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tive breast cancer

WANG Chen-yu, WANG Jia-yu,LUO Yang,MA Fei, LI Qing,ZHANG Pin, LI Qiao,FAN Ying* ,XU Bing-he *
(Department of Medical Oncology, National Cancer Center/National Clinical Research Center for Cancer/Cancer Hospital, Chinese Acad-
emy of Medical Sciences and Peking Union Medical College,Beijing 100021 , China)

[ Abstract] Objective: In the present study, we evaluated the association between FBG and pathologic complete response (pCR), prognosis in
triple negative breast cancer (TNBC) . Methods: This was a retrospective study of TNBC patients who underwent neoadjuvant chemotherapy in Canc-
er Hospital Chinese Academy of Medical Sciences institution between January 2000 and October 2017. Clinicopathological data, fibrinogen before and
after NAC and follow-up information were collected. The association of baseline FBG, FBG change with treatment efficacy and prognosis were ana-
lyzed Results: Totally 101 TNBC were enrolled in this study. The patients who achieved pCR had higher level of FBG than nonp CR [ (3. 38 +1. 16)
g L7'vs @R=+0.75) gL', P <0.05)] . Baseline FBG was the independent predictive factor of pCR (OR =1.713, 95%CI : 1. 004-2. 935) .
However, baseline FBG and FBG change were not associated with RES and OS (P >0. 05) . Conclusion: Baseline FBG was a useful predictive bio-
marker of pCR in TNBC.
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brinogen, FBG) J& — b & % fy JIF 40 M 7= 2k 19
340kDa AT MEMEE 1. AEFAHETS, FBG WYIE
WILEE2 ~4 g L7, 24k A 5UE N —Fh 2R
DR FAER] . RAE . B AF B AT DL 8K
5 B —Fh < MRIE AT, IS LI
JEELE A F) 25 b R £5.% SME I FBG /K- S8 3 75 T 1F
WXTRLE . H AT FBG £ Mg Bl Bh ALy 45 sk %t
HEITR S WS B BF e 8D, — W gE Bow )
FHUG S 780 —E WM ANE, {Hi% T FBG 78
TNBC BB AL IF O BE ST, ABFTSf R L FBG
Je HAAR 5 pCR KU RS

1 W&575%
1.1 %

AWFFEESE 2000 4 1 7 22017 42 10 A T
BRI BERE (LAT fRiFRFRRE) #2i Bl
7 1 ZBAVERL IR MR N B TE X 5o A AR IE: D
A 18 ~ 80 % Lo Pk FL IR R S 5 Q7 i B ALy R
25 BT Sl R S A R R LR, AR S A
i€ A TNBC; QB4 BT i R 733 L a ~
We WIMFLIE B, Zilm R T LS R A
HEBRZEAL A% o HERRARUE: (DR I PR OB S0
BIALST RIS FBCG SR B ; QIRYTRT AR AEANE . W
BRI oA B R R R IR > 37.3°C 5 )R il AT i 952
i BRI . BRI B M 8 B s
55y @HERUIE . BN FLARSE . AL DL R
SEARIA LI
1.2 F&%

L2.1 HGERME O2For8. BB fkyr a4
2 O S R R 2H U BRAR A, VR Z AR
(estrogen receptor, ER) . ZZI & Z{K (progesterone
receptor, PR) PAB N K F2ZK 2 (hu-
man epidermal growth factor receptor 2, HER2) ik
O 2 G A8k Je i € 9 BATE. ER/PR [H
PERE LR = 1% W) IR A0 A% G (LB M, HER2 fHAE
E SR G A + + +, BiREA + + 508
3 JR A7 242 38 ( fluorescence in-situ hybridization,
FISH) #E— P IEHY 1HE . @ bR S 750
My ARG SEARIE I T RPE M BRifE ( Response Evaluation
Criteria in Solid Tumor, RECIST) L. 1 fRA'"", Hrif
BhALS Fad g 2 SRR 8 e AR AR (o A ik
Fr—UIPRATH, IGIRS TR0 A 5e 252 (complete

response, CR) . #/4r 2% f# (partial response, PR) .
Y fa 5E (stable disease, SD) FN¥E 5 dE @ (pro-
gressive disease, PD), Ji Bl 52 2 2% fi# ( pathologic
complete response, pCR) & X MJE &k DA Motk B2 45
BRI SO e 2IH R, PR AL

1.2.2 BJ705 IrAnEBE S 2 ~ 6 RSB
BT T RIRYT, LLAT IR (I8 50 mg -m ™ iv
dl, 2202 175 mg -m ™ iv d2, q21d S FEEE
75mg em v dl, EFEE 175mg -m~ iv d2, q21d)
K PC % (BEFE 175 mg-m ™ iv dl, K4 AUC
=4 ~5ivd2, q2ld 5 ql4d) HF. FofLrras
WG AT LA AR R FL TR, W4T s
WSS TG R ECAT bk A5 T A . FHBIALYT . BB
BT LA K N 38R 7 A NCCN 45 5 5247

1.2.3 A OLF4EE AR E : BBtk
ST T ARFT AT M AS A, P35 R A 0] 43 51 oy
TBITHIS. 56 d S FARH 3. 94 d, FBG NHLFHR R
GerpoaR I BE AL 2R 508 sysmex, >R 4T 4
FEAJRE AR SR, EWSEIEE 2 ~4g L7
BEH:FSE NAC J5 FBG R =0.2g -L™" % Ll FBG
K&, NACJ5 FBG FREAML 0.2g -L 7 5k LT
SN FBG B sk BT @WFTE 4 E b G
B RFAE (relapse free survival, RFS) & X MTF
ARIF I 25— IS e B B BOR UK B 17 ) A R] 5 6
HHE (overall survival, 0S) & SCHMNFARIFIRET
RS TS R AR ORI BB T IR 5 FR 24 1T 2 4F
BIMAEE K, H3~5SHER6MHEE K,
ZIERERE A IR, BAENITEER A B E R
AR A, BEUTEE R B B TR B2 e %
HL TR BT DL SO 58 2 BT 45

1.2.4 Sib#ors Geit4iAEd SPSS 22.0 i
(SPSS Inc, Chicago, IL) I Graphpad Prism 6. 01 Ji
A (La Jolla, CA, USA) 52, FBG 5 pCR i
)2 Z2 vl Mann-Whitney #6556 M logistic [B] 45 7 |
FBG 25 (L5511t PR B AE & pCR K R R X K
B El Fisher LIRS A7 R ] K-M 2612 9F
AT Log-rank #5465, P <0.05 h2EmA 587 m L.

2 H#R
2.1 EHEEARFEIR

AWFFEIE B 73 M 101 44 42 32 7 4 Bl ALy 1)
TNBC {4, ImRIEARHEME 1 FioR, HAL4E
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47 % (24 ~T72 %), 59.4% WA i, 78.2%
W HE IR M S, 53.5% 4 Ay Y G3,
58. 4% (1) B # ki67 =30% , 20.8% Ji % 4t = Scm,
85. 1% k&5 FHE

BIT T, 40. 6% WY R S EI2E B B k7
T%, BRZHEE 9L 1%) $2=4 FWREH
Wik sy, 86.1% 452 Wi F AR, AR5 BLIE 5K
19. 8% Wi A% pCR, Bl Bl Ak IT & WA 0%
82.2% , 72.3% 1 66. 3% (V) 4432 A I 4l Bh ey T A
7. BB ks FBG F-33{EA (3.01 £0.86) g

o, 8 A FBG BT IER LM (2~4g- L7,
BB LT IS FBG “FHE A (3.16 £0.67) g -
L™, FBG AiJ5 KR EMMAE (P>0.05),

R1EEIGREEARE
It PRAFALE % (% ) || W ARRHE 1% (% )
Fi(E) TNM 73
<50 62(61.4) 1 33 (32.7)
=50 39(38.6) IIE 68 (67.3)
A ZARDS L TS
G 60(59.4) Egt 41(40.6)
%z 41(40.6) A& 60(59.4)
P A ey JE
RIEVESERE  79(78.2) <4 9(8.9)
oAt A 22(21.8) =4 92(91.1)
YBFAr R FAIT
G1/G2 28(27.7) RATFA 14(13.9)
G3 54(53.5) Ha A 87(86.1)
KA 19(18.8) || Ji 356 2 22 il
Ki67 & 81(80.2)
Ki67 =30% 59(58.4) 2 20(19.8)
Ki67 <30% 10(9.9) || 5773k
HRHN 32(31.7) CR/PR 83(82.2)
Jifgga /N (em) SD/PD 18(17.8)
<5 80(79.2) || %iBhisCT
=5 21(20.8) & 28(27.7)
W E LIRS 2 73(72.3)
551 15(14.9) || 4BIfLIT
PR 86(85.1) 7 34(33.7)
= 67(66.3)

2.2 HH BT H FBG 5w B A Z ML

WE 1 B, 3RAG pCR Y & HE 2 FBG -1
fEH (3.38+1.16) g L™ 3w TR pCR &
#(2.92£0.75) g L7, ZRAGRIFEL (P
<0.05) . i8] Logistic [a] J9HEAIKG 5 pCR 5 3L 2k
FBG MM, AR 7T, Ko7, kIR
N IREERIRAS | BT 5 5 L AT RO
1B, KBLNAC FEL FBG (24 h)  pCR |y
PhALF K %, FBG #5715 1g <L, 3k43 pCR #E
I 1.713 4% (P =0.048, OR = 1.713, 95%
CI: 1.004 ~2.935)

p=0.030

FBG(gL)

0 T T
pCR nonpCR

B 1 BBy R FBG 5 B o 4 R A

2.3 FBG b 5l R AFAE BT 20 8 K &

W2 PR, FBG T4l (FBG FR#=0.2¢g - L)
B PR 4% =5em 5 37.5% , i FBG & sk I+
YR E AR =5em [ 15.6% , HAFR#EXER (P<
0.05), FBG N4 pCR # 5 F FBG faE - F-4
(29.2% vs 16.9% ), (HEF LG % X (P>
0.05) ., FBG ZZfL 54y . RS A8 n9 .
Ki67 . AR L WG IR0 Bl B Ak yr &
1657 FIEL . pCR ., JTRTC R EAC (P >0.05),
2.4 FH BT AT E FBG L5 Fl E

AT AR R BE VI ] ) 2018 4E 3 A 31 H,
kBB R 37.1 A~ (2 ~145 A~ ), Rii%
11.8% , ey JF PR 32k TG I Be ¥R 7 e i 2 L i
S, fERiESAE R, FBG 5 RFS K 0S JG&
(P=0.323; P=0.450), W& 2 fi5, FBG R4l
KFaE LA 3 4FE L 5 4, 10 4E R RFS 245351
78.6% vs 65.6% , 78.6% vs 61.1% , 78.6% vs
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58.9% ; FBG TREA MALE EIHA 3 45, 5 4F, 10
AR OS AN HI O 80.7% vs 79.9% , 72.6% vs
69.8% , 72.6% vs 47.8% , FBG 754k 5 RFS & 0S
ZFIGEIFR L (P>0.05), HMN K-M i 2 af
LAF i FBG TRy S KA LT FBG FiE
M ETHH

R2  FBC AL SR K7L

FBG TFg  FBG FaEa

I RARFALE (n=24)  FH(n=77) X1i P
IR (%) 0.124 0.725
<50 14(58.3)  48(62.3)

=50 10(41.7)  29(37.7)
A RS 1.155 0.283
Y 25T 12(50.0)  48(62.3)

Y 2% 12(50.0)  29(37.7)
AR R 2.638 0.267
G1/G2 7(29.2)  21(27.3)

G3 10(41.6)  44(57.1)

EN il 7(29.2) 12(15.6)
Ki67 1.899 0.387
=30% 14(58.3)  45(58.4)

<30% 4(16.7) 6(7.8)

P 6(25.0)  26(33.8)
JifrsEE AN (em) 4.088 0.043
<5 15(62.5)  65(84.4)

=5 9(37.5)  12(15.6)
LIRS 1.842 0.175
B 1(4.2) 14(18.2)

PR 23(95.8)  63(81.8)
TNM 4348 3.667 0.056
4 4(16.7) 29(37.7)

JIIB:] 20(83.3)  48(62.3)
FE BT 7 % 0.358 0.549
B 11(45.8)  30(39.0)

& 13(54.2)  47(61.0)
1es7 R 0.275 0.600
<4 1(4.2) 8(10.4)

=4 23(95.8)  69(89.6)
pCR 1.051 0.305
& 17(70.8)  64(83.1)

2 7(29.2)  13(16.9)
g4 0.019 0.892
CR/PR 19(79.2)  64(83.1)

SD/PD 5(20.8)  13(16.9)

100: . T}%?O.Zg'lﬂ
‘% g —— HESLER

~ 80 Cpras o ; i
f 60 A
™ n=17
401
e R

207 logrank p=0.314
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H AT FBG 5 S AR Bl B AL T 77 850 15 i ik
TR, AN A K BT RIS KA FBG
101 45 TNBC 3%, £ &I pCR 4L FBG W i
THis, 75 TNBC W, HE4% FBG {1 i i pCR
FR g 7 T R 2%

FBG 7EMYE AV FHAL I B o & 2, 3l i 22 b
AT HE MR M FE . #ER% . EMT Mg (or o5
M H A L R MRS T, FBG 434 TR
BT, fER—Frafesr L+, SEGRNMEL
YER/Z FBG S5 IPLH h B2, AR
BEAS IR E4E FBG . 40 M 3 T LR 2540 T H 20 o 6
W2 AR KIS, FBG y 4 C 3] LA i/ ViR 2 18T 1)
o TTbR3 He & LI % i 40 i 3 1T £ o3 B K 45
£, TSR R L ALV S A T e 96 2 i 3
i, I NK 4R AR o R 4 i 2% T
174E ollbB3, FBG 5 allb@3 45441 1k i 41 i i A
WSR2, SCRWiERA Fib” | ollb” . 37 /R
T D R R k2T, W] FBG-o 11 bR3
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R A—Jri, FBG ML 4EE I HA L
TP A= PR ) 4 M R, 4% 0T 48 40 A P 7
(fibroblast growth factor 2, FGF2) FlMfiL 4 N K7 40 i
H K + ( vascular endothelial growth factor,
VEGF) | Ifi. /M B 477 4B 4= K [ F  ( platelet derived
growth factor, PDGF) FI#4{b4 K H 1 B (transfor-
ming growth factor-g, TGF-B), FBG 5 4% Fh 4l jify
THEE TR I 00 ) A PR A, AR U R A 4
B M

AT Kk LA 2L FBG 78 pCR 4 P 2 4 5
HEEAAIE K BRCAL/2 2878 N FBG v /K
AR o R ONHE R, T TNBC R B
BRCAL/2 78R LAk F] 10% ~20% '***, BRCAL/
2 R B pCR FTCIB I 2k F & S8 25 V0B 4 By
WITIi%, H pCR R ALKEIL 65% ', LI 13
W] FBG 71 TNBC i B fbyT pCR 5 #0 A i n]
B BRCAL/2 572 fif S 3 FBG Jt & Al ¢, Han-
Mutlu 26 b, % B4 32 0 i B A7 PO 20 0 AR
HAEZR FBG s, MR iR 40EHI R, FBG nf R
ZRHLTR TR, A TERESE I . AEA BT ST W]
DI H) FBG T RediE pCR & TR BT, H
T EER. KT FBC AL TR, 1E/Nl
i i LA R LR AT O BE ST b, IR A RO
FBG B3 NI, TR R SD 5 PD & FBG
g FA ) (H Mei 45 ok R ILFLIRE FBG
RN RS R BT T Y RO G, AT B R
BB EUESE

ARIFFEAR R IHEL FBG e 5 HiE 1 R &R
WAL K BLT A FBG & TIE W S LB TEZ A
SR P S ARG HE, Fenl2RE% R Sk
SRS . AR L TR, R
FBG & FIE % M 500 AR o™ o 78
B BT th ALk FBG IR ANBEFN /5 Pl RE & T
B B LTT R R FBG 5T RYTRONOE, B BiA
SYR T FBG X T /8% WS 0 B AN fH . A< BIF 5%
H, FLBRE S S R R S B IR, FBG & TR
TR L] 2 TR . B, AROF5EAL 8
NBEEL FBG m TIE RO, DOEHE FRRAE RN IX I
TG W Im AHE, RN . B8 I AL i
AT s, FBGIRYTJE TR S & TS B350
FRGEM BT, AWFFd, FBG TR >
0.2 g-L~" 83 RFS BT FBG o s b THY i
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FBG 7KF- )¢ FBG 7254k 55 il J5 JC @ 3 #H 5¢ . FBG 1F
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ST TG 7 T — ARG
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