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(4 E] 86 3F5°Co KIG KM R A0 E( dendritic cell, DC )iFE-SHY MHC 2 M4 40 I FEPE T K EL 40 HI( cytotoxicity T
lymphocyte , CTL ) [E1 & 93T/ RS HIIEVE T . 7 ok (RSN 3R CBOF1 /BRI Y DC, WS40 AR K DC 8, ] CB6F1-
DC #5545+ C57TBL/6 /N BROR U5 A 5% B Pk it 968 40 9 ( Lewis lung cancer, LLC ) B4 FE M T 40 BE( cytotoxicity T lymphocyte,
CTL), %% CO K& ) CTL [al#i 25 far LLC 8 C57BL/6 /MR AN RE S0 A CTL 240 i A e Al 0007, 9 LAz 000 i 988 /) BRUR
g N B IRAS AL WER RS AT I FEIH( graft-versus-host-disease , GVHD )R A& A5 K i 350 I g 4% B4 17 O, LR A6 988 /N BRL ) A7 1%
WFE] . 28 SR PRI A IIE 523 3R A DC. DC SR CTL K3 I WA YT LLC ik Rt /N BUS L /s BUE R R 0 35 e
IR (0.27 £0.06 ) vs (0.52 £0.07 )g,P <0.05 ], FI A A7 4 18 2 4B ( 78. 10 +16. 50 Jus( 49.30 +6.45 )d,P <0.05 ] faff&d
/N BRUBLIbR O A ALK LLC 40 P 2% 475 35 P i 2 30 L R 88 8 0 1 5, e KR 05 3T 3R( 32,7 £ 1. 64 )% ( ZLHB L 1002 1 ).
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[ Abstract ] Objective: To investigate the anti-lung cancer effect after infusion of “’Co inactivated-MHC haploidentical
cytotoxicity T lymphocytes ( CTLs ) induced by dendritic cells ( DCs ). Methods: DCs were cultured from CB6F1 mice
and their phenotype was detected by flow cytometry. Mature DC-induced CTLs against metastatic lung cancer cells ( Lewis
lung cancer, LLC ) derived from C57BL/6 mice were cultured in vitro. The LLC tumor bearing C57BL/6 mice were trea-
ted with “Co-inactivated CTL. The anti-lung cancer effect of CTL was identified through cell-mediated cytotoxicity assay.
Pathological examination of the liver, spleen, intestinum tenue and skin was performed to observe the graft versus host dis-
ease ( GVHD ) and lung cancer metastasis. The survival time of tumor bearing mice was observed. Results: FCM analysis
showed that mature DCs were expanded. The lung weight of LLC metastatic mice treated with inactivated-CTL was de-
creased obviously ( [0.27 £0.06 Jvs[ 0.52 +0.07 ] g, P <0.05); and the mean survival time of treated mice prolonged
([78.10 £16.50 ] ws[ 49.30 £6.45 ] d, P <0.05 ). The cell-mediated cytotoxicity of the spleen leukocytes against LLC
increased along with the ratio of effector to target ( the highest cytotoxicity was [ 32.7 +1.64 ]% when effector: target =
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100: 1 ). There was no obvious GVHD in pathological findings. Conclusion: Inactivated haploidentical CTL can induce

antitumor immunological responses and reduce lung cancer metastasis without obvious GVHD.
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Fig.1 Immunophenotypes of DC detected by FCM
A: CD8O-FITC; B: CD11C-FITC;
C: CD86-PE; D: MHC I -PE
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Fig. 2 Pathological change of metastatic
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Fig.3 Pathological change of major organs of tumor-

bearing mice after inactivated-CTL therapy( x 100 )

A: Liver; B: Spleen; C: Intestinum tenue; D: Skin
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Fig. 4 Cytotoxicity of spleen leukocytes in

tumor-bearing mice after inactivated-CTL therapy
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