FTREF 2021 8 A% 50 4% 154 2665

o 4= A e . . ) -
£ B doi:10.3969/j. issn. 1671-8348. 2021. 15. 031
WM& E % https://kns. cnki. net/kems/detail/50. 1097, R. 20210406. 1741, 005. htm1(2021-04-07)

AfE A XA T AR R ERARER

WAL RBF RR IRF TR
(1. F#KXF, 5T 810016;2. FHEAAKRERMNE A, & F 810007)

[ME] A0k R % m B (CAFS) A RN B MRS 09 £ %m0 R 2 2 — , B A AT MY 6 0 o 47 &
Mg ZAAAZE B LR B REFER, L5 kP Wt RAT MERBFEHRBEFEREMEANN
97 CAFs 57t 2R ¥ BF 8 28 J e U] . AR ik CAFs 09 F b4 & L X &R F LA 48, L & Jed) TME
BT ARG B RAE— 473K, B EA-B MR TME CAFs A1 2 89 37 3t & , A A M8 76 97 3R A4 37 09 228 ol

(RSB ] Al MY 9 5 % A8 K R 2T 42 20 0 s Y 8 A 3R 352 5 51 i

[(FEESHES] R734.2 [X#EHRIREE] A [XEHS] 1671-8348(2021)15-2665-05

Lung carcinoma-associated fibroblast heterogeneity and its research progress”
XIE Zhidan' ,LIANG Yaqgi', XU Qingin*®
(1. Qinghai University , Xining sQinghai 810016,China ;2. Department of Oncology »
Qinghai Provincial People’s Hospital s Xining ,Qinghai 810007 ,China)

[ Abstract] Carcinoma-associated fibroblasts (CAFs) is one of tumor microenvironment ( TME) main
cellular composition,has the roles in promoting tumor angiogenesis,tumor infiltration and invasion, tumor ep-
ithelial-mesenchymal transition. In recent years, the technologies such as single-cell transcriptome,cell metab-
olism and reprogram have well clarified the heterogeneous features of CAFs and its regulation on tumor cells.
This article reviewed the progresses in the fields of heterogeneity characteristics of CAFs,characteristics of in-

flammation and metabolic disorder as well as targeted TME therapy,thus to provide a new theoretical basis

for lung cancer therapy.
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