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[ Abstract)Objective : To investigate the killing effect of cytotoxic T lymphocytes(CTLs) on hepatocellular carcinoma cells line SMMC-
7721 after being induced by dendritic cells(DCs) transfected with human aspartate—3—hydroxylase gene in vitro. Methods ;Immature
dendritic cells,from the bone marrow of the mice C57BL/6,loaded with human aspartate—B—hydroxylase recombinant adenovirus were
used to prepare for DCs vaccine. They were classified as immature dendritic cells infected by recombinant adenovirus loaded with
human aspartate—B—hydroxylase (DCs~ASPH group) ,immature dendritic cells infected by recombinant adenovirus (DCs—GFP group)
and immature dendritic cells group(imDCs group). The expressions of ASPH protein and mRNA in each DCs were detected by Western
blot and qRT-PCR , and the surface expression of CD80,MHC—-II and CD11c were examined by flow cytometry(FCM) in both unin-
fected and infected dendritic cells. The specific CTLs induced by DCs vaccine were subsequently co—cultured with hepatocellular car-
cinoma cells line SMMC~7721. The proliferation and apoptosis rate of SMMC-7721 cells were detected by cell counting kit 8(CCK-8)

and flow cytometry. The level of IFN—y was measured by en—
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GFP group and imDCs group. The proliferation of SMMC-7721 cells co-cultured with CTLs induced by human aspartate—B-hydroxy-
lase recombinant adenovirus was lower while the apoptosis rate was higher than those in DCs~GFP group and imDCs group(P=0.000).‘
The secretion level of IFN~y in CTLs induced by DCs—ASPH was also significantly higher than that in DCs—GFP group and imDCs
group (P=0.000). Conclusion ;CTLs induced by DCs transfected with human aspartate~B—hydroxylase recombinant adenovirus can

apparently inhibit the proliferation of hepatocellular carcinoma cells line SMMC~7721, and induce cells apoptosis in vitro.

{Key words }aspartate—B—hydroxylase ; dendritic cells; SMMC-7721 cell; co—culture

JiT 41 i3 7 98 (hepatocellular carcinoma, HCC) J&
SFRECE WLAEEIE Z —1, SRICERIE B
IS 3 (A, BEH SRS 75 AN Hh
#4570 71 AFETF HCCY, REREE BB AR MG T5
BRIARHTRE {2 HCC BER 5 EAEFRIUN 15%,
H 80%~90% 8 & 4= T B SR AL Fe R,
R EEE R EBAEFARYL, W HASFEE
RER , AR EFHGIT T ERR T ER 58
T,

KA E MR -B-F2 LB (aspartate—B-hydroxylase,
ASPH)R—F I RIESRRE H , 70 T8 % 86 kD, J&HK
M o-BRL BRI AR R P — P, ASPH ZE %
PERIE R A, A0 T 40 MR L P R 4
BRI R E VRS, MR EER
ZH A ASPH R RIBBARIEY, Wang FOXF 233
2 HCC R)5 B E T X FIHE R cDNA R
WRKI,5 760 MEEFH 1 052 M EFARLR E
¥4, 3+ ASPH mRNA B #E Rk (124 £%), HEILF
oAt by R —#E , ASPH HUFE A BT HCC 4
RETH 32 , B HARBERIT PR Z —,

SR (dendritic cells, DCs) =& BT E R
E 4Hffl (antigen presenting cell, APC) ,DCs REMSH K
HoaEER N REREZ K, B SSURK-EEH
LB ERE &Y (major histocompatibility complex,
MHC)#% T 4B RS, ¥IE T 480, F= A U EEtE T
WK EL A (cytotoxic T lymphocytes, CTLs) , 2B 55%5
ASPH E 4 3 7% % (Ad-ASPH-IRES2-EGFP) %% ¢
/N R AR BB 2R 40 B (immature dendritic cells,
imDCs) , fiil #& DCs 28 , k5% S CTLs, BESTHRS
SMMC-7721 MM HRIVER , 9 ASPH AHSCHfehsig
FEFATT IR KE,

1 #REFE

1.1 ##
N4 E SMMC-7721 14 B TP BBl 25 b gk

2BF5ERE  AIEH FF4IME LO2 B EKER RS TEESM
BB PO IR 4 M TE K RPMI1640 8 SR 2 B X E
Gbico 22 ] ; B 4 /) BUbL - B W5 41 f 42 7% 1 38 F (recombi~
nant murine granulocyte macrophage—colony stimulating factor,

rmGM-CSF) . 2 4 /)y Bl H 4 B /- # -4 (recombinant murine
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Fig.3 Typical phenotypes of different DCs by flow cytometry
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CTLs #H (F=17.692, P=0.086) .DCs—CTLs 1 525 ;40 (F=
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