
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(16/56) )
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Factors Paticnts PIK3CA mutation P
Negative Positive
FIGO stage
L 42 30 12 0
I, v 14 10 4
CAI125 (U/mL)
<90 28 9 35
290 28 2 7
Age(y)
<54 30 18 12 042
=54 26 2 4
Endometnosis
Without 29 23 6 176
With 27 n | 10
Ki-67
Low 28 21 7 35
High 28 19 9
Residual tumor (cm)
<2 45 32 13 9153
<2 11 B 3
p-AKT cxpression
Low 30 20 10 3968
High 26 20 6
p-mTOR expression
Low 18 10 8 0703
High 38 30 8
Abbreviation: CA12S, cancer antigen 125,
5: 54 PIK3CA
P 0.042
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