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data of ovarian cancer patients who were treated in our center between September 2018 and September 2019 with genetic test
results. Results: A total of 76 patients were enrolled, including 12 cases in stage [ (15.78% ), 7 cases in stage Il
(9.21% ), 49 cases in stage Il (64.47% ), 6 cases in stage IV (7.89% ), and 2 cases in unknown stage (2.63% ).
There were 39 cases (51.32% ) of high-grade serous carcinoma, 2 cases (2.63% ) of low-grade serous carcinoma, 13 cases
(17.11% ) of non-serous carcinoma, and 22 cases (28.95% ) of unknown pathological type. 56.58% of the patients re-
ceived genetic test in the initial treatment. Of the 15 patients who had breast cancer susceptibility gene ( BRCA) test,
4 (26.67% ) had BRCAI mutation and 1 (6.67% ) had BRCA2 mutation. In 61 patients undergoing detection for cancer-
associated genes, 11 cases of germline mutations [ 5 cases of BRCAI (8.20% ), 2 cases of BRCA2 (3.28% ), 1 case of
MUTYH (1.64% ), 1 case of CFTR (1.64% ), 1 case of CHEK2 (1.64% ) and 1 case of RAD5ID (1.64% ) ] and 2 ca-
ses of somatic mutation [ TP53 (3.28% ) ] were observed. BRCA2 mutation was related to pathological type and the stage of
treatment ; CHEK2 mutation was related to FIGO stage; MUTYH mutation was related to the stage of treatment; RAD51D mu-
tation was related to the site of tumor (P <0.05). Conclusion: Gene mutations in ovarian cancer are related to pathological

type, FIGO stage, stage of treatment and site of tumor. These conclusions and specific mechanisms need to be further con-

firmed because the sample size is small only for preliminary exploratory studies.

[ Key words |

P b Bz R g LY = IR R 2
— AEREE AL, HAHLU RIS L R8N LR
TESPACFERE A0 MR AL | 38t 1% 36 DR 4 5 T A7 7E A
[l , 3 g 2L TR A A IR ) A 9 (low-
grade serous carcinoma, LGSC ) | Ik 2% 51| ‘& PN IR AE iR
9 W AN R AR R A, T BRI R R R
PER RN G2 8, B 4G T 2R 2722, a0 K-
Ras \BRAF \PPP2RIA 55, N2 T Z i A K
AN 3 A AH SC R T80 %, e 28 B0 1 W1 I i 7Y
Az o TR 2 A0 HE = SO 3 B0 §98 (high-grade
serous carcinoma, HGSC ) | /5 2% 5l B PN B A% ik I 3%
PEIRAS 2 B (s PRI ) R o3 Al g 55, B A
JEw R R R, AR S Y TPS3 5878 Ml
o PR TGE P S K2 B0 AR i i LB
R, 5 MR kA R A K, BLE KB R TR
DR SIRR Y KA R s T EER] . 7E HGSC
A 95% KA T IMEHER TPS3 1105 , FLIRIE ) 2%
FE A (breast cancer susceptibility gene, BRCA) 1/2
DNA $5 1516 52 3 % 1) 2 355 70 & 14 B9 5190 b o e
BRI, 27 25% . FE4F HGSC i, 2 10%
S B BRCAI/BRCA2 5378 1), T FL AR 1 90% J2&
WL . 75 LGSC 1, 2 39% £ 7E BRAF 5877,
19% f74E KRAS 48, 9% 174 TP53 N2 B
HLRXHEIT IR TR YT BN A 8w , 5 80% 1) B i
T 2 SEN S MR RO A R NS/ 5
BRI 2, X W RRR T 28U E 02 N E 2 i
Z AN I — A BN SRR S R i NS 25 1)
JEIHET BAIESE, 76 HGSC v, — B3 [ 58745 3
#1340 RB1 \NF1 RAD51B PTEN 251198 2 I 2331
AT HE 3R A5 1 T 24 . T 4 sl B F 1 BT R

Ovarian tumor; Gene detection; BRCA; CHEK2 ; MUTYH; RAD51D

(CCNEY) [R 4 14 38 5 UL T I 2 P s 245 F0 M 3 P B
#m) . HETC B TPS3 .BRCAL/2 .BRAF KRAS .
PIK3CA PPT2RIA  B-catenin . ARIDIA ,PTEN 3% 9 4~
FE PR AR 55 i kM DN B9 %35 U AH G o

BRCA1/2 SERRINAS 46 B2 I R & X, &
R ORI PR AEIRTT A — &R 43, AT LA B A e A
FEEALTT 239 1) R AR R IR AZ B SR A B
HFI TR, B AL RS 2T 3 A
Bl T £8 35 10 Je FURH DG a5t 1 IXURS: 487 88, 25 PR Az
TF T O S5 e B A A R R
552 B DA IN 1) B0 62 9 S8 8 R Al 2, (56 DR A
25 5L 55115 A B 28 1 A PR o A il H D AR
SO XS BT — AW ART S

| AMEHE

L1 IfgRER

PEFE 2018 4E 9 J 2 2019 49 FAI7E I Pl
PeZi0d7 IR A LAR &0 B AR 4, -1 T
[ EPE 5387 < 1) 28 3B ml H At = 2 HY 4 B2 e 1 21 21
S BRAF RS 1 O SO IR 5 2) A i
AR 7 A5 A 1 2 PR A 45
1.2 Ak

LR BT A A0 BB 11 28 B R ARG I E S A7 58 78
P EE R, SR IR O BLRRAEAS B, TR T
o7 L GE TR DA AT
1.3 Sitath

JFA Giit o r iR ] IBM SPSS 22.0 #f4,
GRS I A 43 A v 2R A7 AH DGR 40 A, P < 0. 05
INhZESFHAG I FE L,



MR B 5967 2020 4E 5 H 55 33 #4565 5 # J Cancer Control Treat,May 2020, Vol. 33, No. 5 . 441 -

2 5 R

2.1 BEDIEKRRERE

LA 76 5] O S B, F b BN O SR 31
1511 (40. 79% ) , XU G 5L 95 40 4] (52. 63% ), 5 14
(6.58% ) [EIANEE; T3] 12 41 (15.78% ), T 31 7
B1(9. 21% ), 1 1 49 fi] (64. 47% ), IV 3} 6 1]
(7.89% ) , 0 WIATE 2 B (2.63% ) (1) 5 B2
77 i, 39 f) (51. 32% ) HGSC, 15 #i] 4F HGSC
(19.74% ) , B. 1K . 2 ] (2. 63% ) LGSC, 2 4
(2.63% ) B IR .6 191 (7. 89% ) 25 W] 4t i Ji . 1
1 (1. 329 ) RGP 3 A8 A 4 19 (5. 26% ) IR 5 2K
T, 73 AT 22 ] (28. 95% ) 55 B BU AT s A7 B il
B sy 31 4] (40.79% ) (342K TIC 1 J IV ] &
Ho 56.58% B E TEWIG By BOtkAT T B A I,
26. 32% JEHBURIT KB 9. 21% JEHAT 2552 K By
B, 7.89% 2 XEVAR I P S o d e Je A BED R B, A
112020 44 A 3 H,76 {4 .3 4,20 4] (26.32% )
H B T BATE 24537 151] (48. 68% ) B i 1 F- A RS
5,23 $11(30.26% ) 8 2 RAFE 12 1 (15.79% )
BFICL,4 11(5.26% ) iBFHE RV (R 1),
F 176 5 IR R B E B IR KR A
Table 1. Clinical Pathological Factors of 76 Cases of
Ovarian Cancer

Clinical pathological factor N Percentage
Tumor site
Unilateral ovary 31 40.79%
Bilateral ovaries 40 52.63%
Unknown 5 6.58%
FIGO stage
Stage 1 12 15.78%
Stage 11 7 9.21%
Stage [ 49 64.47%
Stage IV 6 7.89%
Unknown 2 2.63%
Pathological type
HGSC 39 51.32%
LGSC 2 2.63%
Non-serous ovarian carcinoma 13 17.11%
Unknown 22 28.95%
Type of ovarian cancer
Type 1 11 14.47%
Type II 39 51.32%

Clinical pathological factor N Percentage

Unknown 26 34.21%
Type of genetic tests

Detection for cancer-associated genes 61 80.26%

BRCA test 15 19.74%
Neoadjuvant chemotherapy

Yes 31 40.79%

No 45 59.21%
Stage of treatment

Initial 43 56.58%

Platinum-sensitive 20 26.32%

Platinum-resistant 7 9.21%

Refractory 6 7.89%
Platinum resistant

Yes 20 26.32%

No 54 71.05%

Unknown 2 2.63%
Prognosis

Survival without recurrence 37 48.68%

Survival with recurrence 23 30.26%

Death 12 15.79%

Lost to follow-up 4 5.26%

FIGO: International Federation of Gynecology and Obstetrics; HGSC:
High-grade serous carcinoma; LGSC: Low-grade serous carcinoma.
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Figure 1. Mutation Rate of Germline Genes
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Figure 2. Mutation Rate of System Genes
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Table 2. Correlation between Gene Mutation and Clinical
Pathological Factors

Gene Clinical pathological Contingency P
factor coefficient

BRCA2 Pathological type 0.600 0.028
Stage of treatment 0.453 0.021

CHEK2 FIGO stage 0.341 0.043

MUTYH Stage of treatment 0.513 0.001

RAD51D Tumor site 0.438 0.034

Abbreviations as indicated in Table 1.
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