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ABSTRACT

Long noncoding RNAs (IncRNAs) reportedly play critical roles in the pathogenesis of various cancers, including
lung adenocarcinoma (LUAD). However, the expression level, clinical significance, and potential function of
IncRNA-AC092718.4 in LUAD remain unclear. In this study, we found that AC092718.4 was highly expressed in
LUAD and high expression of AC092718.4 was correlated with poor overall survival (0S) and disease-specific
survival (DSS) in LUAD. Cox regression analysis confirmed that AC092718.4 was an independent factor for LUAD
prognosis. Kyoto Encyclopedia of Genes and Genomes (KEGG) results showed that AC092718.4 was involved in
the PI3K-Akt signaling pathway, Th1l7 cell differentiation, and cell apoptosis. AC092718.4 expression was
correlated with immune cell infiltration. Finally, we found that the knockdown of AC092718.4 inhibited lung
adenocarcinoma (LUAD) cell growth and promote cell apoptosis. Our findings confirmed that AC092718.4 may
serve as a potential prognostic biomarker in LUAD.

INTRODUCTION there are no absolute cures for cancer. The majority

of patients eventually die of cancer metastasis,
Lung cancer poses a great threat to people’s health and recurrence, or complications. With the development of
creates a great economic burden on society. At present, diverse methods, searching for potential biomarker
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cancer diagnosis and treatment has become more
accessible. Lung adenocarcinoma is a type of NSCLC,
and most affected patients are in an advanced,
inoperable stage [1]. Therefore, determining the
effective biomarker is crucial for the treatment of
LUAD patients.

Emerging studies indicated that INcCcRNAs were crucial
for human system development and cancer progression
[2]. Increasing evidence has illustrated that IncCRNA
abnormal expression is involved in cancer progression.
For instance, it has been confirmed that IncRNA-
FEZF1-AS1 is elevated in lung cancer and promotes
lung cancer development via activating the WNT
pathway [3]. However, information available on levels,
regulations, and significances of AC092718.4 in LUAD
have remained lacking.

Our study is for the first time to analyze the role of
AC092718.4 across diverse cancer types. The expression
levels of AC092718.4, its correlations with diverse
clinical features, prognosis, immune system, and its
potential molecular functions and mechanisms in pan-
cancer were systematically accessed through public
databases. We further confirmed the up-regulation of
AC092718.4 in LUAD and its promotion effect on cell
proliferation in LUAD. In summary, AC092718.4 has
the potential value as a biomarker for determining
prognosis in a variety of cancers.

MATERIALS AND METHODS
Down lung cancer data

We obtained the expression data and clinical
information on lung cancer from the TCGA database
(https://portal.gdc.cancer.gov/). In this finding, TCGA
datasets utilized in the analysis of the prognosis and
diagnosis events of AC092718.4 in lung cancer. ROC
curve analyzed by R code.

Immune cell infiltration analysis

The proportions of 22 immune cells infiltrating were
then inferred using the CIBERSORT algorithm, and the
evaluation procedure was performed using the
“ggplot2” and “heat map” R packages [4, 5].

Cell culture

Human LUAD cell lines (H1650, A549, H1975, and
H1299) lines were purchased from the Cell Resource
Center Affiliated with the Chinese Academy of Sciences,
and cultured in RPMI-1640 medium supplemented with
10% fetal bovine serum (100 units/ml, Solarbio, Beijing,
China).

Quantitative real-time RT-PCR and siRNA
molecular transfection

The primers were designed as follows: AC092718.4-F:
TGTGTGCACCTGTAATCCCA, AC092718.4-R: GGA
TGCAGTGGTCATCGCA. AC092718.4 was silenced
by siRNA oligonucleotides (GenePharma, Suzhou,
China), and the sequences were as follows, SiRNA:
GAGCUCUAAAAUGGAGGGA. 18sRNA is used as
the internal reference gene.

BrdU assay

This assay was utilized to validate the growth ability of
the cells. The transfected cells were incubated with
BrdU, cell nuclei were stained with DAPI, and observed
by fluorescence microscope.

Statistical analysis

R software 4.0.3 was used in this research. P < 0.05
were considered statistically significant.

Data availability statement

The datasets presented in this study can be found here:
the TCGA database and the Genotype-Tissue Expression
(GTEX).

RESULTS

AC092718.4 was up-regulated in human cancers

In the TCGA database, AC092718.4 RNA was
significantly upregulated in 19 cancers (Figure 1A). We
also demonstrated that AC092718.4 was increased in
16 types of cancer than in paired adjacent normal
tissues (Figure 1B). In the TCGA/GTEx database,
results demonstrated that AC092718.4 expression was
significantly higher in 18 types of cancer of the TCGA
dataset (Figure 1C). High levels of AC092718.4 in
ACC, KIRC, KIRP, and LIHC were associated with
relatively poorer tumor stages (Figure 2A, 2B).

AC092718.4 expression and patient’s prognosis

The prognostic significance of AC092718.4 in human
cancer was assessed by analyzing transcriptomic data
and clinical data from 33 cancers acquired by UCSC
XENA. Clinical outcomes analysis demonstrated
that higher AC092718.4 expression was not only
correlated with adverse OS in diverse human cancers
(Figures 3, 4). We also confirmed that AC092718.4 has
potential diagnostic significance in human cancers
(Figure 5A-5E). Collectively, these results indicated
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Figure 1. AC092718.4 expressed differentially between tumor and normal tissues. (A) The expression of AC092718.4 in pan-cancer
analysis by the TCGA database (B) The expression of AC092718.4 in paired cancer tissues and adjacent normal tissues from TCGA datasets
(C) AC092718.4 differential expression across different cancer types in the TCGA and GTEx databases. *P <0.05; **P < 0.01; ***P <0.001.
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Figure 2. Correlation between AC092718.4 expression and cancer stage across different cancer types. (A, B) The correlations
between AC092718.4 expression levels and tumor stage in different cancer types were examined using the GEPIA database.
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that AC092718.4 may act as a potential biomarker in
human cancer.

Molecular characteristics analysis

AC092718.4 was found to be a 715 nucleotide (nt)
intronless transcript that is identical to in the UCSC
database, the transcript sequence shown in
(Supplementary Table 1). The genomic information of
AC092718.4 is displayed in Figure 6A. AC092718.4 is
mainly located in chrl6:81,055,301-81,056,426.
Moreover, we showed that AC092718.4 is located
primarily in the cytoplasm of lung adenocarcinoma cells
(Figure 6B). AC092718.4 doesn’t exhibit coding
potential analysis by the online database (Figure 6C).

AC092718.4 was up-regulated in LUAD

We found that AC092718.4 expression was significantly
related to the diverse clinical features in LUAD
(Figure 7A-7F). Interestingly, the high expression of
AC092718.4 had a poor survival time (Figure 8A-8C).
The independent prognostic value of AC092718.4 in
patients with LUAD was further assessed by conducting
univariable and multivariable Cox regression analyses
(Figure 2C). The univariable analysis showed that
AC092718.4 is an independent prognostic factor for
LUAD (Tables 1, 2). Moreover, we constructed a better
nomogram to predict 1, 3, and 5-year survival rates of
LUAD patients according to AC092718.4 expression and
pathologic stage (Figure 9A-9F).
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Figure 3. AC092718.4 expression correlated with the overall survival of pan-cancer. (A) The overall survival for AC092718.4 in ACC,
KIRC, KIRP, and LGG. (B) The overall survival for AC092718.4 in LUAD, MESO, and UVM. (C) The overall survival for AC092718.4 in OV, and
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GO and KEGG analyses of AC092718.4 in LUAD GSEA enrichment analysis

We show the top 300 genes that are positively correlated We display the positive gene with AC092718.4 in
with AC092718.4 in pan-cancer (Supplementary Table 1). LUAD and using the above genes conducted GSEA
The Gene Ontology (GO) enrichment analysis found analysis (Supplementary Table 2). GSEA analysis
that AC092718.4 was positively correlated with the demonstrated that AC092718.4 mainly participated
immune process or immune-related pathways, including in the pathway in cancer, cell adhesion, cell cycle,
T cell activation (Figure 10A-10C). Moreover, KEGG tight junction, gap junction, focal adhesion, apoptosis,
enrichment indicated that AC092718.4 is involved ECM-receptor interaction, Wnt signaling pathway,
in the PI3K-Akt signaling pathway, Focal adhesion, MAPK, TGF-B, Natural Killer cell mediated
Cell adhesion, and Thl and Th2 cell differentiation cytotoxicity, chemokine, and Toll-like receptor
(Figure 10D). (Figure 11A-11D).
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Figure 4. AC092718.4 expression correlated with the disease-specific survival, and progression-free survival of pan-cancer.
(A, B) The disease-specific survival of AC092718.4 in pan-cancer. (C) The progression-free survival for AC092718.4 in pan-cancer.
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Immune cell infiltration analysis knockdown by siRNA and display a better knockdown
efficiency (Figure 13B). We showed that the
We found that AC092718.4 high-group had a higher knockdown of AC092718.4 significantly decreased the
proportion of 22 tumor-immune cell types are shown growth capabilities of LUAD cells and promote cell
in (Figure 12A-12D). Patients with LUAD with high apoptosis (Figure 13C-13F).
AC092718.4 expression had significantly higher
proportions of Macrophage, Cytotoxic cells, IDC, aDC, DISCUSSION
DC, TReg, Neutrophils, B cells, T helper cells,
pDC, TFH, Tem, CD8 T cells, Mast cells, Tcm, NK It has been confirmed that IncRNAs display an
cells, Tgd, Th2 cells, and Th17 cells (P < 0.05). We important role in gene expression and various disease
determine that there is a positive correlation between progression [6]. LncRNA-AC092718.4 is an identified
AC092718.4 expression and immune modulator in InNcRNA that is overexpressed in many cancers.
LUAD (Figure 12E). However, there are no studies that confirmed whether
AC092718.4 is related to LUAD progression or can be a
AC092718.4 knockdown inhibited LUAD prognostic and diagnostic biomarker for LUAD.
progression
In this finding, we showed that AC092718.4 expression
Our gRT-PCR results showed that AC092718.4 RNA was the highest in AC092718.4 expression was significant
level was significantly higher in LUAD cell lines than higher in human cancers. These results confirmed
in normal lung epithelial (Figure 13A). AC092718.4 that AC092718.4 may function as an oncogenic gene
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Our KEGG enrichment analysis indicated that
AC092718.4 was involved in the PI3K-Akt signaling
pathway, Chemokine signaling pathway, and JAK-
STAT signaling pathway. For instance, LncRNA

in human cancer. We found that higher AC092718.4
correlated with the survival times of lung cancer
patients in TCGA. Higher expression of AC092718.4
related to worse clinical features and poor prognosis.
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Figure 6. Molecular characteristics analysis of AC092718.4. (A) The genomic attributes of AC092718.4 analysis by UCSC database.
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Figure 8. Correlation between various clinical features and overall survival in LUAD. (A—C) The prognosis of AC092718.4 is based
on different subgroups, including stage, TNM stage, gender, residual tumor, smoker, age, and race.
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Table 1. Univariate and multivariate Cox regression analyses of different parameters on overall survival in LUAD.

Univariate analysis

Multivariate analysis

Characteristics Total(N) - -
Hazard ratio (95% CI) P value Hazard ratio (95% CI) P value

T stage 523

T1&T2 457

T3&T4 66 2.317 (1.591-3.375) <0.001 1.855 (1.153-2.983) 0.011
N stage 510

NO&N1 437

N3&N2 73 2.321 (1.631-3.303) <0.001 1.406 (0.676-2.922) 0.362
Pathologic stage 518

Stage 11&Stage | 411

Stage IV&Stage IlI 107 2.664 (1.960-3.621) <0.001 1.673 (0.771-3.628) 0.193
M stage 377

MO 352

M1 25 2.136 (1.248-3.653) 0.006 1.147 (0.513-2.563) 0.739
AC092718 4 526 1.317 (1.111-1.561) 0.002 1.348 (1.102-1.648) 0.004

Table 2. Univariate and multivariate Cox regression analyses of different parameters on disease specific survival in

LUAD.

. Univariate analysis Multivariate analysis
Characteristics Total(N) - :

Hazard ratio (95% CI) P value Hazard ratio (95% CI) P value

T stage 488
T1&T2 430
T3&T4 58 1.974 (1.190-3.275) 0.008 1.662 (0.847-3.259) 0.140
N stage 475
NO&N1 410
N3&N2 65 1.971 (1.247-3.115) 0.004 1.486 (0.504-4.379) 0.473
Pathologic stage 483
Stage 11&Stage | 389
Stage 1V&Stage IlI 94 2.436 (1.645-3.605) <0.001 1.348 (0.428-4.243) 0.609
M stage 344
MO 323
M1 21 2.455 (1.269-4.749) 0.008 1.781 (0.553-5.736) 0.333
AC092718 4 491 1.370 (1.108-1.694) 0.004 1.282 (0.993-1.655) 0.047

AKO023391 facilitates tumorigenesis and invasion of
gastric cancer by activation PI3K/Akt pathway [7].
LncRNA RP11-468E2.5 promotes colorectal cancer
progression by regulating the JAK/STAT pathway [8].
The above-mentioned evidence explains, at least in part,
AC092718.4 by regulating the oncogenic signaling and
is involved in lung cancer progression.

The tumor microenvironment (TME) was found to be
related to cancer progression [9]. In our study, we

showed that AC092718.4 positively regulated the
infiltration levels of macrophages, Thl cells, T cells,
Cytotoxic cells, IDC, aDC, DC, TReg, Neutrophils, in
LUAD. AC092718.4 also had a positive relationship
with the expression immune modulator in LUAD.
Cancer cell growth and invasion usually lead to cancer
progression. In our finding, we demonstrated that the
knockdown of AC092718 by siRNA significantly
inhibited tumor cell proliferation and promote cell
apoptosis.
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Figure 9. Construction and evaluation of nomogram. Nomogram to predict (A) overall survival, (B) disease-specific survival, and (C)
progression-free survival of lung cancer patients The calibration curve and Hosmer—Lemeshow test of nomograms in the TCGA- lung
adenocarcinoma cohort for (D) overall survival, (E) disease-specific survival and (F) progression-free survival.
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Figure 10. KEGG enrichment analysis. (A—C) GO analysis of the biological process of AC092718.4 in LUAD. (D) KEGG pathway study
revealed that AC092718.4 was involved in the different signaling pathways.
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Figure 11. GSEA of AC092718.4 (A-D) The top GSEA results in pan-cancer. Normalized Enrichment Score (NES).

www.aging-us.com 9935 AGING



z
= z
A 8 é o
a o — < =
3 o m = =z g 3
g 2 z z = 8 g £ £ g g 4 8
A = 2 - 3 3 & w 3 5 4 =X 5
8 8 8 3 8 g 8 8 3 # 3T 8 B 8 8 % F o & g 8 8 8 &
¢ v o o @ 3 T § 3 T T T © F § & @ © QO QO T & & o
[=}
S
o VLTI
o
3
@ of
Q &
o o]
S o
o
o
B g-ﬁgﬁg’,b;‘»‘u"
L . AC092718.4 @Elow mHigh ..
605' axn
8 [} °
2 o
S 0.4
£
S .
E 0.2 " b
w
©
0.0 4
aDC B cells CD8 T cells Cytotoxic cells iDC Macrophages

C *xx

i

o
©
1

o
o
f

Enrichment scores
o
rFS
1

0.2 4
e
0.0 ®le
T T T T T T T
D Mast cells Neutrophils NK cells pDC T cells T helper cells Tem NK CD56dim cells
0'8 7 Hxx
hx ®e
w 0.6 & Ak &
o wxx L]
8 (d
e 0.4 | *
b4
c
[
_{;E) 0.2 4 °
£ 4 1
W 0.0 < o P £
o
-0.2 T T T T T T T
&'m TFH Tgd Th1 cells Th17 cells Th2 cells TReg
T S S <
<t <t <& <t
= = = =
ED. 6 B Low %0. 6 B Low En. 6 ¥ Low %n.
oL 4 W High 2E 4 W Hgh SE 4 W High SE
- - N - N - N
g2 g2 g2 g
0 0 0
CD274 A BTLA Wi CD40LG LGALS9 |
CTLA4 | - cD200 | | R cD48 CD160
PDCD1 **  TNFRSF14 cD28 = TNFSF14
TIGIT i NRP1 | CD200R1 ID02
PDCD1LG2 9 LAIR1 **  ADORA2A ICOSLG
HAVCR2 || i TNFSF4 CD276 TMIGD2
LAG3 i CD244 KIR3DL1 A VTCN1
SIGLEC15 | i Icos CD80 A 1DO1
i . . i |
Z-score 5 6 B A Z-score 25 00 25 50 Z-score 0 5 Z-score 0 5

Figure 12. Correlation between AC092718.4 expression and immune infiltrates. (A) Correlations between AC092718.4 expression
and the level of immune infiltration in LUAD using the ssGSEA method. (B—-D) Correlation analysis of AC092718.4 expression and infiltration
levels of immune cells in LUAD tissues. (E) Correlations between AC092718.4 expression and various immune checkpoint genes. *p < 0.05;
*¥p < 0.01; ***p < 0.001.
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Figure 13. Knockdown of AC092718.4 inhibits cancer cell growth. (A) The relative expression of AC092718.4 in LUAD cell lines
including H1299, H1650, A549, and H1975 examined by Real-time RT-PCR, human bronchial epithelial cells (BEAS2B) cell line was used
as control. (B) Establishment of AC092718.4 knockdown in A549 and H1299 cells, verified by Real-time RT-PCR. (C—F) Down-regulation

of AC092718.4 inhibited cell growth and promote cell apoptosis in A549 and H1299 cells. **P < 0.01; ***P < 0.001.

CONCLUSIONS

Our study systematically analyzed the prognosis
correlation between AC092718.4 and pan-cancer. The
function of AC092718.4 in LUAD cancer cell lines was
briefly verified by cellular experiments for the first
time. However, the mechanism could not be studied and
validated more deeply. The number of clinical samples
was too small to perform clinical information analysis.
In conclusion, AC092718.4 showed its potential as a
diagnostic and prognostic marker and deserves further
investigation.
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SUPPLEMENTARY MATERIALS

Supplementary Tables

Supplementary Table 1. The transcript sequence for AC092718.4.

ENSG00000261061 AC092718.4 (715bp)
GCATGGTGGCTCACGCCTATAATCCCAGCACTTTCAGAGGCCAAGGCAGGTGGGTCAAAGGTCAAGAGTTTGA
GACTAGCCTTAGCAACATGGTGAAGGTGAACCCCGACTCTACTAAAAATACAAAAATTAGCTGGGCCTGGTGGT
GTGCACCTGTAATCCCAGCTACTTAGGAGGCTGAGGCAGGAGAATCGCTTGAACCCGGGAGACATAGGTTGCA
GTGAGCCGAGACTGCACCACTGCACTCCAGCCTAGGTGACAGAGTGAGACTCCATCTTAAAAAATAAATAAATA
AAATAAAATAAATGACATCACTTTGGTTCAGAGCTCTAAAATGGAGGGAGGAAGCCATTCTAAAAAGGACTCCC
TACATGACCTGCAACTTGAAAAAAAATTAAAAGCTCCAAAAAAAAAACAATACAGGAGCTTACCTTGAACCTT
TGAATTGGGCCAAATTGCGATGACCACTGCATCCTGGAAAATTTTATTTCACCAGCACTACAACTCCTCAACAGC
ACCAACCAATAAACTATGGATTTTTGTACTAAGCCAGTTGCCTCTTTCAAAACAACTTGTCAACTTGTCTAATCA
CCCTCAGCTTTTTTTAAAAACCCCTCCTCTACCCTCTCTCTTCAGAACACAAGTGGCTTCTAGCTGAATCTGTCT
CCCAAATTGCAATTCCTAAGACCTCAATAAAAACACCTTGTCTTGCTGC
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Supplementary Table 2. The top 107 genes that positively correlated with

AC092718.4 in LUAD.

Statistic P-value FDR (BH) Event_SD Event TD
AC092718.4 1 1.00E-72 1.00E-68 515 515
IL411 0.682938 5.51E-72 5.51E-68 515 515
SLC2AS 0.680273 3.15E-71 2.10E-67 515 515
HAPLN3 0.65549 1.50E-64 7.49E-61 515 515
SLAMF38 0.634391 2.41E-59 9.65E-56 515 515
GPR84 0.632292 7.56E-59 2.52E-55 515 514
CTSK 0.631386 1.24E-58 3.53E-55 515 515
MSC 0.622449 1.43E-56 3.56E-53 515 515
PLEKHOI1 0.620671 3.60E-56 8.00E-53 515 515
IL21R 0.617674 1.70E-55 3.39E-52 515 515
LILRB4 0.617001 2.40E-55 4.35E-52 515 515
ADAMI19 0.602785 2.92E-52 4.87E-49 515 515
ALPK2 0.598238 2.63E-51 4.05E-48 515 511
OLFML2B 0.590144 1.21E-49 1.73E-46 515 515
ADAMI2 0.589252 1.83E-49 2.44E-46 515 515
NCF1 0.583442 2.65E-48 3.31E-45 515 515
CYTH4 0.579647 1.48E-47 1.74E-44 515 515
COL6A2 0.57525 1.05E-46 1.17E-43 515 515
KIAA1949 0.574579 1.41E-46 1.49E-43 515 515
FERMT3 0.57402 1.81E-46 1.73E-43 515 515
LILRB2 0.574016 1.81E-46 1.73E-43 515 515
VCAMI 0.572478 3.56E-46 3.24E-43 515 515
SLC2A6 0.570835 7.31E-46 6.36E-43 515 515
ARIDSA 0.570667 7.87E-46 6.55E-43 515 515
WIPF1 0.570233 9.51E-46 7.52E-43 515 515
TNFRSF9 0.570166 9.78E-46 7.52E-43 515 513
MMPI12 0.569378 1.38E-45 1.02E-42 515 515
PTPN7 0.569167 1.51E-45 1.08E-42 515 515
SPHK1 0.567503 3.10E-45 2.14E-42 515 515
ADAMDECI1 0.567134 3.64E-45 2.42E-42 515 514
JAK3 0.563413 1.79E-44 1.15E-41 515 515
FOXP3 0.561873 3.43E-44 2.14E-41 515 515
CD14 0.560314 6.63E-44 4.02E-41 515 515
TNFRSF4 0.559875 7.97E-44 4.69E-41 515 515
LAPTMS5 0.559407 9.70E-44 5.54E-41 515 515
EMILIN1 0.557408 2.24E-43 1.24E-40 515 515
THY1 0.556211 3.68E-43 1.99E-40 515 515
LILRB1 0.553845 9.79E-43 5.15E-40 515 515
DOK3 0.55144 2.62E-42 1.34E-39 515 515
WAS 0.551342 2.73E-42 1.36E-39 515 515
TMEM158 0.549269 6.34E-42 3.09E-39 515 515
CPXM1 0.547959 1.08E-41 5.13E-39 515 515
ITGAX 0.547707 1.19E-41 5.54E-39 515 515
LSP1 0.546824 1.70E-41 7.73E-39 515 515
MAFB 0.545333 3.09E-41 1.37E-38 515 515
MMP14 0.545167 3.31E-41 1.44E-38 515 515
LRRCI15 0.543262 7.07E-41 3.00E-38 515 515
COL6A1 0.542579 9.26E-41 3.86E-38 515 515
LRRC25 0.541096 1.67E-40 6.79E-38 515 515
RELT 0.539614 2.98E-40 1.19E-37 515 515
PSTPIP1 0.538337 4.92E-40 1.93E-37 515 515
MCHRI1 0.537322 7.30E-40 2.81E-37 515 509
SIGLEC10 0.53491 1.86E-39 7.02E-37 515 515
EMP3 0.534235 2.42E-39 8.94E-37 515 515
TWIST1 0.533344 3.40E-39 1.24E-36 515 511
COL6A3 0.533166 3.64E-39 1.30E-36 515 515
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PLEKHO2 0.532694 4.37E-39 1.53E-36 515 515
FCGR2B 0.530994 8.36E-39 2.88E-36 515 515
PRRX1 0.530786 9.05E-39 3.07E-36 515 515
ITGB7 0.530413 1.04E-38 3.48E-36 515 515
TNFAIP6 0.528236 2.38E-38 7.80E-36 515 515
CD53 0.527246 3.46E-38 1.12E-35 515 515
NCF1B 0.525056 7.87E-38 2.50E-35 515 514
MXRAS 0.524463 9.82E-38 3.06E-35 515 515
NCF1C 0.524429 9.94E-38 3.06E-35 515 515
LOXL3 0.521806 2.63E-37 7.98E-35 515 515
COL1A1 0.521619 2.82E-37 8.23E-35 515 515
TMEM90B 0.521609 2.83E-37 8.23E-35 515 515
SULF2 0.521602 2.84E-37 8.23E-35 515 515
FCGRIC 0.520892 3.69E-37 1.05E-34 515 515
FCER1G 0.520536 4.21E-37 1.18E-34 515 515
GFPT2 0.519781 5.55E-37 1.54E-34 515 515
CLEC4E 0.518879 7.73E-37 2.12E-34 515 513
PDCDI1LG2 0.518729 8.17E-37 2.20E-34 515 515
ILIORA 0.518706 8.24E-37 2.20E-34 515 515
GBP5 0.518026 1.06E-36 2.78E-34 515 515
CD86 0.517779 1.16E-36 3.00E-34 515 515
HS3ST3A1 0.517699 1.19E-36 3.05E-34 515 513
FCGR2C 0.517422 1.32E-36 3.33E-34 515 515
SPI1 0.516703 1.71E-36 4.27E-34 515 515
CILP 0.516548 1.81E-36 4.46E-34 515 515
FCGR1B 0.516153 2.09E-36 5.09E-34 515 515
TNFRSF8 0.515472 2.67E-36 6.44E-34 515 515
GREM1 0.51523 2.92E-36 6.94E-34 515 514
ISLR 0.514163 4.29E-36 1.01E-33 515 515
LCP2 0.513658 5.14E-36 1.20E-33 515 515
SIRPA 0.513116 6.25E-36 1.44E-33 515 515
NETO1 0.512802 7.00E-36 1.58E-33 515 466
COL3Al1 0.512794 7.02E-36 1.58E-33 515 515
MEIS3 0.512753 7.12E-36 1.58E-33 515 515
IL12RB1 0.511935 9.55E-36 2.10E-33 515 515
RELB 0.511234 1.23E-35 2.66E-33 515 515
C13o0rf18 0.511067 1.30E-35 2.80E-33 515 515
FCGR1A 0.510504 1.59E-35 3.38E-33 515 515
CALHM2 0.509756 2.08E-35 4.37E-33 515 515
PCOLCE 0.507993 3.88E-35 8.07E-33 515 515
HCST 0.506634 6.26E-35 1.29E-32 515 515
COROI1A 0.506029 7.74E-35 1.58E-32 515 515
HAVCR2 0.504383 1.38E-34 2.78E-32 515 515
MYOIF 0.503928 1.61E-34 3.23E-32 515 515
WISP1 0.503835 1.67E-34 3.30E-32 515 515
NFAMI1 0.503793 1.69E-34 3.31E-32 515 515
KCNK13 0.503684 1.76E-34 3.41E-32 515 514
THBS2 0.502531 2.62E-34 5.04E-32 515 515
ANGPTL2 0.502462 2.69E-34 5.11E-32 515 515
CCL4 0.502101 3.04E-34 5.74E-32 515 515
MATK 0.500151 5.97E-34 1.11E-31 515 515
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