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Table 1. Patient characteristics

Characteristics n=>57

Women

Pattern of metastatic dise
Liver 35
Lung
Other

I'st line regimen

FOLFOX + bevacizumab

FOLFOX+cediranib/placebo
Other

FOLFOX: bolus/infusional fluorouracil and

Multivariate

0.84 0.46-1.53

Women 20

No. of metastatic sites
: 12 120 0.60-241 0.61
22 45
EGFR (CA repeat)
<35 15
1.86 0.99-3.52 0.06 1.97 1.02-3.78 0.04
>36 42
FcyR polymorphisms
Both FcyRIla-131H and FeyRIlla-1 17 094 050-176 0.84
Others 40
OS: overall survival, HR: hazard ratio, CI: confidence interval, EGFR: epidermal growth factor receptor, FcyR: fragment
C v receptor
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Table 3. Associations between FcyR and EGFR genotypes and objective response

Objective response

LGFR (R521K)

EGFR (CA repeat)
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Table 4. Associations between FeyR and EGFR polymorphisms and OS and PFS

Polymorphisms
FeyR Ila (H131R)

FeyR Illa (V158F)

FEGFR (R521K)

(CA repeat)
(<35, =36)

Detail

HH
HR
RR

FV
\'A%
RR
KR
KK
S
L

PEFS OS

No.
35
16
6
37

median P values of median P values of

(days) log-rank test (days) log-rank test

254
203
277
277

553 0.991
0.747 663

549

553

737

566 0.386

0.236 553

0.954 483 0.051
600

PFS: progression-free survival, OS: overall survival, FcyR: fragment C y receptor, EGFR: epidermal

growth factor receptor, S: CA repeats <35, L; CA repeats >36.

Overall Survival

0.8
0.6~
0.47
02‘;

0.0~

0

T
365

EGFR CA repeat#{ & 0S

730

1095
Days

L

S
P=0.051
1460 1825




Table 5. Associations between FcyR haploytypes and objective response

Haplotype of Objective response (n=112)
, Allele - —
FeyRIIa-H13 1R and >sponse P value
Frequency —

FcyRIla-V 158F ’ CR+PR  SD+PD Fisher's exact test

HF 0.589 2 e
0.549
without HF

RF
0.460
without RF

0.018

0.045
0.334
without RV 35

CR: complete response, PR: partial response, SD: stable disease, PD: progressive discase,

FcyR: fragment C vy receptor, EGFR: epidermal growth factor receptor.

Table 6. Associations between FeyR diplotypes and objective response

Objective response (n = 56)
Diplotype of N —
, Allele P value
FeyRITa-HI3 1R and Response — —
Frequency Fisher's C.-A.
FeyRIlla-V158F S ——

R SD+PD exact test  trend test

HV/HV 0.071 4
HV/nonHV 0.196

nonHV/nonHV
CR: complete response, PR: partial response, SD: stable disease, PD: progressive

disease, FcyR: fragment C y receptor, EGFR: epidermal growth factor receptor, C.-A.:
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(R521K) - (R521K)

0.09 FcyR2A FcyR2A
(H131R) : (H131R)
Supporting Figure S1. Pairwise linkage disequilibrium
relationships between the EGFR and FeyRIla, and

FcyRIlla variants. The Lewontin’s coefficient D’ (A) and
the correlation coefficient 2 (B) are represented as values

n each box.
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