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Fig.1 M phase cells analyzed by FCM
(a) BGC-823 cells. G1: 62.6%; S: 28.9%; G2/M: 8.4%. (b) M phase
cells of BGC-823. M: 93.2%.
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Fig.3  G1 phase cells analyzed by FCM
BGC-823 cells (a), release from M phase for 5 h (b) 6 h (c) 7 h (d). (a)
G1: 62.6%; S: 28.9%; G2/M: 8.4%. (b) G1: 93.8%; S: 6.2%; G2/M: 0%.
(c) G1: 90.2%; S: 8.3%; G2/M: 1.5%. (d) G1: 92.5%; S: 6.9%; G2/M:
0.6%.
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Fig.4 S phase cells analyzed by FCM
Release from arresting of TdR-N,O-TdR for Sh(a), 7h (b),9h(c), 11 h
(d), 12 h (e), 13 h (f). (a) GI: 7.4%; S: 81.9%; G2/M: 7.3%. (b) Gl:
12.1%; S: 85.4%; G2/M: 5.9%. (c) G1: 5.1%; S: 13.1%; G2/M: 81.9%.
(d) G1: 19.7%; S: 18.8%; G2/M:61.5%. (¢) Gl: 47.6%; S: 14.3%;
G2/M: 38.1%. (f) G1: 71.1%; S: 10.9%; G2/M: 18.0%.
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Fig.5 Construction of pEGFP-PI5RS
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Fig.7 P15RS protein location in BGC-823 cells
(a) Transfected BGC-823 cells with pEGFP-N2. (b) Transfected BGC-823 cells with pEGFP-PI5RS.
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Fig.8 P15RS protein location in M phase BGC-823 cells
(a) Transfected BGC-823 cells with pEGFP-N2. (b) Transfected BGC-823 cells with pEGFP-PI5RS.
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Fig.9 PI15RS protein location in G1 phase BGC-823 cells
(a) Transfected BGC-823 cells with pEGFP-N2. (b) Transfected BGC-823 cells with pEGFP-PI5RS.
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Fig.10  P15RS protein location in S phase BGC-823 cells
(a) Transfected BGC-823 cells with pEGFP-N2. (b) Transfected BGC-823 cells with pEGFP-PI5RS.
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Fig.11 P15RS protein location in G2 phase BGC-823 cells
(a) Transfected BGC-823 cells with pEGFP-N2.(b) Transfected BGC-823 cells with pEGFP-PI5RS.
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Protein Localization of A Novel Gene P15RS in Cell Cycle of
BGC-823 Cells”

ZHANG Xiao-Yong", ZHANG Wei", GAO Ping",
CHANG Zhi-Jie?, SUN YI-NAV, LIU Hui-Tu""
("Key Laboratory for Cell Proliferation and Regulation Biology of Ministry of Education
College of Life Science, Beijing Normal University, Beijing 100875, China
nstitute of Biomedicine, Tsinghua University, Beijing 100084, China)

Abstract PI5RS was identified as a novel gene cloned from the human melanoma cell model MLIK6

overexpressing pl15™®, P15RS has been reported as a negative regulator of cell proliferation in G1 phase. To

investigate the localization of P15RS, EGFP-P15RS, a fusion protein with EGFP reporter was constructed and
overexpressed in BGC-823 cells. The results showed that EGFP-P15RS protein was distributed in nuclear in
interphase (G1, S, G2 phase) of BGC-823 cells. The EGFP-P15RS protein was observed not to localize in
chromosome in M phase, suggesting that P15RS might be located in karyoplasm.
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