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Regulation of Adipogenesis in Animals by Curcumin

Zheng Juanjuan, Li Ying*
(College of Life Science, Chongqing Normal University, Chongqing 401331, China)

Abstract The proliferation and differentiation of adipocytes, which increase the number of the cells and
the the size of a single cell, lead to the deposition of adipose tissue in living animals, and the degree of obesity is
determined by the fat cells” number and size. The direct result of adipocyte apoptosis is a decrease in the number
of fat cells, which in turn reduces the amount of adipose tissue in vivo. Curcumin is a kind of natural yellow
polyphenols extracted from turmeric rhizome, and it has strong biological activity. Curcumin can regulate the
development process of adipocytes, turn white adipocytes into beige cells, and improve endoplasmic reticulum
stress, lipid metabolism disorder, glucose metabolism disorder caused by obesity and obesity-related inflammation
in body. The recent progress about the effects of curcumin on the proliferation, differentiation, apoptosis , lipid
metabolism of adipocytes and the signaling pathways involved in these processes were summarized, and the effects
of curcumin on the prevention and treatment of obesity and its complications were discussed in this review. It may
provide a useful reference for researchers’ working in this field.
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fa b R R, — e IR, B W . B
FUIE . s, TEIURENHEE &M EEES S5
JHEARORM . R, ARt TR Y0 P B4 AR PR T
FEHAK . AR 2R A 1E (metabolic syndrome, MS) iy
AAE1998E M 5 TAEH AT e, RIB—HE 4
AIACH X ELAE (E BE, RIAERE. S bE. il &
A 55 20 TR RS20 7 SRR AR BIDIRAS T, AR
ZRA I A2 TR PR 1 I 5005 1) 1 S DR 2R, R
G EENUARACE 2L, R E T Nl R A )
—. BT, 2RO A VIEMERIACH 2% & 1E & B R
AFL DA SEN, AHIE ARG SR 4 RV IT J7 .
TEAN LAY b, JE 2 AR 7 40 o # i 1 22 F ik
RS FEE R EE . fENLAR R, AR 3 i i 4121
ITEAS 4540, DyRe DL Sk R e 1k S5 R I i 7 42
2193 9 A 6 7 2H 24 (white adipose tissue)s i
Jifi 4 £4(brown adipose tissue) 1K 2 5 [l 2H 2 (beige
adipose tissue), 5 2 FH X N1 40 B ) S 1 i 4
J AR T 7 A LRI K £ i 7 28 PR (A S B R 3
() T 107 20 R B R 4 o, 3848 AU iR T 4 ). b
015 U 24 L AR AR B S RIAE R T, AR
KA TG 10T 20 B, R AE FL AR B SR P T e . T
s — /MR AR AL R AR, BRI —IRE,
T ZA MR, R B 2 PR,
BFEFE. 2R Bk, TRk DU Ry
(e EAE, H— 7 A A e = AR A, 55—,
R BB AN WA B D RE . T D7 40 B A A Y
CEEAE R A ALK 4 B e B4 R 5 b ke 2 21
FH, FLECE AR AR 15 188 I e - i M 448 e ) 3 4L
R AR R PR o 1) BH U 42 JIg Joly 4 e 26 A ATL i 6o
T EEEAR MR BV TT FAT IR 5 S
K H R IR AL 27 0 S8 A R B i 44 9“1 )
B SR, AL B AE T AR T HE
JBE B A SRART B 7 TH 51 S 7 RFFE N BRI 0%
e HHiCA R, JUM LR PrEE AT
HUHIEE S J HRHTALFEAE FVE ST FERE AL 21 5
Hh, BIEFEN G B ST 2 Iy R o, X 2 W 2R o 3
BORVET 58 K RAZEE, Horh 23 300 e iR Re
AU LI E IR AR A T B wm IER

1 £=8/%
L1 ERFNEWFIE
LHERFRRKOOE BT EMEMLS

W, BN ZERHEY) 2 B ZERAR G AR S B
L HE M 0T RNCHHLOs, T2 —F B A FIEL R
Py A0 B- I B B A B R P le e A & A, R AR
VG B R . E R 5 I T A LA B RIE T K,
BT H B A MR, MOl s s iE B4 e 23
B KA GRR, W AE AT I R CRAFEE Y o
1.2 ZRZENEVFINEE
LHRRRN T FECT AR 24
Vs, R T2 A EER . RAE19724F,
LT R WA TE FAT PR N SN PR S8 IR KT 1
W DIREY . Z 5, — RA B SLIS IR UE L,
RN Z PRI A 3 E . A AT B —E
oM. [RIIN, ZEEERN AR, KITR BIRK
e R AR A 5 o 00 1 A 1 5 250 HLAG B Sk 1) 4
FAEH . AR R W], 2250 3 78 TP AR T7 8 IR
o S LI RRE T7 T B A #3 AE FUOR, SR R KT
RAE PrEaf . AL AT 1 4 (reactive oxygen species,
ROS)PRH VHBRE H 2L, P A eIl i e
Ak BEMARSEZ Py ge s, V2 Im R AT AN R
W O 4 WoR, 20 R AL FEACIE I A, oL
RN AR PS8, e Ah, R ZE T RN 4 5
S FE AR AT o WiAE /DN BRUTE AR 0 i (hepatic
stellate cells, HSCs)H, 22 5% 25 1M1t 52 M 41 ffd & A A v
FLBEE 1 SN 2 hRic Y Hmgal . P16FIP2113E
18 DA S B-2F- L0 1 i BH P HS Cs R % =, 3k 1717 15 5 48
MIZEE, B TR R ARG AL, BT A AT
HEVNRFEVRTT R PRIV EJREAE LA S AH 26 I R K T
RAELEAE AN A2 k00 . NE s R=ATAEWI4TH
TR IRAT R IR T, wT LUE AR PR Ve AR 22
T A2 1) 22 MU AL BT 75 1) 2 Mo, 5 E ETm
5, BUNERZE R H TESGYT, MR
PG . EEHRPRZ LHE/EM D, AN
2 6 R R R TR A DG 7 T R TR AR F S 1R T A
TG IZ D68

2 EREXAEMAEEE. 2. AT,
fE BRR & B & A5 A 2R RaAR & (LR #20
e i 2 9 = 2 A T R 1 OB 0 2 A 1,
Sh, REMTALS U ST BT TR, st
L. IR ELRATIR A S RGN
AOVERR B4, TANRES . Ak, TR
40 3 7 R 20 WO T AL T R R, o
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BLE T CIE R G 07 48 i b i 5T R B AR R, ]
78 5 T 41 i (mesenchymal stem cells, MSCs)ak Hif {4
JIE 7 4 B 23 A SR T SR ARG o 1) st 328 T 7 40 o ) 52 2%
AR B E DT LA OGRS, R 2
— PR TR AR N T B AR A AR AU A B R AR R
B2y, Bl AR N AR SN TR B, 223 3 ] L
B s A0 ) A T U A B ) M B FAHIMSCs A A
JIE: 77 200 P D R AR 328 g Foly 4 B 1) 08 T SR ik 2D g Fly 4
FIECE; I HNHIMSCs G FE . BELAS 544 Hg 15 41 ffo
oA I8 4RI P H I = AR R s T IR
A AR €Ak R ek 2D s A A4 A 1 T I 4H 2R (R AR AR H

1),
21 EEZWNCERIAIEHMEARIEE. 21Lr
=AU

3T3-L1/I bl AT 1A i 7 240 i 2R A0\ SW 87215 117 4
i 22 2 AR 7 < B Bt 7 Hh 8 A ) 32 A i R
AhnP, Tian®™| Kim%FPHRIEUESE | 2R AW A
AN 3T3-L 1 A% I J 248 L RT N B2 i 4 i 7 48
il B85, FESERIEREF, 10 pmol/ L AR AL HE
3T3-L1AG PRGN MM, 2288 2 W R 3] 1 A4 A iy
AR oAk, HEEH IR 25 pmol/LIN HAH 734k
VERJE B2 AL O gL (e B 4t AR B, R 2T 547
FERIEOLT, NI A0 oA A2 o = AL 0 H i = iR AR
RERERFLEY, [EFEH, LeeSPWE 53R, 214
Fom I I S A A S B R0 52 7Ry (peroxisome
proliferator-activated receptor-y, PPARy)ZRIA T [ I
S A g 77 0 B ) A, D 00 ) g 77 40 P ) 38 5
Ejaz ' MIFerguson®if 70 & W, 1% 120 pmol/L3E 3 &
) 7 /N B 3T3-L 1A 44 A5 107 248 5346 o i 19 48 .
Z08 R BE A MO AR BT ik, — i
U181 I 7 200 e R v A g e 4 TR 1 ) Rk R A
il g 7 T2 8, 38 3 S Wnt/B-cateninids 72 Sk 401 1) i
Jiri M B 1 534k . Wnt/B-cateninf 5 188 4% 38 i #0) fi1 fig
77 T PR D% 225 DT FR) e 3 SR A ) i Jy A Rl 02031220, 32
TR A IR U A0 PR T R ) A —AME g AR R AR
JIE: 107 448 10 3 A 5 R 400 ) 4 o P A 22 00 R B 1
IR SIL, BIVABR A A2k N 2SI AT S B Goy/M
sk Y 3, 3R TS B 1 R M A M o A R Y AR T
% K Fkruppel #: [ ¥~ 5(kruppel-like factor 5, KLF5).
CCAATHE 58 1-45 4 85 1 (CCAAT/enhancer binding
proteina, C/EBPo)FIPPARY[) 2 1A 52 2 H1 ] 17 52 M
AP DL EAE TS RIE S, 2230 3R B A A

PRREW AN 3G T . A IIE o AR S0 & 7 i v HE
o AR I 107 40 B 85 77 R R I 2R A 0%, X B A
AP G 10 2 M 30 AT R 97, R0 T 223 RO A ik
RE WG A0 PRI TE . oAb iIsem . Seat o R, £
FOOPIIEEE . A B MSE R (R RR). BE
R, MDA, 28w A 3 T3-L1FT ik
1 P07 4 6 23 A ) 4 Y, %o JHL 8 ) LA AR B i
R EE RN O E AR, X5 HAh S 0 T4 e
Mo AR S 0K — 22 57 16 5 IR AT A A2 ] T AT T i
i FH I 223 R IR BN, BRI 2238 204 RO A
A AR, (8 B A R R A, Wb
i
2.2 EFEXIMSCsIBE, DA

MSCsE —2HA BT E Bl K& 744 i 17 4 i
A A 28 R 1 i v e IO Al i . 25 35 3 X JEMISCs 1)
. A EREE R . TRRESEPNEIIMTTE
EBIEWFFL T 0~25 pmol/L3E 3 2 4 JR AR R AL AL RE 7=
S BEMSCSIMFE 5 . Z5 R, — iR EE
PR ) 25 B 200 3 T BEMIS Cs ) 18 Bt B A (G I JEE 12
BE R FE R O AE F, LA AR F B S R]
TR . 1~10 pmol/LIK B 1) 25 85 & AL s (L it 4
5 H 380, KT 15 umol /LA 5 1 32 3 23 %) 41 i
W5 R B A AR, B B R 3 KT
Wog; [FIRE, X A P OE T B RE— EIRE
YU A A% R M Cs 138 5 EL AT 4R Y, HLiZ Ak
FH B B2 BB NI 58 . 1~10 pmol/L I 2535 5 44
& B 34 G BB 52, 4R R T 10 pmol/LE,
LA T ] 20 A AE VR F, B4 F B
TR PSR 5, (0 249K % 5125 pmol/LI, 23R
ST R AR . DL g R Bos: 2K
FORHEMSCs Y 5 FL AT I 34 P52 18 i i 385 st 7 400 1) 1
H o ARAZZE R [ FECT T 4510 —— 2 R X
/INBR3T3-L 1 A A o 400 P P 348 3 LA R s A P A7 A
5 B AN ), AR 3 i b 22 S 1 o B DR R T R
FH T8 9 3 e I B0 R AN 6] L i 2 FH e 4
KAUAE 8. LEA I 22 38 2 XPMSCs g 7316 11
WAL, 8 0 25 24 2 2H A0 M %) R 2 A 2R A T 0o A
o, 2 H 220 Z B BEMSCs Al g ilMS Cs 431k 1)
BHNHIEHPS, GuEEPHIESE, 10~15 pmol/LI 2
AL PR AR G B 35 B Th B2 FRIMSCs, 5 R 228
A A0 B AR LG, AR 7 40 B R R 1 2L Kl PPARy2
HAIC/EBPa mRNAI R IE KTV 5 2 B K. X—45i8
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53NN 3T3-L AT A 107 40 B 53 A0 B A 40
YERIM SR & . CL R8s REEIR, ZH RS
MSCs 1) s flig 734 5 30 B S A Y, Bk
WFFF—BRER .
23 ERRAAMRHARHAEMAT

P T ] AT 107 R B D o LETR YT R B
SRWE A, 75T HE 7 A AR T A D B AR AR A 1
HET R —. RELEIEERY, 2R 6
YA T LA R AR F623038 - Zho SEPSRTE |22
TR AR ESWST2NIE M A M i T/ . 7ESEER
AR, ABATTR T 4,6- K FE-2- 2K KL 15| 5 (DAPI)
PG AN AR RV 23 o A D 4 B O T 1 A
IR T A R TR A . SRR, ZHRER
AR NG T AR BRI T E R o AN, Ejaz 5T
FEBEEN/NRIT3-LIR T4 AR B985k
MR TR m () S5 SRR W], 2 R ER 1 H A ) i
AR R AR DT A o A O RE T A i . S
97 40 LA A1, [ ISt B AT 5 3 A T 4 R T R A
o FergusonZ5POM IE 52, 30 pmol/LH £ 3 2% 2 )3
T HE T IE %, 5 F3T3-LUIBI 4 T Bt
H ERWF AR, 22308 2500 B i 4 f B (2 08 T AE
F o 20 T m] e i AR T 4 B T s AR ) b
FEIRAR AN IS 2k A4 A5 E FH N AE IR PR E 5
HERR G 3. AH 2 225 3R DU Mgk A2 175 5 18 7 40
HTAANE 2E, Fritk— L B
2.4 EZREZRAREIRHLIAERE

223 2 ] R B YD B N R BRI £ 4 g 7
TECRIRBUIE M . 50T & A (fatty acid syn-
thase, FAS)/2 JIg 7 2E B G5l . A W 9T 3R BH, 22
B2 e FAS A R8I 770, ] 8 ) 4 it o g 7
PR G R RAT 1 g 177 200 B 2 AL AR AR 3111, Zingg
UGS, 228 R R4 M R iR AR R, B
RN BRI R R AL B2 7K P o Soetikno S8 IE 8K, 22
B3 AR TRLRE R K B R AR S . Pan®E(P)
W ARIE, 75 4LFI3T3-L140 i i, 2238 208 i i
FTPPARY [ 2 32 K [ IS i IR UK & 155 3 (R B JRE /) B
() 4 B RD  Js &, (R ENE DT L 2 g . 2R
B 7 AT B N B R AF, XieZEM M i 1 7R A
HURR RN — 58 5 1Y) 22 38 R R 0% PR IC JH I SRk B
D AR RE I DTRR o BEAh, A R EHHRIE T
L1 F TR IT R AN L R R AR SR, oas = e
R /N BRI R B AR, 18R AR ey SR TR R

B 71D 110 1 g T o A A AL D AR DL R
TE ISR, 2208 RAEPRACAR G 77 B A B EEH
SRIM, EHSCsH, £ KB Wntfs SHEBKET T
g BT BB AH OG 2 [A (1) K 1A . Zhang. Zhai. Tang
SEBIROMRTE 1 2208 F 0 1T I PPARy I 2 15 ) 1
HSCHIWE, $2m 17 40 A G K. BA BRI
KW, iR AE, ZERIMERICR A E
Jto FEMRTAE M, 223 E AT LUK ) B 40 A g
LR BFIMEH, M{EHSCsH, 238 & A4E H 2145 47
I
2.5 ZRFFSABREHAMEI KGR
TR AE TR I, WATH A RIS R BB R
1(uncoupling proteinl, UCP 1)K & i i i iy, 1X L&
YRR AL b B R 2 BOR R I B BROE, 7EDhhe
ERBIT R R BT 4E I, BT AR R B RGE, AL
PRI o K 55 157 4 5 A% €0 T J97 248 B T o o A
[FEARIC A R AR AT X 43, (R AR €15 7 40 B K £
JIE o 4 2 15 EL G AN [R A Dh e I R T At T
£ T 10 A o A0 R T ek 2 LA B i T 25 B, IR eb B
0 1 157 A B XL 5 1) 430, T DA FLAE AR B A AR
W IR T OB SR R 52 B DG . WFFLR B, 3K
o] DLIE ik 1 s AR € i 7 40 B R S 1 K Tmem 26
Fgf21. Tbxl. UCPI. PGC-la#1 PRDM16(PR do-
main-containing 16)% [ 3128 K75 3 7 A B EL IR 7 41
HkR R sl i 2 HE IR 3K -B3ARE AR M
I 107 2 23 H oK 8 i T A8 B ) K B LA nUCP L
TR A R R AR A 7 40 i, Ast A s AE
B, KA LU RE s o7 A AR VR . (A
FEH, Lone &1 A B IE, 2R AEW I F3T3-
L1240 R RH KBRS €6 3 07 4 B e dk, 9 EL 3G
JIE A FH 1R G B i 3 3R 88U I B (hormone sensitive
lipase, HSL)AH g 7 R & B (1) R T g £ Pt G g A PR
1t i (acetyl-CoA carboxylase, ACC)IF) K iL /K, {i¢
BRIl AR 223 35 SR ENR I B £ 250
THLHIIARE R . Bk, ZEE Uy a D
A0 AR AL B AR A, Bk T R 4 FLAR A HHI S 0
A AR FH, 3% D 22 B 3R AE NP S FLAR AR
BRI R AL T R .

3 ERFANEMEHBEXABHEFL
TER TGO B, A SRR A Bt LS,
e 20 P = I K A 0 5 R D R (free fatty
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Rl ERFEWNAERIFREHAEILE. 5UFBATHFMm

Tabel 1 The effects of curcumin on proliferation, differentiation, apoptosis and lipid accumulation of adipocytes from different sources

£ SRR EWEMIEH Y 225 3k
Cell source Effect of curcumin Species References
3T3-L1 preadipocyte Inhibiting differentiation M Ejaz, et al., 2009'°; Tian, et al., 2017%"; Kim, et al.,
2011%%; Lee, et al., 2008>"!
3T3-L1 preadipocyte Promoting differentiation M Wen, et al., 200614
Marrow MSCs Inhibiting differentiation P/R Gu, et al., 2012P7; Zhang, et al., 20145
Adipose MSCs Inhibiting differentiation P Liu, et al., 20175
Subcutaneous preadipocyte Inhibiting differentiation Kim, et al., 20112%
Marrow MSCs Promoting proliferation at lower P Zhang, et al., 20145
concentration of curcumin and
inhibiting proliferation at higher
concentration of curcumin
Adipose MSCs Inhibition proliferation P Liu, et al., 20175
3T3-L1 preadipocyte Inhibiting proliferation M Ahn, et al., 20102%; Lee, et al., 2008"*"'; Ferguson, et
al., 20165
3T3-L1 preadipocyte Promoting proliferation at lower M Wen, et al., 200654
concentration of curcumin and
inhibiting proliferation at higher
concentration of curcumin
SW872 preadipocyte Promote apoptosis H Zhu, et al., 20158
3T3-L1 preadipocyte Promote apoptosis M Ejaz, et al., 2009
Differentiated 3T3-L1 cell Promoting lipolysis M Pan, et al., 20173
3T3-L1 preadipocytes/Liver cell Reducing lipid accumulation M/C Ejaz, et al., 2009'%); Liu, et al., 2017"%; Xie, et al.,
2017"; Zingg, et al., 2012'°!
HSCs Promoting lipid accumulation R Zhang, et al., 2016°Y; Tang, et al., 2010
3T3-L1 preadipocyte/primary Turning white adipocytes into beige M Kim, et al., 2016 Lone, et al., 2016"**

white adipocyte cells

H: A; M:/hERG P: g R: KR C: A,
H: human; M: mouse; P: porcine; R: rat; C: chicken.

acids, FFAs)EAL, i 125 (A R 17 R At 2 B TR R A 22
Gio WORBEERCR, W25 K. K
B EIEYRIE S, 2= 8 R IAE TP A da o7 HE
FH R B0 S RE AR RS« ML A5 B8 77 THT AT 5 28597 3L
M RE . 23R ] RE L 5 A AR 15
U RURAR LA AR (AR L 2R2), HAE AR
ARE PR, A MEIXI2 g X AR &
LR T
3.1 EERRVEREHMEEFFRMAE. BERASE
5K

JiE S A 1 SR YR A AL I EE S A 3k
JE AR R FFAs™ £ T B, 2 3 20038 1 2RI B #
Bl HE SRR DI, D LK A FFAS R 7 A2 7]
B9 B R O BUR R . [, R FFAs ) HAh 2 24
e BB IIOL 2, JU 2 R W R A AL Bk B B A 7
HR, W2 51 R ST REREAT; 2 ML WFFAs/™ 24T

% o> A0 I 7 40 B Ak T i 75 1 (lipotoxicity VIR &S . Y
J5t M (endoplasmic reticulum, ER) /& H i = 5 A1 87 4=
JIE T T B A7 A, TITER S BCEE IR 7 D e i i A 2
FE. g s i mEEH . SEERNE
ANSZ 3 | B SR T B i 2 5| S P T I RLI,
RAFFR A 2l i ) AR 2R AL, RN, ERMIS
SR SRRE N R o7 40 L %) A A AH DR B, E TR D
Ty fie b b ik 75 v 8 8 5 BIUE i W AR, JinFETHE
I8 B B, 22505 0] LA A A R AT 1D 248 B )
ERFFL, % AEH SR> A E H VIR . Wang
SEVBIE TR N, 225 25 38 4 i) IS 7 240 U ER S
SRAMEI G B, LinfE" R I, 2R EGE T &
FPEMRFE R R = AR MG . BabuZFH IR B, MR
A 1 B AW PR 9 /0 BRI S R0 PR3 HR 1 i ot S5 A A
H, fE 325 3R RIRIBE R s P, JHF 0 AE [ -7 0-
PRI VR B AR R, IX SR B, 223 20T IE [ 1 A
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R EAEEFIMERH . QuilesZFHHIESL, 323 K AL
il FHF ARORL A4 R0 2 s 4 1) g B Ak . BRI Z 40, A
B AR SE T 22 5 3R A 0% 410 i K2 P2 T 2 E (low-
density lipoprotein, LDL)% 4k, FEAC LA [ EE ., H
T =T AN Bl JIi 7K S90S ) 0 ik ok e BB AR 1 T 1K
T 2 L DR 7 P 2k, L v 7R B 22 T 3R R 41T
JUG 7 A P ) i P, AE L L AL ) oo A R B o
HLDLAAE S N 13 B 2 8, A2 N, 1L
HKLDLJEH[ERE W F B E A, HAamE5 R LR
E DR R RS o Jang S5O 5T T RN
e WS v T v L T P R MR 5 AR DT B2
S 2 RN, 253 (50 mg/100 gk ) K A B A
I 0T T 7 Al H R ATURS # 244 (atypical antipsychotic
drugs, AAPDs) %5 & FI AR X EL T A . BL LT
SRV T 2 FO0 LR BAT R AR A, AEVR T A
RIIi L3I I T3 T BT A B S
32 ERFRNEHEMSRATE SR

LW RMNLKESE EIE— KB ZE1972
S AR AR IE T DA AR N S0 R0 i 2 1) R 7K PP
FE 3 A HI3T3-L 12 rhr, 22 35 3 66 0% 15 T e 46 40 5%
W, T g 1 AR SR R AR ARG AL ik
Ak, Zhao%5PI7E it 18 H $2 FIMohammadiZPViEAT T
T AT 2258 RV T IR RERE e R R, 45 SRR,
L RO TR AR N BB B R &
ITLinsER I, 2R UGE T RE &R /N R
IR By U . (A B, Babu U2 B 57 4 3 2
I, FEZE R IRIR BB R R AR AL, 23R AENS
55 JH ] EE AR PG LR R PRV 1 T o A Ak
YER o 1 B 22 58 3O PR B I ARURIR S B —
SERINCGEE o TangZEUOWIE 7T T 22 58 206 1 M = IR
v L P B ) B 5 R ARBT R S 4
KW, L (50 mg/100 gPE)I R & =P 4
THEER . DL SIS R, AR A s AR
JREAH G ( JR B & kbt LR ER 7l DL R4S
R TR 2 B AU A, 30 RT3 TR 5 R T 4 2R ()
R — fiE ¥ 3B(phosphodiesterase 3B, PDE3B)] % 14
KBy 1 I R 13 ¥ (cyclic adenosine monophosphate,
cAMPYRL R, c AMPAE N4 N 33 2= BUR AR (hor-
mone sensitive lipase, HSL) I 25 (5 #, Bl HERIA
k. i§(adenylate cyclase, AC)FH A 1% 1 BR 1 Fk — JI5 g
(phosphodiesterase, PDE) % 1] i 17 H: 7 Bl A1 [ fik .
PDE3B#&PDE 5 i i 04, JF H. 3= B4 1 55 A Ji

R 20 BB A QU R 2 g rp 2R T LR TR A AL i) id
RIRANF T BEAb, 75 Wang S 1) S 56 285 J R i,
LT R RS AL EAE g R 775 880 4 R I 5 A P e B
o I A AMPK T 8, 58 15 97 248 1 Hh (¥ AMPK )
PR . 38 11T AMPK i % SREBPR] 3 3 i 1% 3%
BURAE . T A ARSI . L
TS, W5 R 2 S R AR IR T I SR AT
TUHE FRI I 24590
33 ZRFAHUAIEAHE VBRI

JE R 52 35 1 1 € T I 4 2R R A 2H 23 2 R E,
SAEE L TR0 AE T 1S DL & E R 4 A 2
JH B P T BRI 30 2 B o i i TRl BRI I R ™, HAj 2
SN BRRR T REE el 9 AR I 2H 2R e ) [ R 4
R AR SE WY S ME S R R 2 AUEH,
(DR o5 PSR N = PN RN 1) AP R 1 =7 il P R
22 8 2 e 40 1 iR S B8 ER]F-(tumor necrosis factor,
TNF). )il #% B 7«BH# i £& H o(NF-kappa-B inhibi-
tor alpha, TkBo) ¥ A A 25 Fob 2 14 K175 i
FKB[Ha % Bk 8 KB 3L PR 3 98 (nuclear factor-
kappa-beta, NF-kB)JEME. #i] 5NF-«Bi ¥ 4H 5¢ (1)
NF-xB# B #11 #1] 77| (inhibitor of nuclear factor kappa-B
kinase, IKK)FJHOE N 1 & FHNF-cBYR 15 (142 5 PE 1R
U 241 e [R5~ 0 4 A 2R (Interleukin, TL) R IK SRHE
PUAL TS T 2 23 98 5EMS), Bradford™!\ Priyanka™!
SFUESE, 218 E ] L jk b 285E Bl . NF-kB- c-Jun
& HE R Uity P B (c-Jun N-terminal kinase, INK). i
% 52 MK K )-1(insulin receptor substrate 1, IRS-1)22 %
T Ttk 2 A A 100 1) A J7 4 8] 52 SR B0 T 75 -5 1) A8 RE A
JiR B HEPT. Woo I 9T SR, 223 R A3 T3-
L1 1 7 200 PR R T30 P A% 4 B i 4 25 -1 (monoocyte
chemotactic protein-1, MCP-1), 3 BH 2235 25 n] il ok #1561
JIG 7 2L 2 b ) 15 e 4 AR SR8 4 g J7 440 e R 7 £
FEIBRAN I AL 5 T 1 R AE [ B, 4NTNF-a, MCP-1
FINE AR B S R T 2R DR 7 () 3805 . bAh, ZE3
T I A AR R ER 1 208t ) i 4R R e DL B
FLARMW], 0 FO0 R A A B RS E A,
X IR N JEAH O AT SN A2 AT 7 Y

4 ERFBUMEXIESEREEAENZ
R IR AR, A FREMF YR

NI, 203 TR T4 2 AME 54
T, W RAEE T WTEA ERETE,
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Tabel 2 The effect of curcumin on obesity-related metabolic diseases

ZWRMEH i ZH IR

Effect of curcumin Species References

Inhibiting LDL oxidation Rab Ramirez-tortosa, et al., 19984

Reducing the level of phosphoric acid Rab/M Hasan, et al., 2014

Reducing triglyceride level Rab/ Ha/M Hasan, et al., 2014*"); Jang, et al., 20085

Inhibiting lipid peroxidation Rab/ R Babu, et al., 1997""); Quiles, et al., 19987,
Babu, et al., 199552

Inducing cholesterol metabolism Rab / R /Ha/M Zingg, et al., 2012!"%); Babu, et al., 1997,
Jang, et al., 20085";
Hasan, et al., 2014*; Babu, ef al., 19955

MReducing the level of free fatty acids and leptin Ha Jang, et al., 2008"")

Regulating blood lipids M/C Liu, et al., 2017"%; Xie, et al., 2017

Regulating glucose balance M Wang, et al., 2016

Inhibiting ER stress and lipolysis M Wang, et al., 2016

Increasing adiponectin expression M Aggarwal, et al., 2010

Inhibiting inflammation M Zingg, et al., 2012"%; Woo, et al., 2007";
Song, et al.,20185

Improving insulin sensitivity M Wang, et al., 2016!"'; Daugherty, et al.,

20182%; Woo, et al., 200753

M: /IR R: KB Rab: i Ha: & f; C: 29,
M: mouse; R: rat; Rab: rabbit; Ha: Hamster. C: chicken.

KEMFLH, ZEEH FNF-«B. INK. Wnt5s
5 SIBIAIEANIGTE  r AAE T  A BEE
BT, X 22 T AE B R R HGAH G AR 5 9 1) i
PRIGTT g fit 7 IRk E .
41 ERZRBIINFBIES1BIRHNGIBE R 4R T
HEERRIER
NF-kB/& K 2 AL T HAZ M b 1A% e 55
Ry, ol 51-«B45 & DLARE MR 20E A T 4H 5
H, PAL-BA AR 2 1 J5 B FEONE kB AAZ R KA 3L
B R T IR FH, B s B0 A T 4 R 1, AT 44l
AU T, ZFhan B T2 REBENF-«B, 113 K 4=
K [Al ¥ (epidermal growth factor, EGF). Ifil M A=
“F(platelet-derived growth factor, PDGF). i £ 4
£ [A ¥ (nerve growth factor, NGF)%%, ixX L& 41 ffy [X] -
F B I 22 SRR/ 75 B R B 1 T AR (CURR N B L
fiB, protein kinase B, PKB)f# I-kB & 1t 5K 7% 1L NF-
kBo UtAb, NF-«BH A] @ i 4 24 7 i 1k B F 0 (mi-
togenactivated-proteinkinase, MAPK). 4fi i #hiJi 5 &5
34 (extracellular regulated protein kinases, ERK)-
INKAHI p38/15 Sl B # I0E 7 BT R B, NF-xB I
38 MNE A AE g I 200 M e 31 18] 35 52 168 T ka3
Ut INF-kBAE 52 18 5 5 107 4 7 8 40 i D] 7 1) 3k

NF-kBE Jlig 17 2 g o 3= A 2 99 2R 40 B [ 1~ 1 3R,
— KR RAER T, TIL-1, IL-6, TNF-02%; — &
PRI 7, 3 A FEAN A T 0] & E 1 (cellular
inhibitor of apoptosis protein 1, c-IAP). 4 ffi%! Fas
HH SR BB T S5 M3 R A RE A 3R -1 B e Mg 22
(cellular Fas-associated death domain-like interleukin-
1B-converting enzyme-like inhibitory protein, c-FLIP).
Bel-25 IR E A TRIBel-xL4 . [ TAINF-«B7E W] i it
2 SR O A E PR 1A i M L 43 Ak T B SO IR A
I, e e T i 4 T 9 ) R ) 3R SR A ) I
IR TR N e N e R (bt i R il
PH T, 225 FNF-«BI i 7] 2 —, Ha] i
3T3-L1JJE /7 20 f HNF-«BI# R 1A5Y,  4NF-«BI1 i
P52 3 22 2 A HIN, FPT A T R 40 I T
DA 7 ) 2Rk 2 3] 1 4, 120 A ) R iR 22 3
R FAT R A o7 4 R T 1 5 E R s 40 e
122 38 3 T 3 HINF-xBYE P T B 5 BUR 40 i 1
TSR 1] 3 T4 ) B AR R RE — 2B AT Sy — i,
FE3T3-L1JIG U7 4 v, 22 38 3 vl el A 4% Hopi R s
P SO IR B 2R R, PR I 5 3 O & 2R IR,
I HLHE P fE N i A O SRR R ) K
SRIO0, 25 K AT I A S A A 1 KK ) i iy 4
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JfL HRNF-kB A0 >k — D5 T T 18 980 R 1) Rk ik
MRFEHLPURAE Y, 238 KB NF-«B(E 518 %
RIEFUIRAE T I 2 (R 75— DA
42 FEZBITINKIE S BEEXTARRZHRE =4
R

c-JunZ F R v BB (ONK) AL T 40 i, 244 87
W WO JE F A B A M k%, R A DR R R I 3%
ik, A MG EE . A T TR 98 e B S
AEFEE)Y, AP-1(activator protein-1, AP-1)7& 4
()2 7 B0 PR 7, e-Junje AP-11— B4y, ZINK ) &
HEEY), INK LR AR FIAP-1REGr 4 4, it b
B c-Jun ) 263 B R Ak c-Tun i c-Jun ) {ig 3k #E %
RIZRIE . FEREREANA A, INK TS S5 T . 5t
ZINK, 5B UAAR B 4 20k, 535 o AR RE /N
BROGT i 5 2R B BB, SRR R R E 5L S
e, TN LUE I B HIINK ) i 1 @
I PRINKIE ity b R ) 3R, INKAE 58 A
R AR, 3 T R4 LA o) i 0 400 P i % o L R
AMA I ZACGUIAE T o AP-1 R 35 11 ok 248 it 184 5 2
HEN), 20875 L IE S A HIINK-AP- 15 5 & 44k H
U7 200 PR B, T 200 B D A R 3 7= A A ) 2R R
Chen%FWiJf 7 32 B, 2218 2 I B IKMAPKK [ 314
AP INKAS 538 26 g0 e AN R A . i o
JEE B R R IR 5 F AR T R A 11 32 R, R g A
P38 o R AR IR R AT FE3T3-LAJR 5 4H i
WOE FIINK 3 80T R 5 R HPUS, @R INKEE R, #
T HH G T B R T S0 IR I 2R AP,
INK B0, FRAK T 9 8 2 3P Wang %P8t 7t
WESE, PA3T3-LIAHR T Fixt B, 2238 3% 5 77 S K
(1) 75 A ] T INK 364k, I8 g R0 T H
FEAEIR 5 S 0 B 5 R 4Pt R 4h, K IEITINK
Gl R PTA N . KimZEHIE S, TNFoill
R R INKAH] 7 3T3-L14H AL A BC 2 10 40 o T
298 AR DA B O 75 U B3 T3-L 140 i
TNF ol TL-6 [ 53 R0 43 04 B8, HE 1 R 35 bt 28 3%
Nio fH_BATAN, FEFEAESMHINKE &8 b
TN SR A 1) 2R SR/ INKAE 5 368 i 5 g s 4 A 4
B~ A R AHLZA 00 e 15 SRS HU RN 98 PR, {5
TG FH B o R B B
43 EEZRIBIIWnt/B-catenin{5 518 38 & 32 H N
4 RE1EH

JTYEAE | Wnt/B-catenin{s 5 JH B AR RS

FROAE SRR 32 v E . Wt — R R R H AR K
[A-F, B-cateninf&Wnt{5 5B N H . 7EAR
5 440 i, Wnt/B-cateninfF 5 38 % 7] DL 1] i B 411
JH ) 43 Ak AN P 1 i B R AR, Wt 1 IR G
S L R R 2 R Frizzled 1. 2 S AN
52 AARAR % R B 1 52 M AH 9% B M (low density lipo-

protein receptor related protein, LRP)5. 645 & i, ¥

% 7 BELEE A (dishevelled, Dvl), M0 ) DvIFIH] 1
GSK3B*f B-catenin B 1k, A 1 B2 1L 1) B-cateninfE:
J 5T iz TR R IR s B, S TCE(T cell factor,
TCF)/LEF(lymphoid enhancer binding protein, LEF)
SELy, MHIC/EBPa. PPARYZS I [ 40 i 56 i 4 57
TRk, T BEA T HE 5 40 B i 2 A e o 2 e o
LR oS FEMSCsH, Wnt/B-cateninfs 5 i i id i
1 | PPARy MIC/EBPaft) 3R ik, #1 il T MSCs[A) i i
Y1 A FR 43 A6 Wnt/B-catenin{ 5 38 % th ] i 1 4
T Wnt10b, i 544 g 7 i 23467 A, Wit/
B-cateninfF 5 1 #% tH 57 FIPPARY [ 1 2. PPARyfE
i 55B-cateninZt 5, 513 it N 8 A B4 B Ak 12
W HL R A, TS 5400, TR, £ R
AE W% 308 10 J0E Wnt/B-catenin{E 5 38 1% 410 1 A 137 1) 42
Bo AhnPO%EIESE #E3T3-LI14RME T, 28 R T
Wntl0b. Frizzled2 V) J FoA )32 /K% LRP5 mRNA )
ok, dEmang T e A AR R AR R . B
A, 2235 2% RE I i B0 Wnt/B-catenin/s 5 18 B
K K T TCFTR2 I RIS KANHI AR W . 1E 2
FRAHEITI-LI40H T, TCF7IR2F AN, 0] T
BRI 2 A A0 AR JTRCT . BT, mT DLE I 22 0 AR O
Wnt/B-catenin{F 5 18 i Sk 50 il i 107 40 B (4 4 A F IR
JT B TR 1, 3K M AR K FE AR AR S it 17— A
EINNELIE Y=

5 ip

H T 25 8 5 A 1 N TRDT RUA YT IR B B R
3 1% AR 6 S 098 77, HLAE 2RI A 2 b T
FIAST 2RI AT MRS 078 T 2 40,
PHZAEAET A A A R, Rk, 358 RO
WIRFERIET I EREZ AR G T — L4 25 1 FE B A
kK. (T LR EERFEDR . REHE D
G R IR AT B TR« SR PR R E 4
L AR F ML M AS B, 53— A5 I 5 53
FEE 0 MR 555 v 1 AR A P AN 4, (A
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