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Abstract: Chromium (III) is an essential trace element for the human body. It modulates the synthesis, secretion, and
content of insulin in the body. In addition to participating in the regulation of glucose and lipid metabolism, it performs
various important physiological functions, including the reduction of glucose and lipid levels. Glucose and lipid metabolism
disorders are the cause of many chronic diseases and have a complex pathogenesis. Research shows that chromium (III) is
related to glucose and lipid metabolism. Therefore, this study performes a meta-analysis of studies related to the safety of
chromium (III) and its influence on glucose and lipid metabolism and elucidated the mechanisms. Chromium (III) can
enhance insulin sensitivity, promote glucose absorption and glycogen synthesis and improve insulin resistance by regulating
AMPK/GLUT-4 and PI3K/Akt signaling pathways. And it also can improve lipid metabolism by regulating the expression
of SREBP-1C, ACC1 and CD36. The article would provide a theoretical basis for the use of chromium (III) toward the
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prevention and treatment of metabolic diseases, such as diabetes mellitus and obesity, so that it could be further applied in

the food industry.

Key words: chromium; lipid metabolism; glycometabolism; diebetes; mechanism

AR AU S 2 AR PRI | i 5% Z2 HEPT (insulin
resistance, IR) . AE AL = ML IEAE &5 A S A9 —231
WHZRGAE, HAT B R . HIBeR | HIR AN TR
{IRAHRS . BEE AT R A 1A Iy =R ek s, 38
] B B i A S R e R R LB AT 1Y 3 1
B Pageit, IR EDEHEF B RIE BE 2 1 E 5K,
2011~2021 4, IR EREPR G 835 B 9000 7 A MG =]

1 12 4000 J7 A, Hirh (¥ R BRI 1 585 24 7283 TT A,

s IR 51.70%M, FRE R RS IR 518 R R A
(2020) £ 5% b 7™, e HH [P 1 E AR 33k 8.2%, ik
FHE T 2015 MPRERECE, AT EE R AR S5
SRR AR N RBARZLEE I, S EUIAH SRR T HKRE
SLnEE., EAR HATRIIR R W G FREE T
ARTFCIE L0, AR HIARY TR ATI R EAIR T, PRI T & 8T
HUA 2R NE A 5 8 Bl G T Be B A M L 2

D 2 E RN TR e, Ba AL
FIICHLZS P FHIE 2K, MU T HILAS 8% B e Ry
10%~25%, T TCHLZESES ISR 1%~3%0, &
HLAER AOWRCRIZE 5 T IOH L%, I HH ARGl
T ITCHLASEED . AR, %5 T ) IS 2 AA) ol 4 A A
T+ (Glucose tolerance factor, GTF) [1¥) 3= 2 7% 4 i,
G310, SRS RGN ST M IR RN S e A
YIB!, F5E B, BLAE= 4% (T A RE S35
FERRA RIS 121, SEERRA i S B e R & A A E
T IOCHRIE, BefZIE S [R5 2R A BT RE X A A
PYBRERE G A — R A A FERE S YR 0L, Xy
RREIEEDIRE A EEAEH

PR, A SCEEIAR T i (DD XA s iy
AT PIES, A T 4% (D XEH AR RS g s
RO DA K S 5 WA IR AR i ai A2, DAV Sk %
(I P EFEMEIR ARG E PRI IR, BT LA
AR U S SR AL TR U AR AR
1 & () WZEeH

#(Co) @ TSR OcER, 76 A SR & ILa
BH =S AP EA R B, A I
s MBI A EE, T HEAT A S B S
P, DRI ) 9l AR, X AAARSE B e RO, %
BRI S AN A E DA SC, B HEE S s e
=M 10~100 £517 . =M A PR N Feka
REMEAE, B EYIRN LR e RS, A=
M i aEtE, AESCFSE AT THGE . 2014 AR RN &
i 2E A SR E— TR UM MR T IR BEVERF S A, e T =
88 AT 52 H 4% A5~ 300 ng Cr/kg/d™, Stout
SOV AR PR AT P S A R R R BRI /N BB T 0,
0.2%. 1% Fll 5% NEIE R4 R &, 45 R A B, 5%

PAR BR S I X R BRI 252 . IR L AR RHEFE R Y,
AR AR A T | AR A s 0 ARk, X R RR,
s/ NI TEEUEEH . Rhodes 2501 [AF5E R AH,
TE F334/N K FUF B6C3F1 /NRAVIR & 44k 13
N5 % NEBE H FRER AN 237 AR AR AN R i IR 24 5k
A FAEAARAY, B2l N AR R 451 76 3 S H N,
Xof R BRI BRI S PR IR MR B = 38 5% — R 1Y
TR S r= = F5PE . Shara 253022 38 358 X A E
Sprague-Dawley JCFUESE 52 JHEER AR 0 B8 25 mg/
L B9 = 4%, o8 T HRmR s ny K W&o 4k, 451 KR
B, KHH H IR = A s g R B S TE R R B R ERAE L, i
WERE BT AL AT DNA J B, I 2EdatnAniln IR b
g b LA B 2H 2R $8 24 DAk 3 RO B i 2 A8 1k

Li 803 04581 T [RIRE A L0 25 5, Ul R R A I
SHEBE RIS v AR S 56 B 1 AT ] fE iR B
FET. DA LAFSE AR R E — s B FVE A, Ui —
MV E R E SRR AR YIS T o
2 i (D MEREEREFENIIERR
2.1 % (D MERRIEFENIIY

B 5% 22 B 8% CTID) AT LA 2038 HIL A4S i o0 4 C ) =
HP), Zhang 5P T R HE S =Mk A T8
B BT RS A TR . T RE
BHEER LA 80(mg Cr)/kg FIEXPHE R/ NI TIE
JEEEST, BEMTITAL v IR HE AT IO IR E T . 45
SRR, 35 N W4 e b 2 S (IR IR 120 14 25 (Strep-
tozocin, STZ) 75 T Ml RIS /N B 235 JIE 1B 7K
S, P AR/ N B UAIIAEE . Liv 527 ¥
B REBEA T TR A B0, IS B IR B XT 16 R BE R
/NERBF TSR T, WA s, SR I R T T
FREPRIpE /) BRI i OB R AE W35 43R, Hos g e BT 1
2H I e TR IR/ N BRI 25 IR I 7K, B3R
DT EHmfE AR . Li 5580 =0 s SR s
G BT IEIR SR 4S5, ITIESE T R &5 bt
MEFRIFIETE . WFos A2 B0, X0 FR 6 R B IE 0.25~
0.75(mg Cr)/kg i 9GPl BEARIL MBS, I
FR SRR F KO, HATERR S S vE L TR 45
FIE A 7SKA =4 A0E%, 3RS (D) o] s A LA
AR S E AR, RISt A B AR S LT
TCHLASE, 5 Tang 2518 WFoT 4 S—34,

LA s, g5 (D B S Qi a  norE
JH, Rrlm g e b Fass (D B =X i G
M) R R TR SR T TR LA X AR B A T B A o
[F B8, AT S — 2B IR ARS8 (D s G =Y
HARVERINLE], DA bR Qi 5 5 A B Bl TR H2
AT R T L
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WFET & B4 CTID) X g AR 58t B AT BB 4E
FAP ZE, Krzysik 5800 A58 T £F 43 . SRR =
W 8546 G- 125 I8 IR & (high-fat diet, HFD) K FUb#H
RRACIH g2 . 25 2R 3R B, £ () AT i B AR
HFD K BRI R H %) B[ e B8 70 H vl — 8 (trigly-
ceride, TG) 7K, t3% HFD K BB 5 5 fe ko
Sahin 2P fiff R IBIRENAN STZ BRG5 T 4857 T ¥4
RIS Bl AT FRINEL E HH PR 05 Xl PR Jpe AR 78 S B
BTG T T & B, nHiE P R il DAl 25 REATORE AR
o A R R BRI B L U 5 B D BR (free fatty acid,
FFA) . TG F.: B [ B 7K ~F- (total cholesterol, TC),
TR PRI ASE IR I B I A QI 5 H iR . Sahin
SEDA SR T AN [FILH 2R B5 Bl & 4% HFD K BR3¢
Wi, £ HFD BT LR IR RIS E b Fh s
2% (leptin, LEP) . FFA | TC. fIR%5 B 5 A P IH & Bk
¥ (low density lipoprotein cholesterol, LDL-C) %5 5
TER R E R EAE LI B R 8 2 5, MEE KB KRR
1 HFD K ERHATH AR B T, BFoEss
KIR, #hFRH AR E A5 Y 0 HFD ZHAH L TARAh 7D
FY HFD 2Himi 5, HARE AR S E0r 300 T1EH
RERERIKTF, XUt HH 2R 2 G T HFD
Xof R B B Y B T s ], 240t T AR AT R R o
Hashemian 850 5% T Pl A s in 4 (D X AU G
SRR T HER A5 ), 25 5 kB, AHAR T 1 H sk
MEFEAACIE NG, S b IR AU G E AR N 1Y
MUBE . JBEE 2R . TG FUIRSR NG R 1 7KF-(low density
lipoprotein, LDL ) i 25 PN, HALAER TR . BEHD
REWE . SR AR S8 W 20 v

DR RTERATIN 1Q || D)ize b R IR ZNES) w8
% (T ) AT 38 3 BT A 8 57 B B LAAR B AL ] 7 S |
Hh = ERAKCP AR AR R, SRR AR LA
HINBACI SRR . A Mgt (T i i@ i BEAIRAR A
WS EAUA N BRI TEHE ARG AR A ek
3 % (D FEHEREAEHERHLE
3.1 % D @EHRKHSENERNS
3.1.1 JAWRERESES BRI ZIEPLE S
JIg2 85 ZEAH AT 5% Sl B 3 DIAH DG, X S g R
IR R I AL TR B (AMPK) {5 5l 4 . IR I
JULESE-3 3k i (PI3KO) 15 538 % . c-Jun %2 55 2K v P il
(INKO) 5 538 B FlAZ 7 «B(NF-xB) {5 53 i 55,
I L - S BB A 2R TCTR 5 RS 1 SRS
PN 5 | AH AR LD, AL AR e R B AN T i
SFEESIEE S, ARSI S E i k4
Z 5152555 FERARAESCE, 45 () v LLE
EURIRE) N R A TR 2 i AW I T o e

& CID) AT LA 3 4035 PIBKY/ZZ /95 22 PR K it
(serine threonine kinase, Akt) &2 {5 555 5%, 4
FriE S R AEFEIERVEA . Wang &80 WF5T T AlkieE FF
PR % XoF TR ALY R BRI S ) o X IR ASE 7R K FRAEA T

3 A Y 80 pg/kg/d MEWE PR 8 #b FE )5, IR 7321 24
2, X HE B LA T I 5 RAF S A a2 30, Nk g
FH R 45 i &b FE 14 58 T PI3K/Akt il 12 M5 5 55
Dong F5H9 Xf IR AR/ EREA TR TN AR 85 e & T
T, OB BRULAFGE T RN 2 BRI 5 RAF 544 =
HISEIR o WFFESE SRR, AN 2 IR &+ e 4 Hr- s L
P Akt IYBEIR AR BE & T2 U H, L A9 s B R
1A BNUEE, IR TRV EE . Ye S50 K a1k Bl 2=
WP S TES S, A T IR T BRI MR
SRR PRI TIF ST R B, Bl fb B 2 s m T
A AR 2 2R (insulin receptor, INSR )/ 5% 2
ZARJEEH)-2 (insulin receptor substrate 2, IRS-2)/PI3K/
TE F1% 0 B(protein kinase B, PKB) /## 5 & il i 1
fiff-38(glycogen synthase kinase-35, GSK-38) {5 =i
PE UG QU S, T R RS R 5 S YkA T
1Y) ] 29 B %% 32 25 11 4(Glucose transporter 4, GLUT-
4) AN ISR AT I, AR LA OBE 7K ST PTG
HEDRIG /N BRI AORE IR . Shi A8 B858 T bkl A s
Jinges CID) X Fe € F OB I i 52 0, 435 SR Al O 3L 4%
(I AT L F 98 iR 5 2245 5 38 BEAH SC 1 {5 5 Rk an
INSR. IRS1. PI3K. Akt %,

B CID i B o R RS A AR T IR 16 AL SR 1
fitt ( AMP-activated protein kinase, AMPK) & 538 %
PR 5 1, Hoffman 8515 &2 Stk g FH PR
B ELA PR AR MR v R A ZR IMLE S [ A2 1Y Le Hrag L
B TR AR R A AR IR L R Al 22 LBl & (1 (F-actin) %
ZRAN IR IYAE R, IR 5T T 4% (D) J& #53i :f AMPK

S IE R IR B AGEE IR X —ROR . 45 IRERI, 2t
WE R B AL PRI IR FEAY Lo B #5 L, AMPK 55
455 H GLUT-4 fyFEiz3hn, IR #3205 . X vl
B (I IE AT E A Y50 AMPK {5508 B0 P 2R 15
i S, Peng Z5UY WA IE R I AVERTIC S ) AR TN
SRS T LI S AKUAMPK FRERR LA AR L IR
5 2R M AT 538 I, D T B LA Y R A 2R s,

F3 40, 5 (D A GBI i c-Jun 2 A Uit P il (-
Jun N-terminal kinase, JNK) ™ % [K-F xB(nuclear
factor kappa-B, NF-«B)"" 33X W 245510 B X ik 5 3
(G5 FIEARIAT Y, LRUERR S RG-S W IE W%
T TEMGE B, SRR N K 0 85 [ BEA] (phospha-
tase and tensin homolog deleted on chromosome ten,
PTEN) 2 PI3K/Akt iEAEH Akt 19— EIF5F, 18
A B Fad b, PTEN 0] LA i (b e

B % LEE (phosphatidylinositol diphosphate, PIP2) 4=
SN, = % 192 % A8 Wt JJLEE ( phosphatidylinositol trispho-
sphate, PIP3) (193 [ i A Akt ABERR ik, MImiHN
il PBK/Akt {55555 . HAETAPTFE C A4S ()
ATHER PI3K/ Akt M5 'S5 S0, (H 5 (D) S i i
il PTEN X — 43 Fl ik B M58 PI3K/Akt 5 55%
AR RINN . Akt B TR EZEAFE XCERHESR
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1 O1(forkhead box protein O1, FoxO1) . GSK-3 Fl1
T A 2 & ¥ ZE (1 (mammalian target of rapamycin,
mTOR) %% . PI3K/ Akt i "h s 19 Akt 5351 %F
HOR PRSI TI0N, B Nl S GR AN R i
A2 S B X OB A iy R 4 . B AT s (T X T
PIBK/AKT/GSK-3 iX—{5 i@t AWM, {Hi%
(1) J& 75 b n] 3@ iF PI3K/Akt/FoxO1 Fl1 PI3K/Akt/
mTOR X 455538 B PR QU TR A 5 T
PE—2BHF5E

BT, 8 (D) F2EaE sz DL N RS R{E 557 S
k2 SRR (8 M PI3K/ Akt IBARAIE S
e SRR IR B 2R AT 5 i S e, 15N 2 hE B
L, A% TR 3 of 0 INSR/IR-2/PI3K/PKB/GSK-
38 15 i B AR HE R LA (b G i, DA T8 i o
IS ERAI A MUKV 3E 3 158 AMPK 1% PRk
SR A 5 2R AU E IR NS B2 12, s it
AR
3.1.2 JETHACIAROC UG BB G A
FH— RS EFS 5 58 ), AR i Pk SRk 7%
KA TR 51 T S5z, 4% () Wl 3 g 52 L,
A P A TS A1 A IR KPP 2 5 R B AR
o SRARFAEN A B B I B PR PR /N R EA T T
VUSSR T 0, 45 R R IR B S I R B T T Y
BRI/ IS EUMBE K P B BRI, B SR B BT
TRAPHEDRIA /)N BUAH L, 28 5 B B IR T TR PRI
/NI B R MR I AU S 1 B axREEE (T R
30 oL HE A LA I B F R 5t S S PR B AT B 7K,
B E RS 57 . Elseweidy 45:0% X S5 5 10
IR KA T E FH IR BRI B T 700, 284 45 d G &
T, A5 WoR 2N E P R RS B T T IR RS
ARG TR IR KREUWALL, HARTE | g, B
BEZR . IR FOJH L BR & 22 K% ##: i (Insulin degrading
enzyme, IDE) /K- ZFFEAIL, H INSR BEFRILLL R &
2% B I8 45 M1 IH [#1 % (High density lipoprotein chole-
sterol, HDL-C) 7K 38411, iXFLBHEE () Al E s AR
JFAE IDE 7K FIEIE INSR S SR b5 21
IR, JEMTHGE A b SR EESEDY I a5 19
BEXHEIRIG /N BB EA THENR A M FEAe, WITSE T B B R
RPN S . BRI, B R IR RERE S S B IR
JoR AR IR/ N B 1A R S SR J8 S0l % P S K,
PEFEAUARN =SRIRIEER, INEOB T AFERI I, 2k
AROBE PR o A 8 /1N BRUAA) IOBE 7K ST, 2R A 55 0
Wang 45052 F 58 T MEr £ LR 2208 M s (TID Bc 54
M o-UERI I o- FRIZED B E I RIS . 25 AR I
EFLIR ZHHEERT o-TERBFAN o8 2000 B B P i s
PR THERR L s . H il T8 (D ZEAAR SR
1A N ARV E AT ARG 22 51, MEAR LR W 5%
TENUANIZSAIRERT a-TERI TR o-F240 00 Bl B A
IV E TS 2E— RS

R, 46 CID XA QI i s f2 22280 S AT

ARG H2 = AT S 5 B LA ) 3% E0 P 5 S 3 1
TN BEEANR () S Ak, TG R A, 4Ee R
IMKFEZT $R E A I A AR COBE BRI R R
SRS TE MK, I =R ERAGE, ¥ LAARE i)
FH 5 BERACIT IR 5 22 BRI 0 KT, DR A 5 5
AR e 5 2 R, B B ) S i I 5 3Kt
PEACIH R H o
3.1.3 FWmERESTRE (D ALE SR
ERFRRESS 5. BiEWRES S T YUK
MIACHH, S E VAR BER AL . ORI B g AL
K SERE Y i B A YIRS A ] BE o R EUL
ARG RE 1 R . LIS P 0 7 A= F R R A A A5
RGN RAE, LRSS W UARINZE
AL, P24 IR, AT B S a0, BRI E s R AR S
YIRS DRI
FHEEDVK AR CCFMO0528., 8

FLFFRE X1 55 8 EE R T 2L, IR ILXT HFD #
STZ 75 0 R /N BRI PR [RI BB E . 4528 &
B, LR TR A TC B 0 I B 2H RRERSORAE L T ZLIR TRTZH
SEHINEA S, MR 7K SN SERE 7K SRS B 2 ., X U6
&5 CTID) X S i i AT 53 5 e R B A PR RIS 24 R
JE LG EEPO AE T B B AP i ST IEA oK BR A
FLFF B CCFMO0528. AP ZLIT I X1 5 & 45 i 3
TN, BEITE B 5% HFD F1 STZ 1755 A Rs
FY N BRI B PSS P RN T RERE ) . S5 SR R 3, FLAR
TR ZH RN PR A T B 5 I B 2H Xl PR Jpa A 8/ N BRI
G B EBELS AN R B MGEEREM, HELRR RSB
B IR 2H 00 7 TE B R SS A AN T BB O O S N .
2. SEHEZLR AL, 2R A N0 5 SR R-2H
FEHAIN T A 25 Lactobacillus {4 =E & /G 4% A8 IR
(Short chain fatty acid, SCFA) ¥ i, i 2 KR BUR
B Coprococcus fll Rikenel-laceae-g FJF . SCFA
AT T H AR 1 A5, T e s IPE 2= A
AR 1 AT RS AR ES, R 3 p AT RED),
Guo P WFSE T IRMAEZ P AT HFD il STZ BR45
75 SRR/ BUZE PRSI  ) . S5 SR R, K
IR Z W AT A R v /) BRI 18 BRI A, 25
I 2RI, HIORR AL 2% 2548 T BR
Ji/NERE N B SCFRA &4, 5 T8 3 460 F# 2%
TSRS TR A R —3K .

i CID) AT L3 I A 2 B8 - BE AN sa 4% g 5
TR A 3 i A A A QU S 8, (ELEAH DG SR N 54K
b, BT, Ses b I — Skl . HATHT
FERIN, W TE T Gl S s 2508 M AT i
1 F7HE SCFA FIA- SR 18 1 3R (AN i & b 25
FERK U JE ARy FRA QB Ao S8 1718 B LT 58 s
7 18 S RE R G AT 2H 2V AR BE R AE, 23R IR
A5 CI) 275 AT LASE 5o 98 795 ARy iR Rt AN g iz 1t
PERGORMGEIH ISR, ARG A IR .
3.1.4 HiR. BiEAEN AL BUEPUA A LS
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YA AE R AT I — PR, AR SR &= AR
i H 3, Wl UG FR . 2 BRI
TRV R, TERPERFVERT, I8TgH
2 B3 m, PO S2L IRPY, [F bl e & Fide
EAL AT YERF LA QU B 5 3517 o

Sundaram 5 X4 BRI /)N BR 1T IR Bk e AR PR
FRFEFN, G5 LI, AH LT ARAF M TR OB RIS/ NER, #b
5 2HE I /) BRI B KO L BRI A AR RS
PLEAIRS W2 035 (P<0.05) . X UdHHAN 245 (1)
] LG F AR 1Y) S A R OIS, PR AR =i
Wang 5552 DAl T ME4E FL TR 22 0 SO 8% Tl -5 40 %o
H,O, 5% 1UIT Lo2 g b4 AR AE . 45
SRR HH, MEtE FLEA 285 I Lo2 gnpsa ki fn E
B E, HEA DPPH B iSRG E . a0
eI M AnHTE:, Uiz G EA RIdt
EAbRE T, AT A AP 0 AL DN HOIR A, 4k
REFEFHUAR I . Jain 250 WFFE T # D FTUHER 5% A
Nk FR PR 4 %) STZ 15 5 iR PRI R BRUB BT A 4k
i 988 PR FE K] F - (tumour necrosis factor-a, TNF-a) .
4l A 2= -6 (interleukin-6, IL-6) . C-JZ i K (C-
reactive protein, CRP) . #H{k i £ 55 ] (haemoglobin
Alc,HbAlc). TC Fll TG 5. Z55K, PiFhs
I FEF AT RO PRYPS I BRUIME HH AR S8 4 A 5l 5
(TNF-a. IL-6. CRP) FlIIE K-, ZEfi S AL BCIR
=, BCEENLARARI S Eotk . B, 85 (T v LLaE
TEHT R AP E AT VLR AU 8 261 7 2038
P
3.1.5 JET AN BT R AR E AR 28 (D) AT
YA 240 BT RSE i IR [T s s = S R i . 4t
JETABLI IE T S S S QI A AR G ML)
2R )RR 2 BT U™ A S ), > 2 T S L Tt
Bl @ BRI TR A s R 4 0L, X &
AL AP E R ) R R, Pattar 551 5T
S BEEWE R PR e T S 2 va 2l 3T3-L1 I s 44 i 1 5
JIS JE [T B 1 2 i (P<<0.05), HL /=58 (25 mmol/L 4 %5
B 25 T B9 3T3-L1 JEIr i N iy GLUT-4 755l
B [ s yati s B 5 B e s B o I, 3k =B hn BT iR 1 i
GLUT-4 &, M HE &5 400X 35 A0 Y SR EEE ) o
Chen Z5° A58t 2 B4 (T ) Ak B AT (3 APR 2 )5 i
JIEL ] P, S840 2 R ST PR s, AT RE 3 GLUT-4 1)
SRR 5 2 RN AR A TGS, IR A i A
FIH.

A5 (T ) BEVE 17 40 M 53 B A4 I TS s, 38 Ak BRI
JoT AR SIS, A B iR stk . IX T2 HEA
EPFRFGIZ R 4 P ) BT EL R, DA $i = 40 i
PO TR O S P e i AW LB o o
3.1.6 MRS MOBEE KL S IR ZE—FF
FH R &5 -2 A3 A I ER, SRR R I A
DIRetE - AH I, 25 PE i NURH 2R 43 dhaah ), )25 3R 3
= MUBEAE . 35 4 B S0 WS R B, 28 BUIRES Bt &

WaT DL FERE RIS/ S BRI, e i i . JT
HizBd G S5Es R 11 4585 RE S
J&, T A a3 v MU 2R 1R 3s, VR I /)N BR
A PRI v o 2 X 1 5 2R s E A, s B sEEn B

P o XU (D 528 20 UIR 45 -5 AT DL 21 E]

ARV, DT SO A il S i AT LA PRt

3.2 % (D @EFBEREFENERLS

3.2.1 T ABCUEAHICHEE 5 CIDD AT LR R/
A G B IS Tk R LR IR 7K, AT Ae AR =+

o MUARNRINRAGEHE 232 202 Rl 520, dnfitg
JoL 53 T . PN B 240 e RN DRt s A [ sk 5% A2
lifi% . Chen S5 TSR T & 88 OS/K G S ALER ) Hedi
FLIBEFEXT ARG AR U e s8N B 52 i . 45 5R
2R, IR A G FPORE PR DT AL N B LA
PPBEIE IR AR, R PRI TG LR $25
JFHE BT 43 S T B K. MR s & 5T
TEE ZKAB, HILAR4) T PN B 2 e R SR i 1 o e
TR MRS R, IX 257 AR T LH S URILIRI ZH
2% g 25 M B VE R R, At v %5 5 8 25 1 (high-
density lipoprotein, HDL) & A% 3z 21 FH %, #H B 14
LDL /K330, HDL HAT W 2 43 n% NHE B Sk
JE 2 A% i B FNEUE THEM 0 VE T, Btk HDL &k
ZFHRHAT AT BET | R HUARRRI U S0 o A w5
T =EARER X R MUAE R R 52, 25 R I, AN

R PE =R B AEAR S M REG 5 i U U R BRI
AR E T Sl St R AT PN R A BB i T 4,
SR ESTFUE R 10 pg/L~10 g/L JE BN, HAEH
Bl =5 B e R b as . DL BT R AN, &%
(T AT 38 9795 B A QU A C i B OFE R BT o0 g . 1
PN Bz A RN DR F i IR ] P S e R il 5 ) T P I
IR AR SRR

3.2.2 PWHRRMIAECIERE MRS g (M) AlE
AT BB ACIETAH G 1y Fe R R X M 5 G . Hashe-
mian S5V ST T8 (T X AR B 265 2F A I8 B HE FR
MSZIa, 45 2 IR () Beid i KA S EAi G A ¥R
1kl 1(Acetyl-coa carboxylasel, ACC1) FIH 7 —Fg
Mk B 54 72 Wil 2( Diglycerol acyl transferase 2, DGAT
2) FER A ZFRBIK PR BT -G 8, TGRS
SENRARE ST HEAR . Guo ZEPY WFSY R B, KA FEZ
FREER T I 2 AT PRI AR /N RS IR s oo 2s &
ZE 1 1C( Sterol regulatory element binding protein-
1C, SREBP-1C) . ACC1, ¥ k% — 1% 5A 1t Al il
A i J5LBff ( Hydroxymethylglutarate monoacyl coA
reductase, HMGCR) Fll_A\ 25 (1 40 il 53 1k Bt 2 36
(Cluster of differentiation 36, CD36) A3 ik, H i,
SREBP-1C, ACC1. CD36 il HMGCR ¥ 5 j5 {1t it
FEIE, I LA b L E 0 ik ] v D AR RE BT S,
HURRBIWT K R RE. S341, RIS G Z W5 8 1508
FRIEAL I /N ERALAAR 09 Ik SE 5l Bl A S4B 1 (Acyl-

coaoxidase 1, Acox 1) . HER % H 78 (Bile salt output
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pump, BSEP) FlJH [& £ 7a-#% 1kl ( Cholesterol 7a-
hydroxylase 1, CYP7A1) FE K 3 ik /K EF e,
I LE LR Y AT M AR AR i) S A o, BRI DL I
e DA iy 2R 3 AT i AR BLAA BB AR 5T, Va2 B 17 HE R
Sadeghi 551" 5% 8 20 5 X WA AS [R] 2H 2L B v
W BN Wi A= 0-6 BORTR B A 0 B 2L PR R i 52
. 4R, AR RENS I FEPLA ACClH .
H i —ER e ¥ B2 1 1 (Diglycerol acyl transferase
2, DGAT1) . IR BR 454 #5 4 4(Fatty acid binding
protein 4, FABP4) . 1§ 5 % & Al fiff ( Fatty acid syn-
thase, FAS) . ¥ 2 80/2% 5 V5 i ( Hormone sensitive
lipase, HSL) . LEP 3t [K 323k, XA ATk ALk
NEWiIZAK-, BRI 55 - Ilb4h, Orhan 45 iF5Y
R IR LH S0P s AL E PR PR 4% T 25 R A A R
ERAA P 1) i Sl AR B AR S 58 0 U0 SZ AR p(Peroxidase
body proliferators activate receptors-y, PPAR-y) ik
K, PPAR-y ELA MR AR AN IR p EALBIE
FH, BFRITF IR UARNR I, BRI KT, X3+
A% (Tt a] AR 2 BRI = # PLAR Y PPAR-y 5t
EIFRIA, BERAR A a . BtkrEdE— 2L s b,
AlaE g (D 5 DA ERR AR R SRR A RS
&5 (T BB FCIHAR S BRIV E FHP LI -
3.2.3 PLRMPTEANEN VUM NGBS BUE F 2
I TRET A S IR R R T a0 . S AR
FREHE SRR M SEAL R 38, $215 NF-«B 7KF, 5liE %
FhAE 5 2 A B 10 it BE FR 308, (R LAAS (1 B PR R0
1EPERIEIRES T, LA AR E R #1752 35
ma . g A LT R | RV E T e AR A
o MR, XIPUARN 7 (D) AT LA 2 22 LA
SEACRITCIRAS, Y8/ AU 2 40 M PR T i 23k, AT
WD RRA U S HE R A g T LagRte0-on

R L ATIAR, 5V BRI 10 R B AL 4R
VA REACIIAE S Bl (T HE BT 43 it . JHE PN 2 440 L il
0 D R B 1L [T P Ik 26 5 B2 Wil 45 ) 5 115 BR AT AR 5
MR 3K (SREBP-1C. ACCI . Cd36. Acox1. HM-
GCR. CYP7A1 Fl BSEP 45); LR APTEAEH . BR
LML, & L e A e U8 s T 2 A il i i
PR R AGI S & S TRy, g E =
A= ) S NG D 1R AT LB S Y0 S A N o PR 32 A4 (G-
protein-coupled receptor 41, GPR41) /b ig i A= Al o
A WY I BV R F AT 4 n] LA LR B s | ] o e
TG TR FNAS AT PR A8 A2 A 25 TR 0 FE BE A H s o
HERR IR i, NGRS PSR AL RER, i H T LA
7 GPR41 YA, BERNRAH AR, 2 (D 24
[F AL REIE AT 3 — AR X AR A = 5 A TR A
FRRRAERS
4 BHEERE

- (MOVE—FP AR TF TR, E2hE T
VETTBEAR A QI R P B AH A 5 IR 3Rk L PR
NG AT SC B %) V% 1 S oK L YR BB A g

BRPTRDTEAERET TR 5 . ()
SERERRACUH S5 IR TV E TRV 2 RIS A 30
SEE A ENEST, (HR AT LR S = —
FCPENST BT G2 L RS L R R I S R kb
FEFRNEANLE 25 7RG FE I g i st dhie r= A
M PR ZEHERR T GEis sli2s S nsemm R 28, iE—25 01
B (D SRRSO R, IFXT 88 () SRSl
FAFRIE RN O R A TIR ARG o
METEA CTH (D XRS5 AT 5 7 2 AHCH

oA 0 S e B ST, (ELATS SR AN S 58 35, A X
PI3K/AKT/FoxO1 .PI3K/AKT/mTOR & PTEN/PI3K/
AKT 2558 A R WARIE, 5 INK 1 NF-«B 1§ 538
ARG TSR N AR b L, R eAT e i — 204
ST (D PATTBEREA QU =5 098 B4 HLH, LA
HERE AN 55 1 AH IS BI B 16 $2 B 1 SR g 1
o T3Ab, % () X e AR ThRE R I I AH G Y 25

[FIREA it — 27838k 3E, nIiE—2EFER PN A4S
PRFEA R4 (D) B A4 A [R) 485 (T ) vy il 4 X i
MR TIRERE 25 540 WA, R FHUASTE L
ARSI IR v, PRI RO R ARES . s A
LESp iR E SRR S22t/ (oL 16 || DY E v E=¥ 5]

RAFm T RIS, SO A BERE U 55 B SRR
ZAlhe, BA) RN HETS .
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