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Fig 1. Cell cycle and cell cycle regulatory proteins
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Table 1, Cell number count and MTT assay in gingival fibroblasts supplemented with PDGF-BB and TGF- 31

Cell number( X 10%) MTT (absorbance)
Control 5.29%0.82 2.89%0.08
PDGF-BB 11,60%0,63* 3.65+0,05*
TGF-f1 7.42£0.59* 3.06+0.07*
PDGF-BB+TGF— f1 6.3310.66* 2.891+0.03

* Significantly different from control(p(0.05)
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Cruz Biotechnology, Santa Cruz, CA, USA), 2) a
rabbit anti-human polyclonal antibody for cdk 2

(Santa Cruz Biotechnology), 3) a rabbit anti-human
polyclonal antibody for cdk 4(Santa Cruz
Biotechnology), 4) a rabbit anti-human polyclonal
antibody for cdk 6(Santa Cruz Biotechnology), 5) a
mouse anti-human monoclonal antibody for cyclin
D1(Santa Cruz Biotechnology), 6) a mouse anti-
human monoclonal antibody for cyclin E
(Oncogene Science, Uniondale, NY, USA), 12} &4
2 WkS-A)7] & PBSE 23] A|&8] WL, anti-mouse
or anti-rabbit IgG-horse raddish peroxidase
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thA] PBSE Al&EFTh L 3¢ membraneS ECL
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Fig 2, Effects of PDGF-BB and TGF- 1 on gingival
fioroblasts growth, Cell numbers were counted by
trypan blue exclusion test after 3 days
incubation(Mean+S D).
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Fig 4, Western blot analysis for p21 in human gingival
fibroblasts exposed to PDGF-BB and TGF- A1 for 3
days, Equal cellular proteins were loaded and
transferred to a membrane as showed at the lower
panel(KDa : kilodalton, 1 : control, 2 : PDGF-BB, 3 :
TGF- 81, 4 : PDGF-BB+TGF- 31),
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Fig 3, Effects of PDGF-BB and TGF- 1 on gingival
fibroblasts growth, MTT assay was performed after
3 days incubation
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Fig 5. Western blot analysis for cdk 2 in human gingival
fioroblasts exposed to PDGF-BB and TGF- 81 for 3
days. Equal cellular proteins were loaded and
transferred to a membrane as showed at the lower
panel(KDa : kilodalton, 1 : control, 2 : PDGF-BB, 3 :
TGF- 31, 4 : PDGF-BB+TGF- 31),
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Fig 6, Western blot analysis for cdk 4 in human gingival
fibroblasts exposed to PDGF-BB and TGF- 81 for 3
days, Equal cellular proteins were loaded and
transferred to a membrane as showed at the lower
panel(KDa : kilodalton, 1 : control, 2 : PDGF-BB, 3 :
TGF- 81, 4 : PDGF-BB+TGF- 31)
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Fig 7. Western blot analysis for cdk 6 in human gingival
fibroblasts exposed to PDGF-BB and TGF- 81 for 3
days. Equal cellular proteins were loaded and
transferred to a membrane as showed at the lower
panel(KDa : kilodalton, 1 : control, 2 : PDGF-BB, 3 :
TGF-31, 4 : PDGF-BB+TGF- 1)
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Fig 8, Westemn blot analysis for cyclin D1 in human gingival
fioroblasts exposed to PDGF-BB and TGF- A1 for 3
days. Equal cellular proteins were loaded and
fransferred to a membrane as showed at the lower
panel(KDa : kilodalton, 1 : contral, 2 : PDGF-BB, 3 :
TGF- 51, 4 : PDGF-BB+TGF- 81)
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Fig 9, Western blot analysis for cyclin E in human gingival
fibroblasts exposed to PDGF-BB and TGF- A1 for 3
days, Equal cellular proteins were loaded and
transferred to a membrane as showed at the lower
panelKDa : kilodalton, 1 : control, 2 : PDGF-BB, 3 :
TGF-31, 4 . PDGF-BB+TGF- 1)
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Photo 1, Cell density by light microscopic level after 3 days Photo 2, Cell density by light microscopic level after 3 days

incubation supplemented with 10% FBS only(x incubation supplemented with PDGF-BB( x 40),
40),

Photo 3, Cell density by light microscopic level after 3 days Photo 4, Cell density by light microscopic level after 3 days
incubation supplemented with 10% TGF- 81(x incubation supplemented with combination of
40), PDGF-BB and TGF- 81(x40),
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