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Effects of glycyrrhizin on alcoholic fatty liver cells incluced in vitro and its mechanism "
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[Abstract] Objective

vitro and its possible mechanism. Methods

To investigate the effects of glycyrrhizin on the cell model of alcoholic fatty liver CAFL) induced in
The in vitro induced AFL cells were divided into the control group,separating ethanol
group, glycyrrhizin group and continuous induction group. The levels of intracellular triglyceride(TG) and leakage amounts of ALT
and AST,cell cycle change and protein and mRNA expressions of PPAR-y,SREBP-1 and SCAP were measured. Results Glycyr-
rhizin could obviously reduce the apoptosis occurrence;compared with the control group,the level of intracellular TG and the leak-
age amounts of ALT and AST, and the protein and mRNA expressions of PPAR-y, SREBP-1 and SCAP were significantly de-
creased(P<C0. 05). Conclusion Glycyrrhizin may alleviate the fat change of in vitro induced AFL cells by down-regulating expres-
sions of PPAR-y,SREBP-1 and SCAP.
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L1 M BPLAAFBRME A ERE Sigma Aldrich 2 7
RIPM-1640 ¥ 37 4k I 4= 1L 35 L 96 25 11 B 45 0 | & [ Gibeo 24
Fl N R RR L AW (ALT) LR & 2 TR % A W CAST) L = it 1 i
(TG E R &5 CCKS WM &M A m &l AEwA R
Al B B R S 7 y(PPAR-Y) L& A Bl o 12 - 312
-5 BRI B " A B R e R I T L(SREBP-1) | [& B 3 45 I
P25 4 A 2L TS 7 1 (SCAP) £t A Z Tk hiik ) B Ab-
cam 7\ A) ; Trizol Reagent Il H Invitrogen 2\ &) . i ¥ 56 i 7 &
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1.2 Fi:

12,1 EHAFANMI A 3R AL IF 400 Lo2 40 M &
10 %0 i 2F 1M 35 B9 RIPM-1640 K5 #£ 3,37 ‘C,5% CO, HEF
Bigt.

1.2.2 CCKS8 itk LW M BBk BE SR A A
Xof BEZH 6 B SCER 2 . AL AR A 2R An B T AL S 3
S1EEF 96 FLAR . R A0 M 58 4 0 RE 1] FL A o AR & 1% 1l
T 1640 BE R R E 19 0.0.4%.0.8%.1.6%.3.2%.6. 4% .
12. 8% M L. W5 24 h g A 10 pl. CCK8 |, 5k F B 45 A
450 nm 4 K 4% FL RO BE 1

1.2.3 AFL AR HE Sy K 5056 40 S X BAL A e 4,
HSAMAE 3% L EER) 1640 8532 54535, X HE4] 0. 4% 2
B 475 3 d R e IE W B SR AL gk 2 5 57 3 AL IRl 6 dfE
J AT S AR 7R B R T VLS 4N A 5 N 9 A 4L
T o P20 A 53 S R BRAL VAR S5 A S AL H R R
Al XA IE R R R EE R A E 0.4% 2
B RE SR S D 2 B4 . L02 A 2B S 2 5 e
EE IR, H M EH . L02 HME ZHiESZ G5

NG 25 (1986 — ) o A g B i+ B L F 50 A » 32 2 283 Ak B 1) 1236



FRES 2018 F 2 A% 47 5% 4 B

1.2 mmol/L HEE R MY IE# RE 3R 5L 57 .
1.2.4  CCK8 fifi e H RER 2 AL AN M P S B VR SRl
[ 1.2.2, WAAFAERKSZM, ZBEFS 30 R40H . Fral
M 5E My BE S i A # 0.4.0.8.1.2.1.6,2. 0 mmol/L H ##
EW 1Y IMEAY 1640 B3R 3L W A MA R T HEF K 1%
ML 1Y 1640 Br 7 56, & 24 h 5. 14 &L & im A 10 mL
CCK8, R A AR 450 nm &b A% I 4% L b W 5 B 1 .
1.2.5 J2 % 20 Yoo 6 D0 20 f 9 B 0 88 B JBOG B0 e
M2 2 B S5 1 Lo2 Al i, B AN ff 3 9% 24 h 5. #%
Ykl Je B 2L AE i (1 000 pg/ml) Fi PBS LA 1 100 i B L 4
M B JE WM B wE 3y L REEIE A 5 min, 85O0 B AU W
SN N B 17 1 & LR B
1.2.5 4 ALT 1 AST it & il 433 Ok BiAE < 39
45 AL AN M . 28RBS T AL )5 5 1 500 r/min, 8.0 5 min J5 I 41
M b TR 4 B ALT A0 AST 3857 & Ay i 0A 5 84 .
1.2.6  #R TG AKFIME 433 B BCH: 50 14 45 41 40
M, JEREE AL )5 1 500 r/min, .0 5 min, PBS {EBE40 A 2 %,
RS min, T, B 40 % S 10° A /mL. 1] 2% 28 40 i
A1 mL 246 4% 30 min J5,4 “CE.0 25 min, INE K 4]
20 11 b T R T A A B A AT AU
1.2.7 a4 M4 (CFCMD K 4 i ) T4 A0 B4 4 v 4
T B A A 0 00 40 35 Ak RO JE R B 0 B A 500
pL binding-buffer # & , K X Il A Annexin-V.PI1 % 5 uL., F
1 hy7E FCM [k, 25 5 4 a2 : FITC — /PL— g 3% 41
FITC— /PI+ 3 3 %€ 4il g, FITC + /PT— g 5 89 U4 v 40 fd .
FITCH /PI+ s - 40 . A0 TR 5 A xR F .
ML T3 00 = CRTRE T 40 M 5+ e 9 - 4 i 0 /
SR X100 %,
1.2.8 FCM o il 4 J 0 1% B0 BBCA& 20 o 4 T 0 B0 AR K0
A A0 1 A 0 D A B R R AR 75 LB 1 X
binding buffer & .4 ‘C[H % 12 h DA L il A RNaseA JZ i 30
min,5 pL PIZE R #E R A 20 min, F 1 h 7E FCM A,
1.2.9 Western blot il 4fi jft PPAR-v,SREBP-1,SCAP & 4
MYFeIR A A R A % A K 0T A 0 B R TR AN v ) R R
Fi R 1226 1 1 o8 36 i 198 b 5% T 4 Ik M 68 ¢ i Kk (SDS-
PAGE)2 h 4y B F B =R B 1 h, —41 4 Cl i, =40
[IgG(1: 20000137 ‘CHFHE 2 h, fwJa M fh2F kO W5 5 %
W A% 43 BT 22 G5 (Bio-Rad , USA) | 25 4 4% 47 6 25 B 1,
1.2.10 RT-PCR # il 4l 8 PPAR-y,SREBP-1,SCAP mRNA
Myl TS AL b AL o AR K0 A0 B AN i b
RNA, 7 % 5319 8 i DNA, PPAR-y Bl ¥ %5 I :5-GCC
TGC ATC TCC ACC TTA TTA-3", Fiif:5'-ATC TCC ACA
GAC ACG A-3';SREBP-1 5| ¥)% % I .5 -TGG GTT AGA
GAA TGT GTT GGT G-3', Fiff:5-GAA GTA GCC GAT
GAG GAT GAT G-3'; SCAP 7| ¥ )% 3 b #7: 5'-ACA CAG
CAA CCA GAA ACT CAA G-3', Fii:5'-AGT GTG TCC
TCC ACC TCA GTC T-3'; Lk GAPDH {E R 5, Bl #) 74 I
#:5'-CAT GGG GTG TGA ACC ATG AGA-3'; F .5~
GTC TTC TGG GTG GCA GTG AT-3', RT-PCR J% i 414
R 95 CHiAYE 10 min, 2R 5 95 C7A5H 30 5,50 “CiB k 30
$,70 CHEAf 1 min, 40 NMEI, 5 70 C L 10 min 455,
PG 4 100 BN A R R B K B B AR 43 BT R B A T Ak
K .
1.3 St s R A SPSS22. 0 45 i 8k 14F 9 47 g 4 b
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FHHE R 1. 2 mmol/L B, H 5 HE R X408 1 42 & K 1E i
KWK 2,
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o | ./Q/\;\,
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0.4 ' 0.8 ' 1.2 l 1.6 l 2
HEF#HE (mmol/L)
2 TEAKREHEMEIERT AFL R4MA CCK8 £ §

2.3 HHMME T LGSR SC 2R AN A R B AR R
Jg(58.8545.08) %, X MR LH Jy (18. 1244, 58) %, B4 L i &
SHEFIFE L (P<0.05), BB ayas &M, AFL iF41
it e E R N T R LI 3,

B o tr O,
A B X IR
& 3 REOALERERAMAIHER(X20)

2.4 KHEMM TG KK ALT,AST it Hd  5xHH
Fo# s B Bg B4R TG KA i AR (P>>0. 05) s B fF R4
P B TG 7K B B BRI (P<<0. 01) 5 4k 25475 5 28 41 B 79 19
TG AKEFPTE (P>0.05), X W4 . BB £ W4l am
JEP s ALT 5 AST ik i B AIE (P<C0. 05) 5 4k 22 175 3 41 410 g
WY ALT 5 AST it &t B 8 J &5 (P<C0. 05) 5 T H B HI R 41
i N ALT 5 AST {it s 2 B 8 FE AR (P<<0. 01, L3 1,

2.5 HAAMMEHY S M T Xk AL R An i E Ak T
Go /Gy .G /M B % B b 505 B4 b A B 2l R 4
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4, S B0 A T B U 2 . Gy /MR T B, 4 4 B 2
SEGFE X (P>0.05, S5XF AU, H = F5 2 41040
e T % ] R R AIR (P<<0. 05) , L3 2,

=1 ZHEMM TG KER ALT 1 AST ittim =

LE& (Tt s)
20 51 TG(mmol/L) ALT(U/L) AST(U/L)
X AL 2.24+0.25 5.9240.45 6.24+1.92
Jii B 2 B4 1.9540. 29 4.2240,23¢ 4.82+1. 247
H A =2 1.0240. 140 1.29+0. 07" 1.95+0. 87°
k21 5 41 2.43%+0. 34 6.46=+0. 53" 6.79+2. 15

1, P<<0.05,>: P<<0.01, 5% B4 H &

®2 ESHAAMBABRSATHERIEE(N)

215 Go/G1 S Gy /M #] FT R
Xt BE 41 79. 21 16. 83 3.96 5.85
JI B 2 BEH 73.47 18. 26 8.27 4. 69
HHRATRH 78. 95 11. 04 10. 01 3. 250
A 5% G 4 82. 68 12.78 4.54 8.29

@, P<C0.05, 5% M4t

2.6 #4400 PPARy.SREBP-1,SCAP A %Kik =
FIXF 41 PPAR-y . SREBP-1,SCAP & [ 1) % ik 4K . 7€ 2 B2
FSIa ) AFL fFAni R 3 i B R Rk B T B A T

2§ H R R R T IS AFL TIPS 3 B 11 &k U] 1%
1 (P<<0.05) . WLIAT 4.
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e ——
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o ———

SREBP-1 — —

SCAP e —

| —

B4  ZAMEH PPAR y,SREBP1,SCAP BA MR

2.7 K40 PPAR-y.SREBP-1,SCAP mRNA () 3 ik
25 1% B 41 H PPAR-y.SREBP-1,SCAP mRNA [ #2514 . 78
LS JRH AFL JF4NE 3 ff mRNA R XHN T HE
B TH 5 (P<<0. 05) , H A FF R A MF 41 i 9 3 i mRNA i %3k
HH 4 [ A (P<<0. 05) , I, 38 3,

x3 ZHMEA P PPAR-y.SREBP-1,SCAP

mRNA RiE LB (L)
205 PPAR-y SREBP-1 SCAP
25 6 BR 1.0240.12 1.0340.11 0.99-+0.06
papicEil 2.55%40. 23% 2.6840. 16" 2.4940. 31%
HEEEH 1.7240.11° 1.6240. 14" 1.54-+0. 10°

“, P<C0. 01, 525 X B4 L% 5 : P<<0. 05, 5 % R4 [ %
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FIVEFT . WE5E & B B 3 AR 4% % 1 S50 10 5 75 5 1) I 45 49 A
PR 1 A T B R 1 2R R 3R 09 B8 B AR X AFL #E473R
J7U . AH ST H R B X A e S A5 4 I D

75 o 25T R B 0t 4 AT 102 kaIjJEALTMXﬂ\ AFL
BT, A WESE SR CCKS ik i 35 1 % JHF MUk 48 it oc 3 5. 431
3/ FEAEL 3R] Xk 248 0 3 P 77 A — 2 5% W 1 & T R R AR O T 3
B i, 38 o XS S A T R B A KBRS
A it AT I 1 35 AR R W T T R R I T 4 Y A S T 4 i
A ORI B AT F B A I ) I LR s e e

AR S 5 2k CCK8 i 1 H- w0 21 7E e B - 25 1 R B Y
PE M EE ) 1. 2 mmol/L W, 550 & 32 6] 48 i 9 41 A6 1 o
KPR 1. 2 mmol/L /E Jyde W BE . M 7EA SE 6 o, 1
BT Y 2K R T 0k 40 L S5 3500 40 32 450 40 Y
P A 22 Tt I i 2 G 3R AR R DR O L AR S O s A ) A 4 A i |
W ALT F1 AST jiih s &8 i e S e o gD, g5 R 3L,
HREREM MBS ALT f1 AST rﬁdﬁﬁ%ﬁﬁ%ﬁ&@<
0.05) /R H I EH & — & B LRSI 42 AFL (9 T BE 38 473 .
ZFEERE W EAN TG M8 B 2 BT IE A K TG & Bk
TG G 7 . AR R R M4 B /R RITE TG W
B (P<<0. 0D, 5P gy R AR —5Y . W A& 55
W FCM A0 T H ¥EHE R IR 5 40 it i J& 14 aﬁ,ﬁlﬂéﬁﬂﬂ’@
KEBGF B AE Go /Gy J 52 705 T B2 % 400 it J&] 200 52 el A8
1 J2: B 8% 38 S 94 0% 240 A 9 T S R 410 1) 40 1 4 B

PPAR-y B Z B EHER A T M — 0, AR KN
PPAR-y 16 JFIIE B k45 2 Fh s AU A 4R i AR e 3R 3k L W LUl

b A0 g T R A TS B IR R TG, s A iR g TG %
FA . SREBPs Jj&—Fh 5 2 (10 Jig B e A5 0 W B 7 24 40 B 1 B
FE s /b i), SREBPs 5 SCAP 25 & i 4 5t 9 15 5% 7% 2 v /R B
A VAR G B AR 3 R 1 3Rk R EUR IR SR OB AR
KR, L% S50 AFL JF 41 PPAR-v,SREBP-1,SCAP
mRNA (22558 B F+ & (P<<0. 01, & H B FH Z G975 3 Fl
mRNA 3k BT 8 T (P<<0.05) . & iF & 41 40 g o 3
P AR IX S mRNA Rk —3. 45 R38R 2wl L E i i
¥ PPAR-y,SREBP-1, SCAP % 35 {2 # g Bt 9 /= 4=, 5 YOU
DT B oY 4 R — B0 H R ol BBl s T 9 PPAR-y.
SREBP-1,SCAP 23k , T 400 1 i BT 1) 7 A= o (B2 B4 1 B )
— B IR .
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