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i 8 J6 R 7 M5 B2 AL ¥ (neuron-specific enolase,
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Fig. 1 The comparison of expression levels between GRP78
and GRP94 during brain development of mouse embryo
(a) The expression levels of GRP78 and GRP94 in mouse brain were
measured by Western blot. (b) Immunoblots in (a) were subjected to
densitometric analysis and values are presented as the density of GRP78
or GRP94 to density of (-actin ratio from corresponding experiments.
Values are x+s (n=3, “ P <0.01,"P < 0.05). I: E9.5; 2: E10.5; 3: E12.5;

4:E15.5; 5: E16.5. B: GRP78; []: GRPY%4.
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Fig. 2 The comparison of expression levels between GRP78
and GRP94 during brain development of postnatal mouse
(a) The expression levels of GRP78 and GRP94 in mouse brain were
measured by Western blot. (b) Immunoblots in (a) were subjected to
densitometric analysis and values are presented as the density of GRP78
or GRP9%4 to density of B-actin ratio from corresponding experiments.
Values are x+s(n=3). I: Pj; 2: Py; 3: Py; 4: P; 5: P.. l: GRP78; [:

GRP9%4.
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Fig. 3 The comparison of expression levels between GRP78
and GRP94 in mouse brain at E16.5

(a) The expression levels of GRP78 and GRP94 in mouse brain were
measured by Western blot. (b) Immunoblots in (a) were subjected to
densitometric analysis and values are presented as the density of GRP78
or GRP94 to density of B-actin ratio from corresponding experiments.
Values are x+s(n=3, *P < 0.05). I: Telencephalon; 2: Diencephalon; 3:
Mesencephalon; 4: Hindbrain. ll: GRP78; [J: GRP94.
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B-actin—
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Fig. 4 The expression level of GRP78 mRNA in
mouse brain at E16.5 was detected by Northern blot
1: Telencephalon; 2: Diencephalon; 3: Mesencephalon;
4: Hindbrain.
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Fig. 5 The colocalization of GRP78 and GRP94 with NSE or GFAP in cerebrum during brain development of mouse
were detected by immunofluorescence

(a) GRP78 and GRP94 were colocalized with NSE in neural tube of mouse E9.5. (b) GRP78 and GRP94 were colocalized with NSE in

telencephalon of mouse E16.5. (¢) GRP78 and GRP94 were colocalized with GFAP in cerebrum of mouse postnatal 7 day. (x100; [1x400;

Arrow showed the colocalization of GRP78 and GRP94 with NSE or GFAP in the cells)
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The Differential Expression of Glucose Regulated Proteins
(GRP78 and GRP94) in Brain During Mouse Development”

LIBo, WANG Da-Peng, FANG Wen-Gang, CHEN Yu-Hua™
(Department of Developmental Biology, Key Laborairy of Cell Biology, Minisiry of Public Health of China,
China Medical University, Shenyang 110001, China)

Abstract  To investigate the effects of glucose regulated proteins (GRP78 and GRP94) on brain development,
the expression of GRP78 and GRP94 in brain during mouse development were examined by Western blot,
Northern blot and immunofluorescence. The results showed that the GRP78 and GRP94 proteins were expressed in
the different spatio-temporal patterns during brain development. The level of GRP78 was higher than GRP94 in
embryonic brain during the early stages of organogenesis, and gradually decreased at the later fetal stages. In
contrast, the level of GRP94 was gradually increasing and exceeded the level of GRP78 at later fetal stages.
Furthermore, the level of GRP78 was gradually decreasing from telencephalon to hindbrain on E16.5 but GRP9%4
was not. As stress proteins, the levels of GRP78 and GRP94 in brain were similar during postnatal development of
mouse. In addition, the distribution of GRP78 in brain was in agreement with GRP94, which was localized within
the neurons and glial cells. These results suggested that GRP78 and GRP94 played the different roles in the process
of nerve cell differentiation and brain morphogenesis. They had distinct functions in the different stages during

brain development of mouse.

Key words glucose regulated protein, GRP78, GRP94, brain development, endoplasmic reticulum, molecular
chaperone
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