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Fig. 1 Histological analysis of lumbar spinal cord tissue in WT and G93A
mice

(A) Representative Nissle-stained sections of the lumbar spinal cord in
WT (left) and G93A mice (right). A; motor neurons. Scale bar=100 pm.
DH; dorsal horn. VH; ventral horn.

(B) Graphs show numbers of surviving motor neurons in lumbar spinal
cord sections from WT and G93A mice. Values represent the mean +
S EM.n=5
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Fig. 2 Characterization of EP3 isoform mRNA
expression in the lumbar spinal cord of WT
and G93A mice.

Graphs show the expression profiles of
mRNAs for EP3 splice isoforms in the lumbar
spinal cord of WT and G93A mice at 15 weeks
of age. Values represent the mean + S.EM.,
n=5
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Fig. 3 Dissection of motor neurons from fresh
frozen mouse spinal cord sections using a
LMD system.

Photograph of representative toluidine blue-
stained sections before dissection (left) and
after (right) microdissection. A circle indicates
the collected motor neurons in the anterior
horns of the spinal cord. Scale bar =150 um.
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Fig. 4 Distribution pattern of EP3 isoforms in
motor neurons of the lumbar spinal cord of
WT and G93A mice.

Graphs show the expression profiles of
mRNAs for EP3 splice isoforms in the motor
neurons of WT and G93A mice at 15 weeks of
age. Values represent the mean + S.E.M, n=5
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