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[# ZE] B HWITERKEEENKEIRZ(IUGR) KPR XG0 4 Re s . &
ZEAUR L ST TUGR R RS . AR 247 B O 2B K38 B TUGR R RI4] (TUGR 4) |, 1E 5 MR FRAT BRAT S %) HR 4
(AGA #1) o 12 JEIS IRl i 2% H il =s (TG) JH &l (TC) AR NG - C(LDL-C) | &% % i 4 5 -C (HDL-
C) LA T BRI R ARBEALTNECEE 1 (ASP) FZKF o B B AT 23050 (OGTT) |, A 0 1 2% 46 %6 W A0 e 5 KO, 1183
Jo B FABUAR B (IRT) o S AT BB SR AR FE , JLER AR AR T AR S B o e o 1) s g 7 240 e vl 7 280 M e 38 1
4(GLUT4A) 31k, &8 12 A TUGR 4k BUAE BMI B 25 F AGA 41(¥) P <0.01), 1. TG.TC . LDL-C 7k
P2 T AGA 41, HDL-C /KPR AR T AGA 41(P <0.05) o OGTT Ht IUGR 413 S 4 b )5 25 o IR I AR /K P2
T AGA 4H(P <0.05) ,IRT 7R 15 (P <0.05) , 5 AGA £ 4%, TUGR 41 ASP /KW i 7+ (P <0.05) | il
RFIKF B EFEAR(P <0.05) . TUGR K FRALANR T 414 GLUT4 7£ FERIIR 28 FIAS [R] e 32 19 ) 288 19 2R3k K
5 AGA dAH BB EIG(P <0.05) . 4518 TUGR KA G & AR A9 A K386, 12 JR s BIF7 76 /55 IR « & i
Wi R0 5 AT BRI 20 ME /I DI BE ) S8 AR I 440 GLUT4 XK FMBEIK AT BES 5 T 4E KB & IUGR KR
Ji & R HEHT T B o [hEYRJLAIZE,2012,14(7) ;543 -547]
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Effects of intrauterine growth retardation with catch-up growth on sugar-lipid me-
tabolism and adipocyte function in young rats

ZHENG Rui-Dan, WANG Wu-Jin, YING Yan-Qin, LUO Xiao-Ping. Department of Pediairics, Tongji Hospital Affiliated to
Tongji Medical College, Huazhong University of Science and Technology, Wuhan 430030, China ( Luo X-P, Email; xpluo
@ gjh. gmu. edu. cn)

Abstract: Objective To study changes of glycolipid metabolism and adipocyte function in an catch-up growth
intrauterine growth retardation (IUGR) rat model. Methods ITUGR rat model was established by maternal nutrition
restriction during pregnancy. Newborn IUGR pups were used as IUGR group, and normal newborn pups were used as
control group (appropriate for gestational age, AGA group). At age of 12 weeks, plasma samples were collected for the
test of triglyceride (TG) , total cholesterol (TC), low density lipoprotein cholesterol ( LDL-C), high density lipoprotein
cholesterol (HDL-C), adiponectin and acylation stimulating protein ( ASP). Oral glucose tolerance test (OGTT) was
performed for the test of glucose and insulin levels, and insulin resistance index (IRI) was calculated. Expression of
glucose transfer 4 (GLUT-4) in adipocytes was examined by confocal microscopy. Results Body weight and BMI in the
IUGR group were significantly higher than in the AGA group by 12 weeks (P <0.01), and plasma TC, TG and LDL-C
levels in the ITUGR group were higher than in the AGA group, but HDL-C was lower (P <0.05). In the OGTT test, blood
glucose level and IRI score in the ITUGR group were higher than in the AGA group (P <0.05). Compared with the AGA
group, the TUGR group had a higher ASP level (P <0.05) and a lower adiponection level (P <0.05). GLUT4 expression
in the adipocytes was significantly lower in the IUGR group than in the AGA group (P <0.05). Conclusions Catch-up
growth may be obviously noted in IUGR rats after birth. Both hyperlipidaemia and insulin resistance occur at age of 12
weeks. Dysfunction of adipocytes decreased expression of GLUT-4 may be risk factors for insulin resistance in IUGR rats.

[ Chin J Contemp Pediatr, 2012, 14(7) .:543 —547 |
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BN K EIRLZ (intrauterine growth retardation,
TUGR) & 1 T-BEA G4 iR JL S PREE 55 2 Fh AN [
FH G LI ARREIE % R K . TUGR ¥k L
AR AT B KW IS T IR, 45 K% 43 TUGR L
TEAE 5 R B I Uf S R S ) A B . AT
BORHE 7R, TUGR JLUAE J5 5t BUIE Bk | e & 3R 41K
Bt e M AR ZE AL S 2 BB IO, BRI ZR &
AIE o ARMHER AR i T BT L R 5 AR, M
TUGR JUA: J& 1 A K8 G H 2 MR 07 2H 2 ek
A B R AT RE 5 H A e I R AR KU 1S A G
Nt IR TS TUGR LA J5 A KB
AL A AR J 5 R ARG IVE T, ASBIFSE 57 1 TUGR
REA B AT, 5 7 W5 R IR AR 28 1k S
HCRE s 20 ML S Re ek iz

1 HREF%

L1 FRMK

BEHUE FE AT Sprague-Dawley (SD) #ffl24 .,
1A E 200 ~ 250 ¢;SD MEE, 10 H , {& 5 300 ~ 400 g,
B R B B D RE K AR R OR 2 [R5 B2 27 B s )
HC PRt S0 R RRE  ER R 2 S, e B
20 1R JEACHE , Y H R IBUME BB T8 73 ok R, e ke
WAEF, M HIC RS 1 R, 22 R e SR, R
B2 YURRIR HE S TUGR SR 2 BRI 53y
ERREHMREH: EFREH(n=11) 5T 7R
JERTERHAIK s BREZH (n = 13 ) BE B2 42 7 PR 5]
RMIELE CHIEH B 30% R, 95 H 7.5 ¢/d) ,
ABREROK o 438505 B B B R Aok . A7 R
A JE L EDPR R A N B G TR R IR A A HORE R
THFL 8 AT BRUAE X HR 2] (appropriate for gestational
age, AGA 2) ; IREZAAFFUBUAEL T 5. 1 g HIUGR
FFE(TUGR AAmiE : FRE 23 A= R BRUA B AL IE #8AE
RECFHIARE 2 MR 22 LUT &4 TUGR B4 L)
5 H—2H 3% (IUGR 41) , 8 o 3% Ty 2L 75 57
SR AERGB R A5 3 WL, WA R4 T
IEHIREERA )G 12 TSR,
1.2 HRFAE
L2.1 FRAKEHMNE  BFRPHRETFR
PR 5 T FE R R A B e, I S,
i 2 WHCE S48, K80 3 0. 01 em, T IAE H5 4L
(BMI) : BMI = {K T (kg) /5 P05 (m?)
1.2.2 TR 12 BB KRZEE 8 h )5iE
JENEST 1. 11 mmol/L A AR 10 ml/ kg, T4
EIWRA WSS 0,30 .60 ,120 180 min 5 MK

RIM 1R, B ILZ) 0.5 mL, [ A 37 B 4°C 5.0
10 min, #3# 2000 v/min, BUAL, BCE T - 80°C 1%
FF, FH T IOBE e 5 R e o R FH 46 %6 b AU AL il —
T A A A T DO ok It R R B e R R
P AR A B w4 i ELISA 325 4 0 1fft. ¥ R 15
=, #3357 & ( Rat Insulin ELISA Kit, Merco-
dia AB, Sweden) Uit B 45 #: /., HOMA MODEL />
AOHEES RZ AP B (IRD) IR = (25 7 10BF x =5
JEIESER)/22.5,
1.2.3  AfuigAregnl 2 S v A A A A= Ak
FEbR G 25 HE H I =R (TG) LRI EE(TC) K%
FERR# H-C (HDL-C) | = % FE i 8 1-C (HDL-C)
DA% g VR 4 P 2 AR BE Ak B 1 (ASP) AR I &K
12 A KR 28 12 h J5 R # kR I, TG TC J
HDL-C {4 52 43 51 5% F§ GPO-PAP 3 . COD-PAP 3
Jeptiesk AR & i o A A s A RN B A R
A4t LDL-C i@ it 24 #1715 : LDL-C = TC -
TG/2.2 — HDL, ASP Flfig 1K % R A ELISA {7 &
(RB, USA) &l
1.2.4 %3R8 B fm e 88 JR AR 38 7R %M Cush-
man | Zhang %1 (77 15, F 12 AR W S BE K
B, 75% WIRRITE T, JORPIRES T UG Beya sk bt 52
T AR T4128, PBS sk 3T UE)S 571 mm’
INBR, 0. 1%T AUt I ity 37°C 44k 45 min, 200 H 440
13E, 2000 r/min B0 10 min, B.0EE 3 I IUEE
BT AN, LS x 10% A/ em? 55 B e 3
Rl A 55 % R 6 FL 40 M KE FR Ak 1, 37°C 5%
CO, AR
1.2.5 fermies & A2 ka4 ki
AGA 21 TUGR A5 AR A s 95 2 d )5, 6 AL
M SR AR S A 0,107 (1077 110 " mol/L [
SR MEFRI, AR E 3 AN E AL, AR SR
FEHIEE 24 h 5 KL R 5B R B A
(1) PBS FEVEAARL 2 ~3 K, 5 min/IR; 4% 2 5 i
‘IR E E 15 ~ 20 min, PBS EyE 3 K, 5 min/IK;
0.5% Triton X-100 ;&L AL 10 min, PBS 3L 3 Ik,
5 min/¥X ;3% BSA i 30 min, PBS {3k 3 ¥k,
5 min/ YR 5 JIIA ) %6 W i 38 B 14 (GLUT4) — 411
(Je[E Abcam 728w ™ i) T 4CHR & NI T 1K,
PBS # 3 ¥K, 5 min/ Y IMA FITC ARICH) —H1 (3£
SouthernBiotech 2N &) 77 i) EIEMFE 2 h, PBS
PE3 WK, 5 min/IK; 30% HimEr A 7 B R AR i
B MBI IR, AT K BEAE
1.3 SFitZEDH

K SPSS 15.0 e it 3k A #E A7 G812 434, il
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FELE R IR £ AR UE2E (v 2 5) Fon, RALIR] LR
¢ K556, P <0.05 NERHGITFE X
2 FR
2.1 FAARKBREEREZERRILE

IUGR 4 (n =46) HAK &K (K& K& BMI
BELTF AGA 41 (n=52) (P <0.05); 12 J& A
IUGRZfAE . BMI # 1+ AGA 20 (P <0.05) , 4l &
KES TG ITFE L, Wk,

2.2
Lb 8

TUGR 41 K B 76 AR B 100 B & AR 2E KB EE
2 JHJGRE BMI #5522 K F AGA 41(P <0.05) , 5
KA AR G202, PIA 0] 22 S TE G it 8 5053 JA R
TUGR IR RS K A& B A KB, KE . HK
BRFERKT AGA 41 (P <0.05) (HPZ ] BMI 2= 57
TG4 X ;4 FERT ITUGR 40K kT AGA 41 (P
<0.05) , MG EKI%5T AGA 41(P <0.05), H BMI
WERT AGA4(P<0.05), Wik?2,

B4 B IUGR A5 ACA A REEREET

*1 BAFRAERBER—BERLEE (v
] Hy A A5 12 A

215 TR

RTE(g) B (em) BMI RTE(g) B (em) BMI
AGA 52 6.0+0.4 4.9 £0.3 2.54 £0.27 227.4+19.9 23.0 £0.5 3.68 £0.28
TUGR 46 4.5+0.4 4.6 £0.2 2.13 0. 16 278.7 £59.8 22.5£1.7 5.44 £0.48
¢ 4.815 2.626 3.417 4.663 2.163 3.021
Py 0.017 0.048 0.035 0.019 0.064 0.029

R2 FWHEARERI4BAEEREETTUIEE (v+y)
N A 1 )&

415 A

HE(g) H K (em) BMI BMI K& (g) B (cm)
AGA 52 6.0+0.4 4.9 £0.3 2.54 £0.27 17.0 1.4 7.6 0.4 3.00 £0.27
IUGR 46 4.5+0.4 4.6 £0.2 2.13 0. 16 13.7 2.5 6.9 £0.5 2.86 £0.23
¢ 4.018 2.677 3.341 3.336 2.571 1.957
P Al 0.028 0.025 0.016 0.011 0.028 0.065
gxR2

2 3 4
A AR
& (g)  HK(em) BMI HE(g) HK(em) BMI FE(g)  HK(em) BMI

AGA 52 29.8+3.0 9.6+0.3 3.22+0.29 50.8+2.1 12.0+0.4 3.51+0.22 71.2+2.8 14.8+0.3 3.27+0.16
IUGR 46 33.6+3.8  9.7£0.7 3.62£0.41 59.3+3.0 13.1+0.3 3.45+0.20 74.7+5.8 14.4+0.6 3.59+0.13
¢ 2.542 1.362 4.721 3.015 4.658 1.637 5.793 3.290 2.842
Py 0.034 0.132 0.048 0.027 0.042 0.971 0.002 0.007 0.031

2.3 WAARMEMREEBEKFEALLE
PR ZH K BRI PE 1 S A 205 5 30 min H B IAUAE /55
U B G T R, TUGR 215 AGA 41 v 5 wif A9 I b
K225 TG i 2 3 X, HoAth 45 A1) ] 25 TUGR
MK 1 3 5 T AGA 41 (P <0.05) (£
3) o TUGR 21 v 5 1if il JB 5 28 vk B S IRT S48 i
BT AGA 41 (435 ¢ =3.339, 3.336;P =0.018,
0.012),
2.4 WAKRIERBEKERIEEEE ASP KFLLE
5 AGA 20K BUAH I, TUGR 21 K Bl il TG . TC .
LDL-C J ASP 7KF-H @ F+ 5, HDL-C I JEHE R 7K1
FEIR(P <0.05) , L3k 4,

®3 PMAXBRARRESMEKFLEER (v+s, mmol/L)

] PR ] 55
4150 B
0 min 30 min 60 min 120 min 180 min
AGA 52 6.1+0.6 7.7+0.6 6.8+0.5 6.3+0.6 5.9+0.4
IUGR 46 6.5+0.3 9.3+0.6 8.3+0.7 7.1+0.6 6.9+0.7
t {4 1.543 2.903 2.761 5.642 3.339
P1{H 0.084 0.025 0.016 0.009 0.019

2.5 FHAREEMAM P GLUT4 7% 5= 3
A RIZH TN

12 JH#% TUGR K BB N8 17 4 i v GLUT4 7
FERIRZS A 107" mol/L 10 ™ mol/ L ¥ & g 15 25 3]
WOR B FEE K488 AGA AW 1 T W 5 5 18] 40 P A
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IR PR, AR BE R & P4 T GLUT4 FihK - BB A S (3 P <0.05), WWES, K1,
T4 WAXKBRKEAKTERERZEASP KELE (r:s)
; B TC TG HDL-C LDL-C Wy 2 ASP
4L R (mmol/L) ('mmol/L) ('mmol/L) (mmol/L) (mg/mL) (ng/mL)
AGA 52 3.7+0.8 0.8+0.4 1.26 +0. 14 2.6+0.6 4.3:0.6 3.5+0.5
IUGR 46 4.0+1.2 1.3+0.4 0.96 0. 12 3.1+0.8 2.8+0.6 6.7 +0.6
l 2.231 2.657 2.891 2.953 3.154 1.754
P 0. 049 0.023 0.016 0.015 0.012 0.074
x5 MARKHAMES GLUT4 EARREMRE (mol/L) ERRRH THRIEKE (v=s)
45 B FERIPIRAS e 107! g 1070 e 1077 F1g P{H
AGA 52 65 =6 79 £7° 100 +11° 132 +8° 37.72 <0.0001
IUGR 46 59 +5 73 +6° 89 +5° 125 £6° 67.40 <0.0001
ol 6.561 6.609 8.549 2.591
P 0.003 0.020 0.010 0.063
a: SR FEARAE T L, P <0.05
CIAGA EREE BRI TUGR JLRIAE & A A KB, BiAF
120 T, MWIUCR 5 B AR B IE B LK L B A
1201 3 a,b Eﬁﬂ‘igﬁzﬁgﬁﬂ’ﬂiﬁﬁﬁiﬁo /E\: BMI ﬁ%i% s
%r 209 \ Tab DI i 2141 142 , 5 Dulloo 21 4R G& Yy 25
3 601 —5, HAM Rt RN, B AR E S JLEERE R
30 FRAOEHE T i s 50 B S8 T A K {45 i 5 20 21 3ot
O N e N RERE, ST MRS K 35 BE5E R TUGR
JB 2 FR VW (mo /L) zﬂjt fﬂl]fll TG .TC ,LDL ﬁ%%ﬂ: AGA 2§ , 1M HDL-C
R T B, UL AR N AR IR R ZEBL. TUGR
1 REMESER R T 4A M GLUTA i % ‘Eﬁifélﬂ:ﬁﬂf%ﬂbﬂ}‘iéﬂéﬂ m'm‘;f& i
SEATHBE  a: AL AR P <0.05;b: HFKE LA R VR AR

1% Z MR AGA 41H %8, P <0.05,
3 g

TE P E SR, BT SR R S8 IUGR
ME BRI, BRI E A B TR sl ka4l
W WS B AR 2R M Sk ST TUGR
KB R  F 7T o B RS RN R AR
XA 77 B TUGR & A g, HAT R85 %,
JEWFE IUGR (28 8y 3™ . ABFSE1E 2 /if IUGR
AL b I 5 A 5 A 3R T T — A A K
B TUGR A RURAF 9T A 4GB A S5 A 28 B 1 ¢
Ro EREW IUGR Ak E BRHEEET
AGA 41, FEFCEHVESR T, kA T Pkt iy
KBEE, 12 JEm A BMI B i) AGA 41,5 Ong
T I R BF ST 4 R — B, SRR A R

AWFSE I 4 8 TUGR 4 S KALF AGA 41,
12 JE R AGA 41, S 3 WEFEHES

TR I LA 336 7T RE A Qs £ iF 2 A LR =2 — o

T BRI AL A D ER Y  SBEE
K TUGR JLAE A A7 7E 45 25 52 % 2% I o6 1 f & 2 41E
P AR ST 45 R 2 W GB R K TUGR K R
12 JE A7 25 BT 2451 o 2 ML 5 26 /K SF- 0
IRT, JHHA 5 32 £ 15 9 TUGR Kk B[R] A o 78 ) 4
o5 BRI FT TG K S T, W T 2 45 %50
1 B HURPERAR ', X BB 4 K IUGR 5515
FARPUB VI SE . Forsen 2517 E75 >4 ) — T 4 £
A LIE S 2 OB R B S R R T S AR AR AR A
A AR A R T LA IS BB A A Kt e — A
(Y fE R R 2

GLUT-4 Jg 1A% P — Fif 5 B 4 [ 1 2% 0% 4
W A, T S B IL O U | (0I5 7 200 A
o L0 0 L P 5 25000 3 S 1) 2 A B 3
HL 5 1 5 R A IR 0 5 5 AR I 7 A U
5, NG 7 L4 o J 5 2 NV F e 2 o, 6 3
W MU T TR VR . AT RV
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Ji 5 Z IS % B0, TUGR 41 B 20 I8 05 400 g v
GLUT-4 Al PR S FOAS [F) e B 1B & 2 il iy 3%
R BALF AGA 41, X R E A K IUGR X
SRR IV LA AR TR B AT . AUREA Y I —
T 5T R B, 38 B A2 4 TUGR K BRI JUL PR 4 4 I
REAEAEIE R A o S R PIRE S B LA
FE T H A AR 1B RGP, 7RI 4 K TUGR
KBS RICPTAIE B2 2] T EEAEH .

R 4253 W 1) Z2 i R U5 V2R AE LA B
IR R E AR, Horp ASP RE
PEHENR AN TG 14 BRIl i i > i B 1k %
D2 [T R0 4 P —— 4 o ) 2% e P i D
PR, AR KB EA K ITUGR KRNI
ASP KOV 8 AR R K A0 B 2 T R 1
1= 119 ASP A2 1F T 1R 5 A M i T B0 5 | /e R I , i 34
ZINR I AN S A B 22 1) ASP T B — A 1E R BRI
5 RIS NI 2R A WA A9 /b, SOMNER T Ji i AL 1)
KA o UL AR ok AR HEAR T
HAM BRI R I 41 A AE S A I RE R S o

F 55 F W IR A5 542 ] LA 2E AiT A 7 40 i
[6] JI I 17 20 B ) 204 L S5 S AR ESE , TUGR K
SUB AR BT IR M 412 P e A S5 HE AR
(1% RS 240 LA A6 0 0 ) R e A R 4 4 A 10T P
AT 5| A 2 B 5 25 I 5 TUG R B P i v il 1 2%
ISR E T AR PR 5 AL 20 S 7 HE R, N 1
JB I R AP, A S BT TUGR K BURAR 5 1R i 45
BAE R B B

ZiA U B UL, GB AR K TUGR KR
(R RE W L 25 B 1 I i o0 W DI RE A AF 2 S, =
BTN R AR URE B 5 RIS AL . HE A
FIREAE TB B FRA R i T A3 B D Ren fe )y
P IR AR , R T U R LR BB

AT L T A K 3B TUGR KRB A,
WESEH e AR 5 A7 A B v L BE e 5 Bkt
GALR B AR R I 5650 BB 1 B 5 4 2L AR
CEG IR B e L5 S it — 2 S B i L 8UE T
JLTEE BN A i/ AR AL T it

(& % x #k]
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