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8 o 2 A7 AT 3RS AR & A=A 2o ALl Bt Astery diab|de At
gat7] flste] astalnt. 36mt2le] Sprague Dawley 221 HES 442 3WtRo= 2b4l9]o] wix|s}

Fo FAG FADFACIE FolshaA M T K RS BPEC] sk, YRRC: A
1

10 g, TIGHRIA 718 10 9, T203% 10 ), TIGEL 718 1.0g 3 W8 10 g2 42
1598 @A FolBoz FHAAL. AUBE FAFE Tlol 7MY #90 T3, T2, C 2AZ W

Utk g9 AT FEYAHES Tlol 7P wU C, T3, T2 &A= WA uehgdth
HDL-C= T2} 71 =% C, T3, T1 €A=& @7 yeltoy LDL-C= Tlo] 7F =93 T3, C,
T2 &A2 =4 Jeigth 7F 7152 Yehdls 1 AST, ALTE TloA 7F8 =91 T27F 718 2
ettt B2 AlQet 71, v, Ao RA= 2 AHET Atolo) Aole gtk B Tl
o] 7B &tout C, T2, T3Ao]9] ztol= it HMG-CoA reductase activityr= T10] 713 =t
T3, C A2 9A Uetter T2+ 7P 2dh £ §oto] sidse 949 S2HE, SHLHE,
AHIAEHES vl R T27F 7P wou T12 7P 3dnh & dA723e AR 4371 5&9
oA ZEliEE HEAY B4 AT SAlY 22 5% AHEY HidE SUANAFCEH
A HE Wt ARSIk

FAe] - W, FHAE, BIAY, HMG-CoA, 28E &
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Abstract :

WP LA G

This study was performed to elucidate the biochemical mechanism of metabolism on

reducing blood lipid, by oral administration of egg yolk in rats. A total of 36 Sprague Dawley
male rats were randomized into four treatment groups, according to a randomized block design.
Each group was further divided into three repeat cages, with each repeat cage comprising of 3 rats.

The animals were orally administered with egg yolk once a day, while feeding the same purified

pellet diet for 6 weeks. The four treatment groups were: C(control, saline 1.0 g), T1(pork belly oil
1.0 g), T2(egg yolk 1.0 g), T3(pork belly oil 1.0 g and egg yolk 1.0 g alternating every week).
The measured parameters in each group are listed as follows in the order of highest to the lowest:

daily  average gain of  body

weight(T1>T3>T2>C);  blood

triglyceride ~ and  total

cholesterol(T1>C>T3>T2) HDL-C (T2>C>T3>T1); and LDL-C (TI1>T3>C)T2). AST and ALT,
which are the index of liver function, were the highest in T1 but was lowest in T2. The weights

of the liver, spleen, and kidney, except for the abdominal fat, showed no significant difference. The
weight of abdominal fat was the highest in T1, but there were no significant difference among C,
T2, and T3. The HMG-CoA reductase activity was the highest in T1 followed by T3, C but T2
was lowest. The daily fecal excretions of the total sterol, neutral sterol and acid sterol was highest
in T2 but lowest in T1. The results of this study show that the egg consumption reduces the

blood lipid through facilitation of fecal excretions of sterols and inhibition of enzyme activity in
cholesterol biosynthesis, in the liver of animal and human.

Keywords  Egg yolk, Blood lipid, Abdominal fat, HMG-CoA, Sterol excretions
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AN BAHEE wEn FumAe) Flofst
Qo] Geloig] mel A 437t 2ol

AU 2 Al A - F | A E(Low density
lipoprotein—cholesterol, LDL-C) & =0]%]
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oA ZHAHE Al Tt HMG-CoA
(3-hydroxy—3-methyl-glutaryl-CoA) reductase
activity®] $7F 9 HES 5% ZeE2HES H)
Aol EolEx © 7Idste Aoz WAt
(6] A d&e =93t xS Aot 2~
TEEEHoR gl fAdEe Fd9 ¢

Feoltt, A% A0S BezeBe] §5E ¥
slstlel @l v folg LDL-CE W3] ujio]
A HAA7t B BA2HSL Folx) o],

FHEEE ToEoan o5y 4 F<l
do] s A, 1 A £ES W
71'5< Bogd FAO] Xujote] Z&ol
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o] TEYe=EHN A ZHAHE A} 3t
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WA AHAE S [12-14, A2 §9L
HIEG A7 ARAL AR 4A A Fe 2o
2E|Be) BYSE A D Fast BAD A
AR AT SAF =Rt AmH 9]
o FjelAle] At QWA gk gle] of
of g3t Mz A7t Basi A% S A
YATAA oA 4 AL o] W 25%
EGA FolBe W F AA PAS], A4
4 %S Folstge i) @) LDL-C 37H9)
9 AR AR W AR 189 ke A
FereES BE 5 98-S HuskirHiel 1
e} Qi FRA AR vl HAt @
A8e wolmyk Hut welat Askety oAt
7178 Wkl wraiAl oA sk,

B oAPE AR 4ge 37R] & gSold
@] LDL-C 74et $ig A9 Al o
A\ 7E FEeo] SAste] SBekert.

2.2 3

=2 u

W BFR7E A2 FHAHE gl MR 9% 3

=

ot AlE °F 100 g9
Sprague-Dawley AlE HE 71 36mte]E digt
Hpol @ JA(F)=HH FYste] 4327 3RHE(L
B Aol & 3upe)or e lo] ujx|skglt,
67 F APAolE FolshiA WY FL Al
ZH11:00-12:00)¢] Fe A15o & Bsshy
AAAL 712 st Ad AHElFE C
(z: AYA9s 1.0 g A5, TIGE
A 718 1.0 g AFFold), T2(d% 1.0 g B+
Fold), T3GHAY 715 1.0 g3t I% 105 7
Zb 1394 1A, PR AfRotrh A
i mepag Alo|A] oA ARgStR o AR
Aol 2xot Fhe 77t 20T 50%5 FAst
Hal 12417408:00-20:00)F5-2 AASIA. &
I AAANRE ARAFHESE SsHlh

2.2. A 2]

Aol HlxgdATaolA AAIH
FFLreTFE FZ(17] B 20T &
zA4" AA TP o] (purified pellet diet)
SHtH(Table 1). ZI}AT4MR} Ze|AH]
7HARQl oA A 7182 AsHAA
gt S Sl A dolX 71&(pork
belly fat: ZEIFALAT 49.07%, SHAHE 108
mg/100 g fanS ARESIOH, Fe] ZHF5Fo]
&2 quEAd, 0.5 1.0, 1.5 g AFEDS
Aagsto] FS ARl S o IHE F
A0 /S oA (platean) L2 HEH AASIATE
AAolE Az & Wl Aol 20T %
FAXIINA 8 FFol 10% 2 w7k dx
shlom 2o HykshHA FEA Fo
sff ik,

2.3. 3454

AMS712E 5 Aol dFFE 39 THHLoRE XA}
SFAX AF2 10¥ 1314 =74t A
AA717 T AoldAdH AT S7HEE T A
Y F2 Uiro]l dY Bt AolHHFT AT
F7FEE AAtsoh 18 Aolagd dd 3
o AFE7HEel gt AoldH=e] HlE(AelAd
HZ/ASS7HHEA ALstoinh
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Table 1. Composition of Basal Purified Pellet

Diet
Ingredients Amounts (%)
Corn starch 15.00
Casein 20.00
Sucrose 50.00
Commercial lard 5.00
a —Cellulose 5.00
Mineral mix"” 3.50
Vitamin mix? 1.00
DL-Methionine (99%) 0.30
Choline chloride 0.20
Total 100

VAIN'76-Mineral ~ mixture(g/kg) calcium
phosphate, dibasic 500; sodium chloride 74;
potassium citrate, monohydrate 220; potassium
sulfate 52; magnesium oxide 24; manganese
carbonate  3.5; ferric citrate 6.0  zinc
carbonate 1.6; cupric carbonate 0.3; potassium
iodate 0.01; sodium selenate 0.01; chromium
potassium sulfate 0.55 and powdered sucrose
118.03. ?AIN ’76-Vitamin mixture(g/kg)
thiamin'HCl 0.6; riboflavin 0.6; pyridoxin'HCI
0.7; nicotinic acid 3.0; calcium pantothenate
1.6; folic acid 0.2; biotin 0.02; vit. By,
0.001; vit. A(retinyl acetate) 0.8; vit. E(dl-«a
—tocopheryl  acetate)  3.8; vit.  Ds(7-
dehydrocholesterol) 0.0025; vit. K(menadione)
0.005 and powdered sucrose 988.67.

2.4. N XA} 7t 75 ase] AskEA B4

R 2d 2288 BAs] flstq Ad F=
A 10AIZE AR o] HAEE JHoEHZEH
7HEA mFAFE S BEE Eolcte] Snk A=
¥l X (Franklin lakes, NJ07417, USA) £&o=2
2571012 FAIZ1E o] gstoA ErswH oz EE
3-5 mLe FHE AFHsHHo FH2 3,000
rpmoflAl 1587 YR stodx IS A9

X o

= 0= = A
oy, Aslehd EAS Qo HA| Hagpio]| 55
FA(-1967) At oy A A7k P52
0C) Hysigich. @ W S, T2 H
E, HDL-C(high density lipoprotein—
cholesterol) @ LDL-C 382 ul=9] Sigma
enzymatic bioanalysis kitE ©]-&5to] AHzEA%

WP LA G

Z](Hitachi 917)24 Z74sklet [13]. 3+ 716&
A AST(Aspartate Aminotransferase),
ALT(Alanine Aminotransferase)= @ Ajs}st
2 A= HB A7) (Fuji Dri-Chem 3500)24#] ZA5}

k.

2.5. HMG—CoA reductase activity
HMG-CoA reductase activity®] S4& 919
Jto 2 HE microsome& E5taa,
microsomal protein ¥ HMG-CoA reductase
activityS ZA3FH13]. o]5& 7tds] A5t
H o2 2o AREE Aok rA
didithiothreitol(DTT), triton x—-100, NADPH+
o= AlZak 3AF - AlEFel9lal,  HMG-CoA
reductases= Pharmacia LKB Biotechnology A&
o]ttt Homogenizing buffer(W/V; 1:2)& o]&
stof 105,000 xgellA 33]9] AMEE el <JsiA
E2H  microsome(pellet 105,000) 20 mg=
potassium phosphate buffer(0.1 M, pH 7.4) 2
mLo] &35t o3 =8 buffer mixture 20 x
E A& FHstel 5 mL AlE@| 7tskch
Buffer mixture 20 x#L¥ &% Z3} microsomal
protein  50-300 uge FSFATE Triton
X-10000.5%, v/v)E °lgst] 0CA 60 Hi
& T 108 B2t 8,000 xgolA YHE= g o
ol Ad5de kst £A4 A7kz] -80°Ce
A Bastict, NADPH, HMG-CoA reductase
£ ol&sto] AlxH 779 Hg8dS AR
125 uLA A7FsFack. HMG-CoA  reductase
HhE-8 125 pLo M7kt FAlel 37C water
batholl A A=) 3027+ A6k ol Al=m
Atol9] time interval2 5ECZ SHFTE 340 nm
o4 ¥k 21Xl ODE =439 308 §HE
% OD Hass SAcklen A" 717+
double beam spectrophotometer (UVIDEC-610)
o|gitt. NADPHO| W4tekeS ZAste] ol&
A=ol  SAA=EHREH st  HASFIUL,
HMG-CoA reductase activity:= CThZ3} o]
NADPH®| 4tebel oFo= Al ®A|sHIT

Specific activity =
pmoles NADPH oxidised/min/mg
microsomal protein

2.6. Sterol
AGHelE HAT SERFE fAsE A
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Vol. 31, No. 2 (2014) Hg AFR7L HEl] FHAEE tAtel pXle FF 5

= IFe SHsk] f&l Ad F= 3¢ ARH ARESHEA,  column 2% 240C, 18
TR 47 3¢ 2 ouidd 29S AFste] detector &% 260C2 ZA3}ct. Split ratio=
AL Sttt #HE FAZ7I(SFDSF12, 10:10]90e8 AHE s Wi ZFE2F Wy

Samwon Co. Ltd, Busan, Korea)ol|A] SAAZX o] g3t A2 w3 WA AgAcl HLR AA
shact. #¥ A& 5 g& AT S FRS skacH3, 13, 141,

mLE 7Fste] Ultra turrexoll Al A"sHA =

A #E3t skt #EE 1 g2 Fst 90% 2.7. BAAE

ethanolic sodium hydroxide 20 mLE ©]-83]A4 dojzl e (o FAAZE  SAS
1A B9t S5t shod ASIAATE Petrolium program(2005)& °l-&stelem zt A24t I1F
ether 50 mL¢} 74 10 mLE o]&alA 1ARE o] Wt FFHUAE ot FARAS AAIG
SoF APsH] &3¢t o2 3,000 rpmollA 158 thS Duncan's multiple range testol] <]}
B dARE & ASAS Aol SIS 95% A=5EollA o/de AR5 (p0.05).

0ColstollA Ha7kAe] Fdat 3 553 &
FHALHREOE FEES Atk oFiEE 2
mL®] 10N NaOHE o]-&stolA 3A7F F<t 15 3. 4% 4 nF
PSI2 ATM)OIA B1LE ZFEs] A o
HitE ol8ste] pH 2.002 2SI ol7e 3.1. A5
A 222253 fekg 211 T8 75 mL 65 B¢ BALGAOlE AlESte] Fof, A
£ olgalolAl free bile acd® FEH7] S oA AT WBEL ATEC T 2AG SR
3,000 rpmolAl 158 Hot alBe]stelct. off ARFSAL Table 29 2tk A4 ATl A
2 40T olstollA HAartae] FRi3t A & B ASS 100 g ooy AdEg A Hit
o F AMAHZROE BEES AT A AF2 310 golfith. 4o HHF FAFE Tlo]
v oz oojxl zZhzie] AH|Zo|E HIES o 71 =9k T3, T2, C &AM 2 =7 yehgont
goto] Az TMS ¥-g2%t= (Trimethylsilyl (p<0.05) T3, T2, C Atolo] EA A HoJah=
ether) 1-3 uLE gas-liquid chromatography g9t T19 AFo] E=9rd AL AbAA 7]1E29)
(GLC, Packard model 439, USA)ell Fdlotoldl  xjzjel] o]s] B7=o] Z7tstd7|(Table 3)
A7He] AHZolE S ST WRES 202 E 4 ok 3, AHAVIES d=E
=424 5a-cholestane(Sigma, USA)E ©]-&s5} A, B35t T3 C, T29| H|F|A Azo] k7t
$2o™ DBM capillary column(0.25mmX30m, ] Loltol} EAAC SOl Q1R R] ¢kt 1
& W Scientific, Folsom, CA) ©]-&3}t} Auralolo] MHL AW E Sate} 78 =7}
Carrier gasz+ w9 30-60 mL =24 4 711 BN & ZHA702H Huke S
H helium gasE @Ao=HE zdudd 2
Table 2. Growth Performance in Rats Fed Experimental Diets for 6 Weeks
Ttem" C Tl T2 T3 PSE  P-value
Feed intake (g/day/rat) 20.04  21.19 19.84 20.12 0.1402  0.3112
Body weight gain (g/day/rat) 485" 5.35° 496" 5.09°  0.0935 0.0109

Feed efficiency

(body weight gain/feed intake) 0.24 0.25 0.25 0.25 0.0041  0.9125

YC: control, T1: orally dosing of 1.0 g pork belly fat, T2: orally dosing of 1.0 g egg yolk,
T3: orally dosing either T1 or T2 alternately every one week, PSE: pooled standard error of
mean values (n=9).

“"Values within the same line with different superscript are significantly different (p<0.05).
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3.2. AXd H 7 VT as

B2 Ao BEASH a3k AL
TR gt oA N F fafigt LD
9E 5 Qs ARdololth AR dEe
o A FARRE @A @3} 7+ 7S
HSH= Table 37 2t FA4AES Tio] 7F3
=93 C, T3, T2 A2 ¥ yepgoy T2,
T3E A2 H&39 o]g & 79 AHE++= C
of vlal F-olotA @tHp<0.05). d&ES F+E
o] g T200A AL #HAE2 C, Tl H
Sk o Z¥zb 11.90, 18.98%2 Utebgtout T39t
ztole QIAHER] gttt FEIAHELS Tl
71 =9k C, T3, T2 A2 24 Yehgoyg
C, T3= A2 HS51A0 T2 o8 T 719 A
gl ol vlol f-olobA HektH(p<0.05). ¢S 4
FEA g T2o4 FEHAHE TAE2 G
T3, T1¥} vl2g o 22 30.38, 30.33, 49.61%
2 yYepgdth HDL-C:= T27F 7B =91 C,
T3, Tl A2 ¥A Yebgoy C T3 A=
HZ5HA A T12 o] & 7He] Azl Hls)] &
oA WoktH(p<0.05). d&FHS AFF] g T2
o/l HDL-C Z7F&-2 C, T1, T3¢} v of
747k 120.75, 239.98, 130.82%%  UFERuith
LDL-Cx Tlo| 7 =9tx T3, C, T2 &A=
A vetgtew zF A2 Atelo] FAALL &

s

filo

Ol
1o Hm wju ox

sk rlo
o
9

fol oM,

b i

WP LA G

o737 UERgtHp<0.05). e AFEo]
T2014 LDL-C #4g&< C, T1, T3¢ Hw
o 7}z 68.68, 84.05, 74.25%= ERdTh

71%S UehylE A #Q ASTE TIolAM 714

kAl T27F 7P =9kem Zb A+ 7F BAA
ol fojxt AHE AT (p<0.05). dFS A+5
o] 3F T29] AST #+& C, T1, T3¢} vlwstd z+
7t 29.94, 53.72, 38.10% @A Vet ALT:
T20lA 71 Wokar Tlo] 7P =A) vehgor
Z AElA 7P SAAEJ] f9xE A=
(p<0.05). E&E AT o T29] ALT #=
C, T1, T3¢9 wHlwstd ZzF 7.08, 54.96,
43.90% A depgtt 42 AR A3 =
oA ddf AALA[15] © HFEA V5 FoE
oA LDL-C Z712 By [9]= 2 A= A
et IS AR & SEAA Y H
o] AT ol Wil EREe] e HAE
9o Zgoz Jehd HMG CoA reductase B4
A4 9 AH|Ro|E wjdEZ(Table 57 HATH
A &4 A AE R 7]Ag HAeE B
4= Qlrt12]. HI7HA] w2 AFAES AFRolA
AR AHF ) SYAHE Aol A
7b it Ag Axsta jlew olet Aiks

WG S ek ot

4oy

=3
e AAES aFelA mAd P4
EE "BEteEd FE2HES ASTE

W 3 ARete] g F Beie

Table 3. Plasma Lipid Profiles, AST, ALT and Billirubin in Rats Fed Experimental Diests for 6

Weeks

(mg/100 mL)
Item C T1 T2 T3 PSE P-value
Triacylglyceride 117.87° 128.17° 103.84¢ 106.53¢ 3.0335 0.0001
Total cholesterol 85.86" 118.63° 59.78° 85.81° 6.4045 0.0001
HDL-C 20.53 10.33° 24.79° 18.95" 1.6145 0.0001
LDL-C 40.16° 78.88° 12.58¢ 48.86" 7.1484  0.0001
AST (U/L) 78.87° 119.40° 55.26" 89.82" 6.9788 0.0001
ALT (U/L) 30.71° 52.47° 23.63" 42.13° 3.3496 0.0001

YC: control, T1: orally dosing of 1.0 g pork belly fat, T2: orally dosing of 1.0 g egg yolk,

T3: orally dosing either T2 or T3 alternately every one week, PSE: pooled standard error of

mean values (n=9).

2bedyalues within the same line with different superscript are significantly different (p<0.05).
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, 21-23].

AT Fge BTl s AR A7
FARS = Table 49 2ok, B2 A4 A
2l 7 AEAS AAES ¢ Tlol fost
A 7P = o(p<0.05) C, T2, T3xtole] &
AR FoJ2= JIFEA] ¢k T27F 7P @
7S Yedlow C, T2, T3 Aol BA 7l
oZF AAl UEhR] QAStth A Aol S Ho
85 FEAA BAATo] Frkstal AlFS7t
ZIPHE oMo Ry B Avel A
QreH18].

N

o

m g et do rlo

.}

3.4. HMG—CoA reductase activity

2 A3 A 3] AFRert =9 Th
A ZHAHE AT ATas HMG-CoA
reductase®] A4S JAFo=zH ZHAHES]
BEAAE Al ddez EHEE EH
LDL-CE R&the AMS AlEA geld 4+ 3l
Atk AF d=E AAFEY F FAHY 7oA
223 HMG-CoA reductase activity:= Table 5
oA Hi= viel Zr} TreA EEAHE T
st Q8% @4 HMG-CoA reductase
activity'= A A2+ 7kdl Tlo] f<lstAl 7t
F wskon T3, C &£A42 ¥ Yeidoy
TS AFES I T2Ee P Wk 7 A2
Atole] BAIAER Foxbh A= ATHp<0.05).
H&E AAEe] & =04 € LDL-C7F 2
A F4att & HMG CoA reductase A
of 7]QIgk TrollA ZE|AHIE AT A diAt

i

W BFR7E A2 EAHE gl miAe G 7

ZAzol 7t Aer & 4 SQlth. IFEAEHE
A el vlgAIgt 3490 HMG-CoA reductase
activity®] S{Al= oA AEA FEE SH~
HE9 @9 o]5s WF7] "wol @9 e
HE S5 d"oxzd £ gQlh A
HMG-CoA reductase activity7} SAE M2 A
ol e A dAde Agave gad
4 AoH22-26].

3.5. Sterol excretion

2 Axtel Fagh a2 A
TEOA EHE T AHEY H
o224 Y LDL-CE &
o 42 AR i ZARE
5354 idxlE Sterol HIAETS
Table 5014 Hi= HRe} Zrh £WHE
ARl FA2HEY T, TEZdU4H
coprostanol> A A& 7 Tt
Fol b T27F 7P =8k Tlo] 7 sk
7} A7 Aole] FAHS G} 14
(p<0.05). BEHog HidE = AHZ g &
A2HE 5% &2 C 59.40, T1 56.63, T2
66.88, T3 82.29%, =ZH~HE C 71.05, T1
71.96, T2 68.97, T3 68.15%, coprostanol C
28.95, T1 28.04, T2 31.03, T3 31.85%=% \tet
wrh EHE Foto] WidE AAHES] T
2 dS AFFEY & T27t 7P =93 Tl
A 7VE wgkom FHEAR T2, T3, C, Tl &=
A2 FostA Wt (p<0.05). lithocholic acid
= 928 AF5EY & T27t P =93 T3,
C, Tl £4Z =3r2™ deoxycholic acidEe T2,

M r_‘;
ol
o
m

> 9

e =
Su

N HJIO
™,

2
2

ox, ¥
32,
i)

oft Sk o,
i fr

o

AN ot

>
i

ot
)
2
N L5 e =) o b ok

o
32 |0 oM

Table 4. Weight of Liver, Spleen, Kidney and Abdominal Fat in Rats Fed Experimental Diets for

6 Weeks (wet g/100g body weight)
Item C T1 T2 T3 PSE P-value
Liver 3.34 3.20 3.43 3.30 0.0502 0.4820
Spleen 0.26 0.27 0.22 0.24 0.0095 0.2930
Kidney 0.87 0.88 0.88 0.82 0.0172 0.6361
Abdominal fat 0.92° 1.24° 0.83° 0.93° 0.0307 0.1473

YC: control, T1: orally dosing of 1.0 g pork belly fat, T2: orally dosing of 1.0 g egg yolk,
T3: orally dosing either T2 or T3 alternately every one week, PSE: pooled standard error of

mean values (n=9).

**Values within the same line with different superscript are significantly different (p<0.05).
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Table 5. HMG-CoA Activity(pmole NADPH oxidized/mg microsomal protein/min) and Sterol

Excretion in Rats Fed Experimental Diets for 6 Weeks (mg/day/rat)

Ttem C T1 T2 T3 PSE P-value
AMG=CoA 19115 242420 189.42°  22345° 94227  0.0065
reductase activity
Neutral sterol(NS)

Total NS 38.38¢ 30.81¢ 82.50° 71.45° 6.5639 0.0001

Total cholesterol 27.27° 22.17¢ 56.90° 48.69° 4.3688 0.0001

Coprostanol 11.11°¢ 8.64¢ 25.60° 22.76° 2.2093 0.0001
Acid sterol(AS)

Total AS 26.40° 21.59¢ 40.87* 33.48° 2.2145 0.0001

Total bile acids 13.64° 10.25° 19.06° 15.39" 0.9968 0.0001

Lithocholic acid 5.66° 4.48° 11.55° 9.58" 0.8761 0.0001

Deoxycholic acid 0.36° 0.35 1.07° 0.73 0.1002  0.0043

Cholic acid 6.76° 6.51¢ 9.17° 7.79° 0.3386 0.0010
Total sterol 64.61° 54.41¢ 123.36" 86.83° 8.5585 0.0001

YC: control, T1: orally dosing of 1.0 g pork belly fat, T2: orally dosing of 1.0 g egg yolk,
T3: orally dosing either T2 or T3 alternately every one week, PSE: pooled standard error of

mean values (n=9).

“bedyalues within the same line with different superscript are significantly different (p<0.05).
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