Hh [ R AR R YT A4 hitp:/www.biother.org
+ 258 - Chin J Cancer Biother, Mar. 2018, Vol. 25, No. 3

F R

DOI:10.3872/j.issn.1007-385x.2018.03.008
= HeLa 20 A SKP2 454 & B B iF kR Th REFn)
WEF, TR AR, TRT, 2 EFX (ol EEAFER 2 FESE P30 440 310013)

U E] 8 &\l eIty 550 o Hr AR W S 30092 HeLa 41 i 3RS S JAMEGH1 5% &% 9 2 (S-phase kinase-associated
protein 2, SKP2) 45 & [ & A BB A E B AE VI Thfe . 2 ok« LIS ILITIE S Western blotting $ AR 37 SKP2 fu s Syl ik &
LA SDS-PAGE FIMR Y R 351G SKP2 454 55 [ 4% 57 25 717, 8 Ik VS 0 A BAR 3RA3 ] BB 5 SKP2 45 & (1 2 1 A, N A0 15 15
SEF RN 015 B 2R 34T GO 0T 5 KEGG 70 Hr. 4 % : HeLa 4/ 9 A2 7E— 72 /K P11 SKP2 2 (4 33 , AT #EAT Sy LI
S5 BRINFESL T SKP2 G SLUTIE 1k & , FE3RAT SKP2 456 I RE s B0 22 5 DRI 2% e JEAT B 0 A7 , JR U878 H SKP2 45
1563 4N s B PR 45 1R , 3149 5 FE 4 i 1 SKP2 & (1 270 4, #E4T GO 43 #T 5 KEGG A Mt IS W15 Tl 1 45 &4 & 1 2 5 10 4i i
INREAIS SIM M. 4 i : WE % HeLa 4 P s Bh 75 1% 3R HU SKP2 &5 40 88 11, A i L e ¥ AR £5 4 8 11 AN - PR 4 M 400 17 24547 24
& T A

[RSEIA] 4R S MR AR DG B 11 25 S LU0 s & 30 s S5 A B

[FFE426S] R737.33; R730.5 [SCEfRIRAE] A [XEHS] 1007-385X(2018)03-0258-05

Screening of S-phase kinase-assuciated protein 2 in the cervical carcinoma Hela cell
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ang Province, Hangzhou 310013, Zhejiang, China)

[Abstract] Objective: The co-immunoprecipitation and mass spectrometric analysis was carried out to obtain the S-phase kinase-asso-
ciated protein 2 (SKP2)-binding proteins in HeLa cells, and the biological functions of these binding proteins were forecast. Methods:
The co-immunoprecipitation system was established by co-immunoprecipitation and Western blotting assay; the specific protein gel of
SKP2-binding proteins was obtained by SDS-PAGE and silver staining assay; the potential SKP2-binding proteins was identified by
mass spectrometric analysis; and the GO (Gene ontology) analysis and KEGG analysis was carried out by bioinformatics technique.
Results: The expression level of SKP2 protein in HeLa cells was high enough for co-immunoprecipitation assay; the co-immunoprecipi-
tation system was established successfully, and SKP2-binding proteins was obtained; a total of 563 proteins were identified by mass
spectrometric analysis, and 270 proteins with high credibility were obtained after screening. The GO analysis and KEGG analysis was
carried out for the 270 proteins to forecast their functions and pathways. Conclusion: The SKP2-binding proteins were screened suc-
cessfully, and it was the foundation for the subsequent screening of target-binding proteins and the search for targeting drugs.
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Fig. 1 The expression levels of SKP2 protein in HeLa cells
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Fig. 4 The cellular functions and signaling pathways involved in SKP2 binding proteins analysed by bioinformatics
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