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Expression of hepatocyte growth factor in the invasion process of occurrence, development

and metastasis in breast cancer
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Abstract: Objective  To detect the serum and heptocyte growth factor (HGF) in breast cancer patients at different
clinical stages, degree of differentiation, lymph node metastasis pre— or post— treatment, and analyze its mechanism and
clinical significance. Methods  Sixty—three breast cancer patients were selected as the observation group, 45 benign tumor
patients were selected as the control group, 40 normal people were selected as the normal group from January 2014 to March
2015. Expression of HGF in different breast tissues were tested. Results ~ The concentration of serum HGF in observation
group was (34.61£3.10) pg/L, higher than that of the control group (10.23+1.94) wg/L and the normal group (9.45+1.86) we/L
(P<0.05). The positive rate of HGF in breast cancer tissues was 58.73% (37/63) , higher than that of the control group 6.67%
(3/45) and the normal group 2.50% (1/40) (P<0.05). HGF concentration after treatment was (17.80+2.93) pe/L, lower than
that before treatment (P<0.05). Serum and tissue HGF concentration of phase III, low differentiation and lymph node
melastasis of breast cancer patients were higher than those of phase 1+1I, medium and high differentiation, and no lymph node
metastasis patients (<0.05). HGF positive rate of breast cancer tissues after the treatment was lower than that before treatment
(P<0.05). Conclusion

along with the increase of staging, reduction of degree of differentiation and increase of lymph node metastasis .The expression

Serum and breast tissue HGF concentration in breast cancer patients are significantly increased

of HGF is closely related to the occurrence ,development and induced cell invasion of breast cancer.

Key words: Hepae growth factor(HGF); Breast cancer; Invasion; Expression

FUBE R IR RS 2 — IR 1 MRS A&

A EER X O ERE 201441 H—

— MR Rk SR . DHE AR SEFL I 1Y K&
Az R DL e A ZR RN AL X e BN [ R B B 01
SN BF 40 e AR K B F (Hepatocyte growth factor,
HGF ) & 1 (8] J52 240 i 73 WA 1) — T 22 R4 PR AR B - L 7
Ji R A0 M i) R 22 B A i A v, AR BRI, B
I HGF AN [R) R B SR 7 il 5 vh U 40 rh i 2%
IR, SR o B HAE FHAIL ) B i PR SCER (AR

2015 4F 3 H 3LMR e & 63 1), Wi g el , ¥ &k,
AEWY 35~ 725 1 (53.713.96) %, T 1/ 11 441/ 1)
430 18 451/21 1511124 141, =5 . rh AR 434k 43 1) 20 5] L 18
(B 25 491, Ik EL 26 28 5] 5 e ) Fof $09 B Ao A S
NBEAS ] AR X)L 4E 1% 36~72 %, -1 (53.68+
4.06) % ; IEH ANFF 4041 VR R IE R 4, i3 34~73 %7
FH(53.70£3.84) & 5 A AL AR 22 S RG22 B S

EE£WB - I e Aes XEHE I8 H (No.2013087)

YEBE N AT R (1973—) 3 AR}, BRI, W57 0] - IR o



FIEPGH EE S 20154E58 1555508 China Tropical Medicine, August 2015, Vol.15, No.08

+ 975 -

(P>0.05) . HEBRI I Fow g A g Lk
BISMBLFAR RAESF B E . Pt HGF Z ik
o e AR & K DAB & (357 & (B0 [ =
TAE ) HGF — Uk B 1:50, W3l H A
OLIMPUS A Fl =i

1.2 ik R = 2 WF 5T 0T G2 0 i v B FLAR 4 4
HGF /K F-FITHGE 8 1358 . 13 HGF A T35 R4
B2 AR L S mL, FlEERG G 72 W Rk A 5 ZLARZH 21
HGF £ &3k 0 S-P e ik — A3k v,

1.3 HGF s R4 HGF &M F 2RI
K N3, B AN I S B v (e i (% (sl
UL A BHPE R . HEBR 0 500 S AR R R v e
BEAARASTERE 5 1> 4 M I 0 S A LT (x400) 4T
WML HEL, B A PLEF T4 100 > 48 A, 2355 500
AL, 30 5 BV A M ESO TR PR Ak 22, B4
L E 3% > 30%3 7 o FHE 3R,

L4 Rt F5A A EERYIR ) SPSS13.0 481Kk
PEEATEIT, BE TR A B A i 22 (s ) o , R
FH R 56 TR xR R 40T, P<0.05 255 A 42
IES-9'8

2 #7

0.05), L3 1,
22 KRR 9B AR B A A4S B d  HGE IR B
B IR e M HGE & & Fakk 48 Rk MY K4
b K itk T 55 7% 5 25 1L 1 HGF Wk B HGF 25 14 B R
Pim T 1+ b &b SRk G e o, 22 5
YA 48248 L (P<0.05) , IWFE 2.
2.3 &7 A1) S HGE IR B & SURR % 49 e HGF &
| ks Rk FUREEE S =AH A —METT
SRR, BN R S HEAT R . I HGE VR R
(17.80+2.93) pg/L , Ik FIAIT AT (34.61£3.10) pe/L, 2
S G R L (1=12.08, P<0.05) s 1697 5 FLIR R 40
ZVHGF B3y 31.75%(20/63) AKX T 147 i 58.73%
(37/63) , = A B 24 L (x’=10.60, P<0.05) .
3 it

HGF MR R oA 5y w2 — 7 2%
A, EEORIE T 40, BRI HOF 2R 143 T a
BEFN B 4 o AR SHAH I , BRI i 55 Wk F
WIT AR TR A B, w5 S B A= il A A 4
PRI AN A 220 54 88 fE I &t R R FE
FEEEAERY,

BTN AN ECM A A A 1ML A ()T

21 A iE HGF R EASUR AR M HGE & G M G MR MRS 1566t HOF BRI 212U
ML RE AN HOF WeEERIZH L HGE FIPE B R4 JF B2 5 2R A0 I 7 A9 4%, HGF /K-
RYETIEWHMX A, 2R HAGIEE L (P< FEfg MR & A R gt R, ARSI 45 51 SR, Wi
R1 FHMEHCFIRE RFLIVEANE HGF H H PSSR B
Table 1 Comparison of the serum concentration of HGF and HGF protein positive results in breast cancer cell
. 1ML HGF ¥ (e/L) HZUHGE Protein of tissue
29 Gro U No.case
AL Group (PN case Serum concentration of HGF FH 5142 (% ) Positive rate
1EH 4 Normal group 40 9.45+1.86 1(2.50)
Xt HE 4 Control group 45 10.23+1.94 3(6.67)
WEZL Observation group 63 34.61+3.10°* 37(58.73)"*

T SRR AR, 2R GET T4 L (114,67, X'=10.83,P<0.05) , 45X HRAL RS, 22 A e 114 2 X (1=11.38,x°=9.88, P<0.05) 5
Note:”Compared with control goup (1=14,67, x’=10.83,P<0.05) , *Compared with control group (1=11.38,x’=9.88,P<0.05)

*®2

AR SRR TSR B 2 N 75 HOF ¥k B K 7L 1% 41 HOF 75 H PR 45 R th A

Table 2 Serum HGF concentration and HGF protein positive results at different staging, degree of differentiation and metastasis in breast

cancer cells

A3 Group BiPsc 3% HGF ¥ (ng/L) 241 H(iF Protein of tissue
n Serum concentration of HGF  FHPERI%EL (% ) Positive rate

I PR 434071 [+ 03 I+ Istages 39 28.1422.97 18(46.15)

Clinical staging MY M stages 24 37.56+3.20* 19(79.17)*

SRR #5534k Medium and High differentiation 38 29.07+3.12 17(44.74)

Differentiation degree &L Low differentiation 25 36.98+3.36* 20(80.00)*

PR N2 KIS No 35 28.06+2.93 13(37.14)

Lymph node metastasis ~ #REEEFS Yes 28 37.7123.244 24(85.71)*

L4004 T+ I oh B RO LA AR U 45 LA, 22 AT e 112 78 X (1=13.08,12.95,12.77;x°=10.19,11.38,10.27,P<0.05) ;
Note:*Compared with I+11 stages, moderate, high and low differentiation and not differentiation(1=13.08,12.95,12.77;x’=10.19,11.38,10.27,P<0.05)
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