494 B F K% 2% ] REG ANAT OPER SURG  2025,34(6) http:/ /www. jjssxzz. en

——
doi:10. 11659%/jjssx. 08E024127 - KRR -

HEF CCL kXt FRBRER = K X B f &

E 1P, EXEE,TEIE  (FEEERFE - WE ERIGREEDFF o, 1K 400037)

[ ZE] BH #idHT TCGA-THCA BR A iy FE IR SRR B0 , 1000 R I (THCA ) AH G 1) 22 53 328 S TR, ) it IR A6
RO IR 7 CCL M AE THCA 35 i/ F K X g S e ORBE RS2 I . 3% R #0F 20 BT TCGA-THCA £ 48, . 5
SI2AEAEREAS TN 59 Mm s AU . B i 22 T T R AU IOSS 4615 31 22 R 3k SE R, IFafRAT 2 43430 (PCA) R AR (GO) Bt
HRILIH 5 L 4 T B2 4 (KEGG) & 3 #1 8 ] CellMark . monocle 1 CellChat 352 THCA B 41 g &3 . 20 Ji 451 1) 5 0 400 Jif 588
M, &R LRI 6984 LR H HI 285 D R ILR , PCA 78 THCA 2H I E # 4H 3L P R AR IEAE B EE S . GO M KEGG w4k
MR, 25 IR RS AN AN L A 2 A0 B AU FAMA R G A A it B, KBS AR PP AL S5 2R R, CCL AL R 58 R 7
J5 i 3 A G (P=0. 005) o B 40 J 43 BT 5 715 1 T 20k 40 i #F THCA 3 JB rf (09 G 88 VE T, CCL 356 R 75 1% 2F 4 4 g rh 3856 18 2% 1R
(P<0.05) . AUARAPLET 525 5 7 CCL SE A 7R A0 i Ak ik it v 22 55 3308 5 200 A3 TR 5 SR 38 R BT 248 200t 15 P 2 4T B 7y 4 A FH A i
JAMIA TP E X E R, it BFET CCLEGAE THCA T ERE SR RS 2 V1A ¢, R8Il 2 CCLA 8 i 5 9 e AH G i 2T 24 40 i
1) CCR 32 MRE5 A 0 T (5 50 i, i — AR IR RE & 8, b b Rl 1 CCL SR AE THCA A A1 FH B CHL 5 I JRe G oA B 2
BET A -

[ X8R ] HURAR S ; 25 SRR 3L N5 AT I F CCL 25 5 bR e A 5 s KU A R

[HESEE]TR692.5 [TEERERD] A [WFEBEHI] 2024-08-30

Effect of CCL chemokine family on thyroid carcinoma and the construction of a risk model
MAO Yang, WANG Wen-jing, LI De-feng (Clinical Medical Research Center, the Second Affiliated Hospital of Army Medical
University, Chongqging 400037, China)

Abstract: Objective By analyzing the gene expression data in TCGA-THCA dataset, the differentially expressed genes related to
thyroid carcinoma (THCA) were identified, a risk model was construct, and the role of CCL chemokine family in the development of THCA
and its effect on the tumor immune microenvironment were investigated. Methods TCGA-THCA dataset was downloaded and analyzed,
including 512 cancer samples and 59 adjacent tissue samples. The differentially expressed genes were obtained by taking the intersection of
R packages of differential analysis, and the principal component analysis (PCA), Gene Ontology (GO), and Kyoto Encyclopedia of Genes
and Genomes (KEGG) enrichment analysis were performed. CellMarker, monocle, and CellChat were used to explore the Cell atlas,
pseudotemporal trajectory, and cellular communication. Results A total of 698 up-regulated genes and 285 down-regulated genes were
identified. PCA showed that there were significant differences in gene expression patterns between the THCA group and the normal group.
GO and KEGG enrichment analysis revealed that differentially expressed genes were mainly involved in biological processes such as
extracellular matrix tissue, cell junction assembly, and complement system. The results of risk model showed that the CCL genes was
significantly correlated with poor prognosis (P=0. 005). Single cell analysis revealed that fibroblasts played a key role in the development of
THCA, and the expression of CCL gene was significantly up-regulated in fibroblasts (P<0.05). The results of pseudotemporal trajectory
analysis showed that CCL gene was differentially expressed during cellular differentiation; the results of cellular communication analysis
showed that the interaction between fibroblasts and endothelial cells is crucial in the tumor microenvironment. Conclusion The expression
of CCL chemokine family in THCA is closely related to poor prognosis, especially CCL4, which activates the downsiream signaling pathways
by interacts with CCR receptors of cancer-associated fibroblasts, thereby promoting the development of cancer. These findings provide novel
insights for understanding the role of CCL chemokine family in THCA and its regulation of the tumor immune microenvironment.
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