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BRCAIl BRCA2FE FEHIREREFHNRIEREMBEHN X
G BRE R AT R W
(TE T PR BE B iR VT mEaE 226300)

WE. D6 TR S BIER 1( BRCATD) FLWE 5 BEER 2( BRCA2) A% T R P 5P £ (EOC) 3R ik
K I STERER, ik BEE2019 4F | H—2023 4 6 H w18 17 Al = BE IS B9 98 fil EOC 3,
SRAEA YT )T e i 4 2RI 55 1 2, SR I SE A a8 e 3R A A S N (qRT-PCR) K4 2 H BRCAL, BRCA2
mRNA FEREM, 40T H 5 6 RS EIFIE ) 56 &, HE L Kaplan—Meier A= 77 T £8 F1 Cox [0l JFAE 74341 HXF EOC
FHRAETF(0S) FJCHt BAEAF I (PFS) BYSE I, 4% EOC 4141 BRCAI, BRCA2 mRNA F£iki KA Fik
BB FRHFHL(P<0.05) . M RUR R =500 mL, E FriEP=R2205 2 (FIGO) 40 TT—IV ] A ik 455 %
BE I BRCAT, BRCA2 mRNA FRIALT TS B FUR RIS R BRI <500 mL FIGO 43 [ — 11 A X otk B 45 %8
B (P<0.05), FOLREDIRTE 27(9~50) 4 BT 95. 92% (4 Hil43)7) , BT 39 41 ( 39. 80% ) &2 % ,26 i
(26.53%)4ET-, Kaplan—Meier =773 87 B 7%, BRCAI, BRCA2 mRNA Fi %k #H BRUEERE TIRE L E (P<
0.05), BRCAI,BRCA2mRNA ik #H BRI RAE AR S FIRREH (P<0.05) . ZHEE Cox EIHHT BN
1I7 <6 57 B BB s =500 mL FIGO 1 I+ IV S BRCA1, BRCA2 mRNA X335 &% EOC 3 0S 1
M fER R (P<0.05) o RIGFREE>2 em b7 <6 J7 e R =500 mL }2 BRCA1, BRCA2 mRNA fik3kik
RN EOC 3% PFS pyph ST MGl FI 28 (P<0.05) . #36 EOC A8 41H BRCAI, BRCA2 St %3635, BRCAI
BRCA2 mRNA {53615 5 B35 B IG AOR BAFIE S R &), HIE B E PFS & 0S,
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The expression of BRCAI and BRCA?Z in epithelial ovarian cancer
and their relationship with prognosis

JIN Min, SHAO Jia, XU Haibo, HE Aiqin, YAO Juan”
( Department of Gynecology, Nantong Cancer Hospital, Nantong, Jiangsu 226300, China)

Abstract: Objective To investigate the expression of breast cancer susceptibility gene 1 ( BRCAI) and BRCA2in
epithelial ovarian cancer (EOC) , and analyze their relationship with prognosis. Methods A total of 98 EOC patients
who were admitted to Nantong Cancer Hospital from January 2019 to June 2023 were selected. Their fresh cancer tissues
and adjacent normal tissues intraoperatively resected were collected. The expression of BRCA1 and BRCA2 mRNA in the
tissues were detected by real —time quantitative polymerase chain reaction ( qRT-PCR). The relationship between the
relative expression of BRCAI and BRCA2 mRNA and clinicopathological features was analyzed, and their effect on
overall survival (OS) and progression—free survival (PFS) of EOC patients were analyzed by Kaplan—Meier survival
curves and Cox regression risk models. Results The BRCAI and BRCA2 mRNA levels and relative protein expression in
EOC tissues were lower than those in adjacent normal tissues ( P<0.05). The levels of BRCAI and BRCA2 mRNA in
patients with ascites =500 mL, International Federation of Gynecology and Obstetrics ( FIGO) stage Il —IV, and lymph
node metastasis were lower than those in patients without ascites or with ascites <500 mL, with FIGO stage I —1I , and
without lymph node metastasis ( P<0.05). The patients were followed up from 9 to 50 months, with a median follow—up
time of 27 months, and a follow—up rate of 95.92% (4 patients were lost visited). During follow—up visits, 39 patients
(39.80%) relapsed and 26 (26.53% ) died. Kaplan—Meier survival analysis showed that the cumulative survival rate of
patients with high expression of BRCAI and BRCA2 mRNA was higher than that of those with low expression (P<0.05).
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Cumulative progression—free survival was higher in patients with high expression of BRCAI and BRCA2 mRNA than in

those with low expression (P<0.05). Multifactorial Cox regression analysis indicated that chemotherapy <6 courses,

ascites =500 mL, FIGO stage M +IV, and low expression of BRCAI and BRCA2 mRNA were independent risk factors

affecting OS in EOC patients ( P<0.05). Postoperative residual foci >2 c¢m, chemotherapy <6 courses, ascites =500
mL and low expression of BRCAI and BRCA2 mRNA were independent risk factors affecting PFS in EOC patients ( P<
0.05). Conclusions Abnormally low expression of BRCAI and BRCAZ2 in EOC tissues and low expression of BRCAI
and BRCA2 mRNA are closely related to the clinicopathologic features of patients and affected their PFS and OS.

Key words: epithelial ovarian cancer; breast cancer susceptibility gene 1; breast cancer susceptibility gene 2;

pathological features; prognosis

] Brodgd RE T 28 WA B s s, 2020 4F 2Bk A G
20 J7 Lo PEAE T 00 B0, e AU R IO FE B i g £ 2
B AR TE Fim' Y, b R M B S (epithelial o-
varian cancer, EOC ) /2 B 51 101 19 4= & b 2 53 4
AR AL S B AR 7 O 5 R M R 1) 85%
~90% , IR TOR e IR, ZHCR E g e E 2
BRI R TG 22, AR, B EOC 5 4F
ARG T 20%, EOC FAR UG T 45 X R 5 KRR
JE M AT P8 4 s KR A Sl B AT (R R R
SR 257 R, EOC K WA= 77 AR AR AR
PRt , iR 55 SR 5 EOC I PRI HERFIE B 7 AH G 1)
YRR EY, LAE SIGIRSYT , s 5 .

FLIRIEE 5 BRI ( BRCA ) T 20 40 90 4E( 4]
TEF A E R TP o 2 B, BE & 5 2 F 5 AN
Wit 55, BRCA W LI RE | 58 728 1 i b 35 3 Bt g | B
BRI R RIBWREAEY . BRCA RER B iy EL
JIA8 5 B 1 ( BRCAT) . BRCA2 P 7E B M fig
AT P EOA B AL, R 5 00 B | FUR R R
A KRRV SR IR SN Z R B R
EHER AT (PARP) #1575 DNA S5 G EL ) W |
&5 i R R PR EE AR A, 3l O BH T A R
SEIEANNE , BRCA 1/ 2 378 (R E FE X) PARP 41
AL AR, B PARP #1571 2 H T ARG 1097, Bk
FEWF9E Z 450 T BRCAIL, BRCA2 FE[F 2 7% 55 i) 81
FE O A B 6 &, & T Kl BRCAI, BRCA2 mRNA
TR K5 B B I A B AE K 5 26 & B 4GE
Wi /b . AN 3E i S R 2R A SO (qRT -
PCR) ¥l BRCAI, BRCA2 mRNA #ik/KF5 EOC
I AR BRAFAE S TS (G &R, AR I EOC 3
1) A A T S AT P B A i

1 #RFTGE

1.1 —fFH EPE2019 4F 1 H—2023 46 A
T T R EE BEUSIA 1Y EOC HE % 98 4], 4E#5 37 ~ 70
% FH(52.17£6.34) % . 4 AbRiE: OFF A EOC

M kbn e, I 2R A A2 @ kg% T
A AR IBCHT i f) 958 20 LR 5 1 21 TEAR BeitF A7
96 240 BRI KR | R I 4% SR SR ] PARP i) 5] i
ST s AR BT AR A SZARTAHOGIRYT ; @~ FE F]
B HEBRARE : ORI ANE RS A M R ; @4 i
<18 % s OFFEAENT B ML B e R G DI REBR A 5
OARFHEZ D BIT R IGYT S T 100 @A IR s
LI ASBIEE O AR5 e 0 T g IS B A B2 D it
7E(2021053)

1.2 F#*

1.2.1 qRT-PCR #;ill BRCAI , BRCA2 mRNA 33k
i ARTPRI EOC 44U 55 41 4L (PR B ki
%>3 cm) ,ffi ] qRT-PCR ¥l BRCAI, BRCA2 3
IR R HBEBR R B A PR W 1) RNA $2
A G IBUEL RNA | A 7 6O BE I (b sios —
BHEABRA T WD-2112A) ll % & RNA ¥, 3%
AE RNA SEHEME R 30 5 570 08 RNA 3 7% 5
i ¢DNA, K % [E Roche 2 7 i & #E 17 qRT -
PCR JI , W 4544 :90 °C 12 5,95 C 8 5,60 °C
30 s, LA GAPDH i N &, 27 kit 8 BRCAIL,
BRCA2mRNA FikH&, BRCAI 31 FH), F.5 -
CCAGTCATGTACTGGACTTGC - 3', R: 5’ - CTGT-
GCGATGTCGAGTCTTACG-3'; BRCA2 51 W) F%)) . F .
5" = CCGTACTGGTTACGTGCTGA - 3', R: 5" - GT-
TACGGATTGTGACCTGTC-3"; GAPDH 5| #F%1) . F .
5"~ ACGTGCGTAGCTGATGCA - 3', R: 5" — GCCAT-
GCTAGCTAGCTACGC-3',

1.2.2  Western blot £l BRCA1 ,BRCA2 & 43Kk
i GE I 20 2 5 o5 A URER AR TR
ST AIHAR RS B B DI EVE M, SR BSA
B E R U R 1 2 4 e AGE R
W A SR 80 V HE (10% 73 B I+ b SL A R
SR TR s T B R 2 FEL K, 30 min 5 BB ERCHRL R 100V
E I, B B RE, 1 IR 1 em Kb 1R HLVK, %
HE BNl 22 PVDF [ 1, IFLL 5% BN 25 5 2 %
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1 h, IIA—PL4CIEE R, K H TBST EVEEOK
(—B 5 %) , B 5 min, FIIA HRP Fric i 3L,
ZIRIEE 40 h, [FRE R EOR B (B (%) TBST 06, fx
J& , A ECL WL 4, 455 1L GAPDH S ff
JH Band Leader #3047 2507 R BE1 8 524047
1.2.3 BERHIUE R B SRR T R L dE
UNBE LS NV PSR A TR T i N
R BRI RS R B bR R
RG22 (FIGO) 431 AL FRE R ik a5 5785
1.2.4 BEY;  thBe)aiEst s e T, R
Ja VAERNEE 3 A HBEDT 1R, VUG RREAE 1R, BT
22024 4% 3 LAB2ia T R A B ) R 4G SR
SAELEII(0S) , LAFF b 36 7 s [8] 309500 H0 0 2 e |
A2 2 ok DRLAT: AT Ji DR A6 T 1% B 1) R A TG a0 e 2B A7 30
(PFS) ,5tit B3 0S Fil PFS,

1.3 %itam® R SPSS 26. 0 B4 %) £ 4 ik
FPALEE, T BRI DL axs R, SR ¢ K056, THECR
BB (%) 2, RFAX? K% ; A Kaplan—Meier 4
FEITZE A Cox [01 U5 XU #5541 53 B BRCAT, BRCA2
mRNA FKikK X EOC & OS Fl PFS 2, P<
0.05 WERAGI¥E X,

2 & R

2.1 EOC L% )5 % % 442 BRCAI, BRCA2 mRNA
BEAFEWEINL EOC 414 BRCAI, BRCA2 mRNA

FikESEAMSREIEYETESHL (P<
0.01), W12,

% BtV 9~50 N H |, ARl E] 27 4~ H , HiE] 4
BT, BT 95. 92% , Fifi 17 191 8] 39 %1 (39. 80%)
2,26 1 (26.53%) FLT-, LA BRCAI, BRCA2 1y
qRT-PCR A% 2R3k &8 7 BE AF 1 {4 #4773 4
BRCA1=2.73 HEFRILH (n=33),<2.73 NkFE
K (n=65) , mFRBHSET 10 6] &2 K 15 6] K%k
IKAFET: 16 ] 2K 24 ; BRCA2=2.35 N E3
K (n=41) ,<2.35 WKL H (n=57) , mERILA
FET- 9 il Sk 17 ) ARFGRHFET: 17 B 52 22
], Kaplan—Meier 7743 #1 .7~ , BRCAI, BRCA2
mRNA 5 KA R AR50 TR IA 4 ( Log rank
X*=5.352,P=0.021; Log rank X* = 8. 261, P =
0.004) , W&l 1, BRCAI. BRCA2 mRNA & %354
FPTC ik e A A7 % m TR K IR 4 (Log rank X° =
9.037,P=0.003;Log rank X>=4.939 P=0.026) , i
K2,
R 1 FEOCHL5HFHL BRCAI |
BRCA2 mRNA B THH (n=98,xts)

HLFEA BRCAI BRCA2
EOC 141 2.73+1.20 2.35+1.33
FEH L 8.02+2. 15 7.38+2.49
t 21.269 17. 639
P <0.01 <0.01

R 2 EOC AL 5574141 BRCAL,
BRCA2 & (AN IR EN (n=98,x+s)

2.2 BRCAI,BRCA2 mRNA %k 5 EOC s k%32 LK BRCAI BRCA2
FAER A IR =500 mL FIGO 5331 Il —IV EOC 441 0.34+0. 11 0.30+0. 10
W] AR S5 R B 1) BRCAT, BRCA2 mRNA 3
ST M BB RS I B B <500 mL FIGO 45 T 1072016 0.92+0.23
WD — I R B S R i el gt ! 37219 24473
X(p<0_ 05) . ljl'_i'% 3. P <0. 001 <0.01
2.3 BRCAI.BRCA2mRNA %k ik 5 EOC 15 # %
%3 BRCAI . BRCA2mRNA ik 5 EOC i RIFHFFIEIC R (as)
gE| n BRCAI P BRCA2 ! P
AEi 1.500 0. 137 0.136 0. 892
>50 & 40 2.65+0. 50 2.360. 61
<50 % 58 2.79+0. 42 2.3420. 60
HR oA 0.987 0.223 1.079 0.185
P AR 47 2.78+0.55 2.30=0. 52
FHWCPE S 19 2.69+0. 50 2.3520. 54
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Wi H n BRCAI t P BRCA2 ' P
T N RERE 15 2.6320. 64 2.37=0. 61
i W AN AL 12 2.75+0. 49 2.42+0. 66
HoAth, 5 2. 660. 54 2.59+0. 64
I SRR e 9.201 <0. 001 19. 346 <0.001
¥ 13 2.97+0.58" 2.70+0. 54"
<500 mL 57 2.88+0.63" 2.5320.59"
=500 mL 28 2.3120. 60 1. 82+0. 42
FLE= e 0.769 0. 444 1. 467 0. 146
2 42 2.68+0. 51 2.25+0. 60
i 56 2.77+0. 59 2.43+0.57
M 41250 1. 675 0. 097 1.495 0.138
2 57 2. 6420. 62 2.27%0. 67
7 41 2.8620. 67 2.4620.59
FIGO 434 4.044 <0. 001 5.399 <0.001
I—1# 60 2.95+0. 74 2.62+0.71
m—Ivi 38 2.38+0. 60 1.92+0. 56
AR EE 0. 839 0. 403 1.348 0.181
sk 31 2.66£0. 57 2.230.57
tm s 67 2.76+0. 63 2.41%0. 66
W5 3. 460 0. 001 4.774 <0.001
= 50 2.47+0. 69 2.0320.55
i 48 3.00=0. 82 2.68=0.78
58 R R =500 mL AL P<0. 05
A 1.0 1.0 1
0.8 0.8 1
0.6 0.6
8 8
0.41 0.4 1
0.2 jg%g 0.2 1 i%g%
-+ ERE-MIR -+ fERIL-M K
ol + EREMK o] + mEE-MK
0 10 20 30 40 50 0 10 20 30 40 50
HFTE] (H) Wi ()
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A B
1.0 1.0
0.8 0.8
0.6 0.6 1
72} [0}
2 3
0.4 0.4 1
1 - ERE 1 =~ 3
0.2 AERE 0.2 m%g%
-+ fRFRIE-M R -+ RRIE-M R
0 — ERE-MR 0] +mEE-WK
0 10 20 30 40 50 6 1'0 ﬁo '30 4'0 éo
IR (F) HE (H)

A. BRCAI ; B. BRCA2
2 BRCAI . BRCA2 mRNA A[a)FRARE g RFTCHE R ARl 2k

2.4 EOC % 0S ®%aB Z o4 FANZE Cox 4 0.05); ZHRE/MH BRILIT <6 I 2 M8 s B &
Mras R Won , 097 <6 y7 e E AR i =500 ml., =500 mL FIGO 43 Il + IV ] &% BRCAI Fl BRCA2
M4 20 FIGO 23 W I + IV I bk 457 % & RRILEF 0 EOC B 0S M7 el & (P<
BRCA1 F1 BRCA2 K551k 5 EOC 8% 0S H X (P< 0.05), W# 4,

R4 Cox HLHIXESIHT EOC 3 0S B[R £

N AHR ZHE
S T {H
P HR 95%CI P HR 95%Cl
AR <50 % =0,>50 % =1 0.223 1.113  (0.883~1.403) — — —
VVEL; TSN <2 em=0,>2 cm=1 0.378 1.122  (0.849~1.482) — — —
g ig: >6J7fE=0,<6JrFE=1  0.002 1.548 (1.161~2.065) 0.013 1.565  (1.128~2.171)
Rz Hh=0 1 1

EWIAE =1
TE R = 2

184 1.247  (0.838~1.857) — — —
159 1.395  (0.845~2.304) — — —
NI =3 126 1.343  (0.868~2.079) — — —
Bt =4 235 1.183  (0.812~1.723) — — —
I R J=0 1 1

oo oo

<500 mL=1 0.161 1.443  (0.829~2.514) — — —

=500 mL=2 0.009 1.866 (1.063~3.276)  0.002 1.533  (1.142~2.056)
PR H=0,72=1 0.192 1.332  (0.747~2.375) — — —
MERAE %H=0,%=1 0.027 1.576  (1.012~2.455)  0.157 1.327  (0.991~1.777)
FIGO 434 [+M=0,M+IVi#H=1  0.001 2.040 (1.277~3.259) 0.011 1.660  (1.015~2.715)
SRR /i =0,Mk=1 0.179 1.302  (0.853~1.988) — — —
N s JT=0,F=1 0.007 1.464  (1.039~2.063) 0.173 1.369  (0.837~2.239)
BRCAI k=0, 1KFKE=1 <0.001 2.280 (1.372~3.787)  0.001 2.046  (1.220~3.433)
BRCA2 ik =0,kEibE=1 <0.001 2.217  (1.421~3.459) <0.001 2.321  (1.397~3.856)

2.5 EOC %% PFS ¢4 % B &£ 54 FAE Cox  IMEFRIE W 45%6H I BRCAT F1 BRCA2 ik ik
TR R ARG S2 em ALYF <6 ST R B I 5 EOC ¥ PFS H X (P<0.05) ; ZHZ 4 Bon
Vi =500 mL IR0 FIGO M+ IV AR RJE5RE>2 em b7 <6 J7 I ALK & = 500
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mL % BRCA1 Fl BRCA2 AR KK &% W EOC FBE  PFS WAL BRI E (P<0.05), &S,
&5 Cox BRI T EOC B PFS BRI N £
LSS ZHER
H%E M A
P HR 95%ClI P HR 95%Cl
A <50%=0,>50%=1 0.062 1.242  (0.986~1.566) — — —
AR5 <2 em=0,>2 cm=1 <0.001 1.707  (1.219~2.392) <0.001 1.655  (1.182~2.319)
PR >6J7HE=0,<6J7fE=1  0.015 1.726 (1.115~2.673) 0.001 1.751  (1.131~2.710)
EHEAE 5 i Hfth=0 1 1
% W A = 1 0.236 1.267  (0.851~1.887) — — —
FE NIRRT =2 0.241 1.372  (0.799~2.356) — — —
I =3 0.165 1.347  (0.870~2.086) — — —
B =4 0.154 1.212  (0.916~1.604) — — —
I R J=0 1 1
<500 mL=1 0.465 1.499  (0.708~3.176) — — —
=500 mL=2 0.023 1.891  (1.077~3.319)  0.018 1.795  (1.023~3.150)
et 75=0,JE=1 0.237 1.709  (0.742~3.939)  0.315 1.709  (0.742~3.939)
JiK=g et =0,72=1 0.027 1.900 (1.070~3.375) 0.174 1.667  (0.976~2.846)
FIGO 431 [+ =0, M+IVi=1  <0.001 2.054 (1.271~3.321) 0.222 1.826  (0.842~3.960)
AR /R =0,fk=1 0.013 1.640 (1.072~2.510) 0.181 1.455  (0.951~2.226)
N A J=0,f=1 0.037 1.662 (1.016~2.718)  0.362 1.536  (0.772~3.056)
BRCA1 F#Rk=0,KFKik=1 <0.001 2.004 (1.242~3.232) <0.001 1.962  (1.216~3.165)
BRCA2 k=0, KKk =1 0.002 2.184  (1.208~3.947) <0.001 2.164  (1.197~3.911)
3 i mRNA FIEH B FRB AR TR 5 12, 0F 518

UTAE ,EOC FY & I8 5 55 8 AF 38 il 0 e 34, AR X
AR, B m AR TR R R AR R
i R X EOC M2 Wi FING YT C UG o 25 i Jie | (H
RTINS 52 43 48, H 80 B A SR 2% I TR A A 9 44
M, ZHCEFH NN, EOC WEASME Bk R
FE AEBH Ay FHLRI SRR Z A KL T AR
FERIN, IR 1 A e A A i v 35 PR i A R R i
o YR FE E R B RAR SRS A 1 o 2
P | BN L AR s ) el | I B
BRI 3EE SRE Y K 2B . BRCAI, BRCA2 W %
LB B Ry R LR 19 2 B Y Bl S F T B, 1
W BRCAI, BRCA2 2875 5E B IH 4, FR B L9811 /s
Btk Rk 65% ", Rk, ARBF5E B #2438 BRCAIL
BRCA2 mRNA 357K 5 EOC i FEAFAE & EOC T
IELIPS

ARWFFELE R B s, EOC 4141/ BRCAI . BRCA2

JiE B T, FIGO 43 M1, bk E0 &5 %% 7% A OC, Ul W]
BRCAI, BRCA2 (5 ##ikZ2 5 EOC WAL K IE,
BRCAI T 17q21 XK 17 5 YAk -,
BRCA2 5 i 7E 13q12 X1 13 5 4 @ik |-,
BRCA1/ 2 /) R IR — 25 IR T e st L2 N, R
FIHERE T WA [ ¥R AT IER BRCAL/
2 s () 38 1 5 R R F 4 (HR ) il #% 2 5 DNA R
BER G B T A A R T SR R
VEFRYIERE , Sun 25 BFFE R, BRCAT 3 H () ik
BT g DEFLIR IR 0 A . 3 M — T E S 5T
P, BRCA1-PALB2-BRCA?2 i BRCA 3 % 76 7Ll
iz R EL b Lo 0 179 35 PR 2L R Tk - AT o] v
FISCHEVE R, B BRCA 38 [ 110 S5 2 2 i s ihe 2L 983 1
PR R 45 AF G Fifogg 1) & S MR AT, BRCALY 2
{14 i 2 BTG 6 h 1l He G 1 28 1 P2 ) S HE A T B i
IEE BT 1E 52, T A2 2 IMoe 19 & 2B it
AR 51 IS 2 W, 3 3k BRCA2 3 R T i) i 3L
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RS NG 5 % S 12 2%, T g 5 i B BEWLEE 3 -
WA/ B P B R TR ATM Y E A
K, RAWEEI R E B, B AL BRCA2
B AR SRR TR o5 2L, IF 5 M e K AR
TNM 2330 R TR SR AR IR A 56, ki &
B, BRCA1/ 2 3£ 3R 3K 1T R 55 9 58 s BRRAIE A G
AHWFFEF BRCAL, BRCA2 mRNA 78 EOC 1 5% ik
Fk 5B R FIGO 0 ke g e fe 4 o6, H
Al REJF K S BRCAT. BRCA2 mRNA £33k, 55
HaFE A A DNA 514518 52 Dihe, £ 1 0% 1 200 i 3
K i R L R

AW 5T 45 R 0w, R BE U5 A, 3R 39 )
(39.80%) % % ,26 1] (26. 53%) 31, 5 BE A 3E
FH ?{f““g] o Kaplan — Meier e AE o W B , BRCAI .
BRCA2 mRNA iK1k BB E AR5 0S Fl PFS 3 ik
FTEEXREE, HE— L% Cox FIIHZH BIR,
BRCAI, BRCA2 mRNA k3K E ARG OS F1 PFS (1)
M7 GRS R Ui BRCAT, BRCA2 mRNA ik % ik
FRE TG W2, Zhao 251" 7E £ 5 R 40 i g 1
DNA $if5i 18 E A0 K5 T W RIWF 58 v & B, BRCAI
RIS S AR O, [ INEWRE R — 5 BT
FHH  BRCA2 8 PRk ) FLAR 2 1 M P45 0 i AN
R EA —E i A8, 7] g 5 20 B Wk A=
YI2EA T R DIAROE 0 ARIF9E BRCAT, BRCA2 fI%
F35 EOC HE ARG 0S Al PFS B4, nl A A
BRCAI, BRCA2 mRNA {3k 0F , HAZE DNA #i6;
(A RE 7 BRI , S5 PR 2 e e PR R S B Ml 2 R | &
B R AR R B A R g e (S
EOC & () BB 5 i — 2P B IR ESE

2 FFTR, BRCAI, BRCA2 mRNA £ EOC ZH4!
TSRS AR TS, 5 85 I PR
FIGO 7] kA5 5754 56 W VE A PFAL EOC Fil5
PETERR S

S 3k
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