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[ ABSTRACT] Aim To observe the cleavage of nucleolin (also named C23) during apoptosis induced by oxidative stress
and clarify the effect of heat shock protein 70 (HSP70) on cleavage of nucleolin and its possible molecular mechanism. Meth

ods 0.5 mmol/L. hydrogen peroxide (H,0,) was added into cultured cells to mimic oxidative stress. ~ Cleavage of C23 were de-

tected by using immunoblotting; Heat shock response (HSR) and HSP70 transgenic cell lines were used to observe the effect of
HSR and HSP70 on cleavage of C23 induced by oxidative stress, and the relationship between HSP70 and C23 was evaluated by
using co- immunoprecipitation. Results  Activity of caspase3 increased significantly after 2 h of 0. 5 mmol/L. H,0, treatment,
and reached peak at 12 h.
mentation of 80 kDa, which was significantly inhibited by HSR and HSP70.
that HSP70 could bind directly to C23 during H,O, treatment.

caspase 3, cleavage of C23 and apoptosis; and HSP70 could mhibit significantly the cleavage of C23 induced by oxidative stress

The cleavage of C23 appeared 30 min to 1 h after treatment of H,0, as indicated by a cleaved frag-
Furthermore co- immunoprecipitation study indicated

Conclusions  Oxidative stress could induce the activation of
and its mechanism was related to the interaction between HSP70 and C23 during oxidative stress.
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Figure 1. Western blot analysis demonstratingthe effect of heat
shock response on heat shock protein 70 expression in cardio-
myocyte, K562, RAW264.7 (A), and HSP70- RAW264. 7( B)
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Figure 2. Western blot analysis demonstrating the protective effect of heat shock response on cleavage of C23 induced by hydrogen

peroxide in cardiomyocyte ( A), RAW ( B), and K562 ( C)
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Figure 3. Heat shock protein 70 gene transfection inhibits cleavage of nucleolar protein C23 induced by hydrogen peroxide in

RAW264. 7 cell
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Figure 4. The interaction between heat shock protein 70 and

C23 was detected by suing immunoprecipitation (IP) and inr
munoblotting ( IB) in transgenic cell ( pcDNA3. 1-HSP70-
RAW264. 7)
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