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PEGFC1-IGFBP7 induces apoptosis of malignant melanoma cell line SK-MEL-28
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[ Abstract ] Objective: To construct the insulin-like growth factor binding protein 7 ( IGFBP7 ) expression plasmid
( pEGFC1-IGFBP7 ) and to investigate the effect of IGFBP7 on the apoptosis of SK-MEL-28 ( human malignant melanoma
cell line ) cells. Methods: The pEGFC1-IGFBP7 plasmid was constructed; pEGFC1-IGFBP7 and empty plasmids were
transfected into SK-MEL-28 cells separately. The transfection efficiency was observed under fluorescence microscope. Ap-
optosis of SK-MEL-28 cells after transfection was detected by Annexin-FITC/PI staining. Results: The pEGFC1-IGFBP7
plasmid was successfully constructed and was effectively transfected into SK-MEL-28 cells by Effectene reagent, with the
transfection rate being 61% . The results of flow cytometry showed that pEGFC1-IGFBP7 significantly induced apoptosis of
SK-MEL-28 cells, with the apoptotic rates of pEGFC1-IGFBP7, empty vector, and non-transfected plasmid groups being
(28.4+2.57)% ,(5.8+0.44 )%, and (6.4 £0.71 )% 24 h after transfection, respectively ( F =406.138, P <
0.05 ). Conclusion: pEGFC1-IGFBP7 can effectively induce apoptosis of malignant melanoma SK-MEL-28 cells, which
provides an experimental basis for IGFBP7 gene-based therapy of malignant melanoma.
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MAN #4431 IGFBP7 95191, 519731 F:5'-
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GAATTCTTTATAGCTCGGCACCTTCACCT-3'.  PCR
Py W SCHER " Aiifk PCR PR, K H Y 2R
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Fig. 1 Identification of pEGFC1-IGFBP7 plasmid
by endonucleases digestion
M: Marker; 1: pEGFC1-1IGFBP7; 2: pEGFC1-IGFBP7
digested by EcoR | and Bgl 1l ; 3: pEGFC1-IGFBP digested
by EcoR 1 ; 4: pEGFC1-IGFBP7 digested by Bgl Il

T ﬁ

E 2 pEGFC1-IGFBP7 Fififs# SK-MEL-28 ZHAE( x 200 )

2.3 pEGFCI-IGFBP7 Jit #1 4% 4% #t SK-MEL-28 4m
LA =

A Annexin-FITC/P1 8 7= i 1 & K W % 4
pEGFC1-IGFBP7 Jii i J5 SK-MEL-28 4il g 1
2. B 3 % ow, % Y pEGFCI1-IGFBP7 Jii %I .
pEGFC1 75 Jit A LA e A 7% 4 Jot i 41 SK-MEL-28
AR P T-F 5 (28.4 £2.6)% (5.8 =
0.4)% F(6.4+0.7)%(n=06). &5RLULH
Yt pEGFC1-IGFBP7 1] B i {2 ¥f SK-MEL-28 4
ML T, SXTRR TR AR L, 2 R B A S R
X(F=406.138,P<0.05),

Fig. 2 pEGFCI1-IGFBP7 transfected into SK-MEL-28 cells( x200 )
A: Untransfected cell; B: pEGFCI transfected cell; C: pEGFC1-IGFBP7 transfected cell

drresin=y' FITC drresie=V FITC

B3 %3 pEGFC1-IGFBP7 RAL{R i3
SK-MEL-28 ZHBH9 A 1T=
Fig. 3 pEGFC1-IGFBP7 transfection promoted
apoptosis of SK-MEL-28 cells
A: Untransfected cell; B: pEGFCI transfected cell;
C: pEGFC1-IGFBP7 transfected cell
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VAR BT BHIFHLII X BRAF JE IR 5875 7 SR 2%
PR EORHLHEAE TIRARIBFSE . BRAF 3%
MEK, 1fii MEK 3 ] 4 2 4k 7% ERK1 . ERK2,
JE R BRAF-MEK-ERK {55 *5- % 38 ¥, 1 1717 18 757 40
ML BGTETEE . RS & B BRAF 5878 I A5
A, FERE B R, KMETE 50% ~70% #24 .
1M 90% L) I BRAF ZR7E#F 27 V60OE Ak i 4% 2 1R
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IGFBP7, #1 %] BRAF-MEK-ERK i@ 8% 15 53k 14 4 41
ME3 5. 7E BRAF V60OE FH 4 5% o BRAF-MEK-
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