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Fig.1 Co-immunoprecipitation and Western blot
analysis of PIG11 interacting protein Hsp60
1, 2, 4: Protein complex of PIG11 antibody co-immunoprecipitation
with HepG2, pLXSN-HepG2 and pLXSN- PIG11-HepG2 total proteins
respectively. 3: Protein complex of IgG antibody of normal rabbit

co-immunoprecipitation with HepG2 total proteins.
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Fig. 2 Over-expression of PIG11 down-regulates protein expression of Hsp60 in HepG2 cells
(a) Expression of Hsp60 was monitored by Western blot in pLXSN- PIG11-HepG2 cells. /: HepG2, 2: pLXSN-HepG2, 3: pLXSN-PIG11-HepG2;

B-actin was used as an internal standard. Data represent the x + s (n=3). *P < 0.01 vs other two groups. (b) Expression of Hsp60 was monitored by

Western blot in miR-PIG11-HepG2 cells. 7: HepG2, 2: miR-NC-HepG2, 3: miR-PIG11-HepG2; B-actin was used as an internal standard. Data represent

the x =5 (n=3). *P<0.01 ys other two groups.
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Fig. 3 Over-expression of PIG11 induces translocation of Bax protein from cytoplasm to mitochondria in HepG2 cells
(a) Expression of Bax was detected by Western blot in pLXSN-PIG11-HepG2 cells. /: HepG2; 2: pLXSN-HepG2; 3: pLXSN-PIG11-HepG2; B-actin

and Cox-IV were used as an internal standard. Data represent the x + s (n=3), * P < 0.01 vs other two groups, *P < 0.01 ps other two groups. (b)
Expression of Bax was detected by Western blot in miR-PIG11-HepG2 cells. 1: HepG2; 2: miR-NC-HepG2; 3: miR-PIG11-HepG2; B-actin and

Cox-IV were used as an internal standard. Data represent the x + s (n=3), * P<0.01 ys other two groups, *P <0.01 ps other two groups.

[ : Cytoplasm; [J: Mitochondria.
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Interaction of PIG11 and Hsp60 is Involved in Apoptosis
in Human Hepatoma HepG2 Cells”

LIU Xiao-Min, HU Rong, LIANG Xiao-Qiu”, WANG Xiao-Juan, WU Yan, ZHANG Yang
(Department of Pathology, University of South China, Hengyang 421001, China)

Abstract In order to explore the mechanisms of candidate liver tumor suppressor protein PIG11 induced
apoptosis, eleven PIG11 binding proteins were first time identified in human hepatoma HepG2 cells, which heat
shock protein 60 (Hsp60) is one of them. It has been confirmed by co-immunoprecipitation combined with
Western blot analysis. Furthermore, using Western blot analysis, the protein expression of Hsp60 is down-regulated
in pLXSN-PIG11-HepG2 cells group than that of pLXSN-HepG2 and HepG2 groups (n =3, P < 0.01), and
over-expression of PIG11 induces translocation of Bax protein from cytoplasm to mitochondria in HepG2 cells.
These results suggested that PIG11 protein can combine with Hsp60 in HepG2 cells, and the over-expression of
PIG11 induce HepG2 cells apoptosis through mitochondrial pathway and the translocation of Bel-2 family proteins

Bax from cytoplasm to mitochondria maybe play an important role in the process.
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