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[ ABSTRACT] Ain

tion and pathological change in adult offspring rabbit

To investigate the effects of chronic intrauterine hypoxia( CH) on endothelium vascular relaxa-
M ethods Sixteen New-Zealand rabbits were assigned randam ly
to wo groups CH group (12% O,, n= 8) and nomal oxygen group (21% O,, n= 8). A fier delivery womale off
spring rabbits per litterwere selected and breast-fed for 3months Then they were randan ly separated mnto high-fat diet and
Thus 4 groups were got as follw: CH with hish fat diet (CH+ HFD, n=8), Non-CH with
high fatdiet (NCH+ HFD, n=8), CH with nomal diet (CH+ ND, n= 8) and nomal control (n= 8). At sith
months of age offspring rabbiis were evaluated for endothelim vascular relaxation of the abdan nal aorta by ultrasonosco-
Results CH
such as elevated serum total cholesterol (TC) and triglyceride
(TG) level and attenuated endothelial dependent vasodilation( EDV) of abdan mal aorta (P < @ 05). Therewere relevant

pathological changes m different groups Al these nfluences caused by CH were aggravated significantly when hyper

nom al diet respectively

p¥  Abdan mnal aortawas then taken out and observed by electron m icroscope and lighim icroscope

could result in a series of effects in adult rabb it offspring

lipem ia was mposed (P < Q 05). Conclusions CH cause mpaired EDV i adult offspring whichm ight serve as an
mportant factor that can induce atherosclerosis The adult offspring rabbit which have ever undergone chronic hypoxia in

utero were more sensitive to the mpaiment of high-fat diet
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1 MRS REE

L1 FERFSNEE

EHER (KRE > 9% )VFEHFRLR (KRE >
I )NHEREL T L AL REFEA; BE®EN
JEB NG B L E X A F AR A F; AT B
RE#B (acetylcholing Ach) B k¥ = & B X7 F [R
/N E]; BHER H Ol (nitoglycerin NTG) 1§ B & X K #r
EHNE KELZHWE T ZAERELE
HIR/AE. ALOKA SSD 5500% & £ & &) #2 & ¥ iy
B(EARMEFAEEF), BELME 4~ 10MHz
S-450 B Rk E WM (2B ST-AM A& 47 ).
L2 mMRBIRYHI &4

BREFITE=2R 167, Fi 10K, KE 3 0~
ASkgm tEHERERFPARLATRE. 5
% Willams% W Fi#E CHER: FFRZZ 4
I6RTEF 10KMNL, AhEE AL, &
4 8H. AWE I0RWBRETHHKERE
RN, BATEANRE, FASBRA, FRAREAK
EXN 1% X0 %, 8R2FRHEE, —K 4h £ 20
R, HEBZ 30K % 51k, WEIBRE 4., KEHRE
AR AENHAREH ELTHEALE., TRA
HER A#ERFAN FRENBR 2 EXET R
HARIERE 3AW, REAHA AL F R UE
HEBIS A EFEREFAERELE (EEE 2 .
WS EER 1060 EBRM Q Fo, 4 0 EA A
MVE, RAUTHE: g ENRE + B EKE
H(CH+HFD).EEREARNRA+TREREA
(NCH+HFD). B ENE4A + EFREE (CH
+ND)Ffn BT WA + EH KR A IE % At
B, 505 8R,BAZE 6 A,
L3 BEKRE

6/MA K, LhRKEE, S BRKES ANE

F& £ 3 ik P9 AR b % 5K 2 &8 ( endothelium -depend-
ent vasodilation EDV ) f1 3 /Y B 1K #i M 47 5k o &
( endothelum -independent vasodilation EN ). EDV
= (D1-D0) DOx100% , EN= (D2- DO) /DO x
1002 , DONENEARERAMEAAME AR, AD
(D1- DO= D2- DO) ¥ B H EZ/EF ® J5 H Ar
EMEMAEREAEZMAME (T ME LN E RS
HRANBERTRKHARAR ).
L 4 SYHFERNE

7 BE AR B BT B AER S ok BT R R Y R
A, B G, BE S0 UL M A 2 85 AW
AT, 46 i 7F & A B BF ( total cholestero] TC) An
Hm =B (triglyceride TG) K -F
L5 RIBFRE

LEWARATHER 6N KA, HEE
Y 1 an, FEEE R, A 85 G, 7T HER B XE
BE, ZH lon’ AL ZBEE, THELE.
L6 Gt

HERH x» kT, RA - REAMERE Unr
variatelX 18, T T 2N 2 AN E X THWEE &
FAFHEZLM, oA EHEFHERN AKX IR
FAEE LR Rk,

2 £ R

2 1 FRE&EMEZEEEEMHH=EKE

DU % 3 HE AR ITE TCH TG IKE £ 57
TGt E L (P> 0 05). 5 3AWREKMLE, 6 A
R TCHI TG HJE R 1E 5 0 4G B 2 B 4h (P >
Q 05), HRFHABMHEF S B P<Q01). 5IE
HWXTRRALLLEL, 6 H AR R =4 TCH TG K
ETHE (B P<Q0LE 1),

xR BEFREASERAENELEZBEBMEH=EKEZTWL (x Ts mmol/L)

TC TG
a4 A n PR pr R
3HEEEK 6 IR 3HEA 6 H AR
EFEXTERA 8 L 71 % 13 353%2 18 Q 74 X0 02 0 8210 04
CH+ND#H 8 1L 850 16 g 91 +a 82* a 78 xa 02 1 19 £q 08
NCH + HFD 42 8 L 61 2Q 08 17 59 £1. 14 a 73 %0 02 1 28 *a 07
CH+HFD# 7 L 851Q 13 25 84 1 58% a 77 a0 02 2 50 *a 09*

alNP<QO0L5AR4 3ABRKIE: bAP<QO1EIEWTEALLE, CH+ HFD A& EMAFFERETA 1R REA SEEMmEL.

2 2 RIETNBKPIE KT EF 3K ThRERNE A R k36t
M EFIKINEE
ST AchJa, EDV K B /NMR K O IE # IR

‘A.CH+ ND#.NCH+HFD 1 CH + HFD 4, H.
HIEERAMILE, HR=HEZNAREERE X
(P<Q 058 P<Q O0l). ¥4 NTG J&5, &4 IEE
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KN ELIR (B EN)ZR LR EWEZE L (P>
Q05% 2). RA—MREHEEN Univariateld 12
X% 64 ARKIEEBNIK EDV ATHTE 24T, I+
Nk EDV 2 Hidi A F =63 23 P< Q 001, R* =
Q 86 B W EEA AT 5 & TR 6 H K IE = 3h ik
EDV (&K (P < Q 001), L ERMNA 2 8% . =i fli
e R R 6 ARKEEINK EDV 55
(P<Q001), HEMPBA 3 9% . 5NERES
MERNFARA 64~ HARKIEESNNK EDV 1720 17 (£
ZTHAEMH (P =0 006), Ui B 5 AN S S i IE A
[ I8 E 3K EDV FIfEA .

R 2 HUE UG PR A AT ST BE AN AR P B kA 1 B 3K
IRETAL (v F5 )

o A EDV EN

IEH T R4 8 9 % 0 % 8 & o o
CH+ ND#4 8 7 %% *1 0 * 8 &% *a 2%
NCH+HFD# 8 6 ¥ 1 1% ° 9 1% *0 %
CH+HFD 4 7 24 Q%" 9 o tQ &%

aNP< Q05 bNP<QOL5IEWEALE.

23 FREGFREEHRARTESHER

DGR IEHN R IR 3 S KE I 2 R, AL
o AN I B 3 ST I, T IS THD R P R A A
W BRI SE R, BT, b e (A Lo R B A 3
VELT AENE AL i, 3470 R 58 0 1 AR, W] I
AT LA HE ( amooth muscle cell MC). CH
+ ND 218 5 3 ik B J2= X 1w T B, P RS P9 S 4 4T
FE, BRI AT LA B 200 i 32 451, P FEREL M s 1 )52,
A/NPESR, TP IR LHES AL 8 R O B 2 4,
EBET] DL i oL P TN B B Bk AR BE R, NCH. +
HFD 4118 T bk BE 1 4 2, SMC LW, 40

v

F3 o \w
_ “‘*(ﬁ | N

2 FRBRE S RE 3 B BkE 5 L R E 1R
000), CH+ HFD#1 ( x 6 300).

HEFI KL, 3 ) 40 48 2 IRONIE, el A
R SR FR A BE [m) 5 i ™ i, T BT 4 3G A 1 B kR A
WLk BEE, CH+ HFD G sk B4t 7%, W
FRB R, (O H BB R R AR 4, MC
b, SR S B FE AL BB (B 1),

. FREFEREEMPRAERE (HERE, x40) A
RNIEEXIEAH, BA CH+NDZ4, Cy NCH+ HFD4, DA CH+
HFD 4.

2 4 FRERERBEEDKEFERETESER

7 G ELBE R DL IE S R A I P R 4 i e
2 RPN R G K i (i sk s ), K
AR EEE, RN ARERENE. CH+ NDHED
PR A0 LK R P R TR B 3 B, P B2 R Kb, TR LA
ZAYEEIET (FikFn ), AT IR & . NCH +
HFD 4Ly B —25 i oe, SMC 5, K £,
TP 5 X S YA (BT Sk TR ), L2 sk 2D B4t 4 41
foAl MCEABEBSEHERRKERA. CH+ HFD
A = Bk A R SRR K B SR A 4 o g 4 4
WA T 2 A TR I VL A A D P9 T PR 5 A R
KT BB AS R 285 5 (B7kFTm ) (A 2).
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19954F Barked® " ¥ VIR H T 0 I O i L
PR, YR BB RS, JR) LR = A4 — R 5]
AT TS AR U 038 0, K 3 L R B H AR S
WEHMWMEE ST KA O TR . BEEHH N
WIS LNz —, AR LE 2 R EE
7 5 165 PR o R O P N2 0. A s 2 o0 L A8 2 7 B £
AR . Bk R ThRE R TE A s LIRS U K
RS O ERR P REEEER"Y. BRAA
AsHIRAM T M8 N MR E 2. &N AR
I M 5 8 B ) 1 — 2 B B, B2 — N E T
Aeds B, EDV BN R AE & Bl 25 4F R = A i
B ET B TE A 0 A R i A gk O A i v =, A2
W N EE KA. HEC 2L EDV &S
J& A s T g 28 B B AR B AR, SRR AN I R
HRRaEEE

BA 2 EDV RS — N EER K, ATResl R
As Nakano' "R 70 W8 M Bl A AT 4R G AR
B EEF R R s kosfemiitE. oami
R GRE T I8 I B T R T 55 B i A A
B, IR A s K&, BEA S SR 7 a2 i A0 AR 1 5%
BN T, HS As#ERMAHK; s 5
A sPEB A (1) B Mg M A7 A T, R A1 T,
AsBIHLN B B W4T f Rk 1SR Wi B ALl 2 LA,
J& AT 5K B M R 4 K T 4 i IE #8 3 if
B BE, Ruijtenbeek 25 BF 7 1 18 1 B 40 00 1h X X8
WEB Rk P Rz Thae g2, &5 R I, 18P SR A 4k v]
9D B Bk B R A RS R — AL A (nitric
oxide NO )RR KR A ch 7K 18 11 F i Uk
PE, RIS B E S TR B0k EDV 3Z2#i. W illiams
SRR B CH Al B T8 B 3h ik P 52 4
HLP NO BIA T M, (645 2. Bk F I AR If & 1
IS, PRSI EDV. (23X A 5256 #1042 2544 0
W EDV,

ARSI R 5 N A s KA BT 37 78 22 S
NI G, A FH R 75 G BB R B UGG AT i A 30 ik
Ihie (BRI EDV) (A, 3 45 5 o W i R s by, 5
NI AsKATE AT, TR REH, CH A3
B %R 6 AR KRNIk EDV FRAE, H %5
FREER . BHNHESEELENFR%E 64
HIEAKIEEZ K EDV IS mFE L BAEH . X3
B CH W S 7% EDV 245, #t—BAEse 1w
NS . A RERRAE CH &R
A ES TR IR, H EDV IR GFEE b ai

JEAR B 4™ 8. ML I D06 3G 7 45 SR AT LA e,
CH " S B % R A E TCA TG F &, fEE
Sk N R g, 5 CH 2K A Rl A EE
BT RIRRERE LR &)™ E, XL IE M E N
AT S AR FE 0 R IR R (45340 BL T A B
NEURR . XA RE R T WA TR A T R
S 3 7 P A, K o A £ A5 B A A S R v R R
I ONEUR. SR, 18P E BRI
A] A AL 1) BOX FhaE M 2 AR W gk — D IRAR
s

KRR, WIEBBK EDV 510512 5 5
7 B KO R P R — B, TRLE I M 2 3 ik EDV )
AR AT DA B ok P Bz 5343 F2 B, R0 B B 1A T
WA sPIRA, SRR As A EER .
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