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[ Abstract | Objective To determine the activation of the farnesoid X receptor (FXR) on the expres-
sion of fibroblast growth factor 21 (FGF21) in C57BL/6 mice. Methods A total of 18 male C57BL/6 mice
(3 to 4 weeks old) were randomly divided into 3 groups and treated with FXR agonist, chenodesoxycholic acid
(CDCA) at different doses of 0, 10, and 50 mg/kg respectively for a week. After the treatment, the mice was
sacrificed for their liver tissue. RT-PCR and Western blotting were performed to test the expression of FGF21 at
mRNA and protein levels in the liver tissue. Blood triglycerides ( TG ), cholesterol (TC) and blood glucose
(GLU) were measured by enzymatic determination test. Results FXR agonist CDCA up-regulated the FGF21
at mRNA and protein levels in a dose-dependent manner in C57BL/6 liver tissue after treatment for a week.
While, blood concentrations of TG, TC and GLU were decreased with the increase of CDCA doses. Conclusion

CDCA up-regulates FGF21 expression in C57/BL6 mice liver and results in a decrease in plasma TG, TC
and blood glucose.
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1.1 ##
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Invitrogen 23 7 ( V) & 1%, PCR 2 &40 :95 °C ,5 min Fi7%
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221 ~5 1,770 ~4 KBTI E T IRAIE R R 5 K MRS I
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VTl AR o LR BRSO | B U A 3 T AR I i) (O
TR Z AR B ] ) AR L CREAR R I ) R BRI
CELIENE FER AR T4 o
1.3 Ak
13,1 RGBBHE  BFE. RE TN, R RS,
AP T 5 0 FARTEACZ . UK AR E
TR , 2R A, AR, IR SR ik , THE R, 1k
B,
1.3.2 EHHAE  HTARWEK,T SEH ki —
UAEN A 1 5 A 30,7 58 B ks B i e, 7 5
Bk a AR, T — Y
1.4 %itzr

HHEORH 2 +5 21, R ¢ I K% .

2 HR

2.1 REHRACR LK

A B EFHA G HURAUR B, C 4 60 ] £ # A 576 4
FAECR A, A B 414U W ACR N 100% , 25 5 76 I 35 1
(P>0.05), Adsk B4Y C AL, 25FH BEM(P <0.05),
2.2 THHKAERL

THEBE— R B L 7 S I ER MBI A 24 91 $i1(91% ),
B 21 58 f4i](58% ) ,C 24 39 §(39% ). A 4 F1 B 4L, %57
BHEITHFEX(P<0.05) AH B CH L, 2571
2PE(P<0.05)

(T4 1843 W)



