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Abstract

Objectives: To study the expression differences and clinical significance of the CLEC11A gene in pa-
tients with colorectal cancer (CRC) and seek new targets for CRC screening and treatment. Methods:
Based on the TIMER2.0 database, UALCAN database, and GEPIA2.0 database, the expression differ-
ences of CLEC11A in pan-cancers were analyzed online. Survival prognosis analysis, clinicopatho-
logical feature analysis, immune infiltration, methylation, and enrichment analysis were further
carried out to deeply explore the potential connection between CLEC11A and the occurrence and
prognosis of CRC. Results: CLEC11A was highly expressed in CRC compared with normal tissues and
was negatively correlated with the prognosis of patients. CLEC11A was positively correlated with
the infiltration levels of CD8+ T cells, CD4+ T cells, macrophages, and neutrophils, and negatively
correlated with the infiltration level of B cells. The methylation level of CLEC11A was significantly
correlated with the age of CRC patients. GO and KEGG enrichment analyses showed that the co-ex-
pressed genes were enriched in multiple aspects such as wound healing, autophagy regulation, ex-
tracellular matrix composition, and transcriptional dysregulation in cancer. Conclusion: CLEC11A
is closely related to the poor prognosis of CRC and may be a potential diagnosis and treatment target
for CRC.
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Figure 1. Expression results of the CLEC11A gene in pan-cancer and colorectal cancer
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Figure 2. The prognostic value of CLEC11A gene in patients with colon cancer

[ 2. CLEC11A EAEMEREEEMENE

$EF UALCAN %#8 FE%F CLEC11A ZE[H 5 CRC 3 I AR B ) SR BEME i o, 1236 R R IA
KF SRR ARG WREGE RS M TP53 KPR A8 B E M (& 3(a)~(d)). Bk E, 1E
W A 70 e e . AEAE R S5 #6745 1) CRC 35, CLEC1IA EFlmRikiass, HHLRANRIm, Kk
Jiges FE ¥ () CLEC11A ik /KP B3 T e B . [0, X —RIAHRS CLECIA &Rk
HEARRWELS R EEYA. R RIUR, CLECIIA B8R & AE R A Mbs S /1.

3.3. REARRERBPEUIHER

1E CRC Mg a2, AW(E B4R, CLECLIA EEFIA/KTFE B 4HIZ IHF5 s 2 53 7
XK, ME CD8+ T 4iffl. CD4+ T 4Hfl. EWggn i & b MR gn g 3= i /K~ 2 3L BB (& 4(a)).

DOI: 10.12677/acm.2025.1551630 2385 Il PR 2 2 3t


https://doi.org/10.12677/acm.2025.1551630

MR A

Expression of CLEC11A in COAD based on individual cancer stages
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Figure 3. The relationship between CLEC11A expression and clinicopathological characteristics. (a) Clinical stage; (b) Histological

classification; (¢) Lymph node metastasis; (d) TP53 mutation
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Figure 4. The relationship BETWEEN CLEC11A expression and immune cell infiltration ((a) Immune cell infiltration; (b) Methylation
level; (c) The relationship between age and methylation level)
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I RARIE DL, -5 P BRI T 1 AR 7 SR8 . BBt 78 CESE CLECL1A TE MR VA I itk
BB EBENE . B0 Tzu-Yin Lin 0% &K ILE EGFR R85 LAC (i) 4, CLEC11A %
R INFE B R RIS SIEARSS, R RER CLECTIA @it 5 i P e A4 K A1 (VEGF) Al 41 4
Y i A K R T (FGF AR W3 3] TR0 9 B8 1ML FE B [9 ] b4k Zheng Qing 254 fir 2 33 i AR 015 B2 0
RIL CLECIA &m#RIAS GC (BE)ARBGMHR, Hidt— L@l qRT-PCR. 4ifLiEH. 275, 41
A3 M AR AT 3 4125 7 RIRAIE 114518 12]. RIMLE Chengliang Yin 25243 [0 78 7P B8 AML (SRS
PE A M9) B35 CLEC A Rl B E BURKIAH WS 4F([13]. 26T LU BB R IATIAH CLECT1A 7£
A 7 B e H e 4 i B R B s S R Y, 5 IR ¥R 97 S EANE AR RHR T2 38

PEURHE 7 1 BT TIMER2.0 %04 5 . UALCAN i FE7E 26K %R CLEC11A 1812 Ji s 4143 fo e 55
HL P RRIEZESR, R NFEFEFRIEKF. HAFRKIEKPIESE T CLECI1A 7E CRC M8 2H 41 b s 5%
HAmERL, HEARIZE (P < 0.05). #ided] K-M A7 2K R CLEC11A £iAE S CRC &
HTG 2HOMIE, 1ZFEFETENG R 2 IR S A7 TR LG5 5688 B rh R AP BB T s, 2560 I PR LAy
TIE K2 A 17 i 28 23 A7 45 5 F 4 CLEC11A BEAT A CRC 8258 T e IFE % o

iy A 58 (TME) 48 i 8 75 & A5 Rt e dk R vp BT A AR S BR B, 32 2 el iR B ) Bl 174 28 AR 4 200
J s bR AH 5% B AT 4 4T A RN BRUT PR TSR 2L 2L PR It 7 A R 5 P 4 P IR 1 e A TR S5 ) il B 2% T 2 2465
PR RG[13], HAFME T BEAFRRANRET RS, M R dmf] . A A m & 26 itk A 55
J5 T SL RIS ma R A R ARG UH o I AESRET ST TME JFR BRI T 2540 40 2 6 25 p 0 1) 3510k 8L )
il TME H OG5 s 7 338 17 490 il ek g AR K AL RS AE I R IR TT 7 2035 14]. VEGF-A CARIE S22 g 1M
AR R EEORAN PR 2, T I A BRI A P R AR K Rl (VEGF) ) DA B 4iid i FH T PI3K/AKT .
ERK #1 MAPK 545 518 % 50/ 0 8 U8 A e B0t IR (R A, O 2 B TR HG 25 B Ak /)Nt i it
B S AR IBREIRIT 1 [15]0 s NMIAE A TME OB — 03, 76 BIRT R A= 55 VA v e f 32 W A0 B A2 e ik i
WEAEH, NERAPFIT CLECI1A 5 CRC M{EH G R, it s 0 HiRiE A KL, =3RIE K CLEC11A
SRR CD8+ T 4Hfid. CD4+T 4l BN, shVRigi i o2 i2 il 2 1EAC, 5 B 4 iR K- F
SR, TEVEAMR. R IAE N TME R R oA FE M aZdif, 2587 THUTH2 B
HHYERF A AS[16]. RNA FIEAL I 32 B G N6-F L AR (m6A). 5-FF JE UM nE (mS5C) N1-FAE R
HF(mIA)VF N7-H H S m7G) LA K 3-FHEMEHFm3C), Ho N6-HEIREF (m6A) N A2 mRNA 3 HHE
W, 200 60%. HIHEAL AT TR R FRIA R OC, J8Id S0 DNA Fr BOd 52 40 i i 2044 . 3558
A TSR, A ORI 7028 I 0 3 Jik DR A0 S W B0 S B0 7~ A2 912 5 TME H1[17] [18], X8k
(B H2IE B CLECL1A 2 5 3Rk 520 CRC IR AR

JEL A PPI 28 B4R R RT 20 M5 CLEC11A JLERAF K40 F : KITLC.FAM83B.CCNA1.CAVIN2,
BGN. FAP. TIMP1. SUGP2. PTP4A3. TYRO3. PITX3. LMO2. LGALS1. COL6A2. PIM2. ATF6.
FCGRT. KMT2D. GUKI1. QSOXI1. GO &4 HT & niX Lo FE K = B 5 545 1 i & A 3 W s 25 B )2
2. Dvorak #2HHI1 “ MR RIR &G40 7 R SRR ISV EH ZUE B 55 e R AR AFAE B V) ORI [19]
[20]. 4R, 1&g 2RETRPR BT AT J8 I BRI 3 5 TR - (2 i 4 M R Ak, T AT 7T K 1 CLEC11A ik
FERBEAEG O A B B 0 25 4R, FR LT Rl MR SUE . - MR L B A& T2 5 SR i 2.
E AW, R BV DCIE R (W ATGS ATG7) EIE 52 BAG FoRg s A (e X AE (21, 15
AR S I LR, ATGS 7245 B oh RELE KRG, HEImE RS 5
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W) Fe R i3k R R B AR [22]. AR SCR B CLECLIA 3 3R3IA M4 5 1 W 7200 M 77 4 B 35 0 Bk, SR
CLEC11A W] BEME A B AL AT A, I ATGS 25640 T2 5 AW - RE S H# S, XNMITsE
g 5 FofIRE v 8 W S R DR [ T 42 X 48 43 T BT AL A o

TEYNHILH 53 2 TH, LRk 5L IR 3= 25 A T N 5 N I R AR B A/ 25 2. P4 R AR R B R & R S 181 1)
%O, HINRER TR SEUS RIS E AR, s R A DG ROEOE S . 1A B ANE T 1 B A
HIJE TME TR CBERRIE, 1 COL6A2 %5 fist J5i 2 1 4 it 5 R] Fr) S5 5 <R 008 ] i Jel g e 3 68 i 91 A1
IR A 22 [22]0 43 T IhRE AT RoR, FLRIA SR 1 B J B AR 4 & AR K IR s, $om iz R i
A fe I I S A - A AR (0 TIMP1-MMP Fil) Bl 73 s 78 A K PR 7~ KITLC)5 0 fiRg i 2R 15

KEGG 18 £ 73 it — 0 e /X Lo 2 (R 0 35 ' 4 T i 7 S 2K 1 d [ 23 ]« 0l % i MYC NOTCH
S S SO B S TR (R S BRI, T ASATF 78 LMO2 PIM2 2535 [R] 245 1F 52 7] 38 3ok 3 Mgt A A8 1M B
BREREESSAERE. MAEERR, KMT2D 1EAMEA P RERmLIEE, HRAT S84
FEDRIZH H3K4mel2 B, @51k Z MR R XL R IR CLECT1A kM 2% m] fg i
% 2 F P (B R IEAAB M 5 R 30E AR gRAS RNA Ji$5) S 5 g k4B, (HHERIE T
ST T 8 I Y TR G P2 FLUTTE BN B 2 S 2H 0 S B AR AT IR NS

AU 5 T2 BT 22 ANTE LB P AT R 4738 SCIRAIE , 3E— 25 B R AH SR B RHATIE CLECT1A 3
K7E CRC E# A M E, BLVFRERS Y CRC TR . 2 W\ V9T K IE PS4 4 ) R 5 07 1)
HSZ IR T AR R AR = 2 57 SR BEIEAT A0 M s M) 2% 5258, W IR FAPAE— € PR Y, R —2 5%
S SO IOAIESS o

5. &g

i LRGBS TS5 3, CLECT 1A JE R /E CRC HI R A KRR Th RBLH B E AV 2 TR
AtFEd 2 4 EAEMGE R FB, RGHER T ZERTE CRC HREALH]F I OIEH . FEEIRNTITLH
BIELHAE S CRC FIATH A K2 W LR Va7 8 2 0 7 hs SWIIGIRAINME, s BRI 2T SR 1)
PR AR A B R KA
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