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Galectin-1 is expressed in early-type neural
progenitor cells and down-regulates
neurogenesis in the adult hippocampus
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Abstract

Background: In the adult mammalian brain, neural stem cells (NSCs) proliferate in the dentate gyrus (DG) of the
hippocampus and generate new neurons throughout life. A multimodal protein, Galectin-1, is expressed in neural
progenitor cells (NPCs) and implicated in the proliferation of the NPCs in the DG. However, little is known about its
detailed expression profile in the NPCs and functions in adult neurogenesis in the DG.

Results: Our immunohistochemical and morphological analysis showed that Galectin-1 was expressed in the type
1 and 2a cells, which are putative NSCs, in the subgranular zone (SGZ) of the adult mouse DG. To study Galectin-
1’s function in adult hippocampal neurogenesis, we made galectin-1 knock-out mice on the C57BL6 background
and characterized the effects on neurogenesis. In the SGZ of the galectin-1 knock-out mice, increased numbers of
type 1 cells, DCX-positive immature progenitors, and NeuN-positive newborn neurons were observed. Using triple-
labeling immunohistochemistry and morphological analyses, we found that the proliferation of the type-1 cells was
increased in the SGZ of the galectin-1 knock-out mice, and we propose that this proliferation is the mechanism for
the net increase in the adult neurogenesis in these knock-out mice DG.

Conclusions: Galectin-1 is expressed in the neural stem cells and down-regulates neurogenesis in the adult
hippocampus.

Background
New neurons are continuously generated in the two neu-
rogenic regions of the adult mammalian brain: the sub-
granular zone (SGZ) of the hippocampal dentate gyrus
(DG) [1-3] and the subventricular zone (SVZ) of the lat-
eral ventricle [4-7]. The neurons arising in these two
systems have distinct roles in, respectively, odor discrimi-
nation or learning and memory [8-10]. Galectin-1 is
expressed in the neural progenitor cells (NPCs) in both
the SVZ of the lateral ventricle and the hippocampal
SGZ [11,12]. Recent studies from our group have shown
that Galectin-1 has therapeutic potential for treating neu-
rodegenerative disorders (i.e., brain ischemia and spinal
cord injury) via its ability to modulate neurogenesis
[13,14]. Thus, studying the function of Galectin-1 in

adult neurogenesis may contribute not only to elucidat-
ing the mechanism of adult neurogenesis but also to
developing therapeutic strategies for brain repair [15,16].
Galectin-1 has distinct functions that depend on its

redox state [17,18]. We reported that the reduced form
of Galectin-1 promotes the proliferation of the NSCs in
the SVZ through binding to the carbohydrate moieties
of b1 Integrin [12,19]. This Galectin-1 function is cru-
cial for functional recovery after brain ischemia [13]. On
the other hand, the oxidized form of Galectin-1, which
does not have the carbohydrate-binding activity, down-
regulates cell proliferation through the cell-cycle arrest
[20] of various cell types, including cerebellar astrocytes
[21]. However, the detailed expression patterns and
functions of Galectin-1 in adult hippocampal neurogen-
esis have been unclear.
Here, we studied the expression of Galectin-1 in the

adult hippocampal SGZ and its role in adult hippocampal
neurogenesis. We used multi-color immunohistochemistry
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to study neurogenesis in galectin-1 knock-out mice on the
C57BL/6 background, and found that Galectin-1 is
expressed in early-type NPCs of the adult mouse hippo-
campus and down-regulates neurogenesis.

Results
Galectin-1 was expressed in type 1 and 2a cells in the DG
of the adult mouse brain
Previous studies showed that Galectin-1 is expressed in
the hippocampal NPCs; however, the exact cell type(s)
that express Galectin-1 has not been clear [11,12]. Since
hippocampal neurogenesis has been well characterized
in C57BL/6 mice [22,23], we produced galectin-1 knock-
out mice on the C57BL/6 background using a speed
back-cross technique [24] combined with selection for
the enriched transmission of 64 microsatellite markers
that distinguish C57BL/6 from the 129 background
(Materials and Methods, See Additional file 1, Table 1).
A Galectin-1-specific antibody did not label tissue in

the galectin-1 knock-out mouse brain (Fig. 1 A-1B’), indi-
cating that our staining procedure was able to specifically
label Galectin-1 but not other proteins of Galectin family.
As we reported previously [12], Galectin-1+ cells were
found in the cortex, SVZ, and DG of the wild type con-
trol mouse brain (Fig. 1 C). To study which cell type(s) in
the DG expressed Galectin-1, we performed double-
immunostaining for Galectin-1 and several cell-type-
specific markers (Fig. 2 A), including GFAP, which is
expressed in the type 1 and 2a cells, Nestin and FABP7,
which are expressed in the type 1, 2a, and 2b cells [25],

and Musashi1 (Msi1), which is expressed in early-stage
NPCs [26,27]. Subsets of Galectin-1+ cells were positive
for GFAP (Fig. 2 B-B’’’, C), FABP7, Nestin, and Msi1 (Fig.
2 D-F). Cells expressing DCX, which are type 2b and 3
cells and immature neurons [25,28], and Calretinin,
which are post-mitotic immature neurons [29], were
never co-labeled with Galectin-1 (Fig. 2 G, H). Although
some NeuN+ interneurons in the hilus were Galectin-1+,
the NeuN+ cells in the SGZ and the granular cell layer
were not co-labeled with Galectin-1 (Fig. 2 I). PE-CAM1
+ cells, which are endothelial cells of blood vessels [30],
did not co-label with Galectin-1 in the DG (Fig. 2 J).
Taken together, these results suggest that, in the DG,
type 1 and/or 2a cells express Galectin-1.
Next, we examined the expression of Galectin-1 in the

type 1 and 2a cells more closely. Since the identification
criteria for type 1 cells depends on their morphology (a
triangular cell soma and an apical process) [25], and the
Galectin-1 immunoreactivity does not clearly stain cell
processes, we performed double-labeling with Galectin-1
and FABP7, GFAP, or Nestin, which are commonly used
for the morphological analysis of hippocampal progeni-
tors, to identify the type 1 cells [25] (also see Materials
and Methods). We found that the anti-FABP7 antibody
labeled both the cell soma and the processes of Galectin-
1+ cells more clearly than the anti-GFAP or anti-Nestin
antibody (Fig. 2 B’’’, D, E); therefore, we used the anti-
FABP7 antibody in the subsequent analyses.
Among the Galectin-1+ cells in the DG, 7.3% ± 1.4%

(n = 5 mice) had the characteristic triangular soma and
apical process of type 1 cells (Fig. 2 D, Materials and
Methods) [31]. The majority of the other Galectin-1+
cells had a non-radial cell shape, a small cell soma, and
an irregularly shaped nucleus, which are characteristics
of type 2 cells (Fig. 2 E, F) [31,32]. In the DG, of the
cells that showed the typical type-1 cell morphology,
33.1% ± 5.6% (n = 5 mice) expressed Galectin-1, indicat-
ing that a subset of the type 1 cells expresses Galectin-1.

Adult neurogenesis increased in the SGZ of the galectin-
1-null mutant mice
The expression pattern of Galectin-1 in the DG led us
to examine its function in the NPCs in adult hippocam-
pal neurogenesis. BrdU, which is incorporated by prolif-
erating cells, can be used to quantify adult neurogenesis
in the DG [28]. Therefore, we performed a series of
BrdU pulse-chase experiments [28] using the galectin-1-
null mutant mice and their control littermates. To study
each stage of NPC maturation separately, the mice were
sacrificed at two different time points after BrdU infu-
sion, and multi-color immunohistochemistry was per-
formed to visualize the incorporated BrdU in the
context of stage-specific marker expression (i.e., FABP7,
DCX, or NeuN) (Fig. 2 A).

Figure 1 Galectin-1 is expressed in the adult hippocampus. (A,
B) Galectin-1 (A) and nuclear (B) staining in the hippocampus of the
galectin-1-null mouse DG. (A’, B’) High-magnification images of the
boxed regions, respectively. No Galectin-1+ cells were detected in
the DG of galectin-1 null mutants, indicating that the staining was
specific for Galectin-1. (C) Low-magnification images of Galectin-1+
cells in a coronal section of the adult mouse brain. Galectin-1 was
expressed in the cortex, SVZ, and hippocampus. (Scale bars: A, B,
500 μm; A’, B’, 50 μm; C, 1000 μm).
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Figure 2 Galectin-1 is expressed in type 1 and 2a cells in the adult hippocampus. (A) Schematic diagram of neural marker expression in
the adult DG, correlated with neuronal cell stage. DG, dentate gyrus; LV, lateral ventricle; Gr, granule layer; SGZ, subgranular zone (B-C) Three-
dimensional reconstructions from confocal optical images of Galectin-1 (green) and GFAP (red) double-labeling, and Hoechst (blue) nuclear
staining in the hippocampus. (B) Galectin-1+/GFAP+ cells were seen in the DG (arrow). (C) A projected image from one optical slice of B. (D-J)
Galectin-1 expressed in type 1 and 2a cells in the adult DG. Arrows indicate FABP7 (red) and Galectin-1 (green) double-positive (yellow) cells (D),
Nestin (red) and Galectin-1 (green) double-positive (yellow) cells (E), and Msi1 (red) and Galectin-1 (green) double-positive (yellow) cells (F) in the
DG. (G) No co-labeling for Galectin-1+ (green; arrows) and DCX+ (red; arrowheads) in DG cells was seen. (H) Galectin-1+ (green; arrows) cells did
not express Calretinin (red; arrowhead). (I) Galectin-1 (green; arrows) was not expressed in NeuN+ (red) cells. Note the presence of Galectin-1-
positive interneurons in the hilus (arrowheads). (J) Galectin-1+ (green; arrowheads) cells did not express the blood vessel marker PE-CAM1 (red;
arrows). DG, dentate gyrus; LV, lateral ventricle; Gr, granule layer; SGZ, subgranular zone. (Scale bars: B-C, 10 μm; D-J, 5 μm).
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In the first BrdU-pulse chase experiment, BrdU was
injected every 3.3 hours for 10 hours, and the mice were
sacrificed 3.4 hours after the last injection (Fig. 3 A)
[12,33]. As previously described [28,34], in the control
DG, the BrdU+ cells were mainly early-stage NPCs (Fig.
3 D’). Interestingly, the total number of BrdU+ cells in
the SGZ was higher in the galectin-1-null mutant mice
(Fig. 3 B-C; P < 0.05; n = 5 mice each), as was the num-
ber of FABP7+/BrdU+ double-positive cells (Fig. 3 D,
D’; P < 0.05; n = 5 mice each). By morphological analy-
sis of these FABP7+/BrdU+ cells ([25]; Materials and
Methods), we found that the number of BrdU+ type 1
cells also increased in the galectin-1-null mutants (Fig. 3
E, F; P < 0.01; n = 5 mice each), suggesting that NSCs
also increased in the null mutant mouse DG.
In the second BrdU-pulse chase experiment, BrdU was

given in the drinking water for 7 days, and the mice
were sacrificed 10 days after the last day of BrdU
administration (Fig. 3 G) [28,34]. As expected, in the
wild-type DG, the BrdU+ cells were mostly late-stage
NPCs (Fig. 3 J’). The total number of BrdU+ cells in the
SGZ increased in the galectin-1 null mutants (Fig. 3 H-I;
P < 0.05; n > 5 mice each) as did the number of DCX
+/BrdU+ cells and NeuN+/BrdU+ cells (Fig. 3 J, J’; P <
0.05; n > 5 mice each). Taken together, these results
suggested that in the absence of Galectin-1, hippocam-
pal neurogenesis is increased.

Proliferation of type 1 and 2a cells was up-regulated in
the galectin-1-null mutant mice
To analyze the mechanism of the increased adult hippo-
campal neurogenesis in the galectin-1 null mutant mice,
we studied the proliferation status of NPCs in the SGZ
by multi-color immunohistochemistry. The total number
of Ki67+ cells was comparable between the galectin-1-
null mutants and their control littermates (Fig. 4 A-B;
P = 0.25; n > 5 mice each). However, triple-labeling
with Ki67, FABP7, and DCX revealed that the number
of proliferating FAPB7+/DCX- cells, which represent
cell types 1 and 2a (Fig. 4 A-A’’’’) [25], increased in the
galectin-1-null mutants (Fig. 4 A-A’’’’, C; P < 0.05; n > 5
mice each). On the other hand, the number of prolifer-
ating FABP7+/DCX+ cells, which represent the type 2b
cells, was comparable between the galectin-1-null
mutants and their control littermates (Fig. 4 C; P = 0.08;
n > 5 mice each) [25]. These results suggest that the
absence of Galectin-1 resulted in an increase of type 1
and/or 2a cell proliferation, but not of type 2b cell pro-
liferation in the DG.
To examine apoptosis in the adult neurogenic regions

of the galectin-1 null mutants, we performed immunos-
taining for cleaved-Caspase-3 (cv-Casp3), a marker for
apoptotic cells [35]. The total number of cv-Casp3+ cells
in the SGZ was comparable between the galectin-1-null

mutants and their control littermates (Fig. 4 D-E; P =
0.18; n > 22 mice each). In addition, the number of
FABP7/DCX/cv-Casp3 triple-positive cells, which repre-
sent apoptotic type 1 and 2a cells, was also comparable
(Fig. 4 D-D’’’’, F; P = 0.44; n > 22 mice each).
Collectively, these data suggest that the absence of

Galectin-1 resulted in an increase in the proliferation of
the type 1 and/or 2a cells in the DG of the galectin-1
null mutant mice.

Discussion
In this study, we showed that Galectin-1 is expressed in
early-type of NPCs (i.e., type 1 and 2a cells) in the adult
mouse hippocampus. By using galectin-1 knock-out
mice on the C57BL/6 background, we showed that
Galectin-1 is required for the normal proliferation of the
early NPCs of the adult hippocampus. These results
suggest that Galectin-1 suppresses the proliferation of
early-type of the NPCs during adult hippocampal neuro-
genesis (Fig. 5).
Recent studies reported that type 1 and 2a cells act as

stem cells in the adult DG [25,36-38]. Our immunohis-
tochemical and morphological studies showed that
Galectin-1 is expressed by a subset of type1 and 2a cells
in the DG, suggesting that Galectin-1 is expressed in
NSCs. We found that the increased proliferation in the
DG of galectin-1 null mutants led to larger numbers of
type 1 cells and their daughters, including newborn neu-
rons. Previous reports showed that Galectin-1 can regu-
late the cell-cycle and/or apoptosis, depending on the
biological context [20,39-41]. We found that although
the proliferation of the type 1 and 2a cells increased,
apoptosis of these cells remained normal in the galaec-
tin-1 knock-out mouse DG. These results suggest that
the increased numbers of type 1 and 2a cells, and their
progenies in the DG of the knockout mice was caused
by the increased proliferation of the type1 and 2a cells.
Surprisingly, our study showed an opposite function of

Galectin-1 in the adult DG compared with reports on
Galectin-1’s function in the adult SVZ [12,13]. Pre-
viously, Galectin-1 was reported to have biphasic func-
tions in cell growth, depending on its redox state [41].
At low concentrations (~1 ng/ml), Galectin-1 exists in
its reduced form and possesses a mitogenic activity; at
high concentrations (~10 μg/ml), Galecitn-1 is con-
verted to an oxidized form and arrests the cell-cycle
[20,42]. Consistent with these findings, relatively high
concentrations of Galectin-1 (1 and 10 μg/ml) decreased
the number of adult hippocampal NPCs in vitro (data
not shown). In contrast, low-concentration Galectin-1
(10 and 100 ng/ml) increases the number of SVZ NPCs
in vitro [12,19], and infusion of a reduced form of
Galectin-1 (CS-Galectin-1) promotes the proliferation of
NSCs in the adult SVZ in vivo [12]. These findings
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Figure 3 The number of NPCs in the DG was higher in the galectin-1 null mutant mouse than in controls. (A-D’) The increase in the
number of FABP7+/BrdU+ cells in the galectin-1 null mutant mouse brain was significant. (A) Time-line for the BrdU infusion experiment. BrdU
was infused every 3.3 hours for 10 hours, and the mice were sacrificed 3.4 hours after the last injection. (B, B’) BrdU+ cells in the DG of a
galectin-1-null mutant mouse (B’) and control (heterozygous) mouse (B). n = 5 mice each. Dotted lines outline the SGZ. (C) The number of BrdU
+ cells in the DG of the KO mice was greater than in their heterozygous littermates. P < 0.05; n = 5 mice each. (D) The number of FABP7+/BrdU
+ cells was greater in the DG of galectin-1 null mutant mice than in that of controls. P < 0.05; n = 5 mice each. (D’) Double-labeling for FABP7
(red) and BrdU (green). Arrowheads indicate double-labeled cells. (E) High-power image of FABP7+/BrdU+ double-labeled cells in the SGZ. (F)
The number of BrdU+/type 1 cells was greater in the galectin-1-null mutant mouse DG than in that of controls. P < 0.05; n = 5 mice each. (G)
Time-line for the long-term BrdU infusion experiment. BrdU was given for 7 days, and the mice were sacrificed 10 days after the last day of BrdU
administration. (H, H’) BrdU+ cells in the galectin-1 null mutant mouse DG (H’) and control mouse DG (H). P < 0.05; n = 5 mice each. Dotted
lines outline the SGZ. (I) The number of DCX+/BrdU+ cells was greater in the galectin-1-null mouse DG. P < 0.05; n = 5 mice each. (J)
Quantitative comparison of FABP7+/BrdU+, DCX+/BrdU+, and NeuN+/BrdU+ cells in the DG of the KO and control mice. Significant increases
were seen in the DCX+/BrdU+ and NeuN+/BrdU+ cells in the KO DG. (J’) Arrowheads indicate DCX (red) and BrdU (green) double-positive cells,
and the arrow indicates a BrdU single-positive cell. (Scale bars: B, B’, H, H’, 100 μm; D’, E, J’, 5 μm).
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suggest that the reduced form of Galectin-1 promotes
the proliferation of NPCs in the adult SVZ, whereas the
oxidized form of Galectin-1 inhibits the proliferation of
adult hippocampal NPCs. The validity of this hypothesis
will be clarified in a future study.
A recent report showed a decrease of BrdU-positive

NPCs in the DG of galectin-1 knockout mice on a 129
background [11]. Although 129 mouse lines are widely
used in biology, they are known to show poor hippocam-
pus-dependent learning [43,44], low levels of activity [45],
and altered long-term potentiation in hippocampal neu-
rons [46]. On the other hand, the adult hippocampal neu-
rogenesis in the C57BL/6 mouse is well characterized
[22,23]. The C57BL/6 line not only has a high rate of the
NPC proliferation in the SGZ but also displays experi-
ence-related regulation of cell survival and a comparatively
high rate of net neurogenesis in the adult DG [22,23]. To
avoid confounding data from background-dependent phe-
notypes, we generated the galectin-1 knock-out mouse
line on the C57BL/6 background for our analysis of the
expression and function of Galectin-1 in adult hippocam-
pal neurogenesis. This led to our identification of a new
function of Galectin-1 in adult hippocampal neurogenesis.
There are some molecules that function in both the

SVZ and DG in adult neurogenesis (TGFb, Notch
[47,48]); however, no molecule has been described to
date that functions in opposite directions in the two
neurogenic systems (i.e., up-regulates neurogenesis in
the SVZ and down-regulates it in the SGZ, as in Gale-
citn-1’s case). Our findings may help to elucidate differ-
ences in the mechanisms of neurogenesis in these two
major neurogenic regions of the adult brain [15,16].

Conclusions
Our study demonstrated that Galectin-1 was expressed
in the early-type NPCs (i.e. type 1 and 2a cells) in the
adult DG. Moreover, we showed that the number of
type 1 and 2a cells increased in the adult DG of the
galectin-1 knockout mice. These results suggest that
Galectin-1 negatively regulates the proliferation of the

early-type NPCs in adult hippocampal neurogenesis.
These findings represent a new step toward understand-
ing the mechanism of adult neurogenesis and toward
establishing new methods to repair the adult CNS after
injury and to treat degenerative neurological disorders
using endogenous molecules.

Materials and methods
Immunohistochemistry
Brains were perfusion-fixed with 4% paraformaldehyde
(PFA), postfixed in the same fixative overnight, and then
cut into 50-μm sections on a vibratome. After three
rinses in PBS, the sections were incubated for 20 min in
TNB blocking solution (Vector Laboratories), incubated
with primary antibodies overnight, and then incubated
for 60 min at room temperature with the Fab2-portion
of secondary antibodies (1:500; Jackson ImmunoRe-
search) conjugated with HRP (1:500; Jackson ImmunoR-
esearch) or Alexa Fluor (1:200; Molecular Probes),
unless otherwise noted. The biotin- and HRP-conjugated
antibodies were visualized using the Vectastain Elite
ABC kit and/or TSA (Vector Laboratories). For multi-
color labeling, the potential for the cross-reactivity of
the secondary antibodies with off-target primary antibo-
dies was carefully tested and excluded by using the
appropriate controls (e.g., parallel staining without one
of the primary antibodies).

Primary Antibodies
The primary antibodies (final dilution and source) used
in this study were as follows: mouse monoclonal
anti-GFAP (1:200, Sigma); rat monoclonal anti-Bromo-
deoxyuridine (BrdU) (1:250, Abcam); rabbit polyclonal
anti-Calretinin (1:100, Swant); goat polyclonal anti-DCX
(1:300, Santa Cruz Biotechnology); rabbit polyclonal
anti-PE-CAM-1 (1:100, Beckton Dickinson); rat mono-
clonal anti-Musashi1 (1:500, [26,49,50]); rabbit polyclo-
nal anti-FABP7 (1:200, Chemicon); rabbit polyclonal
anti-Ki67 (1:5000, Abcam); goat anti-Galectin-1 (1:200,
R&D Systems); mouse monoclonal anti-Nestin (1:100,
Developmental Studies Hybridoma Bank); mouse mono-
clonal anti-NeuN (1:100, Chemicon); and rabbit polyclo-
nal anti-cleaved-Caspase-3 (1:200, Cell Signaling
Technology).

BrdU pulse-chase labeling
For the short-term chase, mice were given i.p. injections
of BrdU (120 mg/kg dissolved in phosphate buffer;
Sigma) every 3.3 h for 10 h and were sacrificed 3.4 h
after the last injection. For the intermediate-term chase,
1 mg/ml BrdU was given to mice in their drinking
water for 1 or 2 weeks. The mice were killed 10 days
after the last day of BrdU administration, and the brains
were processed for immunohistochemistry.

Figure 5 Schematic diagram showing the expression and
function of Galectin-1 in adult neurogenesis in the DG.
Galectin-1 is expressed in type 1 and 2a cells and inhibits their
proliferation under normal conditions (left). In the galectin-1-null
mutant DG, the absence of Galectin-1 leads to an increased number
of neural precursor cells (right).
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Quantification of histological results
To quantify each cell type, 40 coronal vibratome sections of
the DG (50-μm thick) were obtained at the level of the cau-
date-putamen (1.2 to 3.2 mm caudal to the bregma) from
each hemisphere. In the BrdU experiments, the sections
were double labeled for FABP7/BrdU, DCX/BrdU, or
NeuN/BrdU. First, we counted the total BrdU-positive
nuclei (Apotome, Zeiss) in each section. Next, several
images were captured as 1.5-μm optical sections (LSM-510,
Zeiss), and the BrdU+ nuclei that were positive for each of
the markers (FABP7, DCX, NeuN) were counted. The total
number of BrdU+ cells was then multiplied by the ratio of
the cells of each type to BrdU+ cells, yielding the numbers
for each cell type, as follows: Type 1, 2a, 2b cells = total
number of BrdU+ (FABP7+/BrdU+); Type 2b, 3 cells and
immature neurons = total number of BrdU+ (DCX+/BrdU
+); and mature neurons = total number of BrdU+ (NeuN
+/BrdU+). For each experiment, the numbers of BrdU+
cells were normalized to the total number of BrdU+ cells in
a heterozygous mouse in a single 50-μm slice.
Proliferating cells were detected using an anti-Ki67 anti-

body. The sections were triple stained for FABP7, DCX,
and Ki67. We counted the total number of Ki67+ nuclei
(Apotome, Zeiss) in each vibratome section. Several
images were captured as 1.5-μm optical sections (LSM-
510, Zeiss), and the number of Ki67+ nuclei that were
positive for each of the markers (FABP7, DCX) was
counted. The total number of Ki67+ cells was multiplied
by the ratio of the cells of each type to Ki67+ cells, yielding
the number of each cell type, as follows: type 1, 2a cells =
total number of Ki67+ (FABP7+/DCX-/Ki67+); type 2b
cells = total number of Ki67+ (FABP7+/DCX+/Ki67+).
Apoptotic cells were detected using an anti-cv-Casp-3

antibody. The sections were triple stained for cleaved
Casp-3, FABP7, and DCX. We counted the total cv-
Casp-3-positive nuclei and the number of cv-Casp-3+
nuclei that were positive for each marker (FABP7, DCX),
as described above. The total number of cv-Casp-3+ cells
was multiplied by the ratio of the number of cells of each
type to cv-Casp-3+ cells, yielding the number of each cell
type, as follows: Type 1, 2a cells = total number of cv-
Casp-3+ (FABP7+/DCX-/cv-Casp-3+).
To quantify the type 1 cells, we counted the number of

FABP7+/Galectin-1+ (/Ki67+) or FABP7+/BrdU+ radial
glia-like cells, which have a triangular cell soma and apical
process, in the SGZ [25]. By following our criteria for the
type 1 cells, we found that only 7.1% ± 2.9% (n = 5 mice) of
the total type 1 cell population was proliferating in control
mice. This data are consistent with a previous report [28].

Generation of galectin-1 knock-out mice in the C57BL6/J
background
To generate galectin-1-null homozygous C57BL6/J mice
from 129SJ mice [51], we used the speed back-cross

technique [24] and monitored 64 microsatellite markers
from the Mouse Genome Informatics database (http://
www.informatics.jax.org/) that can be used to discern the
129SJ and C57BL/6J strains (See Additional file 1,
Table 1). The markers were analyzed using the ABI 3100
Genetic Analyzer, ABI GeneScan 3.7, and Genotyper 2.5
software. After the fifth backcrossing with selected mice
that showed the best B6-exchanged PCR results in each
backcross step, we obtained mice in which all 64 129SJ
markers had been replaced with the C57BL/6J markers.

Animals
For the adult mouse study, 8-week-old male mice were
killed by anesthetic overdose. We used heterozygous
mice as controls. Mice were maintained on a 12-h light/
12-h dark cycle with unlimited access to food and
water. All the experiments on live animals were per-
formed in accordance with Keio University guidelines
and regulations.

Statistical analysis
Values are expressed as the mean ± SE. An unpaired t-test
(for two groups) or ANOVA with the Bonferroni correc-
tion (for more than three groups) was used to evaluate the
differences between averages unless otherwise noted.

Additional material

Additional file 1: Table 1.

Acknowledgements
We thank K. Nakashima, F.H. Gage, K. Sakurada, T. Shingo, K. Hayama, J.
Hirabayashi, N. Nishi, T. Kadoya, H. Horie, M. Maekawa, N. Osumi, T. Kojima,
O. Yamada, J. Yamane, and H Tada for technical assistance; and M. Ito, K.
Fujita, M. Shiota, and A. Hirayama for secretarial assistance. This work was
supported in part by grants from the Ministry of Education, Culture, Sports,
Science and Technology (MEXT), Core Research for Evolutional Science and
Technology (CREST), and Solution-Oriented Research for Science and
Technology (SORST) of the Japan Science and Technology Agency (JST) to
H.O., a Start-up research grant from the Japan Society for the Promotion of
Science (JSPS), JSPS Postdoctoral Fellowships for Research Abroad, Naito
Memorial Foundation research grant to M.S., Grant-in-Aid for Encouragement
of Young Medical Scientists from Keio University, and Initiatives for Attractive
Education in Graduate Schools from JSPS to Y.I.

Author details
1Department of Physiology, Keio University School of Medicine, Tokyo,
Japan. 2Bridgestone Laboratory of Developmental and Regenerative
Neurobiology, Keio University School of Medicine, Tokyo, Japan.
3Development Division, Kyowa Hakko Kirin Co., Ltd., Tokyo, Japan. 4Central
Institute for Experimental Animals, Kanagawa, Japan. 5Institut Jacques
Monod, UMR CNRS 7592, University Paris Diderot, Paris, France. 6Department
of Developmental and Regenerative Biology, Nagoya City University
Graduate School of Medical Sciences, Aichi, Japan.

Authors’ contributions
Author contributions: YI, MS, and HO, designed the research. YI, MS, and TM
performed the research; YI analyzed all the data; MI and FP, prepared the
galectin-1 knockout mouse, YI, MS, KS, and HO prepared the manuscript. All
authors read and approved the final manuscript

Imaizumi et al. Molecular Brain 2011, 4:7
http://www.molecularbrain.com/content/4/1/7

Page 8 of 10

http://www.informatics.jax.org/
http://www.informatics.jax.org/
http://www.biomedcentral.com/content/supplementary/1756-6606-4-7-S1.DOC


Competing interests
The authors declare that they have no competing interests.

Received: 31 December 2010 Accepted: 27 January 2011
Published: 27 January 2011

References
1. Altman J, Das GD: Autoradiographic and histological evidence of

postnatal hippocampal neurogenesis in rats. J Comp Neurol 1965,
124:319-335.

2. Bayer SA, Yackel JW, Puri PS: Neurons in the rat dentate gyrus granular
layer substantially increase during juvenile and adult life. Science 1982,
216:890-892.

3. Eriksson PS, Perfilieva E, Bjork-Eriksson T, Alborn AM, Nordborg C,
Peterson DA, Gage FH: Neurogenesis in the adult human hippocampus.
Nat Med 1998, 4:1313-1317.

4. Levison SW, Goldman JE: Both oligodendrocytes and astrocytes develop
from progenitors in the subventricular zone of postnatal rat forebrain.
Neuron 1993, 10:201-212.

5. Lois C, Alvarez-Buylla A: Proliferating subventricular zone cells in the
adult mammalian forebrain can differentiate into neurons and glia. Proc
Natl Acad Sci USA 1993, 90:2074-2077.

6. Luskin MB: Restricted proliferation and migration of postnatally
generated neurons derived from the forebrain subventricular zone.
Neuron 1993, 11:173-189.

7. Okano H: Stem cell biology of the central nervous system. J Neurosci Res
2002, 69:698-707.

8. Deng W, Aimone JB, Gage FH: New neurons and new memories: how
does adult hippocampal neurogenesis affect learning and memory? Nat
Rev Neurosci 11:339-350.

9. Imayoshi I, Sakamoto M, Ohtsuka T, Takao K, Miyakawa T, Yamaguchi M,
Mori K, Ikeda T, Itohara S, Kageyama R: Roles of continuous neurogenesis
in the structural and functional integrity of the adult forebrain. Nat
Neurosci 2008, 11:1153-1161.

10. Zhao C, Deng W, Gage FH: Mechanisms and functional implications of
adult neurogenesis. Cell 2008, 132:645-660.

11. Kajitani K, Nomaru H, Ifuku M, Yutsudo N, Dan Y, Miura T, Tsuchimoto D,
Sakumi K, Kadoya T, Horie H, et al: Galectin-1 promotes basal and kainate-
induced proliferation of neural progenitors in the dentate gyrus of adult
mouse hippocampus. Cell Death Differ 2009, 16:417-427.

12. Sakaguchi M, Shingo T, Shimazaki T, Okano HJ, Shiwa M, Ishibashi S,
Oguro H, Ninomiya M, Kadoya T, Horie H, et al: A carbohydrate-binding
protein, Galectin-1, promotes proliferation of adult neural stem cells.
Proc Natl Acad Sci USA 2006, 103:7112-7117.

13. Ishibashi S, Kuroiwa T, Sakaguchi M, Sun L, Kadoya T, Okano H, Mizusawa H:
Galectin-1 regulates neurogenesis in the subventricular zone and
promotes functional recovery after stroke. Exp Neurol 2007, 207:302-313.

14. Yamane J, Nakamura M, Iwanami A, Sakaguchi M, Katoh H, Yamada M,
Momoshima S, Miyao S, Ishii K, Tamaoki N, et al: Transplantation of
galectin-1-expressing human neural stem cells into the injured spinal
cord of adult common marmosets. J Neurosci Res 2010, 88:1394-405.

15. Lindvall O, Kokaia Z: Stem cells in human neurodegenerative disorders–
time for clinical translation? J Clin Invest 2010, 120:29-40.

16. Okano H, Sawamoto K: Neural stem cells: involvement in adult
neurogenesis and CNS repair. Philos Trans R Soc Lond B Biol Sci 2008,
363:2111-2122.

17. Inagaki Y, Sohma Y, Horie H, Nozawa R, Kadoya T: Oxidized galectin-1
promotes axonal regeneration in peripheral nerves but does not
possess lectin properties. Eur J Biochem 2000, 267:2955-2964.

18. Whitney PL, Powell JT, Sanford GL: Oxidation and chemical modification
of lung beta-galactoside-specific lectin. Biochem J 1986, 238:683-689.

19. Sakaguchi M, Imaizumi Y, Shingo T, Tada H, Hayama K, Yamada O,
Morishita T, Kadoya T, Uchiyama N, Shimazaki T, et al: Regulation of adult
neural progenitor cells by Galectin-1/beta1 Integrin interaction. J
Neurochem 2010, 113:1516-1524.

20. Wells V, Mallucci L: Identification of an autocrine negative growth factor:
mouse beta-galactoside-binding protein is a cytostatic factor and cell
growth regulator. Cell 1991, 64:91-97.

21. Sasaki T, Hirabayashi J, Manya H, Kasai K, Endo T: Galectin-1 induces
astrocyte differentiation, which leads to production of brain-derived
neurotrophic factor. Glycobiology 2004, 14:357-363.

22. Kempermann G, Gage FH: Genetic influence on phenotypic
differentiation in adult hippocampal neurogenesis. Brain Res Dev Brain
Res 2002, 134:1-12.

23. Kempermann G, Kuhn HG, Gage FH: Genetic influence on neurogenesis in
the dentate gyrus of adult mice. Proc Natl Acad Sci USA 1997,
94:10409-10414.

24. Suemizu H, Yagihashi C, Mizushima T, Ogura T, Etoh T, Kawai K, Ito M:
Establishing EGFP congenic mice in a NOD/Shi-scid IL2Rg(null) (NOG)
genetic background using a marker-assisted selection protocol (MASP).
Exp Anim 2008, 57:471-477.

25. Steiner B, Klempin F, Wang L, Kott M, Kettenmann H, Kempermann G:
Type-2 cells as link between glial and neuronal lineage in adult
hippocampal neurogenesis. Glia 2006, 54:805-814.

26. Kaneko Y, Sakakibara S, Imai T, Suzuki A, Nakamura Y, Sawamoto K,
Ogawa Y, Toyama Y, Miyata T, Okano H: Musashi1: an evolutionally
conserved marker for CNS progenitor cells including neural stem cells.
Dev Neurosci 2000, 22:139-153.

27. Sakakibara S, Imai T, Hamaguchi K, Okabe M, Aruga J, Nakajima K,
Yasutomi D, Nagata T, Kurihara Y, Uesugi S, et al: Mouse-Musashi-1, a
neural RNA-binding protein highly enriched in the mammalian CNS
stem cell. Dev Biol 1996, 176:230-242.

28. Kronenberg G, Reuter K, Steiner B, Brandt MD, Jessberger S, Yamaguchi M,
Kempermann G: Subpopulations of proliferating cells of the adult
hippocampus respond differently to physiologic neurogenic stimuli. J
Comp Neurol 2003, 467:455-463.

29. Brandt MD, Jessberger S, Steiner B, Kronenberg G, Reuter K, Bick-Sander A,
von der Behrens W, Kempermann G: Transient calretinin expression
defines early postmitotic step of neuronal differentiation in adult
hippocampal neurogenesis of mice. Mol Cell Neurosci 2003, 24:603-613.

30. Baldwin HS, Shen HM, Yan HC, DeLisser HM, Chung A, Mickanin C, Trask T,
Kirschbaum NE, Newman PJ, Albelda SM, et al: Platelet endothelial cell
adhesion molecule-1 (PECAM-1/CD31): alternatively spliced, functionally
distinct isoforms expressed during mammalian cardiovascular
development. Development 1994, 120:2539-2553.

31. Ehninger D, Kempermann G: Neurogenesis in the adult hippocampus. Cell
Tissue Res 2008, 331:243-250.

32. Filippov V, Kronenberg G, Pivneva T, Reuter K, Steiner B, Wang LP,
Yamaguchi M, Kettenmann H, Kempermann G: Subpopulation of nestin-
expressing progenitor cells in the adult murine hippocampus shows
electrophysiological and morphological characteristics of astrocytes. Mol
Cell Neurosci 2003, 23:373-382.

33. Shingo T, Gregg C, Enwere E, Fujikawa H, Hassam R, Geary C, Cross JC,
Weiss S: Pregnancy-stimulated neurogenesis in the adult female
forebrain mediated by prolactin. Science 2003, 299:117-120.

34. Kempermann G, Jessberger S, Steiner B, Kronenberg G: Milestones of
neuronal development in the adult hippocampus. Trends Neurosci 2004,
27:447-452.

35. Yuan J, Yankner BA: Apoptosis in the nervous system. Nature 2000,
407:802-809.

36. Anthony TE, Klein C, Fishell G, Heintz N: Radial glia serve as neuronal
progenitors in all regions of the central nervous system. Neuron 2004,
41:881-890.

37. Duan X, Kang E, Liu CY, Ming GL, Song H: Development of neural stem
cell in the adult brain. Curr Opin Neurobiol 2008, 18:108-15.

38. Kanki H, Shimabukuro MK, Miyawaki A, Okano H: “Color Timer” mice:
visualization of neuronal differentiation with fluorescent proteins. Mol
Brain 2010, 3:5.

39. Camby I, Le Mercier M, Lefranc F, Kiss R: Galectin-1: a small protein with
major functions. Glycobiology 2006, 16:137R-157R.

40. Perillo NL, Pace KE, Seilhamer JJ, Baum LG: Apoptosis of T cells mediated
by galectin-1. Nature 1995, 378:736-739.

41. Vas V, Fajka-Boja R, Ion G, Dudics V, Monostori E, Uher F: Biphasic effect of
recombinant galectin-1 on the growth and death of early hematopoietic
cells. Stem Cells 2005, 23:279-287.

42. Fischer C, Sanchez-Ruderisch H, Welzel M, Wiedenmann B, Sakai T, Andre S,
Gabius HJ, Khachigian L, Detjen KM, Rosewicz S: Galectin-1 interacts with
the {alpha}5{beta}1 fibronectin receptor to restrict carcinoma cell growth
via induction of p21 and p27. J Biol Chem 2005, 280:37266-37277.

43. Balogh SA, McDowell CS, Stavnezer AJ, Denenberg VH: A behavioral and
neuroanatomical assessment of an inbred substrain of 129 mice with
behavioral comparisons to C57BL/6J mice. Brain Res 1999, 836:38-48.

Imaizumi et al. Molecular Brain 2011, 4:7
http://www.molecularbrain.com/content/4/1/7

Page 9 of 10

http://www.ncbi.nlm.nih.gov/pubmed/5861717?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/5861717?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/7079742?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/7079742?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/9809557?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/8439409?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/8439409?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/8446631?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/8446631?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/8338665?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/8338665?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/12205662?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/20354534?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/20354534?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/18758458?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/18758458?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/18295581?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/18295581?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/19008923?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/19008923?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/19008923?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/16636291?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/16636291?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/17706645?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/17706645?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/20091712?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/20091712?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/20091712?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/20051634?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/20051634?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/18339601?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/18339601?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/10806394?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/10806394?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/10806394?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/3800956?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/3800956?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/20367753?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/20367753?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/1986871?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/1986871?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/1986871?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/14693917?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/14693917?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/14693917?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/11947932?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/11947932?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/9294224?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/9294224?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/18946184?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/18946184?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/16958090?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/16958090?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/10657706?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/10657706?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/8660864?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/8660864?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/8660864?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/14624480?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/14624480?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/14664811?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/14664811?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/14664811?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/7956830?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/7956830?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/7956830?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/7956830?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/17938969?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/12837622?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/12837622?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/12837622?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/12511652?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/12511652?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/15271491?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/15271491?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/11048732?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/15046721?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/15046721?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/18514504?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/18514504?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/20205849?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/20205849?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/16840800?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/16840800?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/7501023?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/7501023?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/15671150?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/15671150?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/15671150?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/16105842?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/16105842?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/16105842?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/10415403?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/10415403?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/10415403?dopt=Abstract


44. Owen EH, Logue SF, Rasmussen DL, Wehner JM: Assessment of learning
by the Morris water task and fear conditioning in inbred mouse strains
and F1 hybrids: implications of genetic background for single gene
mutations and quantitative trait loci analyses. Neuroscience 1997,
80:1087-1099.

45. Gerlai R: Gene-targeting studies of mammalian behavior: is it the
mutation or the background genotype? Trends Neurosci 1996, 19:177-181.

46. Bampton ET, Gray RA, Large CH: Electrophysiological characterisation of
the dentate gyrus in five inbred strains of mouse. Brain Res 1999,
841:123-134.

47. Imayoshi I, Sakamoto M, Yamaguchi M, Mori K, Kageyama R: Essential roles
of notch signaling in maintenance of neural stem cells in developing
and adult brains. J Neurosci 2010, 30:3489-3498.

48. Wachs FP, Winner B, Couillard-Despres S, Schiller T, Aigner R, Winkler J,
Bogdahn U, Aigner L: Transforming growth factor-beta1 is a negative
modulator of adult neurogenesis. J Neuropathol Exp Neurol 2006,
65:358-370.

49. Sakakibara S, Nakamura Y, Yoshida T, Shibata S, Koike M, Takano H, Ueda S,
Uchiyama Y, Noda T, Okano H: RNA-binding protein Musashi family: roles
for CNS stem cells and a subpopulation of ependymal cells revealed by
targeted disruption and antisense ablation. Proc Natl Acad Sci USA 2002,
99:15194-15199.

50. Yagita Y, Kitagawa K, Sasaki T, Miyata T, Okano H, Hori M, Matsumoto M:
Differential expression of Musashi1 and nestin in the adult rat
hippocampus after ischemia. J Neurosci Res 2002, 69:750-756.

51. Poirier F, Robertson EJ: Normal development of mice carrying a null
mutation in the gene encoding the L14 S-type lectin. Development 1993,
119:1229-1236.

doi:10.1186/1756-6606-4-7
Cite this article as: Imaizumi et al.: Galectin-1 is expressed in early-type
neural progenitor cells and down-regulates neurogenesis in the adult
hippocampus. Molecular Brain 2011 4:7.

Submit your next manuscript to BioMed Central
and take full advantage of: 

• Convenient online submission

• Thorough peer review

• No space constraints or color figure charges

• Immediate publication on acceptance

• Inclusion in PubMed, CAS, Scopus and Google Scholar

• Research which is freely available for redistribution

Submit your manuscript at 
www.biomedcentral.com/submit

Imaizumi et al. Molecular Brain 2011, 4:7
http://www.molecularbrain.com/content/4/1/7

Page 10 of 10

http://www.ncbi.nlm.nih.gov/pubmed/9284062?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/9284062?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/9284062?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/9284062?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/8723200?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/8723200?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/10546995?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/10546995?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/20203209?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/20203209?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/20203209?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/16691117?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/16691117?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/12407178?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/12407178?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/12407178?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/12205668?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/12205668?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/8306885?dopt=Abstract
http://www.ncbi.nlm.nih.gov/pubmed/8306885?dopt=Abstract

	Abstract
	Background
	Results
	Conclusions

	Background
	Results
	Galectin-1 was expressed in type 1 and 2a cells in the DG of the adult mouse brain
	Adult neurogenesis increased in the SGZ of the galectin-1-null mutant mice
	Proliferation of type 1 and 2a cells was up-regulated in the galectin-1-null mutant mice

	Discussion
	Conclusions
	Materials and methods
	Immunohistochemistry
	BrdU pulse-chase labeling
	Quantification of histological results
	Generation of galectin-1 knock-out mice in the C57BL6/J background
	Animals
	Statistical analysis

	Acknowledgements
	Author details
	Authors' contributions
	Competing interests
	References

