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Establishment of mouse 11B-HSD1 gene overexpression model in a MC3T3-E1 pre-

osteoblast cell lines
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[Abstract] Objective:To establish a mouse preosteoblast cell lines overexpressing 113-HSD1 gene. Methods: A lentiviral vector
overexpressing mouse 11B3-HSD1 was constructed. Lentivirus particles were generated in 293FT cells, followed by concentration and
purification. MC3T3-E1 preosteoblast cells were infected by the lentivirus, which were later selected by BSD. The mRNA and protein
expression of 113-HSD1 was analyzed by real-time PCR and Western blot, respectively. MC3T3-E1 osteogenic differentiation was de-
tected using Alizarin red staining. Results:The lentiviral vector of mouse 113-HSD1 overexpression was successfully constructed, and
the MC3T3-E1 preosteoblast cell lines were infected efficiently by the lentivirus. The mRNA and protein levels of 113-HSD1 were
higher in MC3T3-E1 cells infected by 118-HSD1 overexpression lentivirus than that of cells infected by the negative control
lentivirus. Alizarin red staining showed that the differentiation ability toward osteoblasts of MC3T3-E1 cells was not influenced by
lentivirus infection. Conclusion: Our findings showed that 113-HSD1 gene was effectively overexpressed in MC3T3-E1 preosteoblast
cells using lentivirus infection,which provides a useful tool for further studies of 113-HSD1 function in osteoblasts.
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Figure 1 Identification of recombinant lentiviral vector

overexpressing mouse 113-HSD1 gene

HEH , Western blot £l 118-HSD1 & H & A H, 45
SR, 11B-HSD1 3o 26 3K 76 35 41 40 g 11B-HSDI1
mRNA /K225 3R 20T IRALAY 17.4 £%(P < 0.01,
B 2A), 8RN GRS ok aE X R 2.5 1%
(P <001, F2B), 11B-HSD1 i 32 ik 189 7 ik e
MC3T3-E1 45 , 41 118-HSD1 i ZX0w W i,

A

¥ 30y

X

i

>

= 20}

<

Z,

e

— 10}

a

)

T

[«

- 0

B
R ik

AR 1 ponisD
| —  c— ]

g 33

R 30 o

®

2% 2.5

o 2.0

¥ 15

@ 1.0

&'1 0.5

-0
SRR E, P < 0.01,n =3,

& 2 PCR(A) M Western blot (B) il MC3T3-E1 4l ity

JE

JRYSHR TR AY 11B-HSD1 /K3
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