HRE P A IR 2% hup: //www. biother. org

Chin J Cancer Biother, Oct. 2010, Vol. 17, No. 5 . 487 -

DOI: 10.3872/j. issn. 1007-385X. 2010. 05. 001 * 457 %K i/t\, if: °
yEE R ERNARSMENEZEMERE
EEF(HIRFESRE LEFARA Fi 4um 310058 )

IFEF AR B LASH I AFEFRAEFARNE K FENTE REFLMHT AL
FVERLBEFHEER  FELEF2BHAEEVER2ER, 1994 FTHIENAFIHEKEF
FIRF L FA,2000 FRMITKZRFFE L FM, EFNE TN R RAANH N RE/ £
FEN AEFATHAEAGEURFAERFEEAFANRANAR. AEREENIRERFAR
WX E B, H AU E — B RAE F A T Immunol ,Gene Ther .Chem Comm 4 [ I3 H & % SCI 4K F it X
10488, WE—KPAKBEANERLAAEAIT, EARTAAMTER AN 2L LT LR
B.“863" RIS MERAMARM, YR 2ETRRAFH LR FLEMITEFERHLLE, I}
ANFEHBFHHELAA TR . E-mail: wqq@ zju. edu. cn

[ F IMRGROAEE R T iR 4041 , B A77E 22 A0 R 10 HA LN , £ 455 56 5T 200, P9 B 200 6 R 5 o 46 93 200 4n CD4 * R
CDS8 *T 20t F2&IR AR  NK 4R . B W dm it MR i 45 ). S SRR RS & B0, a8 A 5 Pk 40 9( tumor-associated neu-
trophils, TANs )7E M & 4 FI R R R B T OIVEM . TANs 0] LL3# o 22 R opL AR 15 b33 19 A 6 IS5 8 , 3 Se ML bl 40 35
TANs e BB (1 A 28 ek e S8 50 NG S TANs Z0-ih 35 0T 4 Ja 25, 11 012 208 Je e 1 /68 79 A B2, [T Be) 85 B2 16 Ak 19 TANs i ]
AR AN ST AE R . X TANs BIPR ABFIT R IR Sa e S48 T B A9 TA I, DL TANs B HC 43I () — 28 31 S i ki o
P TANs FITHEE, AT RE RN T TR & 2E & R I E )5

[ SRR ] IR AH O o MoRn 200 B I e 200 e A 1 5 R o 4 J 2 1 il

[ FE4SFES ] R730.2; R392.1 [ XEk#RERD JA [ XEHS ] 1007-385X( 2010 )05-0487-05

Tumor-associated neutrophils in tumor development and progression

WANG Qing-qing ( Institute of Immunology, Zhejiang University School of Medicine, Hangzhou 310058, Zhejiang,
China )

[ Abstract JIn addition to the cancer cells, there are many other cells in the tumor microenvironment, such as the stromal
cells, endothelial cells, CD4 " and CD8 * lymphocytes, NK cells, macrophages and neutrophils, etc. Recent studies have
found that tumor-associated neutrophils ( TANs ) play important roles in the development and progression of tumors. TANs
can promote tumor development and metastasis through various mechanisms, such as TANs promoting tumor proliferation
and metastasis by secreting elastase, promoting tumor angiogenesis by secreting matrix metalloproteinase, and highly acti-
vated TANs exerting anti-tumor activity by killing tumor cells. Further study on TANs casts new lights on immunotherapy
of tumors; and using TANs and molecules secreted by TANs as targets may become an important strategy for inhibiting the
development and progression of tumors.
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