5537 5520 B, = E BE K ¥ % Vol. 37, No. 20
2022 2015 4£ 10 A 30 H J Third Mil Med Univ Oct. 30 2015

-
% DOI; 10.16016/j. 1000-5404. 201502072

H»
v

TRENETRETE HepG2 A M H it = BEITTARALHI X

K Al FEJrme oRmL R R EXLE,E4E, B B, TEA (400016 PSP BE A ook 3
RHEE 22 B AN S 41 TRIT S, A Rl B S s, PR 22 e P R 2598 55

(HWZE] HiY O R e = R 05 19 HepG2 4 ML N H il —FR TR B FTRESLI . Jiidk
A (1 g/ L A0 ) 2508 T 553210 HepG2 AU A A X BEAL (1 o/ L 82505, O M) SRMEAL (1 o/ L 4
B +30 mmol/L SHH) M + r- SR AL (R IN AR E 1 g/L +30 mmol/L Ml + A [a] 5 &t (19 -
ST 22 B 4 5 R 6.25 12,5 .25 50 pumol/L) , Z5H 1101 24 h ZJ5 ,MEL O Yo AL 4 i iy
JIE TR B TTCRRUNG 100 , T 00 2 200 A P H il =R (TG ) B9 % 1, Real-time PCR G §k /K Ak & W) 2 b oo iF45 &
[ (ChREBP) ([E EIE 5 SCAF45 G 8 1e(SREBP-1c¢) | JH-2Y P I 2 30t ( LPK) | 8 9% T I It S 54 7%
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Mangiferin ameliorates high-fructose-induced triglyceride deposition in HepG2 cells
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[ Abstract ] Objective To investigate the possible mechanism of mangiferin in ameliorating high-
fructose-induced triglyceride ( TG) deposition in HepG2 cells. Methods HepG2 cells were cultured in
Dulbecco minimum essential medium with low fructose concentration (1 g/L glucose) , and then the cells were
divided into control group (no fructose) , fructose group (30 mmol/L fructose), and fructose + mangiferin
groups with different concentrations (6.25, 12.5, 25 and 50 pumol/L) of mangiferin. After intervention for
24 h, the lipid droplet deposition was observed by oil red O staining, and the content of triglyceride was
detected by enzymatic method. Real-time PCR was used to determine the mRNA expression of carbohydrate
response element binding protein ( ChREBP) , sterol regulatory element binding protein-l1c ( SREBP-1c¢) ,
liver pyruvate kinase (LPK) and diacylglycerol acyliransferase-2 ( DGAT-2). Results Compared with the
control group, HepG2 cells in the fructose group showed more lipid droplets and higher TG content (P <
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0.05). Compared with the fructose group, low doses of mangiferin had no effect on the lipid droplet deposition

caused by fructose, while high doses of mangiferin (25 and 50 pumol/L) decreased lipid droplets and TG

content significantly (P <0.05), of which 50 wmol/L mangiferin exhibited the best intervention effect. Real-
time PCR result showed that, compared with the control group, the mRNA expressions of ChREBP, SREBP-

lc, LPK, and DGAT-2 increased significantly in the fructose group. Although 50 pwmol/L mangiferin could
down-regulate the mRNA expressions of ChREBP, LPK, and DGAT-2 (P <0.05), it showed minimal effect

on SREBP-lc mRNA expression. Conclusion

Mangiferin ameliorates high-fructose-induced TG deposition in

HepG2 cells through inhibiting over-expressions of lipid synthesis related genes including ChREBP, LPK and

DGAT-2.
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R NG Fr ik e f 5 5, S 40 I & 3G 5] 70% i), 44
ANy g S BRZH, SRMHA, SR + 2R GRI& 20 o



%37 B4 20 1 ¥O= K BE R ¥ ¥ OMR
J Third Mil Med Univ

2024 2015 410 A 30 H

Vol. 37, No. 20
Oct. 30 2015
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T 50 wmol/L. I}, it 24 v JiE i iy, 40 s /1 )L
SPANEZELN Y R R B S T 50 wmol/L N, Bl 24
Yy BE (00 T, 4 M A5 O W R R R, 100 pumol /L (1)
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(25 pmol/L F150 pumol/L) {8 21 i A 4 i 1 4t ) ik
W/, LA 50 mol/L P 2R b A i 2, $em 5 2R
T BRI AR SR B0 HepG2 4 M BRI DTN
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