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Abstract

Objective: To investigate the expression profile, prognostic value, potential biological functions, and
association with the immune microenvironment of cytoskeleton-associated protein 2-like (CKAP2L)
in breast cancer. Methods: Multiple public databases including GEPIA3, UALCAN, Kaplan-Meier Plot-
ter, cBioPortal, TIMER3 and Metascape were integrated to analyze the differential expression, sur-
vival prognosis, co-expression enrichment, genetic variation, immune infiltration, immune check-
points and drug sensitivity of CKAP2L in the TCGA-BRCA cohort. Results: CKAP2L was significantly
upregulated in breast cancer tissues and showed higher expression in Luminal, HER2-positive, and
multiple TNBC subtypes compared with normal tissues. High CKAP2L expression was associated
with poorer relapse-free survival and distant metastasis-free survival, whereas no significant asso-
ciation was observed with overall survival. Functional enrichment analysis revealed that CKAP2L
co-expressed genes were mainly involved in cell cycle regulation, mitosis, chromosome segregation,
spindle assembly, PLK1/Aurora B pathways, and DNA damage response. cBioPortal analysis showed
a low frequency of CKAP2L genomic alterations (0.8%). CKAP2L expression was positively corre-
lated with immunosuppressive immune cell infiltration and immune checkpoint-related genes, in-
cluding CD80, CD86, TIGIT, and HAVCR2. Drug sensitivity analysis suggested that CKAP2L-high ex-
pressing cells may be more sensitive to cell cycle and DNA damage response inhibitors, whereas
CKAP2L-low expressing cells may be more sensitive to PI3K/AKT pathway inhibitors; however,
these findings did not remain significant after multiple-testing correction. Conclusion: CKAP2L is
highly expressed in breast cancer and is associated with recurrence and metastasis risk, cell cycle-
related functions, and immune microenvironment alterations. CKAP2L may serve as a potential
prognostic and immune microenvironment-related candidate biomarker in breast cancer, although
further experimental validation is required.
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1. 5|18

FLRIEE N AR Lk v REAE N, GLOBOCAN 2022 45t i 7 o R 5 38 5 ogg Al SR BB T 3 i vy
AT RERATAE . FAR. BUT. WWEIT W7 BERNEIT R in T S48 61697 F B Wit
W, W BENSRAER R TAERANRT DT Fit, fEAEERE. SRER K R
KA FHREN, REF TGRS Z FAaTT 2 A A RS E M.

Cytoskeleton associated protein 2 like (CKAP2L)/&—Fh4Iffi & ZAHEH, CEMARPWERIEES
MR IO, TR STOE TR E . B0 RS II IR OC[2]. MBI, CKAP2L A AT RE
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2 ST . e iR Sy B AN i R B A S R . BRAEAT ST R L, CKAP2L 7E FLARE 4 h ik T
higsLieit— PR, CKAP2L W REAZ FOXP3 #4115, @il AKT/mTOR 15 5 i # ¢ t 7L s 40 A
WG SRR AR 23], B4t IR AR CKAP2L 76 2 R itR b o ik, 0T he 51 K 4
PR R [4]

VTAER, T JLHRE R I A 05 B2 0 i © ORI I IR AH 5G40 TAR S E 27715 . B4 TCGA.
GTEx. GEPIA. Kaplan-Meier Plotter. Metascape. cBioPortal il TIMER Z5¥ 4 %, AT AMEIEZER . i
JEE. ThAEE . BMEARR . RGBS 242 VPR 5%k 5 R I AR = 5]-[10]. BE
AW FT CARE CKAP2L 783 1 R Mg 1 B S FL02 988 TS AN S B A ORI AIE A 5 ik — 0 IR AR FLIR
FEBAF, Gl 2R R A T PR RIS, ER ST R SERIATIREM 4 S etk J R
RIS, DARM 70 HAEFL I i 22 4 B2 AR 5 B AR

2. 5k
2.1. BURFEENS A0

AW FEHET 2 A SLAEYME B 2R PE 4 it CKAP2L 7E LR 1 B RHE B EANME TS A
WAL AR S L S R B 2 DR o 2 A P B8 P 145 GEPIAS3 (https://gepia3.bioinfoliu.com/) . Kaplan-
Meier Plotter (https://kmplot.com/) Metascape (https://metascape.org/). cBioPortal (https://www.cbioportal.org/)
UALCAN (https://ualcan.path.uab.edu/) 2 TIMER3 (https://compbio.cn/timer3/) [5]-[10]. FLARSEEIE = EK
JET TCGA-BRCA BAS, 1EH 2H V504 3 Bk VE T TCGA 1EF FURA L K GTEx IEH AR, FrFHL
WBIRE QTR E, AW L EEAN NEAEE, B HaoMe s s it AHT 58T FEdE 23T 2026
8 H 1 HETERAER, & 2 B A B DURH R & 23 i it 45 SR D9

2.2. CKAP2L ZEAL R B RHREER O

KA GEPIA3 ¥ E 0T CKAP2L 7EFLARRELH LS IEw FUBRA L 0 RIEZR2[9]. HN HERIER
CKAP2L, E#JEH BRCA, LEMMAL S EEAMMALH CKAP2L MRIEKF, RIEHHEKH
log2(TPM + DR TE . IEFKMRFEAS, IEWHEARL. PO RIEE L PE, AP <005 NEFEA
it L. K UALCAN $d8 B 0B CKAP2L 78 FLIE A 5 I AR 7 2 rh (R 208 1 8. M
BRCA, HiNFEF CKAP2L, #EARKIEGHTEER, #+$E Major subclasses with TNBC types 73217730, LK
IEHFLARA L. Luminal. HER2 FHE K AE TNBC WA b CKAP2L ()36ik % 5. B0 2 E 32k a2k
FALRI L P A, AP <0.05 A%ERAE SR L.

2.3. CKAP2L RiASABREEETRNXR

K H Kaplan-Meier Plotter £(45% 2 1Pl CKAP2L FRiIA/KF5FNRE B H MR R[6]. EHFEIANE
mRNA gene chip PA%1, % ANFEK CKAP2L, #REFERE 229610 at. HR#E CKAP2L ik K P EE 5 N E
FIRAFMERIEA, 3BT 2 K A7 W(relapse-free survival, RES)A1izE &b 4% #% T AE 47 ] (distant me-
tastasis-free survival, DMFS). X H Kaplan-Meier yA:4: 447 28, FFdid log-rank f656 LA N 4 A A7 2
52, [AIIE 3% XUSE L (hazard ratio, HR) 95% & {5 [X [7](95% confidence interval, 95% CI) &% P {. LA P<0.05
NERBEAGFE L. WA, RH GEPIA3 ##EE /i CKAP2L HiA 53 e 4 S A A7 (overall
survival, OS)HJ K 5, LPLE— ARG 20 45 (9]

2.4. CKAP2L X FAEATFERINGEESE T
K F GEPIA3 4 FE i 1% CKAP2L 7E TCGA-BRCA P\ A1 [ 3L R IAFE R [9] . v N\ H FrFE K CKAP2L,
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P E

WP BRCA, RIS CKAP2L £ik B IEMKHIHT 100 MERIAFLR], FFidsK Pearson AR R ¥
HRIEFF TR TN Metascape FHaFEHATINREE 00T, ¥FHEE Homo sapiens [5]. 43#T N &G
Gene Ontology (GOY4-:# % i1 FE . Kyoto Encyclopedia of Genes and Genomes (KEGG)if . Reactome i
JAHR T RERiH . Metascape MR ¥ & 68 BB VEA BORE L & SR 2% I8 R AH DG g 45 2R . B A OGR4t
Wi, e, Jetafh ey, iR S, G2/M HIHE . DNA 145 B2 S AH M . LAECHE e th 1)
P HEUZIESG P{H <0.05 A& &bk,

2.5. CKAP2L BT R 1T

KH cBioPortal $#& % 7 CKAP2L TEFLARE TF I B AR S RFAE[ 7] B EHE4E Breast Invasive
Carcinoma (TCGA, PanCancer Atlas), fii\ HFrFEKR CKAP2L, 4#rHRAr, §48. RSO R HAds L
BB E L. 8IE OncoPrint [ J#7R CKAP2L 1E 7L M A% A IR S A ist A% 5o A e e BRSO 8, s
MRS RARRAIFNEE DIHCE RGO, T AW CKAP2L 75 FLIRSE 1 2 5 A7 75 Ry i 2 R 41 e A

2.6. CKAP2L 5 E MR HRER ST

K F TIMER3 #0418 2 53 #t CKAP2L 33 15 3 B % 40 M 12 11 7K ST RO AH SGME[10] - S A 5] CKAP2L,
HFIEF BRCA, T AR GERIEMG T HIEO T CKAP2L 52 Rl G R N ARIR AR AR [ ARG . 44
ANSHTI AN 4G CD4+ T 4. CD8+ T 41l B 40l ENE4if. M1 ERELNH. M2 EWE4Hi.
M T A0H0(Treg) BEIEMEMIHIANHL(MDSC) S A M 85 1 Sy 4H M 25 . B J KA Spearman #H 3¢ 7 T 1T Ak
CKAP2L ik 5 G512 KT Z B 196 2, il AH K 53U rho. P {H SR IE & P E(adjusted P value, adj.P).
Pl adj.P <0.05 AAHIME R Guit2em e IESCHR I BRCA S\ A AR EME BG4 R E 1R
P A IR 45 AR

2.7. CKAP2L 5% B8 E S EAFENHEXME D

K GEPIA3 #¥ P2 3 #t CKAP2L 5 3 i 25 siAH JG I (Rl ks 2 A [ AH G (9], 164 BRCA BA%I,
N\ HArF R CKAP2L, 43 550 #r 5 CD274. PDCDI1. PDCDILG2. CTLA4. LAG3. TIGIT. HAVCR2,
CD80 il CD86 % o2 A £ UAH IS M [ RIKAH G . FERFRIBME R 1og2(TPM + DFRiELER . KH
Spearman AHIC T AR R % rho & P {H, F1KH Benjamini-Hochberg 143472 & LR 1E, L FDR
<0.05 AAHRMERA Gl L.

2.8. MBS

K GEPIA3 ' Cell Line Screen fHt /0 CKAP2L 232 7K 5 [ifJeq 40 Ao 28 25 AU de ik (1) 5% R 9]
i NFEE CKAP2L, 4»%i%# GDSC1. GDSC2 1 CREAMMIST #5838, 81 CKAP2L Fik 544 v
Z IR A . ICFA R FR . BERIE . A5 REU AL TT A
3. &%
3.1. CKAP2L EFLBREPRFTILEHER

T GEPIA3 #UlEE 78, CKAP2L fEFL A 23 B 3% w315 . BRCA MR 2% CKAP2L
HIHR AL RIAE AN 2.09, HEETIEHFAIRALN 024, ZREFGI2EE P =9.56 x 1079) (K] 1), it
— it UALCAN #8731 CKAP2L TEFLAME AR R I RIATE N, 45 ER, SIEFFARALS
FHEL, CKAP2L £ Luminal 7Y, HER2 BHPERY K 2 % TNBC W2 H 5 2 T+ st 35 (1 2). Hodr, #84r TNBC
WA, 40 TNBC-BL1. TNBC-BL2. TNBC-IM & TNBC-M ZKiA/K AN AR, 327~ CKAP2L Al fES

DOI: 10.12677/acm.2026.1693203 1628 Il PR 2 2 3t


https://doi.org/10.12677/acm.2026.1693203

FURSE B A B AN R 73 ML RRFAE AT 5K

* tumor * normal
6
5_
= 4
o
<
4
(@]
: 3 A (S s
+
=
&
=27
ad
k)
1 4 b
0_
?.
@)
Q)Q-

Figure 1. mRNA expression distribution of CKAP2L in breast cancer and normal breast tissues
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Figure 2. CKAP2L expression across major subclasses of breast cancer and TNBC subtypes

[& 2. CKAP2L ZEFLBREEET K TNBC TR FHFRIXER

3.2. CKAP2L SFRiA5%% RFS #1 DMFS #3x

RiE— PG CKAP2L Il R 15 IME, 4B 7R FH Kaplan-Meier Plotter (/3 7 73 #r CKAP2L 3£k
K-S N B FH LERAEGIINRER. SRR, RFS T (REKIAZ 1023 #. mRiEL 1009 41,
CKAP2L 3Rk 5 7L 1 B 2 W R R AEAF B BB M OC(HR = 1.53, 95% CI: 1.31~1.78, log-rank P =
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3.8 x107%) (4] 3(a)). BB i bR IO E A7, DMFS 20 Hr P IRFRIAZH 479 ], =ik 4H 479 i,
CKAP2L = RIAZ 3 DMFS 758 3% 5 TR RIA4L(HR = 1.32, 95% CI: 1.01~1.72, log-rank P = 0.039) (/4]
3(b)). #R1M, GEPIA3 ST E/R CKAP2L RiL 5 OS KW B #FHMH K. Likg IR, CKAP2L
FAK AT e 3 B P M R RN IzE A e e IR 3G A 5K

CKAP2L (229610_at) CKAP2L (229610_at)
e Q]
— HR =1.53(1.31-1.78) — HR =1.32(1.01-1.72)
logrank P = 3.8e-08 logrank P = 0.039
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Figure 3. Associations of CKAP2L expression with RFS (a) and DMFS (b) in patients with breast cancer
3. CKAP2L FRiE5FLARfEEH RFS (a)F1 DMFS (b)HIX %

3.3. CKAP2L #£RIEEFER T HRBAMMAB LS REXER

N HE— PRV CKAP2L 2 FLIRE P KV EAE W2 Dh e, ABTFU2E T GEPIA3 fiiiit CKAP2L /£ BRCA
PAZIHRIET 100 A IEAHCHERIA LA, FHAIH Metascape AT IRE & 1. 4R ER, CKAP2L 3£5&
REEN FEEETH 2R A . i GOk EZ, R AR, Uik
2. G2/M JEEH . 5 22 R KoUK R RS AR e AR (B 4) . [FIR, JEER E AR 45 R B R IX SEBE R
FEHT Cell Cycle. PLK1 pathway. Aurora B pathway. Kinesins. Retinoblastoma gene in cancer. DNA
damage response fll APC/C-mediated degradation of cell cycle proteins Z5JEH (/] 5). L iA4E HHER, CKAP2L
Al RRIEIS Z 5 A0 A AR . A 22 oy SL R RN G A o) B Tk AR R e L T e G e e g . D
FIRAE R T B & T 2R, CKAP2L LRIAEF AT AEZ ) E2F1. E2F4. E2F3. TP53. MYC #l BRCAI
SR, Hoh E2F1 AR S IO B« Feok R L R M RS m 12 R A B B AR T 24 E2F M
REREER AR G FORSE Filt— 0 3CFF CKAP2L AH G DR W 28 1T R 2 5 7L e 200 o) A R 9 A 42 o

3.4. CKAP2L BYEFHELH T IMREBR

JHIH CKAP2L 757 i v B A 28 S ARp e, A TR A cBioPortal (4 % 73 #t TCGA PanCancer
Atlas FLERIERASH CKAP2L FIFE RIS E AL . 45 R 7R, CKAP2L L Ais e OB AR BIK, N
0.8% (K 6), BUBIAEFE/D R LRA ., WA, HENRAD LY, KZHFEARN CKAP2L % H
BRI RPN, CKAP2L BRI SUB A A%, I m ik i B AR RN 75 12— 2P 50IE
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Figure 4. Functional enrichment analysis of CKAP2L co-expressed genes
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Figure 5. Enrichment network of CKAP2L co-expressed genes
5. CKAP2L #RiAEH = EM L E

CKAP2L 0.8% Illlllll
Genetic Alteration ¥ Inframe Mutation (unknown significance) ~  Missense Mutation (unknown significance) ¥ Truncating Mutation (unknown significance) I Amplification No alterations

Figure 6. Genetic alteration landscape of CKAP2L in breast cancer
6. CKAP2L #EFLBR & VIR (R T RAFHE

3.5. CKAP2L 5@ ERAMemieESEx

3.5.1. CKAP2L FRiE 52331 S R 4 Bi= i rAE X 14

HidE— PPl CKAP2L 5 7L e A R 6 &R, AR EE T TIMER3 %048 2 43 #t CKAP2L %
S IR A A . 53BN, 7E BRCA BB, CKAP2L ik 5% Fh 4 40 12 1845
PR EMX. H, CKAP2L 5 CD4+ Th2 #iJfi(tho = 0.774, adj.P = 1.49 x 107'%%), CD4+ memory T 40/iJ
(tho = 0.413, adj.P = 1.65 x 107%), M1 EEE4Hfig(rho = 0.369, adj.P = 7.14 x 1073"), Treg (rho = 0.258, ad;j.P
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=6.48 x 107'%). B 4li}fi(rho = 0.255, adj.P = 1.52 x 1071 MDSC (tho = 0.233, adj.P = 2.54 x 1072 2 B 3
1B, AR, CKAP2L FiAH M2 EWE4H A CFa br 2 51 AH O(TIDE: tho = —0.292, adj.P = 3.92 x 107'%;
QUANTISEQ: tho = —0.229, adj.P = 7.00 x 1071?) (.75 1). LRGSR, CKAP2L W] Rt 7L MR )% 241
IR IR S B S e U BE AR AH 5K

Table 1. Correlation between CKAP2L expression and estimated infiltration levels of representative immune cells in breast
cancer

% 1. CKAP2L KA SFREA R £ E AR EETHERNE XM

bt Hix TR F H(rho) KIE/E P {H(adj.P) HXTTH
CD4+ Th2 cell xCell 0.774 1.49 x 107193 IEAHR
CD4+ memory T cell xCell 0.413 1.65 x 107 Y EPS
Macrophage M1 CIBERSORT 0.369 7.14 x 10731 IEAHR
Treg CONSENSUS_TME 0.258 6.48 x 10715 S
B cell xCell 0.255 1.52 x 10714 IEAHK
MDSC TIDE 0.233 2.54 x 10712 1EAHK
CD8+ T cell EPIC 0.181 1.24 x 1077 IEAHR
Macrophage M2 TIDE -0.292 3.92 x 1071 UIVIEPS
CD4+ central memory T cell xCell —-0.318 1.31 x 10722 WLEPS
Cytotoxic cells ImmuCellAl -0.163 2.54 x107° iliPS

3.5.2. CKAP2L RiE5 R EHE SEXEERE X

Table 2. Correlation between CKAP2L expression and immune checkpoint-related genes

2. CKAP2L R 5% B E SHXEERIEMNE XM S
A AHIR & H(tho) P 1A FDR (BH % 1E) “hie
CD274 (PD-L1) 0.168 3.25x 10710 3.66 x 10710 WEFEIEAR, F9HHK
PDCDI1 (PD-1) 0.205 1.05 x 10714 1.35x 10714 WEFEIEAR, 9K
CDS0 0.605 1.65 x 107139 1.49 x 107138 BEIEMSS, SRR
CD86 0.460 7.38 x 107 3.32x 1077 REIEMR, P muRAHC
CTLA4 0.271 8.43 x 1075 1.26 x 1072 REIEMR, F53PESEMHXK
HAVCR?2 (TIM-3) 0.403 1.74 x 10755 3.92 x 10755 BEIEAMR, HEMER
LAG3 0.275 1.66 x 1072 2.99 x 1072 RFEIEMR, F9F ML
PDCDILG?2 (PD-L2) -0.0112 0.676 0.676 TR E A
TIGIT 0.436 9.81 x 1076 2.94 x 1076 RFEIEAR, PR

FVEAL CKAP2L 5 7L M S e ARSI L &, A 5L T GEPIA3 “F- &40 #r CKAP2L 5 24~k
2 AL R R IE M etk . S5 R EI/R, CKAP2L ik 5 CD80 (tho = 0.605, P = 1.65 x 1073%), CD86
(tho = 0.460, P = 7.38 x 1077%). TIGIT (rho = 0.436, P = 9.81 x 107°%) & HAVCR2 (rtho = 0.403, P = 1.74 x
10755 A B IEA IS, 4, CKAP2L 5 CTLA4. LAG3. PDCDI1 1 CD274 [)3RiE 7R & B2 IEA %,
M5 PDCDILG2 FEEM K. 4 Benjamini-Hochberg T2 B IE)G, CKAP2L 5 CDSO.
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A0k %

CDS86. TIGIT. HAVCR2. CTLA4. LAG3. PDCDI1 il CD274 {41 AT BA 48 it-24 7 X (# FDR <0.05),
PDCDILG2 157K WL EAHHE(FDR = 0.676) (L35 2). FiR4E /R, CKAP2L FRik 52 M i 2 o5
FHORIE R ) SRR RS AAAE ORI, W e S e H 5 7L e S 2 4% S S O B U A ok

3.6. CKAP2L 57598 % EHE<

Table 3. Correlation between CKAP2L expression and drug sensitivity in breast cancer cell lines

3 3. CKAP2L A S 5L AR AR AR A EUR M RO AR

Uit E4 S FE BB LB rho P& i PS
MK-1775 WEEI/PLK 1 49 -0.388 0.00582 IV
AZD7762 CHEK 1/CHEK2 50 -0.356 0.01120 HUAHK
MK-8776 CHEK I/CHEK2/CDK2 48 -0.333 0.02090 UiVIEES

VE-822 ATR 44 -0.331 0.02830 UIVIEES
Pyridostatin G-quadruplex stabiliser 48 —0.349 0.01500 UIVIEPS
MK-2206 AKT1/AKT2 50 0.330 0.01920 NRPS
Pictilisib PI3K classl 48 0.343 0.01470 TEAHZE
Ipatasertib AKT1/AKT2/AKT3 49 0.329 0.02100 IEAHZR
AZDS8186 PI3K 31 0.310 0.03030 NiEES
Afuresertib AKT1/AKT2/AKT3 49 0.300 0.03640 TEAHSG

itk — R CKAP2L (RIS EIRTT B X, A5t T GEPIA3 Cell Line Screen #2373 #fr CKAP2L £
EEMEARRAYIRNZ KR, SGRER, EEE P EKFT, CKAP2L Rk 5ZFHiMELY
SSAFAER FME . For, CKAP2L (R s 20 i 8 ] BE T 308 43 4 e Jo A 75 OF DNA 45145 B 25 AH DG 245 ) 38
HUK, 55 WEEI/PLKI1 #1417 MK-1775 (tho=-0.388, P =0.00582). CHK1/CHK2 #i#!|3| AZD7762 (tho
=—0.356, P = 0.01120). CHKI1/CHK2/CDK2 #I#l|7] MK-8776 (rho = —0.333, P = 0.02090) }z ATR #Ill5]
VE-822 (tho=-0.331,P=0.02830). 14, CKAP2L LKA R P AEXT PI3K/AKT/mTOR I8 AH K254
AU, 1 MK-2206. Pictilisib. Ipatasertib. AZD8186 Fll Afuresertib (W4 3). {HAFERIIE, iR
MRS IE G PAEYIRT 0.05, $Enixses BARmN 2 mAKAIE. ik, Z9W8usttntrds ROUENIRER
PRI, $E78 CKAP2L Al g5 A0 IR 25 2. DNA #4525 ) PI3K/AKT/mTOR i % AH K 254
SSAFAETEAE SRR, AN — P SEB e
4. WHig

AW REET 2N IBAGE RS0 T CKAP2L 78 FLIME I FRIEHRHE . WS ME . BEDhRE. &
PEWOABIR S R 25 BUE . 45 IR, CKAP2L fEFLIMEA LI h B mEIL, IHERENERE KA
AF AN AR TOIR AR AP SRR G, SRR T B 5 AL RS R G 0% . ThEe B it — D R,
CKAP2L LRIAFEN B E L TAMEIN . Feni, RO, Jika I DNA 8% 55
o BRI T RN, CKAP2L 15 2 G 40 MR i I G2 i A mUMH DGk DRI SRR A AEAR OGP 29408
TR 23 AT B 7w FL T e 40 i ) SIS 25 AL DNA #5145 %% )2 PI3K/AKT/mTOR 38 2% AH 5 2454 [ N AT AE 78
FERHR. FRZERIER, CKAP2L FIREH R4l Rk 5L R, 1l 5 AU A s 1k . B R XU
B A B SO R I 7 . AR FUIRIE, CKAP2L 7EFLARE A MAn b RIETH=, JHrlRg
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P E

T AKT/mTOR 15 5 B 2F 7L AR 40 M3 i . IEAE AR 28 (3] AW T4 IR S REA RN EEA — B, (Hit
— B MRFEAR A LR FE AN T CKAP2L 5 R R L4 AT RE . ik
BRI Z MR Rk, A7 RR T CKAP2L 78 FLARE i B — AN B ThRERFF 7T, i /2
2 Ut RS TR FLAE FLUN e 0 J8 2 S e A S5 Hh R FE 2 S

TG /W s, CKAP2L mriRik 5 FLIE B3 B 22 1) RFS A DMFS 356, (H5 OS AL &2 4H
Ko AIREJRAEFE: H5E, RFS NI DMFS B B4 UM 5k Jomib iR 72, T CKAP2L 25 40 i J#
WA ARGy BRI RE, AT Re s S R g e R B Lk, OS RZERFE R, IR
IT 77 %8 P I S B R AN PR R 36 5 M K, P RE I 55 B — 23 4R A 5 e AR B T XU 22 [ (R A S M
R, CKAP2L ] REFEIE & A 7L IR 5 R AN R RS AR DCHR bR, 1T AR, I Ak A A7 B 4 bR . X 42
7~ CKAP2L 1 (e 3 G A N 5 R AIZE b 2 7% B AH DG H8 AR, 1A SR MO R AR A T B A . (AR
&, TEAFG P, CKAP2L ST MAHCHERRI I FaE g M, Rt 5 WAREARR . YT RN
72 e ] FLUMR I A B v B R A O[]

DifeE BTN, CKAP2L SLRBIEN F 2w R T L0 R MBI, REAHN BaR. 5
FRRSE . G2/M %45, PLK1/Aurora B I [z DNA $iffi N & %4 #2. CKAP2L A & & —Fh 4 i i 42
MRER, CAMARRHHERIE LA HMREBKEY, 2 5MEReENE 20203/ 02]. ik, A
HE LGRS CKAP2L MO A E FIhRe BA — 8. G54 TG4 RN, CKAP2L &k ml fgidid {2
HEFLRE A R . L RS TR G R oy B R, R R R B R 70, M S BRR R Ak
R IS HE INAE G o

cBioPortal 73 HT 27~ , CKAP2L 7EFLIRE [ S R 8 A% OB AR UG, SR Hm RIA A K] B 1 2 i
AT D A e AR R, HAR VAL TR — P I, 45 A BEETFEF FOXP3 % CKAP2L %k Stif %
YER, CKAP2L 15 FLRRJE T I i ik T RETE 22 5 e SR # 0 M . 400 A o) B TR 2 g 348 B e 44 i
HK[3].

SR RoR, CKAP2L 5 2R iz e ir B MH5¢, JtHE CD4™ Th2 4088, Treg.
MDSC. B 4l }z M1 T EREA 2 1EAH IS, Th2 flal. Treg A1 MDSC 3 5 G 2 100 1A Firb 8 A 455
FA R, 7R CKAP2L R U v] B A BEAS [F) R R I e e O S EE R 11 ] JE— D I A A5 i 7
Priisn, CKAP2L 5 CD80. CD86. TIGIT. HAVCR2. CTLA4. LAG3. PDCDI fll CD274 %3k A %Kik
FIEME, i CD80. CD86. TIGIT fil HAVCR2 [FAH IR B E . CD80/CD86 & CTLA4/CD28 #iff]
HERCAER[12], TIGIT J& 2 5 s Sy 4% 1) B B4k 2 5 73 7 13]: HAVCR2/TIM-3 fEAHT 7t R /R4
W5 CKAP2L AW S (RIE A G . IR Ee4E RA27R, CKAP2L =& iAW) Ae 5 FLIE S % IR A 2 5
PEIA TSR O o (H T AW AU T3 AU ST, AN REIE W] CKAP2L B H2 4% S e 40 izt
BRI A R

PIMEURE AT R, FEJRLA P {EAKE R, CKAP2L Eik 52 25 i R AE A 5 [9]. CKAP2L
T Ik Y M 2 AT BEXT WEEL #0175 MK-1775/Adavosertib. CHK1/CHK?2 #1171 AZD7762. CHK1 5
MK-8776 J ATR #ll#il5fl] VE-822/Berzosertib &5 4H /i J& 4G 7 s DNA 4% & AH R 25 M) S fURK . 1245
5 CKAP2L L IATE K 5 52 T4t i il 3. G2/M % e Fll DNA 453475 S 25 S5 F2 AH — 25, #H %, CKAP2L
IR IA 4 i 5 7] REsX PISK/AKT/mTOR & 6 AH 5% 244 5 UK, 71 MK-2206 . Ipatasertib Afuresertib- Pictilisib
il AZD8186. HEFRHMZE, FARZYBURMEZ Rl 2 ERKAEIE, FIAEEIENRE R,
P27~ CKAP2L 1] B8535 2300 IR SAFAERELEOCER, A7) 5 4H i S50 A PRFE AR SGHIE

R R —RIE B A L, A AN ZAZH RS T CKAP2L fEFLIRE T S E R
o BARRFAMEAE— R 1, AT 3 BT A TLHRE PR AT BB b, 45 AT e S22
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ARFR W FF 6« B FRIEA 72 S B e Sk 22 S Re i o FLUR, ASHIE I8 i Z A ST A A B BRALE
RKA TS5 G GEO. METABRIC S5 7 L s BA A1 — 2P 38 F CKAP2L (3R IAFHIE R TG E - 28 =,
G PEIR R G R BT A R G AR AT, AR B E AA  TNA BAR B (A A A
Ee SEVY, Z9PEURE T R T R 40 i R R 2, BARSCZ YR EE 2 AR RS IE, X AR R
WREMRR. &5, AR ER /R, WAGEIEY CKAP2L X FLAME AN M IE . S R a2y
WY v B B R

2% LATR, CKAP2L 7EFLIREh 3 ikl , 5% RFS I DMFS. 41 J& BAAH C Dh g & S i
IEESCE A OG. CKAP2L A e FLIE B A I 48 XU I G 8 SO S5 A SR iR 3E 7, (R L BRI 75
BB IIGIE . SRR A IRIRERFEA . D) e SCI0 R B AY iE — DI A W) 25 A FH AN
FEVRITRE L. PR 1) IRRALREA THC WIE CKAP2L R ARKL SIHAIHRIE, B RERIKE, 2)
YN ThAE S0 IR CKAP2L R0 5E . 3EA8 K S e ELVE A4 T8 5 3) MBI IGAIE CKAP2L
Xof S PR AR R S e D AR R P e SR 4%, L e TS VR A S A TR T R R SR IR AR

SE K
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