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[Abstract] Objective

To investigate the effects of dexamethasone on the expression of FOXOL1 in hepatic cells
(HepG; cells) and relationship with expression of PCK1 and PGC-1a. Methods

FOXO1,PEPCK(PCK1) and PGC-

la mRNA levels and protein levels in HepG; cells cultured with dexamethasone were observed using RT-PCR technol-

ogy and Western blot technology. Results Dexamethasone significantly increased the mRNA levels of FOXOL1 in

HepG; cells, which reached the maximum by 1h. Dexamethasone increased the protein level of FOXO1 paralleling
with the mRNA levels. The time of reaching peaks of FOXO1, PCK1 and PGC-1a mRNA expression stimulated by

dexamethasone was identical at 1h, which meant that there was no sequence relationship among them, Conclusion

Dexamethasone promotes the expression of FOXO! in HepG; cells. The changes in FOXO1 gene expression do not

precede the changes in PCK1 and PGC-1a gene expression,
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W FoxOl i F M BN MK —F S REAT
TLAME R R AR — SRR, BRI RY,
FoxOl B A MM AW EhEEZEEM, &L
HERNBE A M FoxO1 R ik 88 1 in PEPCK
MRE ., BREBREAEENAREE, AR
Mk EERES RS, HEARR
VLB A JFF 98 48 18 (HepG, 400D 76 88 B PR R b 2
X4 %¥ T FOXO1 mRNA MIE B RAZKFE5H
SAEMKEE PEPCK &5 —HRETH ALY
A HESZE Y th R B % EF la(peroxisome
proliferator- Y activated receptor-coactivator-la,
PGC-1) &35 I X &, R it FOXO1 7E T I #8 57
AR A B (R D FER

1 #RE5HE

1.1 HepG, @ikt K HepG, ML
EHAEBRCHB LR EBE, 7 1640 HFFRBHH
Fr o A K 0 4 R B B SRR E AR 90 Mot
HAEREFE, 420 10°,104,10° /ml 3 MR EE,
200p1/L 4 HepG, HMI#EFT T 96 fL#k . HepG. #
MFE 96 FLIEFEM A 4K 2.3.4,5.6.7,8,9.10,
11d B MTT SR ARKE KRS, EKRE
BAFRIMIE R4 48h 5. B K B 60% ~T70%,
B X A ML A e LM, b
FEA AR 500 nmol/LP i ¥4 40 fu , 0 3 5 A0 RIS
0.5.0.75,1.2,3.4.5h WM AR,
1.2 FOXO1,PGC-1a # PCK mRNA #& it
£ W90 3R B RNA, % F SYBR Juhl 389 RT-
PCR H A i & FOXO1.PGC-1a 1 PCK mRNA f§
MXTE KKK, Bactin HHITHE,
FOXO1; N-%k # 5-TTTCTCGAGATGGCCGAG-
GCGCCTCAGGTG-3
C-## 5-TTTCTGTCA CAGATCTAC
GAGTGGATGGT-3
: N-K#% 5~GTACAAAAAACAGCAGGCT
CCA
C-# ¥ 5-GOCAGATGTTGGACCAGCTTTC

PGC-1la:N-&K# 5-GCCACTCGAAGGAACTTCA
GAT-3
C-k 4% 5-GGGTTAAGGCTGTTATCAA
TCAAT CGC-3
B-actin: N-K #5-TCATGAAGTGTGACGTGGA-
CATC-3
C- A 45 5-CAGGAGGAGCAATGATCT
TGATCT-3
1.3 FoxOl Z & kit eoim R HaTAREE
4h WU B 40 BN 4R B AR U, R A B B S D I
B4 W7 M B K WA KU FoxO1 B A Rk K FEH 7%
4, B-actin NN HE . SR FH SRR BN 5 B H ALK
XA LREBREH ZE A, A Scionlmage 4
W& &WHIKEE.
1.4 ¥ #4# RT-PCR %R %M Applied Bio-
system /4 & ) 7500 system SDS software # 474>
F.BAEREINHTEESER.
1.5 %#F44 HERHUzLsRR AR
B BB, %K+ SPSS13. 0,

2 &5 R

2.1 3bE %44 % HepG, @ K 5 FOXO1,PGC-
la ## PCK1 mRNA X # &4 FOXO1 1 PGC-1a
£% PEPCK %X W EZRH% R H ¥, PEPCK 2
BRERBMEERER., R T MK MTER B
4t A7 B A4 B FOXO1 # PGC-1a, A& PCK1
A1k, £ & A RT-PCR R SLEE A R ) 8 i 1A)
FOXO1, PGC-1a #1 PCK1 mRNA K ¥E 25 1L (%
1.2.3). FOXO1, PGC-1a # PCK1 # mRNA 7k
FHEHBERRABEIAE, E hELAEREBRK
18,5 % # T B, FOXO1 mRNA 7£ 5h B3 8] B %
F%f B4, M PGC-1a & PCK1 mRNA B 5xt B4
EREER.

2.2 WEXRMH K HepG, @M 4h & FoxO1l & 8
AFegxi WE 1. BEXRMPBHE,FoxOl &
HKFE & F A 03,3640, 35) vs (0.9510. 28),
P<0.05],

F1 MR FH HepG, 45 A FOXO1 mRNA RiEKF

FOXO! mRNA Mixt ik &

A 0.5h

0.75h 1h

2h 4h 5h

Xt B4l
KA

1.13440.156  1.918+0. 640

1.062+0.179
8.479+0.397% 9.850+1.825" 16.906+1.620% 12.41041.412F 7.753+0.702"

1.14540.941  1.2634+0.134  0.95040. 170
4.843+0. 295%

¥ A A B 3L EE 3 I, %R H Bractin/ FOXO! ¥2 W BT Ll . SXHBAAME, " P< 0.05,* P<<0.001
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%2 HMEXAPH HepG, HME PGC-1a mRNA RiKKF

PGC-la mRNA #ixt #ik &

A% 0.5h 0.75h 1h 2h 4h 5h
bog:i | 1.47340.115 1,47440.393 1.55540.703 1.5664+0.842 1.49940.471 1.102-+0.484
MKW 2.46840.422* 2,879+0.289% 3.64440.224% 1,96440,248" 1.27440.077° 0.98310.184

A E AN ER 3 AL, B 3 KINFHE, 3R Y Bactin/PGC- 1o # NN M., 53 B4H K, P<O0.05,* P<0.001
%3 HERBTH HepG, MKk PCK1 mRNA %Lk F

PCK1 mRNA #i*} #ik &

A

0.5h 0.75h 1h 2h 4h 5h
oy 1.82240.138 1.3424+0.152  1.90440,221  0.988+0.142 1,002+0.095 1.269%0.306
E S 2.637+0.265% 3.224+0.287% 4.782+40.690" 2.78240.089% 1,771+40.18" 0.678+0.185

AN ESARTR 3T, EE 3 KETHE, % Bl Bactin/ PCK1 ¥ IUBUHM A, 53¢ EAM G, * P<<0.05,% P<0.001
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B-actin

1 HZEKARIK HepG, FET 4h B FoxOl EARXEHR
3 i i

ZRHUEAXN MK ELEEEENATER, L+
W RS RN FEERBRIBEREA . AR EENFH
BHE ., WERME~MEENRRKOBRREE,
HI PR F B R R A, BRSNS TR
SHERARFE GRS, A2 5050 R F b 5K A 50 3
HepG, IRAESHRRLE., SHERNIESRE . HEH
¥R 48R PEPCK M FA £, WA LB AL T)
HoRE FIHE R NE R T R AER R A .

FoxOBHE Fox R R FREF M-I T
1 23X — 0 K A 5 2 B 45 B BB % R/ PI3K/ Akt 5
S@E B, AR AR AR E N MR E
BEHD, EREMRET,FoxO M FHBE N,
H—HMEEFEF SHRERFAW PGC-1aM4 4,
MEHBREFNOEEERR AN XA EARS
EBAEKHEFE S ZEH (insulin growth factor
binding proteins), % % ¥§-6-% B B ( glucose-6-
phosphatase, G6Pase) #1 PEPCK %, — HE B %
% PIBK/Akt B, 7] LIi% S FoxO A H 4
FRR 24 TP E B 256 0 329 B MR 1k, BERR AL G
FoxO BEAARB SRR A S MR F BHH
RAAME, NI Z R EEEFEE. A%
F4 44 FOXO REXE,FOX01l BHP—R, &

3% FOXO02,FOX03a fil FOXO4, i 4 ¥ i) — b B
FREH ,FoxO1 & ALK T 88 2 W R m s — 4
BRI AREFA AR E R EARRER
555 Yt JFF 40 Ja 5 BE 32 38 FoxO1 A PAf #£ il G6p K
S8 I, FF 48 B BE A 3 FOXO1 & B & B
(FOXO1+/-) i 1 5% 2 HEH0/ B, 0 4 25 1A R
HEAMREBLD BERFERB L, 5 KKAy B S
EHIMRHFRE R E FoxOl RKERE R
WHizh Y KKAy MR MR B E S T4 R
C57BL /p R, FoxO3a & A Ik 7 k1A 7 KKay ¥
REABAMBNRREBEZR, MALA P RS
# KKay BRHPREER FHHEMRY, X5z
RERTD/R, FoxO RAWM B BERRFENEE

PP REEENE.
2HBRFBESHIFEARETER TERR
ETHBAEFBHTEBHAFREEMRAT FoxO
RAWE RS REF A E NN E S E %A
EREZEREN,HEA X FoxO RESHBERER
MARED  FEH —-PWILRKIEEL. M PGC-la
RAMPHEEHHERNF S ZHERETH
HEMA . EBREFE,.E5 FoxOl FARZEF
(hepatocyte nuclear factor),CREB K ¥ i i ¥ %
ZESHEIER, ERE S &, A7 PEPCK ##%
FARHEFEFAECT, RGN BRI FE T
o0 B B 4R S SR W2 FOXO1 K& PGC-1a, PEPCK
WREHER. FAREHERRBERHE L
AEFEA W EE R E KB PEPCK REREA T
FOXO1 K mRNA 7KV, 45 3R 3% B 7 3 3 K WA Fp 4
RI¥F, 4 FOXO1 mRNA # &Rk 8 &,
5 FOXO1 mRNA ik 3 in =) 55 0 & 0l 5 4 o
B PEPCK mRNA .PGC-1a mRNA Fik#3¥m, =
(F#% 313 1)
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EHNTHEXRMHKES 1h BB HE, &
FOXO1 mRNA K E A E R B FN, FHRE
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FOXO1 #& % 8 4% 18 fin B8 5 R4 50, i 0 B 7R
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