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[ Abstract |

HER in the patients with metastatic colorectal cancer. Methods Sixty patients with metastatic colorectal cancer treated in this hos-

Objective To investigate the effect of bevacizumab combined with chemotherapy on the expression of EGFR and

pital from January 2013 to October 2016 were selected and randomly divided into the experiment group (bevacizumab combined with
FOLFOX-6 chemotherapy regimen) and control group (FOLFOX-6 chemotherapy regimen) 30 cases in each group. The curative
effects were observed in the two groups. The levels of serum HER and EGFR were detected by enzyme-linked immunosorbent assay
(ELISA). Results The total effective rate after treatment in the experiment group was 53. 33% , which in the control group was
33.33% ,the difference was statistically significant (P<C0. 05). After treatment, the levels of serum HER and EGHR in the two
groups were decreased to some extent,moreover the experiment group had more decrease than the control group,the difference be-

tween the two groups was statistically significant (P<C0. 05). The occurrence rate of adverse reactions had no statistical difference

between the two groups (P>0. 05). Conclusion
metastatic colorectal cancer.
[Key words |

ceptor

25 L 8 D W DR R U %) 3 Ak T MR, R RE O ) E B
RZ— MWEEREMEREETHYZmW, AL
R Z B AT AETE R B AR AE TR KB, 25 EH I
KRB UEIEFE B . XTFEEWENRIT AT E
H—MAEPETFARIRYTY X ME— AR @07 L E L Y
A 55k B R R AE AR Ak R 4 i TR 2 R I ©
e L RS HE R # T SR R g B
A7 25 ) EOOR T A0 SR A B R L AR A I I RO R
P e O R AT X A R R R AIE 5T — a7 (A
IR YT 254 | = A T I 45 1 P9 Bz 2R 7 T DL AR R BT
X AR SR AL T 25, vT B B B IS BT 4S R R AR
b N T = N 1 SN e A O TR P e
K H T 371K (epidermal growth factor receptor, EGFR) il A %
Jz2 K N T % & (human epidermal growth factor receptor,

*x BB RN TE¥IESS M H (320.6750. 14197),
M ERGIRIT RS .

Bevacizumab combined with chemotherapy has good effect in the patients with

receptor,epidermal growth factor;bevacizumab;metastatic colorectal cancer;human epidermal growth factor re-

HER) . 4 SCHR I DUAR SR B B0 IR A Ak y7 X e B MR 45 B o 2 %
EGFR J HER 3Rk (9 520 . S I R IR 97 B2 460 9 S %

1 #ERERHE

11—kl A 2013 45 1 A & 2016 4F 10 A #E A B 42
ZIRIT HA IR 0012 10 B RS M 25 T W i B 60 1) Sk B 5 Xt
%4 R B 4 LR R BB A mFOLFOX-6 4k J7 7 48) # X
W (mFOLFOX-6 {97 7 %) . & 40 30 fl. 44 AR . (1)
A Al A R %k B FEAE 5 (2) 45 B T 98 10 6 B o ok 45 DR
b 24 28 3o 5 B I R MR 5 (3D TG At A R R s (DD
JHE LW S RE IE & JE AL YT 48 RIE 5 (5) T8 iy I F 95 95 5 5 (6)
BEMEIHRES 5AUR . HBRRdE: (D85 B 5% % w
kb ml R S 5 kLT A A5 B BLER TIE 5 (2) R R IE W A RE R
FE R DAL F IR Z o 2L 5 (4 FRF R T 7R SR A
PHPE S BE M IV RER IE % . BT BE [ 1A 3 R4 2 3 il

YEE @ v AL F (1970 —) o F AT P 0 A L o 32 S8 A Jif s B 1 A T8 o



4660

T7 A TUAE 3 A A B b s (97 A3 EAT T L IR R

HLJTFE DB L ML BEIR 25, O H 11 0L TR 55 O T B0 A I L A R

R SH . BE MR EEB TN E A PR A

ORI 22 B IC G R L (P>0.05) LA ) b, WL 1,
*1 MHBEERIRXLE

i H I (n=30) X HL (n=30) P
ER (TS, %) 56.8410.4 57.3411.3 0. 357
B /4 (n/n) 19/11 17/13 0. 225
AL AR o) 0. 401
o fe 21 23
T ik 9 7
it J68 4 B AL Cd 0.366
H 16 22
e 78 14 8
R AL G0 0. 425
ASC il BT 18 21
ot 12 9
1.2 Jik
1200 RS FIZG S JE B2 . bR R W AR C L 9 N AR v

X2 A7 BN 7 5 [ 25 E 2 H31020593) 5 73 5 FH B8 v i 4 (I
I it 1 2 0 A A W [ 2 9 H20093168) 5 7 5 A I it
P2 5 (VT 7 0 3 B 2 M M A B A W), [ 2 ofi 2 H32022391)
EGFR #4i . HER $ 50 (Z B LB A YA R A A s EGFR,
HER 1 ELISA il & (b i A2 WA AR, £
%48 : Nikon eclipse E800 f) o2& & 5% ( H 4 Nikon 24 w])
ELISA #4Y,

1.2.2 BT XHBA R H R FOLFOX-6 b7 )7 & ik
RIS 48 1 RV FIE 85 mg/m” F ki I 4 h. W M2 45
400 mg/m’ # K 2 b, 5- R MENE 400 mg/m” i ke . 5-
TR MENE 2 400 mg/m” fHFEAESF 46 h BE/FIRE 11 d.14 d K
1A 00 4 J 3 A ) B S Al 155 1 Ko D AR Bk Bt
5 mg/kg" . WIHLBRFIHEZ A MR .

1.2.3 pRAURAE SR o BT ALE AT AT ALY IS A5
Frelka 3.0 mL, ¥4 )5 1 500 r/min B0 9 min., W B 375 % 7
HE—20 CHARR KA . R A ELISA £ & % i %+ HER,
EGFR (7K,

1.2.4 JFROFMARHE SR 2009 48RRI 04 98 5 BF 55 3R 97

FREZ 2017 4% 11 A% 46 %4 33

23R 5 () [ STOREAE WY 9 9T 4 5 1 R A T R B PR A o ST
50 A G il A TR AL R O A HE R I kL R P
C4E MR/ T 10 mm; 355 22 i - 58 38 1R 9 B0 At BURR 19 998
KELHER ALK AR RGN R F 3% F 3020 AR E - IR H R
KRR AR SR G/ IME A i B8 fi (AR B L ORe AL B (H 1%
A K B R K 5 5 3k R o 3 2R kL AR RS i oK Bk
T 20 %0 5 BUB AR AL
1.3 Seitsphbsm R SPSS19. 0 Gt 8K 44 #4743 #r . 4=
IR T FOR R R BB LR SRR R A o K
55,0 P<<0.05 NZESFAFIT¥EX.
2 & 7
2.1 JFPRUEBAT . W EIRBHRE R LEEE 1 H],
YRR 15 ), 30 A5 A EE K 53, 33% s X FR 4L HR B 4 10
Bl AR N 33.33% . EF BRI ¥E L (P<0.05), I
#% 2.

*2 TWABETH

P STERGM WM PORRUE BRNHER SARCE
() eD) () (n) 7))

¥4 30 1 15 10 4 53. 33

Xt A4l 30 0 10 12 8 33.33

e 1.073

P 0.011

2.2 Wi HER Ml EGFR KX L 1697 )5 P 41 3 i

" HER Fl EGFR /K-35 AN [R) B2 B A RIS - 3 36 201 bb o B
AR E £, 2568 51158 L (P<<0.05), Lk 3.
x3 WA MmiE HER #1 EGHR 7k E b %5 (£ 5, mg/L)

HER EGFR
BITHT BRI e BITHT BRI e
R4 30 15.48+3.15 4.90+1.60  17.98+3.01 4.70+1.80
SFHE4H 30 16.0243.20 8.30=+1.90 18.33+2.91 6.10+1.30

Wi n

‘ 2.617 1.006 3.124 3.462
P 0.291 0. 009 0. 337 0.032
2.3 PHBEARKMEZAEMGL PALRE HBMAR B

AL/ A R LT AR B VB R AT SRR IR R
M ETEVEAE AL E R 22 7 RE T X (P>0.05), I
# 4,

x4 FABEARREREBR ()]

2151 n RN R A = et ) o0 R I T 03B S H R JAB i FRERE At
I A 30 1(3.3) 3(10. 0) 2(6.7) 2(6.7) 6(20.0) 8(26.7) 7(23.3) 12(40.0)
X B2 30 1(3.3) 4(13.3) 0 4(13.3) 9(30.0) 10(33.3) 10(33.3) 14(46.7)
XZ 3.004
P 0.192
3 i it WA A2 304 00 b Je 440 M P 3R 5K B 43 b =R Y 40 B IR

i 2 X Hib 98 L ) A0F 550 1) 2 T RN 2 BB 1 96 T TE IR IR
Hh A BRI IZ LT o T LA B TR I B B R e B
RIS R o i N B AR K R T (VEGE) Jy — Rk 1

T B R 200 R B AR P I A R S LTI B A R A AR
14 119 25 A E R L A2 A £ O {245 S I D g 119 32 A B IS
0L P9 B R I ) 3 AR i R 2 2 A T A I A L R



FREZ 2017 411 A% 46 % 33 1

Pl Jed i 4 7 A op B R T R R 1R AT Y 3R B AT K
GO0 DR ER BT S A TR AL B3R BT VEGF 95 B 1 T A
ERe 5k N VEGF-A 45 & . JF Bk W IE 1Y VEGF Z {k
M VEGF-A W45 4G B4 8 /)™ 4 32 3 7 B dr b2 5] 7
Bt 88 1A A

EGFR Fl HER 32243 173 75 A P9 41 23 17 48 ff S 1, &2 75 5
WG S RE W/ 40 A FE T i i 98 A0 B 42 2% 5 TR s L AR 1A
P DNA (#1658 J7 » doc 4 B0 bR 1) ™= 2B L B % il 98 Fn 45 &
o 3t S5 P 9 1 7 A R 0 i e 2 TR R L D A o R A T 4
1 BB UG 2 A TR de . EGFR il HER RE %
T VEGF (14 25 35 4 38 i A= 1t 8 7 oo o9 09 7= A L T 25 B
EGFR Al HER W B9 3 20 1 38 1 7= A . AR B9 s, i 30 4
B A AR KR B HLI S mFOLFOX-6 b y7 B L HEATIRIT
HBHHE R 53,330 & F X 4L 33.33% . BR A FKiT%¥E
(P<C0.05), AITHIBH ME EGFR K FE5 X A=t +
i g e A ZH 2 Y 4R 58 £ 1) EGFR BB LR 3R b B B A
TG 2 Hh A 3T 5 Y T R 4 5k 4 o R 4 B 45 Ak S B
W EGFR, Iil{F EGFR /K — B 4b T & fir, &3 1697 J5 B4 i
i EGFR {9 7K 7 B W B AIK . 16 B DL AR Bk 50 BL 7T A5 %0l e IS
EGFR W33k . BH M HER 7857 )5 K F W B AL, & 2
S AR R T PR 2R BB IR YT AT M HER 3 K7 i oE
LAEFMEA LR, LV HER G498 ) Wi 835 9 W5 16 80 . AH
RS T UESE , HER S 550l 22 2k B 5t xF F HER A M 5% 5
PR B AR B BT H AT B A i 2 BB BR kT O R
BN A JE HER PHPER I B M BRIT . S HEB A E
Mg 1 EGFR Al HER 78 1% 19 & 4E kK o 18 vh 5 45 e
BRI AE R DUk BT I0CA A0y 38 5 e AR G PR P R 3 1 1 R
TRITIIE

25 LTI DUARER BB I A AR YT 7T LA AR IR B B M 4
J Ji H I W EGFR K HER ik, % &8 H5 4 84 R 97

&k

[1] Messori A,De Rosa M,Fadda V,et al. Effectiveness and
cost effectiveness of bevacizumab in metastatic colorectal
cancer[J]. ] Clin Oncol,2015,33(32) : 3838-3839.

[2] Derangeére V,Fumet JD,Boidot R, et al. Does bevacizumab
impact anti-EGFR therapy efficacy in metastatic colorectal
cancer? [J]. Oncotarget,2016,7(8):9309-9321.

[3] Venook P. Bevacizumab vs EGFR antibodies in metastatic
colorectal cancer[]J]. Clin Adv Hematol Oncol, 2015, 13
(2):90-92.

[4] Amendt C,Staub E, Friese-Hamim M, et al. Association
of EGFR expression level and cetuximab activity in pa-
tient-derived xenograft models of human non-small cell
lung cancer [ J]. Clin Cancer Res, 2014, 20 (17); 4478-
4487.

[5] Giordano G,Febbraro A, Tomaselli E,et al. Cancer-relat-
ed CD15/FUT4 overexpression decreases benefit to a-
gents targeting EGFR or VEGF acting as a novel RAF-

4661

MEK-ERK kinase downstream regulator in metastatic
colorectal cancer[J]. ] Exp Clin Cancer Res,2015,34(1);
108.

[6] Ress L, Stiegelbauer V, Schwarzenbacher D, et al. Spi-
nophilin expression determines cellular growth, cancer
stemness and 5-flourouracil resistance in colorectal cancer
[J]. Oncotarget,2014,5(18) :8492-8502.

[7] Pietrantonio F,Cremolini C,Petrelli F,et al. First-line an-
ti-EGFR monoclonal antibodies in panRAS wild-type me-
tastatic colorectal cancer:a systematic review and meta-a-
nalysis[ J ]. Crit Rev Oncol Hematol, 2015, 96 (1) 156-
166.

[8] Sato Y, Matsusaka S, Suenaga M, et al. Cetuximab could
be more effective without prior bevacizumab treatment in
metastatic colorectal cancer patients[ ] ]. Onco Targets T-
her,2015,8(1):3329-3336.

[9] Baba H.Baba Y,Uemoto S,et al. Changes in expression lev-
els of ERCC1, DPYD, and VEGFA mRNA after first-line
chemotherapy of metastatic colorectal cancer: results of a
multicenter study[J]. Oncotarget,2015,6(32) ;:34004-34013.

L10] B, 77 U, W 25 B, 46 45 I i 4 21 EGFR J
HER-2 {4 3 7% Bl R SCLTDL 6 IR 15 92 3 21 2 2 s
2015,86(6):615-618.

C11] 3k Jrk. 45 B 7% 81 il HER-2 ,EGFR F1 p53 #5411k
Srtrl)]. AR EE 254435 ,2015,37(6) : 112-114,

[12] P4 k& RRM . 5. 45 5 M SGLT-1,EGFR
M HER-2 & 10 3R 7k R & SCLT . 92 A b % . 2015,
30(2):160-163.

[13] BiE M. HER4 4k 2 H ALK NRGL B =44 7K 5 A 45
B A RSB AR GBS (D], A FE AL BERER
%,2015.:77-82.

[14] F5EA4 #9652, %. SGLT-1, EGFR fil HER-2 1&
45 B 9 v 0 2R S R RS R e LT D, e DR 5 BT 24 2%
4 .2015,35(3):178-180.

L15] B, 8 &4 o0 UL 45 DURER B 3697 EGFR Bf A 7l
o EGFR-TKI i 24 ) il [l 55 i 5 7% 16097 28 A0 2 ax kLT .
B9RE . 2016,36(10) :1139-1145.

[16] &7 U8 . K2 F. ER\.PR.HER-2,.EGFR #1 E-cadherin f£
LR R R e 5 A g L b i 3R GK LT . o B R A B oA T
2016,35(6) :540-543.

[17] Stintzing S,Zhang W, Heinemann Vet al. Polymorphisms in
genes involved in EGFR turnover are predictive for cetuximab
efficacy in colorectal cancer[ ] ]. Molecular Cancer Therapeu-
tics.2015,14(10) :2374-2380.

[18] Liu J,Zhou Q. Xu J.et al. Detection of EGFR expression
in patients with colorectal cancer and the therapeutic
effect of cetuximab[]]. ] Balkan Union Oncol, 2016, 21
(1):95-99.

(W B :2017-05-16 &8l H 3§ .2017-07-24)



