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CTL killing activity of tumor — specific cytotoxic T

lymphocyte activated by dendritic cell
LI Yongguo, et al

( Institute of Viral Hepatitis , Chongqing Medical University)
[Abstract]  Objective: To investigate CTL killing activity of tumor — specific cytotoxic T lymphocyte activated by dendritic cell.
Methodss : Isolated peripheral blood mononuclear cells (PBMC) from human peripheral blood and cultured 7days in medium with GM —
CSF and IL — 4 to get DC. Induced HBsAg ~ specific CTL by DC or PBMC. Added CTL into some concentration HepG2 or A549.48
hours later, counted survival cells after Wright’s staining to get killing rate. Results: The killing rate of CTL activated by DC to
HepG2 was 71.6 % ; however, that of PBMC was 43. 8% . There was significant difference between the two groups( P <0.01) . More-
over , the killing rate of HBsAg — specific CTL activated by DC to A549 was only 23% . Conclusion : The killing ability of HBsAg —
specific CTL activated by DC was stronger than that of PBMC and it was specific.
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DC — HepG, — CTL Asag 103.0£6.2 23.1%
PBMC — HepG, — CTL HepG 75.3+7.0 43.8%
Control group HepG, 134.0+5.7 —

* P<0.01DC-CTL vsPBMC—-CTL

3 i #

DCERDIRERIRMPIIRIR 2 AN, BRTE

12 L FHUR TS SR B o SR R ARk,
DCEB NG IRIAIT IS M R IF M6 77 20, M
HIRITRE T HM A RNNIERE. R, DC ZEi&R
SRR, AEES BN ERE A DC $& L
W RIEIRTFE . W EAESE, ARFIM(FH#E 165 )



http://www.cqvip.com

EBERERKS P 2003 £5 28 £ % 2 #5 (Joumal of Chongging Medical University 2003. Vol. 28 No. 2)

D000 http://iwww.cqvip.com|

— 165 —

KBRS ERANF, AHARARLFEETR
M HIRRLESIE HEXT bel — 2 M RIXTH B, %
RIEFS bel -2 IR AR MFEH—LBIHR.

& £ X W

[1] Shang JW,Bacchetti S. A survey of telomerase activity in
human cancer [J].Eur J Cancer,1997533:787 - 791.

[2] Lessey BA, Damjanovich L, Coutifaris C, et al. Integrin
adhesion molecules in the human endometrium. Correlation with
the normal and abnormal menstrual cycle [J].J Clin Invest,
1992;90:188 - 195.

[3] Kim NW. Clinical implications of telomerase in cancer
(J].Eur J Cancer,1997;33(5):781 — 786.

[4] Carter G, Lemoine NR. Antisense technology for cancer
therapy: does it make sense [J]? Br J Cancer, 1993;67:869 —
876.

(5] Chiang MY, Chan H, Zounes MS, et al. Antisense
oligonucleotides inhibit intercellular adhesion molecule 1 expres-
sion by two distinct mechanisms [J]. ] Bio Chem, 1991 ;266
18162 — 18171.

[6] Norton JC,Piatyszek MA Wright WE, et al. Inhibition of
human telomerase activity by peptide nucleic acids []]. Nature
Biotech,1996;14:615 - 619.

[7] Kanazawa Y,Ohkawa K, Veda K, et al. Hammerhead ri-
bozyme — mediated inhibition of telomerase activity in extracts
of human hepatocellular carcinoma cells [ ] ]. Biochem Biophys
Res Commun ,1996;225(2):570—574.

(8] W, EXE. LIRFISRELY T 0 S G T o
BEEAORTRRE )] ESE MBS, 199856332 - 335,
[9] Zhu XL, Kumar R, Mandal M, et al. Cell cycle — depen-

dent modulation of telomerase activity in tumor cells [J]. Proc
Natl Acad Sci USA, 1996;93:6091 — 6095.

[10] Holt SE, Wright WE, Shay JW, et al. Regulation of
telomerase activity in immortal cell lines [J]. Mol Cell Biol,
1996;6:2932 —2939.

[11] Greenberg RA, O Hagan RC,Deng H, et al. Telomerase
reverse transcriptase gene is a direct target of c— myc but is not
functionally equivalent in cellular transformation [J]. Oncogene,
1999;18(5):1219 — 1226.

[12] Fujimoto K, Takahashi M. Telomerase activity in human
leukemic cell lines is inhibited by antisense pen-
tadecadeoxynucleotides targeted against ¢ — myc mRNA []].
Biochem Biophys Res Commun, 1997;243(3):775— 781.

(13] # 3%, EHE FEHEUAEPFASPE]F c— myc
Rk, HBRE ARG ()], AR5 R ,2000531(4) ;360.
(14] Mandal M, Kumar K. Bel — 2 modulates telomerase ac-
tivity[J]. J Biol Chem, 1997;272(22):14183 — 14187.

(15] ML, EXR, ZHF, % Bd -2 BMX
SMMC7721 A g AR B - UL [J]. R4 A e &,
2000;8(4):417 —419.

[16] Kunimura C,Kikuchi K, Ahmed N, et al. Telomerase ac-
tivity in a specific cell subset co — expressing integrin beta |
EGFR but not p75 NGFR /bcl — 2/integrin beta 4 in normal hu-
man epithelial cells [J]. Oncogene, 1998;17(16) :187 — 197,
[17] Okayasu I, Mitomi H, Yamashita K, et al. Telomerase
activity significantly correlates with cell differentiation, prolifer-
ation and lymph node metastasis in colorectal carcinomas []]. ]
Cancer Res Clin Oncol, 19985124 :444 — 449.

[18] Scheid S, Heinzinger M, Waller CF, et al. Bcl —2 mRNA
— targeted ribozymes effects on programmed cell death in
chronic myelogenous leukemia cell cubes [J]. Ann Hematol,
1998;76:117 — 125.

i i e e e e e i i e B T e T T e S S T S R P S S S G G S S U S

(k3% 139 HME FHE 7 WA I BT . B8
MR M SR 3K’ DC, SR AEAT . B8k IR M,
ASE B e R A, 5% i SR U8 7 (8, (B LA RUR B Thie
FHFSNAmRERF K DC, £ A A% L8R FE %
TR SR A0, % BUAH ) I B 4% 40 B i B 4L i
RERAME, HyUFIR B RE N 508, Bt AsCi M
EH ASMNA I 5B AL, Bl GM — GSF #1 IL
-4 HEBESSUR R, 2EE5%. ks
RFsFiMCEE BRI R R . FEIER
SEIG BT PR SN T AT X BT 40 B R A e
CTL. &R %X, DCHE S M CTL X HepG, A
MRAYRATENL, RBFEN 71.6% , T % ifif8 240 M 5
HF N 23.1% , X8 DC S B CTL A LS

2, B RA BN R,

s ® X W

(1] ZFAE,Z =¥, 2865,%5 . ASNE MR 3R 4080 4
ShEFEY ()] BRERK#¥#M,2001;26(1):1 - 3.

(2] B#EFE.fm 4 YREEFERSNAIM]. $ 1IE,
bR ER KFE T Eih M ER K2EB A A, 1998;
212-216.

(3] JEEE. #5090 M A & A9 &) A& R 3L BR R BFSE
[J]. E S 2 b 24 5, 2000327(2) :97 — 100.

(4] EAM. @ =H.HE4.%5 ARETESFRREN
T BE RY A1 M 531k A A SR MMM B SR (T ). B2k,
2000;20(3):140 - 143.


http://www.cqvip.com

