Integrative Analysis of genomic sequencing data reveals higher prevalence of LRP1B

mutations in lung adenocarcinoma patients with COPD
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Supplementary Figure Legend

Fig. S1:

Somatic mutations and their association with COPD in LUAD patients stratified by
smoking status in GMU cohort. Mutated genes and mutant frequencies in the
primary tumor with and without COPD from smokers (left panel) and non-smokers
(right panel) were shown. Genders, smoking status, tumor stage, survival and
mutation types were also listed at the bottom according to the samples

Fig.S2

Recurrent Somatic mutations and their association with COPD in LUAD patients.
Mutated genes and the mutant frequencies in the primary tumors with or without
COPD from TCGA cohort were shown. Genders, smoking status, tumor stage, survival
and mutation types were listed at the bottom according to the samples.
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Supplementary Tables

Table S1

Univariate analysis with negative binomial regression comparing the counts of
nonsense mutation and mutation in splicing site between COPD and non-COPD
groups

No.of No.of Nonsense No. of mutation in
0.0
) mutation p value splicing site p value
patients
median(range) median(range)
COPD 0.0358 0.0371
Yes 18 8(0-62) 2.5(0-28)

No 67 4(0-65) 2(0-31)




Table S2
Demographic and clinical information of LUAD patients from TCGA cohort

Overall COPD Non-COPD
Variable P-value
(n=99) (n=24) (n=75)

Gender 0.75

Female 57 15 42

No 14 3 11

FEV1/FVC 80.24+21.62 53.13 88.92 <0.0001

| 68 15 53

i 8 4 4

NA 1




Table S3
Univariate analysis with negative binomial regression comparing the counts of
missense mutation between COPD and non-COPD groups in TCGA cohort

Variable No. of patients  No.missense mutations Univariate Multivariate
(n=99) median(range) analysis analysis
p value p value

<65 42 242.5(2-3738)

Gender 0.254 0.4516

Female 57 203 (2-1819)

Yes 85 215(10-3738)

NA 5 -

I 68 206(10-3738) (reference) (reference)

il 8 124.5(2-334) 0.036 0.4821

NA 1 -

Yes 24 195(51-903)



Table S4
Univariable analysis of factors associated with overall survival of LUAD patients

Variable HR,95%Cl P-value

Gender,male vs female 1.80(1.17-2.78) 0.0078

COPD,yes vs no 1.02(0.59-1.78) 0.946

WBC,elevated vs normal 1.25(0.78-2.00) 0.356

Eosnophil, elevated vs
1.55(0.89-2.69) 0.122
normal

Monocyte, elevated vs
0.60(0.22-1.69) 0.335
normal

LMR, High vs Low 0.57(0.36-0.91) 0.018

CA125, elevated vs

2.16(1.07-4.34) 0.031
normal
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