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Expression analysis
TIMER2.0 (http://timer.comp-genomics.org/) was used to analyze the differential expression of LANCL2 in TCGA pan-cancer[1]. We extracted the RNA-seq data and clinical information from TCGA (https://portal.gdc.cancer.gov/) and GTEx (https://gtexportal.org/home/)[2]. RNA-seq data in Level 3 HTSEQ-FPKM (Fragments Per Kilobase per Million) format from the TCGA-stomach adenocarcinoma (STAD) cohort and the RNA-seq data from GTEx have been converted to Processed Transcripts Per Million (TPM) prior to log2-normalization. The RNA-seq data of GSE29272 and GSE66229 were downloaded from the GEO database(www.ncbi.nlm.nih.gov/geo)[3]. The RNA-seq data of GSE29272 included 134 paracancerous tissues and 134 gastric cancer tissues and the RNA-seq data of GSE66229 included 100 normal gastric tissues and 300 gastric cancer tissues. Then the differential expression of LANCL2 was analyzed through the above data. Moreover, we explored the expression level of LANCL2 in normal gastric epithelial cells and gastric cancer cell lines by qRT-PCR. In addition, we further demonstrated the expression level of LANCL2 in normal gastric epithelial tissues and gastric cancer tissues through HPA (https://www.proteinatlas.org/)[4]. The ggplot2 package (version 3.3.3) was used to statistic.

Correlation analysis of clinical characteristics
Based on the data of the TCGA-STAD cohort, a logistics regression analysis was performed with LANCL2 expression as the independent variable and various clinical characteristic indexes as dependent variables to explore the correlation between LANCL2 expression and clinical characteristics. Furthermore, the UALCAN database (http://ualcan.path.uab.edu/index.html) was used to analyze the association between LANCL2 expression level and individual cancer stage, nodal metastasis status, tumor grade, H.pylori infection status, and age[5]. In addition, the diagnostic ability of LANCL2 expression for gastric cancer was evaluated by the receiver operating characteristic (ROC) curve. Analysis were performed with the pROC package (version 1.17.0.1) and the ggplot2 package (version 3.3.3).

Functional enrichment analysis 
The protein-protein interaction (PPI) network of the top 50 proteins interacting with LANCL2 was constructed through the String database (https://cn.string-db.org/) (Snel et al., 2000, Szklarczyk et al., 2021). The basic setting conditions were as follows: the minimum required interaction score was 0.3 and the maximum number of interactions to be displayed was no more than 50. Then the co-expressed genes of LANCL2 in TCGA-STAD through the LinkedOmics database were explored (http://www.linkedomics.org/login.php)[6]. The Raw data are shown in Table S2. The statistical method was the Pearson correlation test and FDR<0.05. We also explored the top 50 genes that have a similar expression pattern with LANCL2 through Gene Expression Profiling Interactive Analysis v2.0 (GEPIA2) (http://gepia2.cancer-pku.cn/#index)[7]. The intersection of the genes associated with LANCL2 in the above three databases were presented in a Venn Diagram. The correlation between LANCL2 and intersecting genes in TCGA-STAD were analysed by GEPIA2. Next, Gene Ontology (GO) term enrichment and the Kyoto Encyclopedia of Genes and Genomes (KEGG) pathway analyses were performed. P values less than 0.05 were considered as significant categories. Moreover, the TCGA-STAD cohort data was divided into high and low expression groups according to the median LANCL2 expression level, and then analysed the differentially expressed genes in the two groups and performed Gene Set Enrichment Analysis (GSEA) by these differentially expressed genes and their corresponding log2 fold change values[8]. P values less than 0.05 were considered as significant categories. R (version 3.6.3) was used for statistical analysis and visualization, the main R packages are ggplot2 (version 3.3.3), cluster profile (version 3.14.3), and org.Hs.eg.DB (version 3.10.0). Then, genes contained in 19 common signalling pathways were collected and the differences in the pathway score was tested in the high and low expression group of LANCL2 through the Gene Set Variation Analysis (GSVA) package of R, selecting the parameter method='ssgsea' [9]..

Gene alteration analysis
434 samples were selected from the TCGA-PanCancer Atlas dataset for genetic alteration analysis through the cbioportal database (http://www.cbiop ortal.org/)[10]. Then the alteration frequency, alteration type, and distribution of mutation sites of LANCL2 in STAD were analysed. The correlation between LANCL2 mutation status and clinical characteristics was analysed and the impact of LANCL2 alteration status on survival prognosis in STAD was explored by cbioportal database. In addition, the distribution of different types of mutations for LANCL2 was further analysed through the Catalogue of Somatic Mutations in Cancer (COSMIC) database (http://cancer.sanger.ac.uk)[11].

Immune infiltration analysis
[bookmark: _Hlk131024072]The correlation between LANCL2 and immune cell infiltration in TCGA-STAD dataset was explored tthrough the TIMER database. Then, the differences in immune infiltration scores, stromal scores, and estimated scores were evaluated in the LANCL2 high and low expression groups by the estimate package (version 1.0.13). The stromal score refers to the recording of the presence of stroma in tumor tissue, the immune score represents the infiltration of immune cells in tumor tissue, and the estimation score is used to infer tumor purity. The statistical method was Weltcht’ test and P<0.05 was considered statistically significant. Furthermore, the TISIDB database (http://cis.hku.hk/TISIDB/) was used to analyse the differential expression of LANCL2 in different molecular and immune subtypes of TCGA-STAD[12]. The differences in the expression of 8 immune checkpoints were evaluated in the high expression group of LANCL2, low expression group of LANCL2, and normal gastric tissue in TCGA-STAD. In addition, the responsiveness of LANCL2 high and low expression groups to immune checkpoint inhibitors (ICI) was further predicted by the Tumor Immune Dysfunction and Exclusion (TIDE) algorithm. TIDE uses a set of gene expression markers to assess 2 different mechanisms of tumor immune escape, including dysfunction of tumor-infiltrating cytotoxic T lymphocytes (CTL) and rejection of CTL by immunosuppressive factors. High TIDE scores are associated with poor efficacy of immune checkpoint blockade (ICB) therapy and short survival after treatment with ICB[13]. Moreover, the relationship between LANCL2 and tumor mutational burden (TMB), and microsatellite instability (MSI) was investigated. Finally, the relationship between different types of copy number variants of LANCL2 and immune infiltration was evaluated by the TIMER database using a two-sided Wilcoxon rank-sum test. We performed statistical analysis and visualization using R (version 3.6.3) and the main R packages were ggplot2 (version 3.3.3), ggpubr (version 0.4.0).

Immunotherapy prediction analysis
The Tumor Immune Syngeneic Mouse (TISMO) database ((http://tismo. cistrome.org) was used to identify the relationship between LANCL2 expression and ICB response. The TISMO database is a comprehensive database containing a large number of mouse models of homologous genes with interactive visualization capabilities to study the level of gene expression, pathway enrichment, and immune cell infiltration between different ICB therapeutic responses. The Tumor Immune Dysfunction and Exclusion (TIDE) database (http://tide.dfci.harvard.edu/) was used to evaluate the possibility of LANCL2 expression and immune escape of tumor cells. TIDE database is mainly used to predict the function of genes regulating tumor immunity, evaluate the accuracy of a gene against multiple existing biomarkers in multiple ICB cohorts, and effectively predict the effect of immune checkpoint suppression therapy. ROC was used to measure true and false positive rates at different thresholds for TIDE prediction scores.

Correlation analysis of DNA repair, m6A modification, ferroptosis and tumor cell stemness with LANCL2 expression
The correlation between LANCL2 and DNA repair, m6A methylation, and ferroptosis-related gene expression was analysed using Spearman’s correlation method in TCGA-STAD and was presented it as a heat map or scatter plot (Hermans et al., 2016, Liu et al., 2020, Li et al., 2019). The larger absolute value of Z score indicates a stronger correlation between the gene and LANCL2 expression. The degree of stemness of the samples was assessed by calculating a stemness index based on the transcriptome of the samples using the one-class logistic regression machine learning algorithm (OCLR) constructed by Malta et al[14]. Then, the differences in stemness scores between the high and low LANCL2 expression groups and the normal group were analysed. The R package ggplot2 (version 3.3.3) was used to perform the statistical analysis and visualization.

Drug sensitivity analysis
[bookmark: _Hlk191497732][bookmark: _Hlk193923435][bookmark: _Hlk191497814]The drug treatment response for each sample was predicted, based on LANCL2 mRNA expression levels in samples from the TCGA-STAD cohort based on the Genomics of Drug Sensitivity in Cancer (GDSC) database (https://www.cancerrxgene.org/)[15]. The prediction process was implemented by the R package pRRophetic. The half-maximal inhibitory concentration (IC50) of the samples was estimated by ridge regression, with all parameters set at default values, using batch effects for COMBAT and tissue type for ALL, and duplicate gene expression was summarized as the mean. The final analysis results are presented as a scatter plot or box plot. Furthermore, we conducted a correlation analysis between LANCL2 expression and drug sensitivity in pan-cancer through the Gene Set Cancer Analysis (GSCA) database (http://bioinfo.life.hust.edu.cn/GSCA/#/)[16]. Pearson correlation analysis was performed to get the correlation between gene mRNA expression and drug IC50. P-value was adjusted by FDR. The R (version 3.6.3) was used to perform the statistical analysis and visualization.
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Supplementary Figures
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Fig. S1: The correlation of LANCL2 expression and clinical characteristics in the TCGA-STAD cohort. (A) The correlation between LANCL2 expression and different clinicopathologic factors was analyzed by logistic regression. (B) The association between LANCL2 expression and individual cancer stage was analyzed by UALCAN database. (C) The association between LANCL2 expression and nodal metastasis status was analyzed by UALCAN database. (D) The association between LANCL2 expression and tumor grade was analyzed by UALCAN database. (E) The association between LANCL2 expression and H.pylori infection status was analyzed by UALCAN database. (F) The association between LANCL2 expression and age was analyzed by UALCAN database. (G) The efficacy of LANCL2 in the diagnosis of STAD was evaluated by the receiver operating characteristic (ROC) curve. (*P < 0.05, **P < 0.01, ***P < 0.001).
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[bookmark: _Hlk99550546][bookmark: _Hlk99553134]Fig. S2: The association between LANCL2 expression and patient survival prognosis in the TCGA-STAD cohort. (A) The association between LANCL2 expression and overall survival (OS) in STAD. (B) The association between LANCL2 expression and progression-free survival (PFS) in STAD. (C) The association between LANCL2 expression and disease-specific survival (DSS) in STAD. (D) The association between LANCL2 expression and OS in patients with age >65 years. (E) The association between LANCL2 expression and OS in patients with T3 and T4 stage. (F) The association between LANCL2 expression and OS in patients with N2 and N3 stage. (G) The association between LANCL2 expression and OS in patients with stage III and stage IV. (H) The association between LANCL2 expression and OS in patients with G2 and G3 stage. (I) The association between LANCL2 expression and OS in patients without H. pylori infection.
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Fig. S3: The correlation of LANCL2 expression with 19 signaling pathways in STAD.

[image: ]
[bookmark: _Hlk99571872]Fig. S4: Genetic alterations in LANCL2 in STAD. (A) Alteration frequency of LANCL2 in different pathological types of STAD from TCGA, PanCancer Atlas. (B) Total frequency and type of genetic alteration of LANCL2. (C) Somatic mutation type and distribution of LANCL2. (D-E) Distribution of LANCL2 mutation types in STAD from the Catalogue of Somatic Mutations in Cancer (COSMIC) database. (F-H) Comparison of differences in new neoplasm event post initial therapy indicator, MSIsensor score, and tumor mutation burden (TMB) between LANCL2 unaltered group and altered group. (I-L) Prognostic analysis of OS, disease-free survival (DFS), DSS, and PFS in different LANCL2 alteration statuses in STAD from TCGA, PanCancer Atlas. (*P < 0.05, **P < 0.01, ***P < 0.001).
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Fig. S5: The heat map of correlation between LANCL2 expression and expression of 8 immune checkpoints in STAD. (*P < 0.05, **P < 0.01, ***P < 0.001).
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Fig. S6: The correlation of LANCL2 with Immunotherapy response prediction and biomarker correlation. (A) Immunotherapy response of LANCL2 in murine immune checkpoint blockade (ICB) therapy cohorts analyzed by TISMO database in vitro. (B) Immunotherapy response of LANCL2 in murine ICB therapy cohorts analyzed by TISMO database in vivo. (C) Biomarker association of LANCL2 in cancer immune evasion in the ICB treatment cohort compared to conventional biomarkers.
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Fig. S7: In the TCGA-STAD cohort, genes related to m6A methylation were differentially expressed in the LANCL2 high expression group, low expression group, and normal group. (*P < 0.05, **P < 0.01, ***P < 0.001).
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Fig. S8: In TCGA-STAD cohort, genes related to ferroptosis were differentially expressed in LANCL2 high expression group, low expression group and normal group. (*P < 0.05, **P < 0.01, ***P < 0.001).


Table S1: The baseline table of clinical characteristics of 53 patients with gastric cancer.
	Characteristic
	Low expression of LANCL2
	High expression of LANCL2
	P

	n
	27
	26
	

	Gender, n (%)
	
	
	1.000

	Female
	7 (13.5%)
	6 (11.5%)
	

	Male
	20 (38.5%)
	19 (36.5%)
	

	Histologic grade, n (%)
	
	
	0.620

	G2
	15 (30.6%)
	17 (34.7%)
	

	G3
	10 (20.4%)
	7 (14.3%)
	

	T stage, n (%)
	
	
	0.695

	T1
	2 (3.8%)
	3 (5.8%)
	

	T2
	3 (5.8%)
	3 (5.8%)
	

	T3
	15 (28.8%)
	10 (19.2%)
	

	T4
	7 (13.5%)
	9 (17.3%)
	

	N stage, n (%)
	
	
	0.141

	N0
	7 (13.5%)
	10 (19.2%)
	

	N1
	2 (3.8%)
	3 (5.8%)
	

	N2
	11 (21.2%)
	3 (5.8%)
	

	N3
	7 (13.5%)
	9 (17.3%)
	

	Lauren type, n (%)
	
	
	0.277

	Diffuse type
	7 (18.9%)
	5 (13.5%)
	

	Diffuse type+Intestinal type
	0 (0%)
	2 (5.4%)
	

	Intestinal type
	2 (5.4%)
	4 (10.8%)
	

	Intestinal type+Diffuse type
	1 (2.7%)
	3 (8.1%)
	

	Intestinal type+Diffuse type+Indeterminate type
	1 (2.7%)
	0 (0%)
	

	Mixed type
	8 (21.6%)
	4 (10.8%)
	

	Age, median (IQR)
	64 (54, 70)
	69 (62, 76)
	0.030




image5.tiff
N

O - Group

SIGLEC15  8.98e-02
CD274**  2.14e-06
HAVCR2™  1.16e-13

PDCD1LG2"* 2.30e-04

CTLA4**  7.83e-10

LAG3* 4.78e-02

PDCD1** 227e-03

TIGIT**  5.35¢-07

4

3

2

1

0

-1

-2
LANCL2

High
Low
Normal




image6.tiff
5| —————
T - =

[ep—— -
Ry, o

3
TS pe—— 3 [

B s —— . o

[ Rv—— —t——— = i

[Eep—— i N i
JERp— -

- i
— 3 i I

!

B ]
.-
o
-

.
i 5

[

—
e
e .
——r— —_———
———— _
———— Csom
—
B e e s -t
s s e -
L et o
B G -
o—
——
e
=, =0 L sioze L
- o ol
o
e
-
-
—
UL I U . =
U GRS T i —
a1 5 T a1 T
- — e
.

\JW&“‘

L}t

y

Tkl

!

|

i,

—— Wkt
e, —
i L ko —
3 L 1 — . 3
s ——
—
— Mirsk 1%
.
——
P s

-





image7.tiff
B
o

mBA genes
o
(=]

2.5

10.0

mBA genes
o o~
o w

N
o

=
o

LANCL2
£5 High
B3 Low
£3 Normal

LANCL2
5 High
E3 Low
£3 Normal





image8.tiff
ns

E3 Normal

9

(S
ZI
o

£ Low

15

soush sisojdoss4

seuab sisojdosseq

sousB sisojdosisq





image1.tiff
Characteristics Total(N) OR (95% CI) P value

Age (+65 vs. <=65) 371 2008 (1.327-3.054) | o—i 0001

Gender (Male vs. Female) 375 1.272 (0.834-1.946) wo— 0265

T stage (T3&T4 vs. T18T2) 367 1.327 (0.836-2.115) »Eo—c 0231

N stage (N2&N3 vs. NOSN1) 357 1.243 (0.816-1.896) Ho— 0312

M stage (M1 vs. M0) 355 1.273 (0.563-2.948) I—i’—i 0564

Pathologic stage (Stage lll&Stage IV vs. Stage 1&Stage Il) 352 1.587 (1.042-2.425) o 0032

Histologic grade (G28G3 vs. G1) 366 1517 (0426-6.019)  Fre——————1 0524

H pylori infection (Yes vs. No) 163 0.245 (0.067-0.722) »—45 0.017
R

B Expression of LANCL2 in STAD based on
individual cancer stage

C Expression of LANCL2 in STAD based on
nodal metastasis status

D Expression of LANCL2 in STAD based on
tumor grade

25 = = 25
5 = E— 5
Epn T _ ! | T E2
E b T E A
o oy ! b
g5 ! : 1 T g | 215
)= =3 . -
5 10 5 5 10
i i T T B
08 &
g5y L 1 H 1 g 4 g5
Normal  Stage1 Stage2 Stage3 Stage4 Normal NGO N1 N2 N3 Normal  Grade 1 Grade2 Grade 3
(n=34) (n=18) (n=123) (n=169) (n=41) (=34) (n=123) (=112) (n=79) (n=82) (=34)  (n=12)  (n=148) (n=248)
TCGA samples TCGA samples TCGA samples
E Expression of LANCL2 in STAD basedon | Expression of LANCL2 in STAD basedon (G 1.0+
H.pylori infection status age
25. o — 50 =
c c 0.6
5, <] e _
E T - E | r
15. = I ] D 30 I E 064
a 1 - >
10 220 — 2
i o g T L g B
S T T LR
£ L E e 1 T &
@ o o G © © ©
o o S G & SRS SUSIES) AUG; 0.853
QRO o et o e e B CI: 0.805-0.902
W e N L RN 00 T T T T ]
(n=34) (n=20) (n=157)  (n=153) (n=34) (n=4) (n=128) (n=253) (n=25) 00 02 04 06 08 10
TCGA samples TCGA samples 1-Specificity (FPR)




image2.tiff
1.0 4 1.04 LANCL2 1.0 4 LANCL2
— Low = Low
£ 084 £ 084 == Hgh 208 S High
3 5= H
g ! g
S 06 S 06+ 5 05+
o a 2
.g 0.4+ .g 0.4+ .g 044
z z <
& 0.2 Overall Survival & 0.2 Progress Free Interval & 0.2 Disease Specific Survival
HR =157 (1.12-2.18) HR =122 (0.86-1.73) HR = 1,60 (1.05-2.43)
0.0 008 0.0 P=0275 0.0 P=0028
T T T T T T T T T T T T T T T T T
"] 25 50 75 100 125 o 25 50 75 100 125 0 25 50 75 100 125
Time (months) Time {months) Time (months)
Low [184——53——14 5 4 0 Low [186— 40— 13 5 4 0 Low [t77——63——14——& 4 0
High [186 44 8 1 0 0 High 186 42 7 1 0 0 High [172 43 8 1 0 0
Age: >65 E T stage: T3&T4 F N stage: N2&N3
LANCL2 1.0 LANCL2 1.0 LANCL2
BE Low == Low ~ Low
~= High == High 0.84 == High
8 8
5 061 ° 0.6
3 3
T 04 T 044 44
o4 £ o4
= 0.2 Overall Survival £ .2 Overal survial 0.2 Overall Survival
L2 HR = 1.7 (1.17-2.70) 0 HR = 1.77 {1.21-2.59) HR = 1.90 (1.18-3.06)
0.0 P=0.007 0.0 P=0003 0.0 P=0008
T T T T T T T T T T T T T T T T T
0 30 60 90 120 0 25 50 75 100 125 0 25 50 75 100 125
Time (months) Time (months) Time (months)
Low [t00 20 4 2 0 Low [133——41 7 3 2 0 Low |78 24— 5 2 2 0
High [104 3 2 0 0 High 113332 3 0 0 0 High (7512 0 0 0 0
G Pathologic stage: Stage |ll&Stage IV H Histologic grade: G2&G3 | H pylori infection: No
104 LANCL2 1.0 LANCL2 1.0 4 LANCL2
~ Low - Low = Low
£ 084 = Hah 2 054 == Hoh £ o8- = High
o o o
E 8 8
<] 0.6 <] 0.6 4 <] 0.6
5 5 s
£ 049 RN £ 09
< < 2
5 02 Overall Survival 35 0.2+ Overal Survival S 0.2 Overall Sunvival
2 HR = 1.84 (120-281) 2 HR =154 (1.10-2.16) (2 HR = 182 (1.08-3.06)
005 0.0 P=0012 0.04 P=0025
T T T T T T T T T T T T T T T T
0 25 50 75 100 125 0 25 50 75 100 125 0 20 40 60
Time (months) Time {months) Time (months)
Low |93——34——8 3 2 0 Low 17550 14 5 4 0 Low |71 39 10 4 0
High |oa 18 2 0 0 0 High [176- 43 8 1 0 0 High |73 31 9 2 0





image3.tiff
p=0002,1g,,., =-0.16 p=0458, 1., =0.04
] s
3 H
5 o5 B 7
‘2‘0 8 Jos2e
2 9
] 2080
08 3
& o
£ Fo078
] 5
504 5: El
F - © .
§ 8 4 3 8
Log? (LANCL2 TPM + 1) Log2 (LANCLZ TPM + 1)
p=223e-08, rs,.‘ =028 P=23e04r,,,, =019
0 6 »
2
2
% o
@
E
k:t g
° o
i 2
= <<
o
i
08 e,

4 5 8
Log2 (LANCL2 TPM + 1)

p=768e-08 rwm 0.27
k=
5
g
2
]
3
6\
=
]
)
3 8
Logz (LANCL2 TPM + 1)
=161e-07. 1y, ... = 0.27

sueama

4
)
£
o
g
=
4 6 8
Log2 (LANCL2 TPM + 1)
p= 178608, 1y, . =024

Spear

DNA _replication

—g

Log2 (LANCL2 TPM + 1)

4 s 4
Log2 (LANCL2 TPM + 1)

p=385e-07,1,

spcoman = -026

Inflammatory_response

4 6 8
Log2 (LANCL2 TPM + 1)
p=0001,r, -0.17

(
?

spearnan

@
2
o
e
B
4 [ 8
Log2 (LANCL2 TPM + 1)
p=1e-04,r, -0.20

‘Spearman =

°

Collagen_formation
°

Log2 (LANCL2 TPM + 1)

p=9.29e-05, r,,, ., =0.20 p=0.045,r,,,,.,. = ~0.10
o
2
g10
e @
. g
] £
2 |
508 £
5 @
gos 3
5
L -
4 [ 8 4 6 8
Log2 (LANCL2 TPM + 1) Log2 (LANCL2 TPM + 1)
P =2036-06, 1y, = 024 p=371e-04r, =018
0.800
07750 34
2 ]
2 . 30750
g <
0725
< g
g 0700
.
9.
065 e 0675
4 6 8 4 3 8
Log2 (LANCL2 TPM + 1) Log2 (LANGL2 TPM + 1)
P =0.077, 1y 0. = —0.09 p=321e-05.1,,,. . =021
>
g
H
£
4 0

o

P53_pathway

PI3K_AKT_mTOR

?

L 8
Log2 (LANCL2 TPM + 1)

L8 8
Log2 (LANCL2 TPM + 1)

> P= 483608, 1y =028 p=9.24e-10,1,  =-031

< z

s 2

g 8

2 09 3o

2

s 27080

: 58

£ . 5 g

8 ES &o76

€ @

I L8

£ SEo072

o g

b | | | ]

= 4 6 8
Log2 (LANCL2 TPM + 1) Log2 (LANCL2 TPM + 1)
p = 9.5e-06, . -023

‘pesrran

of ECM

Degradation

'P

4 [ 8
Log2 (LANCL2 TPM + 1)




image4.tiff
L) o Mutation

o Amplification @
8 6% Ss
S o Deep Deletion i
g =
8
£ 4% o
L No
5 2
B 2% < o 100 200
2
< D
Structural variant data + + .'/‘
Mutation data | + + S
CNAdata |+ + ‘ Number of
L7 Colour Mutation type samples(%)
%,
Q‘s:?% m A>C 8 (3.39%)
%2, o
5 n AG 26 (11.02%)
%, ] AST 2(0.85%)
2. %
%é %, [ | C>A 8 (3.39%)
%, | | o T 68 (28.81%)
’)O %
X3 [ | c>G 10 (4.24%)
o”}% [ | G=A 58 (24.58%)
B ® [ | G>C 15 (6.36%)
LANCL2 7% B | &1 30 (12.71%)
Genefic Alteration L 7@97%)
i Inframe Mutation (unknown significance) u T>C 7(2.97%)
# Missense Mutation (unknown sigrificance) | G 7 2.97%)

# Truncating Mutation (unknown significance)
1 Amplification
1 Deep Deletion

No alterations

Es 100 155 50
ol I ©
SSSOMEm no 54
> & o
DS 8 e B Yes ® 30
£&8a =)
28 E 220
22 B4 & 10
gt = 7]
Z8 2 =0
2=

2 o -10.

%
%,
%,
%,
G
oG,
%
100%
=Altered group
=Unaltered group
80%

P=1.24%e-4

0 30 €0 90
Disease Free (Months)

Total unique samples

TMB (nonsynonymous) T

238

mAltered group
=Unaltered group
P=4.038e-5

M vissense
. Truncating
Inframe
$308" u
300 400 450aa
—
" Number of

Colour Mutation type samples (%)

] Nonsense substitution 9 (1.65%)
] Missense substitution 164 (30.15%)
] Synonymous substitution 74 (13.60%)
[ ] Inframe insertion 0(0%)
[ ] Frameshift insertion 3 (0.55%)
[ ] Inframe deletion 0(0.00%)
| | Frameshift deletion 1(0.18%)
| Complex mutation 0(0.00%)
[ ] Other 34 (6.25%)
Total unique samples 544
100%

mAltered group
=Unaltered group
P=1.921e-5

0 30 60 90
Overall Survival (Months)

120

mAltered group
=Unaltered group
P=7.760e-3

120 0 30

€0 90
Months of disease-specific survival

120

0 30 80 90 120
Progress Free Survival (Months)




