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[ Abstract] Objective  To determine the relation between CCDC8 gene and molecular subtype of breast
cancer. Methods One hundred breast cancer tissue samples were collected in this study, and HIC was performed

to investigate the expression of CCDC8 in breast tissue. Tumor characteristics (estrogen and progesterone receptor,
Her-2, Ki67) were recorded. Results
positive expression of CCDCS8 in ER, PR positive group was higher than negative group, in Ki67 negative group was

The positive expression of CCDC8 in breast cancer was 38% . The

higher than positive group. But no correlation was found between CCDCS8 and estrogen and progesterone receptor,

Her-2,

and Ki67 negative group is higher, but there is no correlation between CCDC8 and molecular subtype.
[ Key words] CCDCS8; Breast cancer; Molecular subtype; HIC

Ki67 and molecular subtype. Conclusion The positive expression of CCDC8 in ER, PR positive group
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B 100 ). PARRAE: (1) B2 FRML
PE, I 18~80 % (2) MRk, FLIREH.
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I < IEHE MR, M ALEF < 110 pmol/L, HILEF
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1 CCDC8 ERE7AZLAREAE LA P HIPAERIE (SPx 100)
Fig. 1 Positive expression of CCDCS8 gene in breast
cancer tissue (SP x 100)

E 2 CCDC8 EFEZEFLAREALR FHIPRERIE (SP x 200)
Fig. 2 Positive expression of CCDCS8 gene in breast
cancer tissue (SP x 200)
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B3 CCDCs8 %l&;tﬂir,ﬂéﬂﬂhmﬂ'&%& (SP x 400)
Fig. 3 Positive expression of CCDCS8 gene in breast
cancer tissue (SP x 400)

4 CCDC8 EFTEZLAREALHMFAERIE (SPx 400)
Fig. 4 Negative expression of CCDCS8 gene in breast
cancer tissue (SP x 400)

2.2 CCDCB8 #ZLIR B HRIE S G KRR BN
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TEFUIRIE 4140 ER FHEZL CCDC8 F K FH %
KRBT ER W4, Pk 02116 (P>0.05),
ZRIG ¥ X CCDCS #: [N 5 ER HIAH 4>
Mr P} 0.423 (P>0.05) , W& 22 A ASTF1E 1K
. FEFLIR L2 PR FHYE4L CCDC8 LA FH 4 2
KFE T PR FIPEL cCDC8 3L, P{E - 0.2139
(P>0.05), Z5Igit4E L; CCDC8 XK 5 PR
HIAESES B PR 0.428 (P>0.05), WE ZEA
FETECBEPE. FEFLIR 414 Her-2 FHPEZ CCDCS
LR PR R IA %R 39.19% , TEFLIRIE 42 Her—2
FIPELL CCDC SR FH I 3RA %N 37.66%, WFEA
KB Z (HM -0.1237, P{E N 04494 (P>
0.05), ZFTLHITFE L ; CCDC8 HH 5 Her-2
BAHSE A PR 0.899 (P>0.05), W& ZIAA
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bp. Hanson %& A9 &3 RT-PCR 43 # £ I 4 &
CCDC8 fE A A h A ik, HETE L R F2k
AR AT BT 43 A S i i 2 B CCDCS A
BYIM R A CULT (Cullin 7) . OBSL1 (Ob-
scurin-Like 1) . P53. DBC1 (Deleted in breast can—
cer 1) . 14-3-3, ANKRA2 (Ankyrin-repeat protein
2) . FBXWS. YB-1. INF462, ROCI. RCN3,
LMNB2., BCR-ABL. RFX7 % 14 4~. 24 DNA %7
PHGET, CCDCS i A it WIS e 45 #4) 35 2 11 o e —
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Tab. 1 The positive expression rate of CCDCS8 gene in breast cancer tissue
A | n PR FAPER (%)
ER + 33 33 39.76
- 17 5 29.41
PR + 69 28 40.58
- 31 10 32.26
Her-2 - 77 29 37.66
+ 23 9 39.13
Ki67 - 22 10 45.45
+ 78 28 35.90
3o Luminal-A 7 17 8 47.06
Luminal-B % 69 25 36.23
Her-2 FHPERY 4 2 50.00
Basal-like %Y 10 33.33
%2 CCDC8 EHE 5k RmEIEIRIIHE R T
Tab. 2 The correlation of CCDCS8 gene and clinical-phatholgical indexes
ST s34 eebes
[ PR
ER S 12 5
FAE 50 33
PR S 21 10
B 41 28
Her-2 S 48 29
PR 14 9
Ki67 S 12 10
BRI 50 28
A a i Luminal-A 9 8
Luminal-B 44 25
Her-2 2 2
Basal-like 7 3
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JH B SR BRI AR DG B JE R, Law JH 8BS K R
IR 5 CCDC8 JE PR A BLAE 5 mT LA il (4 o1 455
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WG AT M AT T3 B 5 RE AT FIA
TOZER, HRREN B A GE SR T k. FL
FE T B R Perou 25128102 Filt A28 3L A
M TERER cDNA S R, 4 ZL IR 4 8 Luminal
B, normal-like 4, HER-2 %, basal-like 7.
SRR A P B, AN TR AR A8, 2011
4 St.Gallen [EPRFLIRIE K23 B 28R FiA IR,
eI R TAF oha] DU s S 2 AL A ) ER . PR
HER-2. Ki-67 M%5 5, FZL 9 534 Luminal A
7, Luminal B %, HER-2 %, basal-like ZIV. 43
TR B, AFLIRE R AR T 5E T AR
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TE LI AR G LR, P53, DBCIL, CUL7
FRGIMEE VM KL ILE. ceDC8 HH 5
P53, DBC1, CUL7 HAIEAEH, MMM T T —
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BB (e LR AN A 2l SRS PN Yk B .
FhiligE) ; tFUREm S, WA prle & e
FIFERTEFUR IE W A1) . RAYEMPE . FEss w2t
AR, AR — 22 DFLIE G R RE A5+
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T A Sk

TR A 2 i A 05638 1 qRT-PCR A5l CCDC8
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R e £ s 22 Hp (%) ki 8 I I e T FL AR
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Gt E L (P<0.0D), #ED CCDC8 JEH ] figj&
— AL, CCDC8 5 R 7E 7L IR 4l 24 v e ik m]
ASEIR Y s R St R AP RW et PN
CCDC8 TEFLIR P A RE, HERBFINT RMFL
PREEpHZ, CCDC8 TEAFHE > 50 % FL M g i5 #
AP RBH <50 H 19, CCDC8 H4Fi#y . i
/N nm23 A A M. HErHSE B8 nm23 5
PR —Fh 2 A I e B il L 8, A iR R
nm23 IR F AT R B B E DA AR AT
HEJR A PR TR B, nm23 TR S ) T 3L B 98 1
Je BB ST AR AR, PRLIE, M CCDC8 W] RE 2 2L 1)
—AHE A, M FL RN R AR . AR
CCDC8 HENTEFLIR I & L s B AT s 31—
FEAEF A R REAE Ry mm LB T () 37 IR 3%

T [ 101 2 3L Wi 2 08 VR W AE 45 ~ 50 %7 22 1]
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BB RS FRILERE TR
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PRI TR <50 X AP RYR L, 50 B4k
TP AR, RNMERER KRR RR,
LRI RTEFLIE R CCDCS Ay iA 8l fE 5 1A
PIES K M, S LR I TS A1 C.

A 1 S A S IR 4 BT CCDC8 A 7E
100 fil )5 & MEFLI AL 4 By Feak. @A X} CCDC8
LR FRIES 9 ER. PR, Her-2. Ki-67. 20T
SR RIBACEHE T ARG A, KRBT CCDCR
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5, ZERATRE R R TREAGIEON S DR TT2ER

2, ey CCDC8 JEHAE A £ I Be kA .
LA &I CCDC8 K K 5 FLIRIE 70+ B AH
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