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PO LI IR 8 N 7 HE 2B S 4R 3 3R KSR
FREETH A A 3 A3 5 B 8107 Hales f1Bar-
ker VR R R AL PRI IR, IS4y
HINE s SR Z N, HUAROR 7 ARIIE BB PR AR K
RE, PR AR I S Bk, MU A
TREE AT AR R R, TR AR 4t
B, MR AR 202 LRI B I (i P e 4 52
HAERRIBERESE . I MEHA R ERATRZ
I, 3R AR AU R X 5 8 SR N KCE FE AN LR,
M AR B A e A K, SRR & — R A5 R
B EIPUB VAR R OR Y. Bk, kAL
i B A Kz B I s R AR R R
AT

1.2 AR HEEE A K SRR 5 R

& 1AL G280 PR R B A, FEE =45
SRBE R RO E E IS [ RS IR KT PR fE Tt
PR A KR A R, oI ERE R R w B
FOMRRNLH. AR A m R IEEA KRS, K
A2 T B TS IR IR TH 5 AR ) 5% FR T T A R A
o lHT REEIIAMA R KR B B4 5, BUEITE FRIR
L PR SR T S RO A e AR, A
e AR BT B S ) e Sy AT 3, WO AR R I N i
M B B AR, AR R, SAREWE, R
HE R TBUR BNAE S TR R, H5 3 P B R
PRI~ e ML v I ML S5 R fik & R FRHTAH 5 R A X
PEBIRE, BN AR IS 2R KT I PUR SR 5 B AR AR
WRELETIER. AT IHAEREEFRKFIuER A S
AU TR I OC R, 23 1 DUHKCVL =X & R AT
FXT G, KX 689844 & IR 70 A R AERS R4,
FEBCP A AT IACB AR G FR b, SRR, M H
EJE T =W X i AER R F, #8 RS T AR 7 A
AT R (% G A AR M AR 3% T U A8 3l B Tl AR v
7730, EIRKE EAVR I E R T, AT BMI,
JEFE . B HEL et R, BRERIRPIEE
(homeostasis model assessment-IR, HOMA-IR). {&%
g 5 A (low density lipoprotein, LDL)Ft 55, 1M & % &
JI5 2 1 (high density lipoprotein, HDL)7K V- B#AE!. it
FAERE FRACT PR TG I 1 6 5 2380 S DGR
T F) PR

5 AHZRARL, I RO 1) R A IR ] o s 7

AP HIPOEARAL,  IX AR AR AT i AR B ). A
FUIN, AR Bl AT T A A By i AU R
T AR, g P A Mg v B P E 0 5 R AR B
O LA P9 S5 12 P A A 3 2 DI AR ST A J
FOR IR BLRE T B3 72 VR Y7 Al 5 AR EE 2 tH AR 1 i
By, IR 1101 F 708 AT ML 45 T AH LR T,
WE U7 5 R TR BT R LR E SRR N, H.
JIEJ7 52 3 S i) o PR AT R A, TR T R i = s
AP, X S R RN TN R
JR B ZRARPT K PRI A O L5 1R XU

B 3R FROKE I3 T R A T e, e
JHE RS 2R BRI, R IR A T 5 IR ) B
SR, R A NGB Y 2 ok S A R A
Wt Eos, (EE & RO 3) T 1, 2N ATE3~61H
AT 2 B RIE R, SATIBE U 45 SRR, 4F 13
ARV B N R AE B ) 14 AR BT IR S, 3~54E A 4
HEWE BREFKCETL W R, T REA
B ERIE. Sk, SR, &K
[ 5 K AR SR B AE IR R 2 DIAH 9. Kroeger
S NPUR B, P SRR FE IO A E R B (2%~6% S it R )
AL R s LR % R 5 2R P A2 2 ek T A v T Ok
FHFTKT, T 5 AR AR s U] 5 1fi T K ST 5 1)
FHIC. DRI, ok B A4 B e SR 5 R AR AR EEL U Bt
] A 1 5 T 1) S SR A

2 EEAERKSRBAE R LS

AR R N TE, AL 8 FRACT R
HEETE R ARE RO AR AR SR I AR AT 5
AR H, EI AR, D 7L
i, W T I AR PR A F T TOR B R A a4
KB, 8 R IR RS SR B R R (et
IREAH, (HIEZ ARG K S PR
FEIRRBAANZ . REEW RN O, JRATH
I M T HEAR . R G KR I B R AR
PR S OB 2R AL, H AT TR AR K BT BOREAR
I ALRIHLHRIRE T, 2 LR SN .

2.1 R, AR A BB SR AR
A
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HBER, 23 LS AR A A AL ISR, BV P= R
KA EFSAC. Dulloof 7LV R B, EHEA K KR
(Rattus norvegicus) LA = # B 5 jg /b, N DT4H 2L B0
RAeAK, X R AN]R8 AR KRR R IR e
B A RGN S R AP R A, R, AR
FUAE i 8 TR R FH T 20 A 1R 27 U R B A B AR K
SIRAR S ALE]. BRI, BREEIFSIR R, £
P I s e 17 R S i B UL A TSSO AR G B S 389
FITEOL R, JE AR AR BB B LT JR = 2 R T i %)
T 1 1 2 L B A% 20%~43%, 11 14 € R 7 2 2%t
IR B2 2 IS T 2R 0 )R B R A ) 2~3 4%, [
i, BTN AR T A 8= 0 . R DT AR B 5 iR o
Mk HCRE et BRI B, SR A g i
AR AR AR BA T, 0 i 25 1 i
S 14 EL G 07 6 R RE RS 5, T EE AL 5 2 Uk
PERFE, @& BRI A e AR K.

W E TR IR E AR R U4 IE B A [R] A 3 S
FEIRBLI —Fh B BHLH]. Metgestlf 704 R, TUGR
/NI (Sus  domesticus)TEASFZIR B B H AE M i BAR TR
HITE LT, X T 197 B S8 A BE TR T K A& 4, HAE IR
SR TR0 i 107 0 S R 1R TR 4 50%, AT
T IUGR/NE I 5L 1 5 22 R I HERR, 1R
JE AL AR X 1) 2 A A 2 3 BOE R AR K A IR T ERA
HEJF A

2.2 R AR AR S, PIERE G 9AE B B RE
Sl

NEWTHZWE A RERE TR & B, RS R, 2
TR PR P S AR 0 10 R AR K T rh 4 T E A
0 3 S A U B RO 22 Ry (peroxisome
proliferators-activated receptors y, PPARy)=F ZL iz g
AR, AW PEE 27 (fat-specific protein 27,
FSP27) ) 3= U 45 Jlg i fifi 7, PPAR-yFIFSP27 —& 2
V) (%) B ) 1 30K S 2 45 I 7 2 2R I A s/ i A7 T Hi
(O E EA. WEFCRIL, PRE4EK, CUGK R 22
JE T HPPARyFR I BN ML 1 5. FFUk B )5, PPARy
FIEIKATG G N BARF &k & T 0 R4, T FSP27/ KA
MG IngEME. Kz R I T PPAR-yAIFSP27 4 ik 7K 145
Xt AT B AR, 5 R HCUGK BB 22 g i v i
PPAR-y/K-F-AHLEL, FSP27H)31A B2 5 T PPAR-y I
FKik, PRCUGK RAENT H L PPAR-yHIFSP27K 1A
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JM, MRFAE RRE TR S TR RE 1. IR, Pk
TE 5 N R 7 4H 2R T8 o A BRE 1 DA R e B R R B AN
B, E R T E SRR =, X i N i 5 A e
JIHEINAONTELERER, 1 — B UR & 5, B IR RIE 7
&, NI ZANE 0T AR e 77 S bRt 38 N, S B g 07
TTEHERR, 0 A5 T A A7 B )RR AR T AR RRE ), & IR
JR A A B RSl R A R BT B S TR,
T 5 1 5 R AR .

BRI AN T 0] T B0 7 4L 2R b g D AR s i o
BRSNS, FAA WU I, B A KRR R R T 4 2R
RNE ] RE 2 TR B WP EE . N RNAE R
I B N L. P18 KIs BBy, XA
AU EAEERFER. W5 DhRe 6L 2 s 40 i
W AT 2 85 1 X S (unfolded protein response, UPR),
UPRAJ M0 R0 @ %,  WIINKAIIKK BB B, T 411
B A Sl S AL, B0 S RS Mooreliff 7t
AR, HEETUGRK BRUIE3E K& [ € g i 41 43 v
TNF-o/K- P37+, RS, UPRAH G 4 (R IE Kb
Frn. T AE W A E A S M SORE X B 2K e . R
FPUBME RN AUHHE B AR B, B T AN AR
FRE e AR U A ) 5 S,

Ak, TUGRIE AT 3850 5 il 4 2L A8 S 223
PERRAR, = 3asib. [RIRF, 07 420y —Fh B 2
W uhee B, &R DT R 72 SR I BN o K A A
k. B E MIETUGR/MAELE th AR J5 LIE 198 2 (leptin)
Je TG 1K Z (adiponectin) K145 1 3 2H B B [ 4IK, POMC
HR R A HE 5% 3 R 3R A KO PR AR, I e R 3R 3t
7] S BIUGRMAEAEE WK E I 5 o IR T8 10T
HERR I 5 = AP S AU B AL e

23 BENGRR FE . R RALUURR I & H L
prifi A

BRI RZEA R F BT —, b
Mt R EERER. B2 kK2R RR S E T
BRI RAR B R > S D Re IR Ss . E BRI RE /1 T
RO T B AR KO BB R B, PR R UL
LR RLARBAARE IR, TEVR IR & S5 T RR A7 E Y,
BN, AR IEEE AR R B B IUL A 2R Ei s & B
A 45 L DR STRT 145 28 s Ak B 48 1 5% it il PA) 23 Ao
HeJEE#% 72 B§-1 (carnitine palmitoyltransferases-1, CPT1)
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Feakpk b« U T FULER 4 18] 2 ki Ak 2 S W03 1 2
1, TR, ZRRifk PG4 (reactive oxy gen species,
ROS)FITA B /K-FHO0 AL TH i, USRS T %
AREL T Chen®ff LA™ R I, 45 TIUGR/NE mi IR
&, SRR IRERIR/NEM L, FEsULAN SRR A
DIResZ24n, SAAADNA S & & 2Rk APk A fH G KE
RIZRIA PR, /i8R K R B B WL 2ok i 4 =
R Iee e, A RIBOK T i m R 5l AR K
JIT S50 B 22 AR A H SR A,

BB UIG BUARSAS 32 252 iR TR VR AN i B A6 5 77
TR, MR PRI 202 i o 1 5 F e ds, T g o A
W) 5 Bz 2R R R T RE R R Y. AR ER LR, MLk IE
PRI T T AL AR RR S A A 3 (R G 5 I e s e 1 S
Jig PR D e 2 B P48, A8 AR o )< it 5 << 7 AR T
PR (BB A KA T, B R IR A D K T
RE PR OG0 (RIS, SO A Bl AR 7 2L 215 o0 A= B/ A7 SR AT T
FEUR R HULA G PRSI N, X PR DR E ) B b
FCE BELA g B S LT Chens N BB 0 & B,
T8 AR OR BRI L vl e B H i = e
I, VHATO” Gt S T B R AR K R B B UL P i VR B
I, B RO P w A T, AR UL
& (diacylglycerol, DAG)M £ 25|t & (K HFCo
(proteinkinase CO, PKCO)i&tk, y&1bFIPKCOR] L4
Ha s I R 5 2 2 ARJEY)1 (insulin receptor substrate-1,
IRS-1) F 110147 s 22 S R s Ak, A 1 k5 2=
FIEO 51 IR S-1 BB A R AL s B RR AL, DR
PIBKANBEM 0T, GLUTAR A B4 frymisb, L
P 61 257 W TR IO L, 3 B UL 5 A it
BEAEKEETBERARALTZRERA, HBHEK
) LRI A] H I B UL IR B SR AR B RS
B RGREFZHP, AN Tz R A EE LA
g I EARHLIANET. P B 4l o i o e ds i 28—
ERE, HAERRAehEg  BEERAY. R
RN, 15 P 2 A K AF-B (vascular endothelial growth
factor-B, VEGF-B)&4EHF il 7511, SCIlE il
211 e 5 L A0 I A P 7 40 B ) B A R R
LRI R B & AR 75 BRI JF /- WA VEGF-B, VEGF-B
S 1ea) P 1 FH T WG <08 I A5 A o 00 B 3 T ) I A8 o R ARG
[AF524&1 (vascular endothelial cell growth factor
receptor 1, VEGFRD)AIILZAMA R EZR] (neuropi-
lin-1, NRP1), 3 M80E A R 40 B S UL RS 3G

(phosphatidylinositol 3-hydroxy kinase, PI3K){& ‘5 1% F
R, 5l IE IR 12 5 F (fatty acid transport  pro-
teins, FATPs)ZFiA i, Mgk e i i m) & 25 AL
IBER IR, BT IEEE AR K K BRI T R I,
REE B ILN VEGF-BRIEAK T A IR E RN, IFHF
BRFFAR W, [FHVEGF-B R 73 FFATPs KA
FHRZIEN; 2830 R IR A% A2 R (L 8 AL
K £, 40) % 5 VEGF-BRF 875 AL 1T 72 (submitted).
HHUE visshgs®, Hlgimer sk e L
X R TR ORI BT S B, PR K E TR
o A I ROK B R LT 4 % A, IR R, (1)
BB UL A A = A BRI 28R (three  iodine  thyroid,
T3) I BiiEE3 (deiodinase iodothyronine III, DIO3)#
KT, T3S MEDIO2 R IA AL, (ii) EHENLATA
[ T3 % e /0 3 i B LR AR T3 2 BEFRAIG, (1) %
WL A ILET 438 2 iy PR LET e i /b AL, PR BRI AT
1S B UL PN T3 7K R AR T 5 S50 UL 7™ A o)
B UL BRALETZE e 12 LET 252 A T 5 350 B LA 4
1, SRR B B S £, LR R RSk
I 1 Pk 52 B SUTTA] A4 A HE AR R JBR B AL

24 FFRERS BB R AE

JHIEAE b M AU TR AR AL, BB AR KT %
Hh AR S L URURI IR W RE AR, SR, SGA
AR 5 20 A A B Y R W] G TR 1 A I R
BT TR AT P R SR U, T S A P e A B
MBS 58 O RAL, F B R faM /M2 AR Ak R 1, #)
A FIM AL 40 i T (2 3 22 M 2 RE DR 1R 08, 5 AR
U 28R AN 5 ZHRTY. T oAk % i 4 v ) S
H 7y Kupfferdil R BiNF-«B /5, 7% #E80E m IR 10
JHREAR BT« SRIE KV R g i =k he, IR mp (2 ik
FF A W SRR P A I B T UAR % 48 R S 5] 3
A K P EURR B AP LA 2 —.

BEE ORI, ARV 32 e BESZ R X (farnesoid
X receptor, FXR)TE S TR UL K fit fEfili A7 1 A2 R #5 E
FEF, 50 8 R AU D50 5 DA OGP, AEpfiE
FEE AR AR B P TR £ S A o S AR % Jk B = 4, Vs
o E VR S Y F X R R A 2 SUM O Ak 7K ~F Tt
A BORIEVER KT N FXRENF R 615 S g
KRR I HEAR B g i R AR BT 7.
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2.5 fip-h S e s2 B R i A i AL

JIE I AR AN i 5 B i v A2 2 R PR 11 v
WA, WhFiEE IR, 18 AR BRURR & =] i Lt g
B> B Wis s B g . e R 2R K- 1
(glucagon-like peptide-1, GLP-1)43 b9k b, T FF AR &
J&, VA R bmd @i n, (H3 AR 2 I K.
I, T8 AR AR BRI (R 2 BN 55, g 5 2 IS AH 23
WARZAR, TR 9 BAT AR F R 5 3 B bR, BR
BT AR KRR AR AR - IR D e 2 40, AT 51 EEHEAR
W TR i B3R T AT A R L s e AR
FEFFARE I PRIG . ORI BEH L T BE T e 2t e & pAH
BEGH, MHIE T S 2RI, TUGREAL/IN B (Mus
musculus) {544 5 BAH M 50 AN I 22 i 3 3g i, {2
WEAE R IG N, BRI L vE AR SR e . HED IR
JUIR /N RI A5 8 I B2 P S8 e T A LR AR R ) S R, {HL %
SBERR ] T AMATE BLFCIRAS T G 05 B 3R - W T e,

R I AEFE MRS, IR AENE PR, H B AL
PRt — 2D 1 . b, P IBR  2R48 BB0R) — FSUNICAT
FEBIE T HOE RO, B AT BRI R  AE
MR B F KT SRR AN, T iEL
AHMECR . HINGLP-143i6, M4 N A2 ik 3 2587,

3 45k

Bt P H 2 5 AW, ST SRR
I, R T AeTaAL”, E IR AWIRTE, B
FEBE ) P A7 AE. K TIEEERK IR
U EAL A R AL HXHUAR R R LUK dn
T PUE A KR P S B AR R E A fp il — 22
RABTIL. G A0 B A P R S 0 TR IR
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TS TSR N FEACEHE O B AL L2 Tt
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Rapid nutritional promotion causes abnormal glucose metabolism

CHEN LulLu

Department of Endocrinology, Union Hospital, Tongji Medical College, Huazhong University of Science and Technology, Wuhan 430022, China

According to the survey conducted by the Chinese Center for Disease Control and Prevention, the prevalence of type 2 diabetes in
China reached 10.9% in 2013, 20-fold increase over the early 1980s. In the recent two decades, the incidence of diabetes in our
country has risen up significantly, which is related to catch up growth caused by the rapid promotion of nutrition. It has been revealed
that catch up growth can result in thermogenesis suppression, dysfunction of adipose tissue, lipid ectopic deposition in skeletal
muscle, liver inflammation, impaired function of intestinal-pancreatic axis and islet B cell injury, leading to visceral fat accumulation
and insulin resistance, thus increasing the risk of type 2 diabetes. Therefore, it is of great significance to deeply explore the
mechanism of catch up growth and to find effective intervention strategies for the prevention and treatment of type 2 diabetes in
China.
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