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Effect of triplex form ing oligonucleotide of PD GF-B chain on tunor growth and cell cycle of rat glioma
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[ABSTRACT] Objective To observe the effect of triplex forming oligonucleotide(TFO) of PDGF-B chain on cell prolifera
tion and cell cycle of rat glioma M ethods 1x 10° Cs glioma cellsw ith high-flow m icroinfusion w ere seeded into right caudate
putamen of rats TFO was used in situ aw eek after glioma cell inoculation The treatment group I and [Iw ere treated w ith 1
5mg/20 ul and 3 0mg/20 ul TFO regpectively on 8, 11 and 14 d after cell inoculation The control group w as treated w ith 20
ul nomal salinew ith the sane procedure Threew eeks after cell inoculation all ratsw ere killed and samplesw ere detected
w ith macroscopic,microscopic histology and mmunofluorescence flow cytometric analysis Results T he inhibition ratesof tu-
mor grow thwere 66 1% in the treatment group [ and 91 8% in the treatment group II. TFO ecifically blocked expressions
of PDGFB and PCNA of glioma cells in a concentration-dependent fashion TFO obviously inhibited the transit of cellsfrom
the Go-G:1 to S phase in a concentration-dependent fashion Conclusion: TFO can commendably block PD GFB expression, in-
hibit cell proliferation and induce Cs glioma cells arrest in the Gi1 phase, and thus inhibit tumor grow th of glioma
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1 M-E
Figl H-E staining of gliona tissue in each group (x 100)
A Control group, show ing high vescei density and active cellular proliferation; B: Treatment [, show ing some tumor cells anong many
metamorphic and necrotic tumor cells C: Treatment I, show ing large number of metamorphic and necrotic tumor cells

1 TFO 33 PDGFB ormo 1l
Tab 1 Effect of TFO on cell cycle of rat gliana cells (cyclin)
(r o e (CDK 9)
Group Go-G1 GoM s , cyD G
Treament | 7583+ 3 89°* 10 67+ 1 47" " 13 50+ 2 93" * ,
Treament Il 88 87+ 1 70* * 379+ 036" 7326 179"
Control 60 84+ 3 33 16 17+ 1 31 24 14+ 2 21 ( EGF PDGF FGF )
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Identif ication of an HL A-A ~0201-restr icted CD 8" T-cell epitope SSp-1 of SARSCoV spike protein

W angB, ChenH, Jiang X, ZhangM ,Wan T, LiN, ZhouX, WuY, YangF, YuY, WangX, YangR, Cao X (Institute of
immunology, SecondM ilitary M edical U niversity, Shanghai 200433, China)

[ABSTRACT] A novel oronavirus, severe acute regiratory syndrome (SARS) -asciated coronavirus (SARS-CoV ), has
been identified as the causal agent of SARS Spike (S) protein isamajor structural glycoprotein of the SARS virus and a po-
tential target for SA RS-gecific cellmediated mmune reponses A panel of S protein-derived peptidesw as tested for their
binding affinity to HLA -A 0201 molecules Peptidesw ith high affinity for HLA -A " 0201w ere then assessed for their capacity
to elicit ecific mmune reponsesmediated by cytotoxic T lymphocytes (CTL s) both in vivo, in HLA -A 2 1/K" transgenic
mice, and in vitro, from peripheral blood lymphocytes (PBL s) harvested from healthy HLA-A 2 1" donors SARS-CoV pro-
tein-derived peptide-1 (SSp-1RLNEVA KNL ), induced peptide-specific CTL sboth in vivo (transgenicmice) and in vitro (hu-
man PBL s), which gecifically released interferon-ganma (IFN -ganma) upon stimulationw ith SSp-1-pulsed autologous den-
dritic cells (DCs) or T2 cells SSp-1-gecific CTL s al lysed major histocompatibility complex (M HC) -matched tumor cell
lines engineered to express Sproteins HLA -A ~ 0201-SSp-1 tetramer staining revealed the presence of significant populations
of Sp-1-gpecific CTL s in SSp-1-induced CD8" T cells W e propose that the new ly identified epitope SSp-1w ill help in the
characterization of virus control mechanisn sand mmunopathology in SARS-CoV infection, andmay be relevant to the devel-
opment of mmunothergpeutic goproaches for SARS

[B lood, 2004, 104(1): 200-206]



