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B2 B X LA B4 4% g £ M4 3(Oxysterol Binding Protein-like 3, OSBPL3 ) /£ X #t A8 3% A% B b AT 5% P 69 7 A 2T A AL
ik i S IEAE RS OSBPL3 /s RAEA Fo 2 B AR B0, 257 F ol Fo 5 572 50 12 Al . &34 EF 21 B840 . OSBPL3 i%.
BR4E . FEREsTEBZE . AEAE OSBPL3 2K 40, LA R —A%HE 0L, Real-time PCR A4 S fiT A s ik B B S JT 4 i 35 B mRNA K -F
western blot #:] Akt/mTOR @34 %425 & 09 & ik, A HepG2 2m itk T R Bl ik JE 4 B4 (oleic acid, OA ) 432, Ak 4 O &4
4, western blot #4 OSBPL3 & iAK-F, LER . EF x4 OSBPL3 Bk 40/ A &R I ARA L L3t 3 £ 7 (P>0.05); 5 ¢
MELAAAIG, AERERT R4 R ACRE OSBPL3 IRk AR & . MRS I B M IEAR B 46408 & (P<0.05); L epkstrgsatart, e
OSBPL3 LR 44K = . PR B B P BT o 458 R AR (P<<0.05) . 55 2 BB 2048 06 e i <t B8 28 B fie i OSBPL3 U %k 28 . = [E] 8%
(Total cholesterol, TC) . H-id = & (triglycerides, TG) ., & 55 /£ 5 % & A= ] &% (high density lipoprotein cholesterol, HDL-C) 1% 55 J& g &
& A2 [ B2 (low density lipoprotein cholesterol, LDL-C)% 2 ( P<<0.05); 5 Je. ik < B2 2848 kb , e A¥ OSBPL3 2% 41 TC . TG.LDL-C %
HDL-C #4&(P<<0.05), 55 JE# 2+ B840 55 OSBPL3 i % 401 . SREBP-1C . FAS % PPARq # ik K-FAar 43t 4 £ 5% (P>0.05);
5 xR A AR b, RE R A BE 40 B fe i OSBPL3 %k 48 SREBP-1C . FAS 4% & ,PPAR«a & ik K -F84&K(P<0.05) ; 5 fe B 2t BE ZHAR 1L
fe e OSBPL3 2.2 48 SREBP-1C FAS # ik /K -F 43 4% , PPARa £ ik /KP4 5 (P<0.05), 5afma4nit, fe kst 820 Akt % mTOR
FEBR A F K K T3 5 (P<0.05); 5 Je st BB 4048 1k, e e OSBPL3 0% 40 Akt % mTOR Ak 1k & ik K -F5:4%.(P<0.05), M %
OA VR RFt 3,84 O &2 % mix, 5 0 wmol/L ihBR A8k, jd 8% A F] B4R #bE 7 X 3% Am HepG2 2m i OSBPL3 mRNA 7K
F(P<0.05). Z5if:0SBPL3 #&4% 842 Bg AR 69 £ ik, T Ak i@ it i35 AKUmTOR 13 5 1854 & 4% 4 M 5 3 # , H 2 A AF % NAFLD
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ABSTRACT Objective: To explore the role of OSBPL3 in mediating metabolism-related fatty liver disease and its possible
mechanism. Methods: Study on the role and mechanism of OSBPL3 in metabolism related fatty liver disease. Hepatic specific silencing
OSBPL3 mouse model and empty vector control mouse model were established. They were fed normal diet and high fat diet for 12 weeks
respectively. They were divided into normal control group, OSBPL3 silencing group, obese control group and obese OSBPL3 silencing
group. To observe the general situation of mice, the lipid synthesis genes and lipid decomposition gene mRNA were detected by Real
time PCR, and the key proteins of Akt/mTOR pathway were detected. Human HepG2 cell lines were treated with OA at different
concentrations, and the staining changes of O were observed after treatment with different oleic acid concentrations. OSBPL3 expression
levels were detected by resting western blot assay. Result: There were no significant differences in all indexes between normal control
group and OSBPL3 silencing group (P>0.05). Compared with the control group, the body mass, visceral fat and visceral fat index of the
obese control group and the obese OSBPL3 silent group were higher (P<0.05). Compared with the obese control group, the body mass,
visceral fat and visceral fat index in the obese OSBPL3 silencing group were lower (P<0.05). Compared with the control group, the TC,
TG, LDL-C and HDL-C of the obese control group and the obese OSBPLS3 silent group were higher (P<0.05). Compared with the obese
control group, the TC, TG, LDL-C and HDL-C in the obese OSBPL3 silenced group were lower (P<0.05). There were no significant
differences in the expression levels of SREBP-1C, FAS and PPARa compared with normal control group and OSBPL3 silencing group
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(P>0.05). Compared with the control group, the levels of SREBP-1C, FAS and PPAR« were higher in the obese control group and the
obese OSBPL3 silenced group (P<0.05). Compared with the obese control group, the expression levels of SREBP-1C and FAS in the
obese OSBPL3 silenced group were lower, and the expression levels of PPARa were higher (P<0.05). Compared with the control group,
the expression levels of Akt and mTOR phosphorylation in the obese control group were higher (P<0.05). Compared with the obese
control group, the expression levels of Akt and mTOR phosphorylation in the obese OSBPL3 silencing group were lower (P<0.05).
Compared with 0 wmol/L oleic acid, oil red O staining was gradually deepened with the increase of OA concentration. Compared with 0
wmol/L oleic acid and 0 pmol/L oleic acid, oil red O staining was gradually deepened with the increase of OA concentration. Compared
with 0 pmol/L oleic acid, OSBPL3 mRNA levels of 50 pmol/L, 100 pmol/L and 400 pmol/L oleic acid were increased successively,
with statistical difference (P<0.05). The expression level of OSBPL3 increased with the increase of lipid accumulation. Conclusion:

OSBPL3 can regulate the expression of lipid metabolism, and play a biological role by regulating Akt/mTOR signal pathway, which is

expected to provide references to study the occurrence, development and treatment of MAFLD.
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FRIHAE S IE B HE TG (Metabolic associated fatty liver dis-
ease, MAFLD) 23T G4l 4 s A5 24 B 2 Il i A ks
RSN AEAENR T, FIBHE R LU R =I5k 2 — . i /
HEJE (2 HUE PR AT BERRE AT, AR, B AL X 2 ALK
PRIGIIAAT . MAFLD 38T} | i e 5 A5 iR
St R TTE U B AR & E AR 3
(Oxysterol-binding protein-like 3,0SBPL3) &7 T~ P 5 M i 55
S 200 6 25 5 980 A 2 ) S A S e, E BB R A L PN JBE I
TL SRR AR Th K4 AR Y. BF5E s OSBPL3 540
LR RS HAT B VIR OGRS, 7E e e A il A v & 4% o A
FHO 2 E BT R RN S & U R R R — 2
AKT/mTORCI {5538 #%. AKT {46 ] {2 3F 200 ] As I 6 AL
e S R 5 OGS ARG N, [ R Y TS A A -1
(sterol regulatory element binding protein-1, SREBP-1)%¢ | 1 i1

RITRR & B, e E MAFLD i 4=, {0 H T OSBPL3 Xt iFHEAR
AR S BV E FILH M AR W8 . PRI, A RIS R
T OSBPL3 X JHAHMa D g = AE F S AR FIBL] , LABI R I &
BIIEYT MAFLD 1) 25 $2 (80 36

1 AR5 07

1.1 BSR4

N\ HepG2 Yl k22 3 F RIEE 72 Pty (American type
culture collection, ATCC) 4fi ifd 5% Il & , 5% 5 : IMP-H020-1.,
35 H C57BL/6J /NER, MERES-2E , Yo 8 A, IR E (20+£2)g, &
REAE A5 : SCXK (11 )2021-0018,, I & Tt J B2 Bk A2 sl 5
Bty R MR 7 d S HH TS SRR . M2020834,,
WEIKE T LA ANI-T6A AR 12.4% 18 7 , 68.8% i K (&7
18.8% % [T ; mi A} : T LA 37.1% M8 17 ,42.4%8 K46 54,
20.5%R T, ARDEHA BT R A RO IR R 4R
1.2 K5

DNA A& fif Trizolz W H AR AEMRHCA R A
e F) Lipofectamine 2000 4 [ Invitrogen 2\ &) ; DMEM ¥
FRIL, bR AERHEL A R ] ;s St SREBP-1C R & i

(fatty Acid Synthase, FAS) . 53 40 fb. 1) Bl 4 14 5 0 U806 32 1K o
(peroxisome proliferator-activated Receptor-alpha, PPAR «) ,OS-
BPL3 p-mTOR ,mTOR ,p-Akt Akt St {4 [ )M B 5 ik A= Pyt
H A PR F] ; mRNA £ 0GR 7 & W A3 32 E OmegaBio-Tek /4
7l H il = EE (triglyceride, TG) . JIH [ i ( cholesterol, TC) Ik %%
FE g 1 (low-density lipoprotein, LDL-C) } & %% & I8 3 H
(high-density lipoprotein, HDL-C) #5553 & A 173 H GETE
TEATRRN 7] 5 10% R . AR AR AR LL YRt el
BE 24 RF S s R4 EGTA . RIS % . HIZE R A
Gibco 24w ; =i DMEM, fG2F 7% 5 B R W A AN U2 4
YIBR AT
1.3 X585

AN B RS AR A PR A E B R
BRSO 19 5 R ok 5 BT A R ) 5 TR/ I )
ARERHYASA R B A 850 HUE B 2 B2 T e A e A R
/A7) ; ThermoScientificMidi40 CO, %354 . fHIR/K IR B 7%
BRI W TAEG I A T AR SER] A AR IR
Al 4 BRI B iR EREE T a8 B ) 5 i P IR
FFRAE 0 B s i AURA TRA R BERUZR /3 HT R SE Im-
ageproplus6.0/ipp6.0 . ImageJ #1111 FH 1L 4R = F5 & ReRHA BR
5 7] s ModFiHLT2.0(PMac ) F /- R Ge il A AL 54T 5. 5 AN FH A
FRZA W5 01 s M mUR R GE 0 F 223123 ) 5-80 C AR K A
W A F R RERHEAT FR S W s VENTANAVIAS K853 1 R 58
WA S A2 A IR A R
L4 EWFHE
1.4.1 B ARBESAMEE 78 BBAOTEYEARL
" (45 :HYKY-2109220199 ) i i F1| ] Lipofectamine2000
ek, Qe OSBPL3 PUER IR 7 TORL, I IMTHE— 2D A 2t
PAAV-mCherry-OSBPL3 Jiii 15 S M g 25 #ifk . B 35
/I BT A0 1) e e IR A 8 365 I T DL ) e DK B 0B 4T AT RS ALY
57 BENLEI 6 H/NER A R 3 1 OSBPL3 HLE/INR I 3 H
a2 AT B, P T S 0 o 15 Wy A AR e S P T R A
B, ik pAAV-mCherry-OSBPL3 Jl i 44 il 2 ) , itk — 25
%k 16 2 OSBPL3 HLAR/NL A 16 HA s AT IR 4351
TUE RIS AEMRTR 12 J 23 0 1E X IR2H (n=8, IR T
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TS IR T 25 4 ) (OSBPL3 HiEk4H (n=8, Wi Fa L F 1t
SRR B OSBPL3 Fi#k/NEL) JEREX) IR ZH (n=8 , M35 51 i
TeE T R S R B A s A ) IR OSBPL3 I #RZH (n=8, M2
e N iR S IR R A £ OSBPL3 LB/ N o 282 id 7, 5
R B S # ik ABRUIL , 4°C , 2000 1-min™ B0, 508 FIH TR
FET -40°Cokaa S PIBUF A7 B T 5188 A 0.9%54
AN 100 wL FoK 1 F2 50 STk o VIBUIT 22 M R A
JaiEA -80°C kA , I T3 F AW R . — e A - Wige
NREBEE AEAIRS FRE RTTE TSSO . IO g
Wi (ERE G W R 2 S AR ZH 8O FR BT aic 5%, Bl N
WERR T , 355K W f) P9 E B 14 5 (% )= P AR 7 Jot £ / 1k
JitEx100%., b @ik X 42U 440 TC . TG ,.LDL-C & HDL-C
HCEHATINRE o SIS IRANE - P ATk S le i N
ST NI A AR 2

142 &HE/NER OSBPL3 EAFEFEMR HAGENL
(Western blot) 43 51l 7E -80°C AL i vk BUIE & %) #R 41 . OSB-
PL3 VTR JIEJHENT B2 AT OSBPL3 JLERZH /MR ZHE
AT EE SR STIRALUSIIRG , I 1 2% v 1 Ui 28 2 240
MM, H 10% SDS-PAGE HEOR 5 H#EH 7 HLIK 4325 70 min,
Wki%EN % PVDF L, J5 A 5% 93 R3] 90 min, 4 H
R £ 4% WA —3$T OSBPL3 (¢ & 1 : 1000) .GAPDH ( i fiF
1:1000),4CHFR IR, WHERE30mn J5, “HEREE
L5 b, i 5 A R A 43 b el 45 28, s
WAL ROt BAABEEIE , T LA Tmaged 40T 44 AR X
1.4.3 Real-timePCR /N RALRBERERESBEREE
B RAR 4 AN, 2R R AL, ] TrizolReagent
W EARIUFIE B RNA, #4538 4k 158 cDNA, Real-timePCR £
AR 2H ] /N BB BT 5 i 2 K] SREBP-1C \FAS I JIi 52 43 fff
PPARa kK. 519 (Flm ¥/ NR ) JF 5128 : SREBP-1C,
314 5-CACTTCTGGAG-ACATCGCAAAC-3', FiiE5 14«
5'-ATGGTAGACAACAGCCGCATC-3'FAS, Fii#314).:5-CTG
CGGAAACTACAGGAAATG-3', T84 :5-GGTTC-GGAAT
CGAATCCAGG-3';PPARq, I {i# 5| ¥ : 5-TGG-GGATGAAGA
GGGCTGAG-3', F #5141 5-GGGGACTGCCGTTG-TCTGT-
3';GAPDH, [-Ji#5|#):5-TCACC-ACCATGGAGAAGGC-3', F
514 5-GCTATGCTCTTGGTCCAG-CA-3',

Z9¢ g i PCR #1738, MR 4E Wi 2 % SYBRReal-
Time-PCRKit(Roche )is{F &1t B A5 AL il R WAK R 5 IR IR IR S
B AR 95°C,10 min;95°C,5 5;59°C,305;72°C, 1 min;40
MEFR AT PCR 438 S . AR 3 MEA, BAREA T
3L, RIRR AR O N AT a2 . G
W RGN T LTI R 4, U 3L K GAPDH fE NS
MERZIE , HARARARNT 35 B i
1.44 AkmTOR @ XBE RGN  FREBUA/NFFIEA
SV SR T, UK R, A, AR BR AT T4 SRR H AR
Zni I A —¥t p-Akt Akt(¥EFE 1 1000) ,p-mTOR ,mTOR
(HEE 121000),4CHER I, X H & iR 30 min J5, ZHiE iR
WEE 1.5 h, BRGNS R i Sk 45 R

iz AR A 2E ROt IE B EREG)S , TR Imagel 3PF50H7 55417
AT
145 MAAKFH/ML O FRIUML O K% T 5 NI
o ECRL 5 mg/mL FEFFIE, THAT O 67 - XGEK =3 1 2
B TAR R, W T4 6 FLAR RG22, 28 PBS VUL, S
10% ¢4 H 8 [ 72 30 min, 334a S, i A 2 mL JH4T O TAE
W, Yeft 10 min, FEdiylzl O J5#k4e PBS YE¥%, A 2 mL
PBS. #4b TRAEA I A HepG2 dHMIRAZR T 6 fLAR T,
43915 FH 0.100,200.300 pmol/L ¥k J32 il 2 4k B HepG2 4 il
24 h, BRI RAEARFRRE R ARIAS, 9T 28 B B il 4 i Ih 4T
O et )5, 76 s FRERIMAL O Y fa sk,
1.4.6 Real-time PCR #&4AAth OSBPL3 FRikKE  BibT
SBAEARKIA A HepG2 RN T 6 fLAR, 43315k 0.,
100,200,300 wmol/L ¥ FE i iR 2L 1 HepG2 4 A 24 h, i Tri-
zolReagent IF| & HE AN E RNA, %% 5% . Real-timePCR £
A [) 9 B ik FR AL P HepG2 411 Jifd OSBPL3 mRNA ik 7K,
2195 (F )@ 9 A ) JF 41 4 : OSBPL3, | 3#8]|#) :5- CTGTCTG-
CAAGTGGCCATCC-3', Tii514):5'- GGAAACCCTAAAAC-
CTGAGCG-3';

B-actin, I % 5| ¥ :5- GGATGCAGAAGGAGAT-
CACTG-3', F #5814 CGATCCACACGGAGTACTTG-3',
1.4.7 Western blot LI MAAH OSBPL3 FikkKFE  Krsb
TERAEERBIN A HepG2 4iffitEF T 6 FLik, 4 51RH
0.100,200.,300 pmol/L ¥ iR Ab 3 HepG2 #Hifl 24h, K15
HepG2 #AEZ S MhIRVE 2 W, A SR BB fAIR , AE VK IeD b7 i
10~20 min, JAZHMEEISIH )5 ,4°CT 15000 r/min Z.0> 10 min,
BB . WA Lowry ¥R FIg#FH TR FE & A —BL . 4,
FIIEE 1 h, PER S , 2 R ACERBIT S, g B Tm-
ageproplus6.0/ipp6.0 FI5 5357 2 5o FH K 1E
L5 GitEFiE

N FH SPSS19.0 G it# /it , A T BORMEE Lh 3 B+ pr
2R, WU A vt ¢ R 08 , 22401 8] EL R 22 53#T o
P<0.05 RS AR, P<0.01 FoRPAmER RE A
ST 29 = B

2 &R

2.1 RNEKEMERYT A HepG2 £RAOHKHIAS BHEFRAISSMR

R PR [E R e B2 (0-300 wM)4b3E HepG2 41 -2 TMET.
O Beft )5 , 7R M AER N AR, 5 1E 8 X HRZHAH LL , B %5 OA YEH
WS R TR TLL O Ye @K liini , i1 Image pro plus - 5 7t
SRR SIEHSHRZIM H, 200,300 mol/L iR 4 FR 40
Bher O Yefmfmg, W% & i Imageproplus6.0/ipp6.0 K145
Mr &G g L, B Gt # 225 (P<0.05), KT
W& AT BRITAS , WLE 1,
2.2 AEREREEX HepG2 4 OSBPL3 mRNA RixAI SN

AR (0-300 M) R AL 38 HepG2 i1, 45 2R 1o
7, 5IE R X BBZHAH G, 100,200,300 wmol/L il Ti% 42b ¥ () 40 ity
OSBPL3mRNA JK-Z#i TRy, SEMPEUAE, A5 72E5
(P<0.05), L& 2.
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Lipid accumulation ratio
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B | REREHER T ML O £ &(x100)
Fig.1 Observation of different concentration oleic acid induced oil Red O staining(x100)

Note: Compared with 0 pmol/L, *P<0.05.

2.0 *#0]

*H T

1.5

1.0

OSBPL3 mRNA

0.5-

0.0-

0 umol/L 100 pmol/L200 pmol/L300 umol/L
2 INEMERIR T OSBPL3 RikskFE b
Fig. 2 Comparison of OSBPL3 expression levels in different oleic acid
concentrations in each group
Note: Compared with 0 pwmol/L, *P<0.05; Compared with 100 pmol/L,
#P<0.05; Compared with 200 wmol/L, ® P<0.05.

2.3 AREREMEEXT HepG2 A OSBPL3 & A FRIEHI =0
KR (0-300 wWM)TiER AL B HepG2 i fifd , western-

blot 52K 21 g v OSBPL3 3R3k , 45 5L s « 55 1F % % FR 4

AHLE, 100,200,300 wmol/L AL BG4 OSBPL3 & /KT

BT, R BRI, A G 22 57 (P<0.05) , HLARE L
A 3,
24 INREBER—MRERNE

Western blot Kl 45 5 B 7R < 5 1 5 %5 BRAL /NG B, A
T 5 OSBPL3 Y #RZH /ML OSBPL3 3 /K F-BH g /b, JiF
B B B TR P S S OSBPL3 YTk /N B | WL 4, 1E
W HZH  OSBPL3 Vigkal /Nl — e R 47, Bobss. TERE
X IRZH AT OSBPL3 LBRAL N BLE Ak 4, 1 3l R I, 5
W BB ORI R ARAS IR T . IEH X IRZH 5 OSBPL3
TUBRZ/ N BT A L S ERR D5 S N IR I 18 B50HH L TSt T2 22
F(P>0.05); 5% BELIHT L, BB XoF R 2H K% B JPE OSBPL3 1Tk
LA L IR 7 2 PN R D 16 A5 4 18 (P<<0.05) 5 S B XoF
LA L, AC i OSBPL3 {LBRZH 1A bt . P4 Ik A s K PR O i A
FEBAAR(P<<0.05) , HLARTEBL LR 1.
2.5 &4H/INE OSBPL3 BEHRIAER

SIEHE X IRZHAH H , OSBPL3 2R 4H /)N i, OSBPL3 A7k
SER LR R, A G 22 5 (P<0.05) ; 500 R BRZE AR L, AR
Ji: OSBPL3 {ji#RZH OSBPL3 FKik/K-F- I TR (P<<0.05),4%
/NRAEHL H OSBPL3 ATk, HAAE L ILIE 5,

2.5- *
£
9
© 2.0 -
o *
I
0SBPL3 —— —— 102kDa 2 1
3 1.0
GAPDH w 35.9kDa g
& 0.54
(7]
A B C D O 40l

0 pmol/L 100 pmol/1200 umol/L300 pmol/L

B 3 RERE(0-300 uM )il B 432 HepG2 4HA OSBPL3 EH K& HE
Fig. 3 Bands of OSBPL3 protein detected by Western blot in HepG2 cells treated with oleic acid at different concentrations (0-300 M)
Note: A:0 pmol/L; B:100 pmol/L; C:200 wmol/L; D:300 pmol/L; Compared with 0 wmol/L group, *P<0.05.
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GAPDH

A B C D E F

102kDa

35. 9kDa

1.54

OSBPL3/GAPDH protein

0.0

control group  OSBPL3 Silent group

& 4 Western blot #& A FTAEHS 4L EX OSBPL3 & BRI E
Fig. 4 Bands of OSBPL3 proteins detected by Western blot
A EENRAR ;B IEEXE/NR 2;C. IEEITER/NR 3;D:0SBPL3 LB/ 1 ;E:OSBPL3 iTBk/INER 2;F: OSBPL3 inEk/IMRR 3
Note: A: normal control 1; B: normal control 2; C: normal control 3; D: OSBPL3 silent mousel; E: OSBPL3 silent mouse2; F: OSBPL3 silent mouse3

Compared with normal control group, *P<0.05.

1 FHENR—RIFR LB (x2s)

Table 1 Comparison of general conditions of mice in each group (vzs)

Groups Body weight(g) Visceral fat(g) Visceral fat index
Normal control group(n=8) 22.78+2.76 1.45+0.18 5.91+0.69
Normal OSBPL3 Silent group(n=8) 22.80+2.81 1.50+0.17 5.93+0.70
Obesity control group(n=8) 33.65+3.98%* 2.88+0.32* 8.11+1.02%
Obesity OSBPL3 silent group(n=8) 28.34+2.95%* 2.02+0.25%* 6.33+0.72**

Note: Compared with normal control group and OSBPL3 silence group, *P<0.05; Compared with obese control group, *P<0.05.

c 1.51
[-%
—— I
osBPL3 [ SR 102kDa &£
)
GAPDH | e s s 35.9kDa g
m

A B C D 80.0-

[ 5 &4H/NR OSBPL3 EAHEHE
Fig. 5 Bands of OSBPL3 protein detected by Western blot in mice liver in each group
A EEXERL; B: OSBPL3 UBKA ; C: AERFT R AL ; D: IBAE OSBPL3 ik 4A
Note: A: normal control group; B: OSBPL3 silent group; C: Compared with obesity control group; D: obese OSBPL3 silent group

Compared with normal control group, *P<0.05; Compared with obese control group, “P<0.05.

2.6 &4/ HE e mAg/kFay b

W2 HE Ye R . REREXT RRZH K AR OSB-
PL3 USRI AN A Z A BERAETE , TR 28 5 i v
%, FALPA W BN BRUUEL, IEH X% 4L /MR & OSB-
PL3 PSR IFIEA DL R RRIAE (B 6). SIEH X IRAAM L,
OSBPL3 J{2k4H /N, TC . TG .LDL-C }2 HDL-C JC%5 295 5%
(P>0.05) ; 5 1E % %F BRZLAR Ee , JE e %o BE 2 K2 e Jie OSBPL3 ¥t
#K2ll TC TG ,LDL-C J HDL-C #5 (P<<0.05); 5 AEJE XS BE 4
M, AERE OSBPL3 i@k 4] TC. TG .LDL-C } HDL-C %1
(P<0.05), BAARREHLILER 2.
27 FHEPMRIMAEHRXERNRIEER

S E# % BZHAH L, OSBPL3 Ui Bk4H /N SREBP-1C FAS

J¢ PPARa FRIEAKE TG 12422 5 (P>0.05) , AL Xt R 28 B 1
it OSBPL3 {j{#k4] SREBP-1C FAS %% ,PPARq Fik/K 3R
& (P<<0.05); SAEREXTHRZIAH L, REJE OSBPL3 PiLEk 4l
SREBP-1C .FAS # kK 5k ,PPARa FEH K EHE (P<
0.05), BRI ILER 3.
2.8 &4H/IMR Ak/mTOR ([ BERIEXEARILER

T WiF OSBPL3 5 Akt/mTOR 3@ 61 ¢ 2 , #1203 %
G FFRIR . Z5HANE 7, 5 1E % % IR 414H [t , OSBPL3 Ji&k
H/NEL Akt 2 mTOR B Rk R B K EG 2227 (P>
0.05); 5% HRZAAR L, ARME X HEZH Akt B mTOR B k7K
4515 (P<<0.05) 5 5 00 Bk X BRZH AH LE , AE B OSBPL3 LR 41
Akt & mTOR Btk FEAR(P<0.05),
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6 F4H/INFRATAE HE 8 (x200)
Fig.6 HE staining of mice liver in each group(x200)

* 2 FENRIASER BB (x5

Table 2 Comparison of serum lipids of mice in each group (x+s)

Groups TC( mmol /L) TG( mmol /L) LDL-C( mmol /L) HDL-C( mmol /L)
Normal control group(n=8) 0.68+0.10 2.11+0.25 0.55+0.08 1.24+0.15
Normal OSBPL3 Silent group(n==8) 0.70+0.11 2.09+0.23 0.56+0.09 1.22+0.14
Obesity control group(n=8) 1.45+£0.21%* 4.18+0.45% 1.21+0.24* 2.30+0.28*
Obesity OSBPL3 silent group(n=8) 1.22+0.14*" 2.77+0.31*" 0.77+0.09*" 1.64+0.18*"

Note: Compared with normal control group and OSBPL3 silence group, *P<0.05; Compared with obese control group, *P<0.05.

* 3 SHENRMATHARERFEER LB (25 )

Table 3 Comparison of the expression of lipid-related genes in mice in each group (x+s)

Groups SREBP-1C FAS PPAR«
Normal control group(n==8) 1.00+0.08 1.00+0.09 4.55+0.53
Normal OSBPL3 Silent group(n==8) 1.02+0.09 1.01+0.08 4.49+0.57
Obesity control group(n=8) 4.77+0.53* 5.28+0.62* 1.13+0.17*
Obesity OSBPL3 silent group(n==8) 3.02+0.34*" 3.02+0.38*" 2.43+0.35%

Note: Compared with normal control group and OSBPL3 silence group, *P<0.05; Compared with obese control group, *P<0.05.

oy « £ 0.4- *
o * 3
P-mTop.lﬁﬁ I 245kDa £ %] H
= Q s 0.3
mTom 289kDa I | 5
H £ 0.2
. - K g #
P Akt! | 60kDa L ¢ 2
Akt | | soxpa "
359kDa £ g0 % 00l
GAPDHI I : 0.0 . . . — & a 5 & )

7 Western blot #ill Akt mTOR B ERRNESE
Fig.7 Bands of Akt and mTOR proteins detected by Western blot
A EEEXERL; B: OSBPL3 iiEKA ; C: AER¥XT ERAME L ; D: BEAE OSBPL3 ifIEK4H
Note: A: normal control group; B: OSBPL3 silent group; C: Compared with obesity control group; D: obese OSBPL3 silent group
Compared with normal control group, *P<0.05; Compared with obese control group, *P<0.05.
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