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ABSTRACT Objective: To investigate the correlation of insulin-like growth factor type 1 receptor (IGF-1R) expression with the
efficacy of capecitabine/ oxaliplatin (XELOX) for advanced gastric cancer. Methods: 56 patients with advanced gastric cancer who were
treated with XELOX as first line therapy were enrolled in the present study, and the clinical data and pathological samples were collected.
The expression of IGF-1R was detected by immunohistochemical staining. The objective response rate (ORR) and disease response rate
(DCR) were calculated. The correlation of IGF-1R expression, clinical data, therapeutic efficacy, clinical benefit response and adverse
reactions were analyzed. Results: The positive rate of IGF-1R in the total 56 patients was 69.6%, and the positive rate was significantly
higher in patients with un-differentiated/ poorly-differentiated cancer than that with middle to highly differentiated gastric cancer (P<O0.
05). Total ORR and DCR were 28.6% and 55.3%, respectively. ORR and DCR of patients with positive IGF-1R were significantly lower
than that of patients with negative IGF-1R expression (ORR: 23.1% vs. 41.1%, DCR: 48.7% vs. 70.5%, P<0.05). The clinical benefit
response rate was also remarkably decreased in IGF-1R positive patients (51.3% vs. 70.6% ,P < 0.05). No significant correlation was
detected between IGF-1R expression and the incidence of XELOX regimen induced adverse reactions. Conclusions: Patients with
negative IGF-1R might benefit more from XELOX therapy, and IGF-1R expression might become a novel predictor of the therapeutic
efficacy and prognosis of advanced gastric cancer.
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Table 1 Correlation of IGF-1R expression with the clinical pathological characteristics of advanced gastric cancer

Clinical pathological IGF-1R n(%)

X2 P value
characteristics _
Sex 0.115 0.697
Male 1031.3) 22(68.7)
Female 7(29.2) 17(70.8)
Age(year) 0.486 0.121
2 65 9(36.0) 16(64.0)
<65 8(25.8) 23(74.2)
Borrnann type 3.214 0.316
I 3(50.0) 3(50.0)
il 5(29.4) 12(70.6)
1 5(22.7) 17(77.3)
v 4(36.4) 7(63.6)
Differentiation
Undifferentiated/poorly 8(23.5) 26(76.5) 3.853 0.047
differentiated
Mid-differentiated /highly 9(40.9) 13(59.1)

differentiated

3 2 IGF-1R Rix 5 XELOX {i7iRfr B HIL T M X T

Table 2 Correlation of IGF-1R expression with the therapeutic efficacy of XELOX regimen in the treatment of advanced gastric cancer

IGF-1R(%)

Therapeutic efficacy X2 P value

ORR 41.1% 23.1% 4.817 0.032

DCR 70.5% 48.7% 8.115 0.009

% 3 IGF-1R fyRi% 5 XELOX T B H &I K L HIX R (%)
Table 3 Correlation of IGF-1R expressionwith XELOX regimen induced adverse reactions (%)
Group Clinical benefit rate Myelosuppression Gastrointestinal reaction Hand-foot syndrome Neurotoxicity

IGF-1R(—) 70.6 65.2 73.1 10.7 23.4
IGF-1R(+) 513 67.8 67.8 13.5 22.1

Je ZZG9T M NSCLC By 5, IGF-1R(— ) i 35 1Y A 3%
2B IGF-1R(+ ) 3(66.7% vs. 30.6%, P< 0.05), [ iR 455
P78 IGF-1R {3515 0 AT RE B TSR FH XELOX L7 i i
1 i BT RO R AR 25 2R TR i 2 —  IGF-1R(— ) i
HWE AR XELOX fbyr kst , HFUS L, #—xt
XELOX J5 2 Abd7 AH G RERIVE FH#EA T 4301, ) B IGF-1R 3%
RS XELOX 5 R Aby7 095 RIAE M 2 4 M3 To I i AH
Kb, JGi IGF-1R P ok R 4 £ 2 A S A P B (R S R
DL B AHICTET, FRRISIE T XELOX Xt Mot B g R 5 2
W3 2 A AT o

T IGF-1R (142 3 52 Wil ek g 7 58 B 3905 1) 4 F ALl L 3
AR IE AN AT T HIEAFSE . Badr % U9% B IGF-1R (3%

T AT A2 SRS AR A, 38 i HK A Bel-2 \pS3 A5 P14 il 40 i
T Irie 5517 B IGF-1R B35 AL AT LAa i #% PIBK/Akt {55
e St 3H 5 T SRR AR & A b B — 6] % AL (epithelial-mes-
enchymal transition, EMT), 3 Ifif 3 il 1™ 4 i i) 42 28 | % 22 1k
BRI, 2, Varkaris SFUS7ERLLE IGF-1R K&K i 9 5l
PRSI SZIG v A SILRE 14 5 A A SRR AR R S B R RREAI . R
LAY, FATTAESG AT A ZE AR 7S - A BR AT IRNA & T IHE /)
240 i ik 25 4 g ik PC-9/ZD i IGF-1R 1334 m] AR % 200 i
PRV R RES) . Cappuzzo 45 ™ fEIlf RAFSE f ik 5k
IGF-1R -5 1 80 il #0125 W) B s 24, IR 5 10 55 AR
B e 5 IGF-1R il 57 BEA A% 5% IGF-1R 75 15 1) NSCLC
BHEBVEAFI ] IR SRR R IGF-1R A] AE S8 i 30
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