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ABSTRACT
Aim To study the effect of estrogen (E) or estro-

gen combined with progestogen (P) on atherogenesis
and the mechanism in ovariectomized rabbits.
Methods 40 ovarictomized rabbits were randomized
into low E, low EP, high E, high EP and control
Each group was fed high cholesterol diet for
Group low E, low EP, high E, high EP

groups.
14 weeks.
were replaced different dose of estrogen or estrogen
combined with progestogen. Before the experiment,
at the end of the fourth or fourteenth week, the serum
lipid, MDA and SOD were determined . At the end
of the experiment, the plasma 6-keto-PGF . TXB, and
ox-LDL levels were assayed. After killing the ani-
mals, pathomorphological examination was carried
out.

Results Compared with the control group. the
serum levels of total cholesterol (TC), triglyceride
(TG), MDA and plasma ox-LDL. TXB, concentra-
tions were significantly lower (P<C0. 05~0. 01) in the
While the plas-
ma 6-Keto-PGF . concentrations were signicantly high-

er (P<C0. 05).

groups of the hormone replacement.

The plaque areas percent of the whole

aortic intima surface areas in the therapy groups re
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duced by 57. 8% averagely (P<C0.01).
Conclusion Estrogen could inhibit the aortic
atherogenesis of the rabbits, its methanisms might be
associated with serum lipid-lowing, inhibition of the
lipidoxidation and regulation of the prostaglandin
metabolism. Progestogen had no anti-atherosclerotic
effect on ovariectomized rabbits.
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1 HME5FE RAGREKEAMKBPERAAL B RAEMERE
1.1 i f14 8 K 6 & & (oxidized LDL, ox-LDL),
FELRERE ORI B~ A hE2sx 13 REDSFEE
0.20kg. REFRFRAE 1A HinpREg, gg 131 EHHREXGHFIRE XBERRR
SRRA EEMMNZR.AFHESS . ORNESR  HHREZHKE EHRTERH DO HH
# # 4 (estrogen, MHIKE £) . A M £ FH M = FNRE, BERATENLEGRAERLNE D KNE
B 200 pg/R QM H £ 4 # ¥ + & B 4 (estrogen+ RERERSEHRABRELERNEL L.
progesterone, M HIKEP A) . S XMNEXFTHRE 8 1.3.2 FWKEESFERE BUFRNEEHEKT.
200 pg/R + %W 5 mg/R; @& F & ¥ # F A (estro- MIgBRAEEIHIRASBRRRAKRBARLETF,
gen, HBE L) . SRMELTRE - 1 mg/Rs AHERRAAERE. BAKETHATHILIO R
@ % 7 B £+ F B 4 (estrogen + progesterone. & ERTRE,
WHEEEPA) . EAMEETPEE -® 1my/R+2 1.4 HIBLE
B 5mg/R ;& B4AContro) . T F k7T, &4 B #AE R s £ 7 .SPSS/PC # 4 B #ATH £
AHEABEESGE. THE 1~ H.GREHE .
B#1.0g/R . HYRTHAEREHT. F7THEHRE

EmAANEF 0.5/, 5814 A, | 2 R
1.2 MEEMEFEREN 2.1 MBRERRE
LR F4ME 14 i%]?rwfﬁ!l AR R B AR gg@ﬁqggﬁmﬁgﬂg@g@‘ﬁmgm‘gg

I & B B (otal cholesterol. TOR 38 prpe® IR ERE (% IS E G HE R HASE
= #g (triglyceride.. 'I(r)z\ Eedsay, flEESFER B A 1B Fﬁﬁi%ﬁ:%ﬁ(f)>0 05). £17
SR 4 B 14 B RGTAR RMEAE

% § (high density lipoprotein. HDL Rl "Z lrﬁ BE

e % f (low densitiy lipoprotein. LDL) I & #| B 3 o8 1 %

% HDL B 8 (HDL cholesterol. HDLC) 5 LDL & 1] B A T = B T REALT XA E’E'(PEO
AN 4 g 4

B # (1.DL cholesterol. LDLC), # A & g B L& % 05), FEIT? AEFTESR KE R4S 14 FRT A2

PEEHEFG ARD, R Ef,u;]f?tzmmm [l B 0 = P 4 B RS, SRy e
~ B (malondialdehyde . MDA 4 .1t 47 ¥ 1t 8 (su- 27 B EE B EEDEEL

peroxide dismutase, SOD), L ¥ % 14 Bl A w¥ 25 5 THE 4 FRBITHLFREERD A K
REGRAAM LA E SN T CMEFUREF. FSMRAMLEHEERP<0.05), &
( 6-keto-prostaglandin F ., 6-keto-PGF )% fi f& & B, FFHEERS I SEER., HbETMERET4aAs

(thromboxaneB,, TXB) (& £ B T EHE £ FKFE WMRARBESETFAEYTER.
‘Eﬂ’:f%%—A‘}f?’ﬁﬁﬁgiﬂiﬁ’fﬁ)%fﬂﬁ{#ﬂﬂ%ﬁﬁ.’&ﬂiﬁﬂi '

Table 1. The serum lipids concentrations of all groups at the fourth and the fourteenth week of the experiment
(z%s, n=8).

E Dose ApoA (mg/L) ApoRimgi1.) HOLC(g/1) LDLC (g/1 TCe/1 TGg/L)
crons (mg/single) 4thw  lithw ith w 1ith “:" qth w 14th w dth w 1Tith w ith w }hl:—:«-* _4—1:»\: A“;-:Iw-'
Control 0 412 11 17413 33+1 2.5 0,002 2.430.4 574D 4743 Llw + 3¢ 63417 10£1.5  5.1%0.9
Law E G2 43+3¢  3x3 i1t 11 W2 30200004 324005 1043 16412 1rkdse  Shdegr .80 G 42k 1.0
low F;P 0.2 4942 B2 e 30415 2.94+0.003 3.1%0.4 4nt 3 R ) 125=2:33% 5512 6.Gx1.08 5.34£0.738
High E 1.0 82%en 3% 30412 MR 3,240,003 3.240.5 5245 iS4 Julat Ja 51t 10 Soado ot L0006
High EP 1.0 1612 443 36113 2n4a ZoaE 0, 001 Tipa s 49113 1224550 51121 5.64 1012 6,020 44

a; P<C0. 05, compared with control group. E.: esirogen. EP: estrogen--progesterone.
B P g 2 prog
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(P<<0.0D), BFIBTTAHRI T E R (P>0.05), L
RE4RNE U ARSHANE SOD KEET
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Table 2. Serum MDA, SOD and ox-LDL levels of all

groups at the 14th week of experiment (r=s, n=28).

G E Dose MDA SOD OLDL
roups

(mg/single) (nmol/L) (Np/L) (pg/L)
Control 0 1510021690 56130=30 1180 262
Low E 0.2 366017000 51740250  188-42b
Low EP 0.2 4290=900" 71670420 415+ 13b
High E 1.0 5140=-2800% 63290210  148=:5b
High EP T 550021900% 71490=20  415=27b

b: P<C0. 01, compared with control group. E. eStrogen .

EP. estrogen+ progesterone.

2.3 6-EEE-RIFIRRE F .J0Mm#eE B iKE
MFE 3(Table AW, SXTBBA L%, 348
5 14 FREHET A MY 6-keto-PGF IR E &
EHEP<0.05).TXB, kEBEMRKR (P
0.05), &IIFAEBMITHHEEREP>0.05),

Table 3.

tions at the 14th week of the experiment (z=+s, ng/L,

n=8).

Groups b dose PGF1. TXB;  PGF./TXB;
(mg/single) .

ﬁgomrol 0 34.810.8 66.01:0.7 0.52%+0.01
Low E 0.2 41.6+0. 52 53.5%0.6%  0.7720. 028
Low EP 0.2 4.:65=100.5% 57.2x 0.5 0.72+0.01"
High E 1.0 43.7=1.07 57.0=0.84  0.760. 02+
High EP 1.0 41.5%£0. 6* 55.520,5%  0.7420. 024

a: P~U0.05. compared with control group.  E. estrogen. EP; estro-

HUT T Progesterone.
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