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RNA-specific Adenosine Deaminase 1 p150 Isoform Inhibits Lipid Synthesis
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ABSTRACT Objective: To investigate the regulatory effect of RNA-specific adenosine deaminase 1 p150 isoform (ADAR1-p150)
on fat synthesis in oleic acid-induced hepatic steatosis cell model. Methods: Oleic acid stimulated steatosis model in human embryonic
liver cell line L-02 cells was constructed according to our previously reported protocols. ADAR1-p150 expression was analyzed by
qRT-PCR and Western-Blot in both control group and oleic acid (OA) group. ADARI-p150 overexpression lentiviral vector
GV166-ADAR1-p150 and control lentiviral vector GV166-control were constructed to infect L-02 cell line, the mRNA and protein ex-
pression levels of ADAR1-p150 were detected by qRT-PCR and Western-Blot. The lipid droplets formation of L-02 ADAR1-p150 and
L-02 control cell lines was observed by oil red O staining and BODIPY staining. High Content Screening system was performed to detect
the average fluorescence intensity of lipid droplets. Results: The mRNA and protein expression levels of ADAR1-p150 were down-regu-
lated in OA group as compared with that in control group. ADAR1-p150 overexpression lentiviral vector GV166- ADAR1-p150 and
empty vector virus GV166-control were successfully constructed. qRT-PCR and Western-Blot analysis showed that ADARI-p150 ex-
pression significantly increased in GV166- ADAR1-p150 treated cells. Oil Red O staining and BODIPY staining revealed that the num-
ber of lipid droplets in L-02 ADARI1-p150 cells was less than that in L-02 control cells. High content screening system demonstrated that
the lipid droplets fluorescence intensity of L-02 ADAR1-p150 cells was significantly lower than that of L-02 control cells. Conclusions:
Stable ADAR1-p150 overexpressing cell line was successfully established. More importantly, high expression of ADAR1-p150 was ca-
pable of inhibiting fat synthesis in L-02 cells.
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Fig. 1 ADARI-p150 expression was down-regulated in steatosis cells
A: The mRNA level of ADARI1-p150 in steatosis cells by PCR; B: The protein level of ADAR1-p150 in steatosis cells by Western-Blot. ** :P < 0.01 vs.
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Fig. 2 Stable ADAR1-p150 overexpressing lentivirus were successfully established
A: The mRNA level of ADAR1-p150 after ADAR1-p150 overexpression lentivirus vector GV166- ADAR1-p150 infection in L-02 cells by PCR; B: The
protein level of ADAR1-p150 after GV166- ADAR1-p150 infection in L-02 cells by Western-Blot. **:P < 0.01 vs. control group
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Fig. 3 High expression of ADAR1-p150 inhibited fat synthesis
(A, B): Oil red O staining( A Jand BODIPY staining ( B )labeled lipid droplets in L-02 ADAR1-p150 and L-02 control cells in OA stimulated group and

control group;C: Dtection average fluorescence intensity of lipid droplet;

A, B, C: Oleic acid concertration : 0.4mmol/L, stimulated 12 h; amplification factor in A: 10% 20, red represents lipid droplets; amplification factor in B:

10x 40, green represents lipid droplets;**:P <0.01 vs. control group.
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