rhE MR AEYINAIT A htp://www. biother. org

.. Chin J Cancer Biother, Feb. 2009, Vol. 16, No. 1
DOI: 10.3872/j. issn. 1007-385X - 2009 - 01 - 002 ° Ji ﬂz ¢

T NK i fiE 2 m e fr it it R

|ER ( PEARFERKFE LR FARI, A 230027 )

[EEEN] BHEN, B+, #R . EXAEFFHEFELREL FEMZR T AR N&H BEX
HEZRREE"RFHHRBEERT LA, 1982 £ LTHEHAF(EFAH) 1985 410 A4 EH
Be( R FME) 1989 FEMAFARBE¥( EFH L )L, YHLAREERKEREFHR
Bt BT £:(1996-2003 ) | % [l El 5 T 4 #F 72 ke ( NIH ) [ 52 % JE #F % Fr( NCL) 37 1] 2 2 (11994-1996 5 2000-
2001 ). % E # & B T B 2 e 177 B 2 4%( 19992000 ), B A 4% K % [8 S 9T B 377 18] #4%( 20012002 ); 3L
AFPERRFRBEEK FECRFRWBARSEN BT 222K (PEMREEDBT RF)E
FRHAFEAERFLRLZ)E £8P E & & F2EXLT Cellular & Molecular Immunology #A4T £ 4w( SCI
Bk )o — H A ZE NK/NKT 40 /8 K 48 %R A 5 & F B O o e F LR Ao i B BT B R . DLAR
1 7 Proc Natl Acad Sci USA (2 & ) Hepatology( 6 % ).J Heptol (3 & ).J Immunol ( 6 & ).J Allergy Clin Immunol .Clin Cancer
Res \Heamatologica ( 3 & ) .Proteomics .Semin Immunopathol % % % SCI X 70 48 (IF>5#H X260 8 ), AERX A/ F %
#( % —1EH# )1 T, E-mail: ustctzg@ yahoo. com. cn

[ ZE] NKAMAT AT B R IE R, BB 8 18] i AR 41, M A AL | 7k B 485 25 3 B o INIK 40 A A 4 41 it
( NK precursors, NKPs )43k B HaF B AR5 R M K e . A ZE CD56"™" NK 21 il &) 75 UK ZL bk B A1 20 F AR ik L 21 20 p 2R
4E 1 CD56" ™ NK 4 Il B i A 1b FH 55 AN A RAETBAL . NK 40AE IS AL Z AR SR AN IR F 2 4k B A R F KR %
T IEEREE VR RS2 R, LABOGR B ILVE 243 F o 2 Mg 1) k28 e J et A rpr , K 4 B mT DASE S PR ™ Jr = BB
PUR 2 AL 98 40 R I e T A , o mT AR50 B 4 i A% A | 2 B AR bR A M D/ F R B Ak, DC 4R ] LA fil &
NK 40 % Ak, Foi TL-15R-IL-15 B9 25556 S 2. NK 40 A9 i A= 36 7 IS T4 kit @, P 6 F NK 41
TR R R 0 e A iR T A AR R 1R 44

[ SR483E ] NK 40 R0 3200 Bl ;s Shpeiayy

[ FE4%ES] R730.51; R392.1 [ XHktRERD ] A [ XEHE ] 1007-385X( 2009 )01-002-04

Progress in NK cell-based immunotherapy of tumor

TIAN Zhi-gang ( Institute of Immunology, University of Science & Technology of China, Hefei 230027, China )

[ Abstract] The development and differentiation of NK cells are highly noted in recent years. In addition to the periph-
eral blood, spleen and bone marrow, the liver, lymph nodes and thymus are also considered as important organs for differ-
entiation of NK cell precursors ( NKPs ) . Human NK cell subset CD56"*" is enriched in secondary lymphoid tissues and

dim

non-lymph tissues; NK subset cell CD56™ can migrate to peripheral inflammatory region. Activating receptors on NK cells
include cytokine receptors, integrin receptors, natural cytotoxic receptors, immunoglobulin-like killer receptors, and many
new receptors and ligands different from the aforementioned receptor families. In the process of tumor progression, NK
cells can directly recognize malignant cells via “internal recognition” and be activated; they can also be activated by
accessory cells such as monocytes, macrophages and dentritic cells. DC cells can trigger the activation of NK cells, in
which the reverse signal transduction of IL-15R-IL-15 plays an important role. Great progression has been made in NK
cell-based immunotherapy of tumor, in particular there are many new ways in NK cell innate recognition-based tumor
biotherapy.
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