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BE: A£G @M /R G (human leukocyte antigen, HLA-G) /& T 3k 2 3t HLA-1 £ F , & S AP afo L3 Rk, &M LT
4% HLA-G 4% 7 #F 28 . 45 48 HLA-G1-HLA-G4 #o 7T 75 % HLA-GS-HLA-G7., #F% % ,HLA-G1 #= HLA-G5 B4 9 # #)
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SRR I R U TR AR Ak BB P Rk, RSN HLA-G o F i i #ife hfe th &, %53 T HLA-G »F £ L&
MG P A G OL, B B AT HLA-G JE&AF I 95 4123 P Ak 69485 SO BIE ARFE SL, A I6 RT- B0 Wi Ao 06 7 BP B AR A
FEEE) HLA-G; It 247 ; S 9% ; #poh) 5 ki

hE4#ES:R730.231 TEAARIEFED:A XEHS:1673-6273(2017)12-2397-04

The Research Progress of HLA-G Expression on Tumor Tissues*
LIU You', ZHANG Xiao-huan', MIAO Lan-ying’, LIU Hong’, BAI Jian**
(1 General Hospital of PLA Hainan Branch, Sanya, Hainan, 572000, China; 2 Liao Ning University of Traditional Chinese Medicine,
Shenyang, Liaoning, 110847, China; 3 Institute of Organ Transplantation, the 309th Hospital of Chinese PLA, Beijing, 100091, China)
ABSTRACT: Human leukocyte antigen G (HLA-G), a nonclassical HLA class I molecule, is selectively expressed in many cancer
cells. HLA-G encoding gene has limited polymorphisms. Structurally, there are seven isoforms that can be translated from HLA-G
primary transcripts: HLA-G1 to HLA-G4 as membrane-bound proteins and HLA-GS to HLA-G7 as soluble molecules. HLA-G1 and
HLA-GS5 molecules were the ones to be heavily involved in various physiological situations and, of course, mostly studied. They can bind
ILT2/CD85j/LILRB1, ILT4/CD85d/LILRB2, and KIR2DL4/CD158d receptors located in the surface of T lymphocytes, B lymphocytes
and NK cells, and perform immunosuppressive functions. To date, HLA-G can express on liver cancer, renal cancer, lung cancer,
gastric cancer, esophagus cancer, nasopharynx cancer, ovarian cancer, breast cancer, cervical cancer, rectal cancer and leukemia. This
article analyzed molecular structure and function of HLA-G, and reviewed expression of HLA-G on tumor cells. From analysis of
characteristics of HLA G molecule expressed on some kinds of tumor tissue and its clinical significance, some reference for clinical early
diagnosis and treatment of tumor was conducted.
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