o E 41 i A=) 2%H Chinese Journal of Cell Biology 2013, 35(1): 41-46 http://www.cjcb.org

GRP787 & E/ELHAECA-1091E 55 13 72 Fh A9
NIRRT R

T,ﬁgﬁiﬂlﬂﬁ ﬂ] = LLJ 1,2 EB =8 1,2 Eég;‘ﬁ‘ 1,2 E %3* ,EE jzlfrl,Z*
("G RZE A IETOTT R R, | AR AR A LR E s S B0 =, | 5106325
LD TREZ W E K TREF I, )M 510632; PR K B an Rl AR 2 B, 1M 510632)

BE RERAETERLZAMWMNE, TEARZOMCE, WBMLNIFLEIEIAL mitsgsh
KPBE AR, I8 A FE LA F ﬁ,%/\ﬁkké;&é)ﬁ, #) 458 T & @ 78(glucose regulated
protein, GRPTS)E 4 o F 418, £ &E A MIr &, LK. Sihfedhizir & &G ik fidie P L85
FT2A. AR BT EpGRPTS- EGFP-Nlﬁéﬂ)ﬁJu B B 4% L ECA-10948 2L, #F % GRP78it %
R xt 4 R g A A 7 69 %A, R RNAT MILAR, B B 44 3 $2.5) GRP7849siRNA, #F 5 S AKGRP78%F
R IG TG ) 0 RrR. IEAR R A IVGRP78HE R LG, E % 44 fOMG NS EAGy/MEA, 20 3g
FhAk R ik, Bl TS R TR R AR 5 SUKGRP78)E, talit £ % ik FLiH £ G M ik A SHA
FaGy/ M, fmfies 781k R IZ, 00 0% s R K. GRP78 fg i@ 1898 7 o i Bl B (L # ECA-
1094m fieL 6t 38 74,

KRR GRP78; 3Rk ; RNAT-HE; B9, 40 i J5 B ECA-10941

Study the Function of GRP78 in Cell Proliferation Process in Esophageal
Cancer Cell Line ECA-109
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Abstract In China, esophageal cancer is a malignant tumor of high incidence and high mortality. Sus-
tained proliferation of tumor cells is closely related to the cell proliferation disorder. Large amounts of proteins need
to be synthesized during tumor cell proliferation process. GRP78 as a molecular chaperone, plays an important role
in the process of protein folding, assembly, modification and misfolded protein degradation. The research studied
the influence of proliferation ability with over-expression or knock-down of GRP78 in ECA-109 cells through tran-
sient transfection of GRP78 recombinant plasmid pGRP78-EGFP-NI1 or siRNA, respectively. The study found that
after GRP78 over-expression, more cells converted from G, phage to S and G»/M phages, then cell proliferation rate
and cell clony formation rate were increased; as well as after knock-down GRP78, more cells were arrested in G,

phage and couldn’t transfer into S and G»/M phages, then cell proliferation rate and cell clony formation rate were
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reduced. GRP78 may promote ECA-109 cell proliferation by regulating the cell cycle.
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Fig.5 The influence of cell clone formation rate with over-expression or knock-down of GRP78
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Fig.6 The influence of cell cycle with over-expression or knock-down of GRP78
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