unii2
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2.1 Tatamnesoa (Cholesterol)

Tanmaeseadiumnslundumfissesd (steroid) {iTnsadruilu 4 ring Tauiidaud
Sheiunfecito cyclopentanoperhydrophenanthrene TataainesentszneuTildasmivey
27 ozaou uaziidniuiu Tnard (polar) Aowylar sonTa (hydroxyl) Fdumia 3 Safuse
finaueniiAiiu secondary alcohol uazfivuszgsey 19 C 56 Bndw

Tnaamossantannluiedsvasnuazdad  dumssuduvesnsdunsisd
asauig (bile acid) 807 TauvedeunyIN lAd 40N (adrenal cortex) uaz 1nUUA (gonad)
smﬁ”q’imﬁuﬁu‘anfn1m‘“rs°fqﬁmmﬁﬁqﬂumﬁ'ﬂyﬂﬂsqﬁ§'1eTﬂummsaéNﬁww%ﬁ
wazmehaaad arsiimyleasendafidumia 3 ilfannsoadradhuecmes (ester) fu
nsaluiuld tuiededuivng Tnnmaesentzeglugidass ualuwman 6070 %
szihugaiiecmes Taoiiten'lanl lecithin cholesterol acyl transferase (LCAT) $01i1n39
Nusfunndumied 2 veuadnu (lecithin) daulnalldudnsadluadn Qinoleic acid) i
Truameseanaoii cholesteryl linoleate azwirh Tnmaineseafigadurmud 1ddneate
Shusames Tavsnfunsalemdn (leic acid) uisweglulnlalunseu (chylomicrons) uay

aTal Tls@u Gipoprotein) e 1ennaadim Tudagmivie luldadiy (Voet and Voet, 1995)

H

Figure 2-1. Structure of cholesterol (Voet and Voet, 1995).



Table 1. Estimated distribution of the 140 g of cholesterol in 70 kg man (Edward, Wilbert,
Howard and John, 1982)

Tissue Cholesterol
Tissue weight, g Per centage Weight, g
Alimentary tract 2,500 0.15 3.80
Heart, lungs, kidney,

Spleen and blood vessels 2,000 0.25 5.00
Liver 1,700 0.30 - 510
Blood 5,400 0.21 11.30
Muscle | 30,000 010 30.00
Brain and nervous system 1,600 2.00 32.00
Adrenal glands 12 10.00 1.20
Other glands 100 0.20 0.20
Bone marrow 3,000 0.25 7.50
Connective and adipose

tissue, fluids 12,100 0.25 30.20
Skin 4,200 0.30 12.60
Skeleton 7,000 0.01 0.70

2.1.1 ms&'\imswﬁﬂmﬂma's 0a (Cholesterol biosynthesis)

msdunszd Inamaosealusmuis uenmsduns 1wy mevalonate (fia lasms
59 aoetyl CoA 3 FuthdnefenluTnnewe3e Guitochondria) nzTiiiomaveshiTag Tow
(uicrosome) 3218 B-hydroxy-B-methyllutaryl CoA (HMG-CoA) fiou udanfaenufiv mevalonate
Tomou'lanl HMG-CoA reductase gumauﬁti‘lu1‘1"’1mauﬁuﬁﬂ"lé'i‘i"lﬁﬂuazgﬂﬁm‘:’q'lé'Tml
TARMABIOANGINS mevalonate segmuiioutilumiswan isoprenoid Tasmaauwy
Homia (phosphorylation) 910 ATP 9z ldesde 9 fo S5-monophosphate, $-pyrophosphate

é ar ¥ o 1
1102 5-pyrophosphate-3-monophosphate asdgamsiivzamod1diomn Taoldes



wijleaivin (phosphate) tazmivenda (carboxyl) ponly 1danslusifie 3-isopentenyl
pyrophosphate (IPP) U@ isomerize Riilu 3,3-dimethylalkyl pyrophosphate (DMAPP) 910
i1 IPPP 1az DMAPP 92521fnilu ceramyl pyrophosphate (C10) &a9z hls2uiy PPP
gnTaanavnila1d famesyl pyrophosphate (C15) iR dafuesdnasanile naodiy
squalene (C30) squalene szl iy 1anosterol Fidunouilfoserdveandionlu
uTasTa Smsnfaeugithnumn Taowl8ms squalens2, 3epoxide oY wdneuland
squalene epoxide lanosterol cyclase s lvhumnilanaiodly lanosterol SupouiiGonn
1§t epoxidation msffou tanosterol ‘il Tnamaossolimmetunou Taver
o lnfoghluTns Tauuoz TusfiululeTananadn Ao swerol carrier protein (SCP)
Shsmhensimannlgasnonimilsligdninils Smsiiany metyt ool 3 &2
uaznliouRumiisveiuseg (double bond) mssfaeunasdindrufa’ld 2 me mesn
218 desmosterol fheenssswhaljison Snmenitaiumeiifinunail 7-dehydrocholesterol
Shiesswhalfiveen degqaihe 1 desmosterol 1A% T-dehydrocholesterol szt Taaa
wesealufige mivovezaeululuwanalnamansenldniany methyl 1Az carboxyl ¥B3
2N azmammaan@mu"lﬁmﬂimaqmmimﬂeﬁmu“lu"lnTﬂsTmuﬁ‘lﬂm:w&n
11§31 epoxidation assumsdunnziinmmasseadatyhuey Tanmaiinamagdy
(endoplasmic reticulum)
aadieTnamneseassozsn  Huduneufiianuiiida  femsadn
mevalonate uazgﬂﬁugﬂﬁﬂummsﬁﬁiﬂmﬂmasaaqe, 7 a-hydroxycholesterol
Uag 20 a-hydroxycholesterol €15 2 sdufuensfipaszrhal§isnmsnldouTnna
woseaithnhduazaifivsosdsosln  saidlaluhilsAuii Tnmmasseathudoy
Uszney UfAsniifisasmnudiiaia Smlszmanitafe Moy squalene Tl
lanosterol AgIAB Mmspuemsiin luiuge q wisalfidonsaininaamesea uas
vuzeneTmseniansadiederns  sef luuvnindennsesderuiiumsamodaves
Tnnameseald Tunziti Insesdeesd Tuwd sinfanz Innamesealudeageniug
ﬁ'u'lﬂTﬂmﬂmasaﬁgﬂﬁ’mﬂﬂzﬁﬁuﬁﬁu mmsmﬂ?'wunﬂunsaﬁ’n'ﬁn%gmﬁma?'lﬂﬁ
(esterified) Ehtimaanosoalioglugihommos lnseulsil acyl-CoA: cholesterol acyl
wansferase (ACAT) Iniaauneseawames gnudssemngssiumyuiioudenlugives

astisznemFedonlalaTus@u Qipoprotein complex) {380 very low density lipoprotein



(VLDL) iife VLDL ﬂgﬁuszquuﬁﬂmﬁangﬂmﬁauﬁw'lﬂﬁ'até‘fu;ﬁamlawam%m&a
wnziiede I VIDL seqnldouiiu intermediate density lipoprotein (IDL) 182 low
density lipoprotein (LDL) Ay (31l 2-2)

Thiomaeseanldsunnewsedhuigl LDL @nwodl8Tae75 receptor mediated
endocytosis_TninaimasenienmoifiogmolusadvzgnlaTaslad (hydrolyzed) Taoouland
YaTarTosnsea Torslt (ysosomal Tipase) 1§ Trsacnes@idess (free cholesterol) H3BgNIBAMES WA
SondanitaTaueulanf ACAT iefushuiia Tnncinosoa (cholesterylester droplet) QUi 2-3)

ownsiilTnmmeesen lnsndiwelsd woz Inndnesoneames Wiuesmlszneuss
gm;ué’hﬂﬁizuwuuﬁﬂmﬁaﬂiﬂﬂms1Jsznam%qq’fau‘laiﬂiﬂsﬁuﬁgﬂﬁ«m‘:mﬁhﬁf’lﬁ
Bonh 'lnTalinseu (chylomicrons) tila laTa lunsewdhgssuumuidoudeaud Tasntie
‘lsévwgrindouthoesntilTauewlel lipoprotein lipase (LPL) 181a Taluns orssmun
{chylomicron remnants) Fuzsutuiiushsiunismeniidy uazdhgdulaoi? recoptor
mediated endocytosis Tﬂmﬁmasaaﬁmswquﬁuunﬁ'n'lﬂmszﬁ'hqﬁmmzLﬁﬂtﬁﬂﬁ'ﬂﬂ 3 LDL
fnﬁ%ﬁwﬁwiﬂmﬂmamamﬂﬁndn‘fmﬁ"aﬁa"lﬂsmz high density lipoprotein (HDL) &g
TriaeiasseanduIngsiu Tﬂmﬁmﬂsaaﬁqmﬁuﬂzqnﬁzﬁﬂuﬁ’msﬁmﬂ%ﬂuﬂuﬂ:imf‘lﬁ
duihunalntlesfemyumszauvesansi biazarwlinh (water insoluble substance) A3
Wsuemnsiinl lufugan lilunmmndinseluiiuBosy (e fatty acid, FFA) 110 AU
fumseilalTsfusiia ViDL wn ude'l8Suewmnsiifilanmmeseageesiinathld
Talmneson ludum Sty fiusnyamsa31e LDL receptor e hildsulnmaneseana
mistevamu LDL B Sedina i lanamesealufeags thldgmsihilsalviugaduly
uifen (artherosclerosis) (Voet and Voet, 1995)

zTideaiiszauTnomneseagy  (hypercholesterolemia)  sHuravInMsaia
oL wnpuhiuield LoL veudu'ly Weanadesaung Thud Tsamedugassu
(dominant genetic defect) 136n71 Familial hypercholesterolemia (FH) IiA1IAATIMLANG B9
499 LDL-receptor 9211 LDL gani11in@ida 6-10 w1 fihedaelsa FH himunsoi LDL
dharad éﬂ‘wimﬁﬁaﬁmﬂﬁ atherosclerosis 861§ UNT A1 myocardial infarction L
ogifation SuTuuny heterozygous 3491 receptor Wlszanunsanile 9znud LDL qe%u
Useinm 24 oitweaszAulnd unzmsithy Tsauasaidenialeszfntudandun

homozygous  melulusney 3060 I misvilanemmsuilinamasieagees



Taednulsn FH ud higuisanh Tnnamesoa umzisdeatnniuly dhduaddulae
eTalumsasusanniu (chylomicron remnant) UREEHONA (depress) maduns1ei LDL-receptor
ﬁ‘]umalﬁmeﬁnﬁn‘lﬁ"lﬁﬁﬂizﬁniﬂm‘iﬁnaﬁﬁmm(;ﬂﬁm}

Bile acids and
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Figure 2-2. Blood cholesterol transportation, Chylomicrons therefore deliver dietary
triacylglycerols to muscle and adipose tissue, and dietary cholesterol to the liver. After giving
up their triacylglycerols, the very low density lipoproteins (VLDL) remnants, which have also
lost some of their apolipoproteins, appear in the circulation first as intermediate density
lipoprotein (IDL) and then as low density lipoprotein (LDL) About half of the VLDL, after
degradation to IDL and LDL, arc taken up by the liver via receptor-mediated endocytosis (Voet
and Voet, 1995).
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Figure 2-3. Receptor-mediated endocytosis in mamnalian cell. LDL receptor is synthesized
on the endoplasmie reticulum, processed in the Golg: apparatus, and inserted into the plasma
membrane as a component of coated pits. The apolipoprotein B (apoB) component of LDL
binds specifically to receptors on the coated pits so that LDL is brought into the cell.
Endosomes deliver LDL to lysosomes and recycle LDL receptor to the plasma membrane.
Lysosomal degradation of LDL releases cholesterol, whose presence decreases the rate of
synthesis of HMG-CoA reductase and LDL receptor while increasing that of acyl-

CoA:cholesterol acyltransferase (Voet and Voet, 1995).
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Figure 2-4. Uptake of plasma LDL and control of LDL production by liver LDL receptors.In
normal human subjects, VLDL is secreted by the liver and converted to TDL in the capillaries
of the peripheral tissues. About half of the plasma DL particles bind to the LDL receptor and
are taken up by the liver. The remainder are converted to LDL at the peripheral tissues (Voet
and Voet, 1995).

2.1.2 Talu/lu)sAu (Lipoprotein)

YaTuTals@udseneudaeTisan veainatla (phospholipid) uaz laaameson
gnfudasez T Tl Tals@u (apolipoprotein) mmsnﬂﬂmuﬁ'ﬂmf‘uuazqnm%&uﬁm‘lu
ﬂizumﬁaﬁ'iﬂnmﬂmuF'Juu‘iu‘aﬂ-uﬂ4'la'iﬂ‘i1Jiﬁuﬂﬂﬂﬂuﬁ'fw‘lﬂﬂ'lnﬂsﬂmﬂuﬁq
wuthelasnaiwes s (riglyceride) ae Tmmneseat lgnnennsuasiind e iniad
f’n'té‘f’ﬁﬂphﬂn’i’"m1111~aﬂnuf}r'lmﬁwm:n’r'"lﬁn-smﬂlﬁﬂﬂ?ﬁuﬂmﬁaﬁum‘mq TRl
M3390n (thoracic duct); VLDL lﬂuﬁ"l‘!luﬁ'!ﬂnlﬂiﬂﬁlﬁ1iﬁﬁﬁ?‘ﬁ%ﬂ1ﬂfﬂﬂ1ﬂ; LDL
snwhlmammeseanasnnnay lilfsdaude q ves 319 #U71 LDL #1910 VLDL
figndemenlasndive ladeanh); HDL fulaTTlsauitahaduiiguiaznduadi

J A s ﬂ & - J A ' & 1 al o
Suaald dudniner TnamneseassniinadiiaEe A9 9 NI WNUNTLII0RL




A e !
Wenfdnualadllfiuig viemsadwasmnmfios oos; IDL vuiholasniiaelsdhed

' w o 4 A4
molusame uae Tnamaeseanndy ligiededuy <

Tnnmpessauay lasniwe lsdnmnemsiitiedlulalalunseugnddeliliaie

.’ -~ o 1 1 LI : [-3 r_; 1 o Aciw
vinmdesvesd lineugmitessengrietiuviosieduiinumsen TnTalumsouiindy

N ;
(binding sites) Tududonresvesniuiiaunzilnie Tuifu Tasnfirelsanieglulnlalunsou

& '
gnlalasladaeenlnt L duthueulmfsznhurad (extracellular enzyme) Taums

fszduves Apolipoprotein C-11 18 luTuaFandiynsaa (monoacylglycerol) waznsa luiu

3 A at 4 U 1 M
uhigniiin i huiledeluimmenduuile dawlalalunseudignlelasladudasziidoy

JszneuvesInnmnesealutfinafinaGeniilnlalunsewsuuuindudgssvy

= A ¥ & A . o 1 o or
nuunumaaﬂiﬂm‘fl’munumu (receptor site) HAS YA UNNFIFAGAY

Table 2. Properties of lipoproteins (Voet and Voet, 1995)

Chylomicrons VLDL* iDL LDL HDL
Density, g/em’ <0.95 <1.006 1.006-1.019 1.019-1.063 1.063-1.210
Particle diameter, X107 750-12,000 300-800 250350  180-250  50-120
Particle mass, kKD~ 400,000 10-80,000  5-10,000 2,300 175-360
Protein’ (%) 1.5-2.5 5-10 15-20 2025  40-55
Phospholipids® (%) 7-9 15-20 22 15-20 20-35
Free cholesterol’ (%) 1-3 5-10 8 7-10 3-4
Triacylglycerols” (%) 84-89 50-65 22 7-10 3-5
Cholesteryl esters’ (%) 3-5 10-15 30 35-40 12
Major apoprotein A-I AL, B-48, B-100, C-I, B-100, B-100 A-l, AL, CL
CLCALCILE C-IL C-ILE C-ILE c-I, CAm,
' D,E

*Surface components, ‘Core lipids
*VLDL= very low density lipoprotein; IDL= intermediate density lipoprotein; LDL=low
density lipoprotein; HDL= high density lipoprotein.
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VIDL funsizsauidimihiivuine Tuiu Tasndwelsd Tnnmneseauns
 gnBesAATY (degraded) Tauu'lal LPL nanaiiiu VLDL remnants w38 IDL luszuumau
Seuden mandou vipL dly Lor dlferliflaTlils@unnda @adu Apo B-100)
ﬂsgmﬂﬁau&ﬂaammﬂﬂmﬁmasaaﬁmﬁagﬂmﬂma%“lvlmﬁﬂmu"hfﬁ lecithin ~ cholesterol
acyl tansferase (LCAT) FuowlniithonsaTuifunnmiusudaiidesveuadiiuluis
Tnaameseald Inmaosaeamesiiae lysolecithin (Drayna et al., 1987; Francone,
Gurakar and Fielding, 1989) t5ad 1451 Inmame seannemssegmivihudigirad lng
9% endocytosis (Brown and Goldstein, 1986) Tugalves LDL Tatil LDL receptor 88U
fvsuradgutiend Apo E 482 Apo B-100 86198 uW12191298 LDL receptor ognialy
coat pits 1 carthrin ag'nw‘lu%'ﬂ‘fuﬂmmﬂuf;a (vesicle) tiie LDL smhiiudunu
(ligand) SURIRATUASUMIZIT1294 (specific receptor) anﬁagﬂﬁm’h"lﬂ“lu"lﬁTﬂwmﬁaéaﬂ
21981 NIAYSY LDL 1A remnants receptor dnInamaeseaiieglugliommeignlslas
Yo Tavion T lysosomal lipase 14 Inaaineseadasz dmfulnnmasseadnufudieg
moluadgaioames asnafmils  dediuPBluwad  Taomshouveuenlsd
ACAT deamsazaumnnduly seiinalnmsflestuaenalnfe szdulaamnesen
ﬁaému‘luwaﬁ’szﬁ'vqaﬂzﬁugammé’n LDL receptor 1 1¥aadnsimsina endocytosis
uerdusemsdansziinnaaesoalaoenlsi HMG Co-A reductsse HDL Iyl
asehufy IDL iiiesnn LDL sciuerTammneseanniiebeunsnlaouiiulnmd
wesaenmes Taoowlasifised LoAT ey lufiignnseduTan Apo AT

Atherosclerosis ﬁJuﬂsmgmsafwﬁ'«ﬁmﬁaﬂuﬂanﬁummnmi‘fuﬁ‘]u%ﬁﬁnﬁﬂ
mnmsazanlufumelueadveindnuiioBoy (smooth muscle) voawTuduidoaneoly
el Smsiifignumeren (@brous) Sunatdunms (calcified plague) Tlvidusi
guinaavesduideaununng uazgaduluiiqe dunaliideauded nizumdonss
wyanavnWileidenmy Tninmnesoaieameslu LDL szazaumiiede lddadiu
SowitoauRldAmis vieduduiiGundt Xanthoma (Robert and Donaldson, 1977)
msaAnwed HDLC sstfusasimsidosie Isadudeaunsveaiale (cardiovascular
ateries disease) @M Mty HDL-C  eifnidesfumsondasuBodeTimiale
(Bagatell et al., 1992)
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113 wavedlnamnesoadenuiazdal
Tsaiale (cardiovascular disease, coronary heart disease, atherosclerosis) un
ﬁ‘luﬂmmmﬁiﬂsmﬁwmﬂszmﬁ"lﬂu ﬁﬁqﬁﬁﬂmﬁﬂﬁuqasmaw1nTmﬁm§a
humowazeaiz, 2523) nnsaammsagulseiill 2534 Swaudh Faulszmelng
figiheTsmialadeu 31,003 au Aadlusast 547 ausiedszmasuauau Aenada
Riiuetesaais Wil 2539 wufiheTaawaleiou 46,286 au Aaithudas 774
mugollszannsuaay Fnivhdudasiigunn HaMsAMITIeNTIAMITUYYS
wazanzamuduideagudd 1 Tu 3 cunglvgjveslsmilunnnlaemassen
(cholesterol) (Stone and McDonald, 1989) Tniaweseafissmeldsudnluginen
27115 Ginsberg et al. (1994) IEhmsanuszdulnnmmesealumaimnvesauild
Supms iy 30 % ez IvS1nas 0 Woe (128 findnduTanmaesoadeiu),
1 Woa (283 Hadniulnmainesoanedu), 2 Wles (468 Nadniulnamnesvana i)
wis 4 Wos (858 Haansu InnmmeseadeTu) deiufiunm 8 dulad wuszdvlandg
wesealumanauumdy 155, 161, 162 uaz 166 llaaniudandaas mudwy lawa
wesealunaau lagsy (plasma total cholesterol) vﬁuqaﬁu 1.5 liadniunondans
@ulnfezegsenin 150200 Tadniunlesiand) Schnobr er ol (1994) Wuh ms
1inald 2 HewweSudunm 6 dlani  Swaildssdulnamaesealuwaaun
TAusMURUAUDINAY 4 % Roberts, McMurry and Connor (1981) ‘lnaneslundgy
ALNBINGN niinusﬂ'lﬁ'%'u‘iﬂmﬂmmaamﬂ'l'liﬁ"wlm (415 HiadnSude 100 N3Y) Ng
fa091891n egg substitute (4 Taansude 100 n31) w4 dant wuh nqui 14
sulidatesiiseau Tammanseatunszuai@oageninguit 13y ege substitute ad1e
fifudfase ®<0.01) Snsudinsmhaiiniy Sanmsdunse lnnanesea
aaae  manuemwnshiszdu Tnnmmessageiinaneszau Tamamesea ludiunn
nimaoansaluiuhiduia (polyunsaturated fatty acid)
wndeyadendnn mldtigaulefnndinedn 9 lunsaasedulnamme
soalunszumaoniuedaun Schacfer ef al. (1995) wrhmsiulsgmuemisi
luifud (15.1 % total fat, 5.0 % saturated fat, 17 mg/1,000 kJ cholesterol) fiwavialf
sauTnaaaesea LDL-C uaz HDL-C lunaiounannad 12.5 %, 17.1 % uas 22.8 %
auddy dedeudunguanitFsuemsing (35.4 % total fat, 13.8 % saturated fat,
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30-35 me/1,000 kJ cholesterol) Morcos (1997) "&naasslhiniular (1,800 mg of
eicosapentanoic acid (EPAM- 1,200 mg of docosahexanoic acid (DHA)) HAZNTUNOUNAY
1,200 fiaAnsudetu undiinne InnmmesealuBoaguiiunat 1 @eu nuhszdy
Tnnaneseannas 11 % lnsnawalsdanas 34 % uaz LDL aaa1 10 %

wensIniifenuhdaingsse sl Inmeaiaeseainmannaiinny Innmaesea
Tuidionann (hypercholesterolemia) dataziimisvasadoavuuiedunsdonanibangu
il luiuies Inamaeseasumzihndiudviss @39, 2527 lulanwuimn
Yaeelfiadnuiull venvinsimodenunmeannd Tuliveiiug selilifidoves
inasas samimsinesnanas ﬁf‘)’ﬂﬂmsmtJ‘luszH'inms‘hhﬁuﬁu Giavl, 2536)
R8s ue st Tnamaesontlszneusg  ShiSunaTanamesealudiuuasiuly
aaRugeRY (Weiss ef al,, 1967) Hermier and Dillon (1992) lia3uTniaaiesea 2 %
aslugaserms iawud Tﬂmﬁmasmﬂu%%’nﬁﬂ?mmnﬁnqa%mmx VLDL fluuia
Tuagalngtuden/Soudoufunguniugu unnszmn gsuemsiia lusu 10
wlofidud was Tnaainesen 1 % tszasuey wuh luszezna 10 dilani  Teundo
t SE. 'umﬂ%‘n1m°l'ﬂma’mama‘lumzumﬁemﬁui‘fumn 264 = 8 lin@Aniudie 100
fiaaans lu 1765 £ 193 fadniude 100 fiaaans wulnsveslsa atherosclerosis
paz wubedeae AailudewiesuiidfiamilsuTna (hemorrhagic lesions)
(Robert and Donaldson, 1977) uanszMi A3 ue M siil Intacmesen 0.5 % hum
10 diland Wt uansemiilSinaTnnamesealy Sudugsgaludlanii 6 us
s Tamanesoaluliuashivandrsoinaquatugy  iwuanuduiudsendn
Ve Tanmaesealudsuuasuliuas  daudasims lihiuandiannnguniungy
(Hammad, Siegel and Marks, 1996)

msudlvilgmdsnanfieguasd® sy mzaalSinalviulugasennsas
msfadeniuiimmmudennz Inmames saluifeaguazmsoassdu Tnnaae
soalusumelasmsnszfulidnindauouAued (atibody) #elmamaeseaiiludn
momaniisiigoulufiuedann

Oku et al, (1993) Wi unnsemcasedsgasenns bidl lnnmneson il
vunTuanaves VLDL 1@naiinguaiugy Vilchez er al. (1992) 1dasluiiutugas

aunsunnsemay  uagvimsasunsaluiuhioud?  (uosatrated fatty acid) ¥iA
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vhaiifn (palmitic acid) T81adn (oleic acid) uag & 11108A (inoleic acid) Wi dwindy
uaztfmﬂ'ﬂ'lqhmwamnﬂszm"luntinnaamﬁ5114ﬁﬂﬁwﬂhﬂduﬁ"lé’s’nqma'lmsﬂnﬁ
Siegel, Hammand and Marks (1995) éfaidenunnssmmenuidiu (Comrnix comrnix
japoniga)Wilmmudenz atherosclerosis Tautitiansfinviugiilu 3 mu fie unselected
controls (CL), high response (L) 110 low response (LL) Taei¥msneuauosdesss luuy
adrenocorticotropin 131 naia lumsinisae snvhilormsfiaiudan 0.5 % crystaltine
cholesterol 12 ﬁ"ﬂmﬁ U1 P59 atherosclerosis plaque scores 'umﬂfju LL uag HL th
#1522 uog 3.1 mwdWy  (P<05) ANuUANANIIHINgY LL taz HL lilhiodhdgy

- & g 1
msadAdiansuiungy CL

2.1.4 toudvenrelnIIMBILR
Triaamesoaiivua 7.2 x 5 x 20 x 107 Naawas dugiquivinndeduiiuas
TuranaiinTaefasiues limnsensequ e fiomevausamagiifuiuld  (bapten)
Ed ¥
(Alving and Swartz, 1991) fhamgii msnffeuanmusilanmnesealiaunsanszdums
“© o AqYa Y o a W vl o A o Se w oA
naaueuAuea1d Seeuh iving Tuaaalvgitu Tasmahaneudy Tune 35y Sayiiu
(bovine serum alburmin, BSA) A54#LIK1U8B4 polar (3-OH) group Yot Imadinesen ey 19l
ug = sy . . . - =, A o & 11 o 4
s lngiuiasliguaaniadiy  immunogenicity wIeusudiny Weudgmedal
[ d
(immunization) sAAMsSABUAUBIVBISTULNTAUAU Manouauesilifend) immune
[} L= e L to .
response Unisonld 2 Fide maneuausvesssuugiiguiuuunhi§ume (non-specific
o . = ‘; A ar 3 ﬂ n’: A e ¥ ar
or native immune response) (HavUiB 1A uAUlandesmiluasusanIefius i
ssuugifuiunuuiun:  tasmsneuauevesszuugiifuiuuutume  (specific
., A & ] o _ o H
immune response) (Havuiiiesme liaunsemiaueudmumlambasniueen iy 1dTae
[ Y A t L] - -
S3%hisume Fathmsaeuaustoonilugesdiufie humoral immunity (HMI) Taeld
uouRneaiiuimssaueudsumlanlaeuaell B celis uae plasma cells Wudanii
unmdey uag cell mediated immunity (CMI) aovauedlasnsvimiives T cells
(Y cytolytic T tymphocytes, natural killer cell 40 phagocytes NTADUAUDIVBIISUL
Y o v A & . o o - . I
piifuiu iiuilueuszuzfie szeziinils (cognitive phase) i3 uiy (binding) sEHin
= v o o Ao a, o ded a g =
pouAsuAUAs R zmzswwestnInduifeTyAul  (matwre  lymphocyte)

Tas B lymphocyte e2ilhesueuduefsennfimminsaduazennsaduiueyan
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o o 5 :’ ] o o A
wilamlasy Tnduzsamlsd wieluiulugilfazansirld dau T lymphocytes HfITUN
e e 2 o d ' -

soufudduveshlinddy q vesweuAnnunihuTisiu szozhiaes (activation phase)
o = ~ o a o o = Ao = o o " e
ndnnRamsmilenhay Iddenaeuimun iz auTvldforifamsinig?
'y == @ odo v a
(proliferation) MUY  (expansion) TIUVBIAY IHFINTUNIE SvRBLOUAIILUAZ VYD
. a z = ar 3 . . 4 4
(amplification) msPeafiuThnntuuas fu IWdoivzfan (differentiate) S1nisadfifindii
o 1 1 Aa w « Sl . o 1
vou3 U (recognition) higadniimhiiiida (climination) 4BUARY B lymphocytes nldoy
#1ad91n antigen-recognizing B lymphocytes silu antibody-secreting cells UAZHAY
=y A o o = 5 g -
usudvefmsmIausuanuiazanit (soluble or extracellular antigen) T lymphocytes
o o ol 1 A a8 = d.. 1 1 o
vaadnanniuyadinszqu phagocytes tHof19aTaTnegsenitaumad (extracellular
microbes) Az T lymphocytes wedasiiniii Tasasalunsifiraduan (ysis) 15w
95 Tunszuaums activation vesau Indfenlidayanuunizduedaesriafie uoudioy
1ag helper cells 159 accessory cells iSﬂS’tjﬁﬁ‘lﬂ (effector phase) muizﬂzﬁaulﬂﬂ?'ﬂﬁ’gﬂ
~ o 9 Ao w =y o b =1
pszdudnoueudny  hwihiiddaueudoulay  effector cell MshauAesdi  non-
o A 1 = ar
tymphoids cell uagnalnmsflesfudusudas Whuimsnevauevesssuugiiguiuun
1o A 5 o o = = .
Bisumzinz o dleseuAnuufieuAueavznszduviia phagocytosis Taun1snszduees
. a a A Aa v ¢
neutrophils {l8¢ mononuclear phagocytes fildsaulwineanSondt complement %98
o 9 4 \ - a a o a A g
Tumshrlfiwadunn uag phagocytosis ¥DAFBYAF¥N uBUAUBAYIADY 9 NITAY
] . A a a & . .
mast cell 1#itAn degranulation udnlavy mediator maﬂaq”ﬂumsmwa (infection)
HAZAPUAUDIRONTO NI UL IURIUNAY (acute inflamation) T lymphocytes WS
] & R o ¥ as
cytokines FuiluTilsAuses luunszdu phagocytosis HazMIBAITLBEIURIUNTY
. P o Y o o
phagocytes, complement, mast cells, cytokines @ig leukocytes A ldinamsonay
¥ ¥
yndad uuailumsaeuaussdegifuiunun lidumedeuoufitouniatiu - (Abul,
Andrew and Jordan, 1994) Alving and Swartz (1991) laAvnaaesfiaueuaivy
(cholesteroi-BSA) Iunnszare uasliemsfiaiudie 1 % Taamaesoa  udd
a’:‘ ot o 1 o ol a 3 ot o
vty 15 dlainudy dadfignaszqueslimaivivvesszdyinomresenludiy
] ] o Jcl 1 o ar o
Yoenhngquuesdainhildfumanszdu msda atherosclerosis plaque grade (fusauily
% involvement of aorta surface) 111 30 % lunguil 1A umInszduDs 66 % Tungu
#i TS umanszdu
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Frisumnnddglunsmilenihldsameaiueudusivenninueudieu
(antigen) %39 immunogen udadadeeeifoansuneviinf indeusy  immunogen
udnziriiimsnevausaniaglifuiude immunogen FuRudundns Wi Tlan
Fe msmariiGen HOAZUIUN (adjuvant) Tﬂmmﬂguzmﬁﬂ%‘amsiwﬂsze’juf 9z
wif1fkies immunogen sonlladedr q ﬁﬂﬁ'ﬂ;j'lﬁ'u1ui‘fuuasnsze’1’uaehwimﬁm
dsiadanTFon (lymphocyie) uaz uunTasvs (macrophage) @15¥WATTAUL
naewiiaildieoludninaaesldun Freund’s complete adjuvant (FCA), ¥1Tiltiu
(saponin) wozlaTulans  (liposome) 33T endotoxin  WINULATISS,
lipopolysaccharide (LPS) uazasHansIEH muramyldipeptide iWudu (9378, 2539)
“lﬁ"ﬁqwﬁ“la?’msaf"mnszq”un’l'm'nhu‘luﬂ"nsﬂizﬁuqﬁﬁnﬁu‘lﬁ'ﬁﬁuIﬂﬂmsﬁﬂ
tmuﬁmuﬁ L‘%ﬂu etiocholenic acid Hag cholesterol succinate il nonliposomal poly
lysine complexiﬁtlﬁ Freund’s complete adjuvant (FCA) si'.'lumsahunsm’fu f3lvael
Nﬂmif}izﬁfuﬁ’itﬁ‘ﬁ Radioimmunoassay (RIA) U1ag Passive hemagglutination WU
anti-etiocholinic acid serum 928 UN1ZAe Tatamsneseaiill 3-OH group Tu A-ring oz
anti-cholesterol succinate serum w3 UMIzAB TAAnnDs ﬂﬁﬁfl hydrocarbon chain Tu
D-ring (Sato et ‘al., 1976) FCA 152ADUAIY water-in-oil emulsion HaY killed
Mycobacterium  tuberculosis Yso M. butyricum, BCG (attenuated Mycobacterium)
Corybacterium parvum Wg Bardetella pertussis asmdnil uennaTmThilumnlaes
woumoueenuidh q udrdansedu T cell uay uwalaswiedndae (9394, 2539)
Spalding and Heath (1991) nAa031¥ DEAE-dextran (Thimsgasnssdusauiums Tindu
Fomu Staphylococeus aureus WA wuh  aduiiinielifimsdaonsedy ey
uBUALIBA hiuana1afuy Katz et al. (1994) Wyl 751§ dimethyl dioctadecyl
ammonium bromide (DDA) Kuasvaonszdu swAums indulleafulsaiiommda
(Newcastle disease virus vaccines) Tu'lf annsanszfumaniauoudved ldunnims 1§
rcA huassaonszdu Tao DDA szhinszdumsiauvesssuy humoral immunity
1ag cell mediated immunity Erhard et al. (1997) 1816 laTunh 1nd (lipopeptide) ¥
Pam3Cys-Ser-(Lys(PCSL)  (Humsdsaszquswfumiliinfutlesiulsad1d
SniruAadaluls  wuhszduueudvedgantinguiildmsdasnseduaiia  Fea

Freund’s incomplete adjuvant (FIA) uaznqui 145 uinduedra@on ad1aTshauy hiny
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13 L A o ] 1
ANULANA Y9318 Immunoglobulin Y (IgY) ilenlSsufisufuagunls Fca iih

a15FI8nTEqu

22 mavuihelavuzennszumiden hdely

dn 18 mn Avain spp. lﬁﬂlﬁ?@ﬁuimﬁﬂ‘ﬁ (maturity) 319MOETNMSWARIIANY M
WHNATABY (secondary sexual characteristic) Fvegmeulimsmunuvesses luueaTlasiou
(cestrogen) Tostfiiinaremswannmefumsdunug lMudsaennueryiu (daylength) ANy
s fufirruse hinszdudenlaTasania (hypothalamus) Yindezos TuuTnunTalns
sy $5ade uWnAB3 (gonadotropin releasing factor, GnRF) nszqudAsyidauesdaum
(anterior pituitary gland) Wadheaes TuureodiRaadyadsses Tuu (ollicle stimulating
hormone, FSH) nszduldnsznhizly (follicle) Aamsianntiinnargiumsadis
g3 Tuugii luFeees luu (tuteinizing hormone, LH) e liaamsan'ly (ovulation) staz
LH nszd granulosa cell Wadneei Ty hilsiwaae sy FaTuismne Tsuilez lduda
elumosalailiaire Gnre tietlosiu LH Ranadul il 2-5)

myetieliudazealdizantszina 25 drluslnsadrahiiiudy Guenly
o Wilszneudaonsznhels Snunn  arzahs Wudazsuiidnuasihmssnoii
ushguinais 25-150 Tulasias pssnhzufiflvinalugfigaissina 35 dadmns
Sfnin 008 34 18 NSy Bamsan’ly (ovalation) aunBaierhls (ovidut) TudufiGend
infundibulum ﬂzag"u?nmﬁ’ﬂszmm 15 it wdevmiunseaheWidnengilqaszanas
ds infundibulum 80 nszihe Wiianatngvierilvezgadudiosayn (albumen)
W msﬂzﬂué’aqmuwmﬂﬁqﬂuﬁaﬁfhi“luﬁ"mﬁﬁun'h magoum Sayuiianyue
dunazmiion (gelatinous) ambusgiims@niudill Gunh e (egg-white) 1911m
szana 23 $aTue Mazgdalilfnioir lihadan isthmos Simswendauvesnfden’ly
(shell-membranes) Biaantlszanas 1-2 $9Tus mmfuszndeudedhgdamnees uterus v
shell gland Tt Iiig I azdimsfunlden 19w lviiSond cutice Wioanlszna
18-20 #2113 (31 2-6) (Sturkie, 1986)

danlsenevved luasdiulnggnadnlasduuazegnisldnisniuguues
g03 T Tnwr T Tns Ty 14ud FSH ues LH vasmAvsosdses Tuu laun ealasiou dow

sznewia q vealiuagavubonmenszuaden Taoluiuuas Tanmassealudy
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gnvuinelugilveslaTylasan Soduiylviue gluphifede iy adipose tissue) uie
e luiusaidmiufiazaieluylifudio (Bt-soluble vitamin) Tmsvudiolnmaas
soatsenm 220 daaniy fi':uﬁmﬁuﬁasmmfmmmdaTﬁmsemnﬁf‘lﬁtﬁﬂmﬁq
asznhzly usmgiegluliuesewagianduTilsu (uineral bounded protein) figonh
vitellogenin 84 2 31 'lAus Iipovitellin 1az phosvitin gnuudunlugiveslaliilsdu
Aaesiuiv fesumeldsuemsanlatamnesead e luiud mseihiSinu
Tnamneseanieluilunszumiendr o1 vdwmalinsasanluiunielnamae
soaluuiiseaud 1828151 (Gilbert and Pearson, 1971) gufu fedoiiinanessdy
Tnaamesealulvie Yinalanameseai 143unnoms YSua Tnnmaeseni
Sreamodunsiziau Winavedla T Tsud 19idudrvuds Tanmansen
ueudueaR umenaatuansoru TS luadld Tugilves mmunoglobulin
G (IgG) Wi® Immunogiobulin Y (Ig¥) Yaonarni follicular epithelivm vasiely
nigumgii Wgeds 70 ssmaden nusmomnilunsa-srasiiy 2 Tl 30 i
Tasdansqunuiinves IgY o IgY ﬁ“lﬁiiﬂmhurﬁ‘adsxuumatﬁumms AUNI0
Susvinnmasssamnduenns  wilf Iaaameseahiminsod i)l ss Tond 14
Faudumaniisifus Innsy WWsunnennsii i nnmsassduuenivedde Innanesen
Wuitaleaesdl 1Y Yszane 832 B4 105.4 fiadnfudeniyliuas uaslNuaesl activity

vouRuAueAgenhEuTuTud 14-70 ndsmsnszdugiifuiv (Sturkie, 1986)
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Hypothalamus

GnRF

Ovary i
Feedback .
“ DBSTH q:)
*x____‘____
'Fﬁndqgen prostagiading
Owviduct /
Oviposition
Liver
Cestrogen
== :3. Calcium intake
Gut

Figure 2-5. Schematic diagram of the major endocrinological interrelationships in the centrol
of ovarian and oviductal function. Gonadotropin releasing factors (GnRF) bring about release
of pituitary gonadotropinswhich, in tum, cause a general rise in steroid production by the
ovary. The steady rise in circulating oestrogen ultimately depresses the plasma levels of
luteinizing hormone (LH) at a time which coincides with the first ovulation. Changes in
calcium uptake mechanisms in the gut (oestrogens), formation of the endosteal bone
(androgens and oestrogens), growth and differentiation of the oviduct (androgens, oestrogens
and progesterone). Follicular maturation on follicle stimulating hormone (FSH), LH acts on the
granulosa cells causing an increased output of progesteronc. This hormone has the positive
feed-back effect, via the hypothalamus, of reinforcing the stimulus for LH release and the
interaction of the two hormones culminates in ovulatory surge of LH of short duration. (Gilbert

and Pearson. 1971).
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Intestinal material

Minerals Amino acid  Proteins CHO Lipids Vitamins

Adipose

Amino tissue

Mineral .
acid

pool Lipogenesis
) Metabolism Livey
Calcium
\“ \ by tissue
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Mineral in
bone

egg white

|

Shell ‘h D e il .
Synthesis of egg-white proteins
W-—egg\

Figure 2-6. Schematic diagram of the major nutritional influences on the formation of an egg.
Calcium from mineral pool and endosteal bone were used to form egg shell and egg white,
Protein and amino acid metabolite were synthesized to egg white proteins in oviduct and
lipoproteins in liver. Lipogenesis used carbohydrate and lipids to form yolk and lipoprotein.
Fat-soluble vitamins maybe transported dissolved in yolk lipoprotein. Water-soluble vitamins
may be transported dissolved in the water present in the yolk. Products from every pathway
will accumulate to ovary (Gilbert and Pearson, 1971).
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2.3 91114iu (Saponin)

w11l 1nifivas29a Quillgja saponaria Tudndmitaniianinndvans
Fawnszfu WuensnquiiiTaseadicliniven SadluTauanaves titerpenoid, steroid
130 steroidal glycoalkaloid WU chain VYEUNAATBINI chain EL VAL n
(Santos et al., 1997) Faiilu colloidal glycosides gasialal fe CH, 0, t51wzvuan T
iR ludis Tunemsdesiimsasaesn T unangh Yucea nie Quiliaja tHlums
fazaeldhniuazusaneand (Habermehl and Busam, 1986) o1 11lfiueunsa s
morphology wesiwaRilAruuLlas uazdaii humoral and cellular immunomodulators
(Santos et al, 1997) Taswmﬂmmé’n"lumumﬂuﬂqumiuaﬂmmmTmaﬂa
mmmflumm"mumimemﬂaq B-lymphocytes Uag T-lymphocytes (Soltysik et al,
1995) a hhiudsaunsans zvgums 1197141084 class I major histocompatibility complex

(MHC) U@z cytotoxic T-lymphocyte (CTL)

“COOR!

Figure 2-7. Structure of saponin (Habermeh! and Busam, 1986).

Gomez, Criado and Ferreiros (1998) MRiimsAnuinmiswaaindudeTsaldauns
snerTudnTasfimandnueud®sude ferric binding protein antigen (FopA) duilues
fiain ¥ nnidfe Neisseria meningitidis 3 strains f1 GLD, P000 uaz HG7 %i‘luﬁfemmq
voulsnldavesdniory Taoldmsdaenszqu 4 vilafe  aluminium hydroxide, Freund’s,

#1114 a2 Ribi adjuvant system (RAS) daunguniuguezliinme phosphate buffer
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saline (PBS) winifu uazaszduneudeio FbpA WU ﬂtjuﬁmmmﬂisé’uqﬁﬁ’uﬁu
WBaiiqafe nquiild s Tiiiu uar ras AGuAlY Freund's uaznquAUnuiiszAy
ueufvednify daunguiild aluminium hydroxide wrh hifimsaevaueamagiifuiu
Santos eral. 1997)  dRmnSszAuimnzauazosadsums T unaumdane o
dhmsswnszqulumsliindutlosiulan leishmaniasis Futhilsafidaninde Leishmania
donoveni WRARBIMIMITINTS Tnsanyn neves vunnlwilsemeBuide Taslioud
F5uiiSunt1 fucose-mannose ligand (FML antigen) wuhszﬁ'vmmﬁu'?immzﬁua;flwfm
540 TuTnsniudefiodans seduueuAueRvesngaiilfanTiliuues Fremd's ndfoeiuas
oflussAUgINGUAYNIGN Atkinson e al. (1996) TRmNMEsIMilrbmsatuouRusigeT
ol Taol¥ ovalbumin Tunyusm Ga) fiszduse uazly anTuituihienssonszdu wurh

vyezRuaSWgiiduiuil 2.5 iaAnsu ovalbumin (P<001)

24 1ﬂi‘lﬁ°lm (Liposeme)

TaliTan Ao eymanSeqanan q vinadnvesas luiuazasimi Seens
'luﬁuf’:zﬁﬁmﬂimaqmm'luﬁuiﬂmnm:erj'N?;aﬂ'ts‘luﬁ'uﬂssmnﬂaﬂﬂﬁﬂﬂ

’ y s

(phospholipids) Tuludlszianil sziivadauiiiiduas 'luum‘luimaqammnu NN
ﬁummmm‘hﬁumﬂmm"lwuﬂs”mwu (leaTWalla) azoreih 14TaonsSadue
Tﬂmunummanﬂizqwmﬁmﬂmaqmmm TuveizRorduszierd i hididashm
fh'uﬁ'lﬁﬁi';"waﬂulaqamﬂnﬁﬂ'sﬁ'u uaﬂuﬂlwmmswuwmi‘luuﬂ'waﬂmaqa"lwu
Sosdousudhy 2 §u Tﬂuagiu;ﬂﬁ‘luiﬂimﬂwmNueﬂawu _(double layer) Faa9
mlaseudoufunnnimitiy msu-ummsazawmnuagssmwnﬁ’mma?’u
(aqueous phase) uazdaiiiulaTyTwanlsstaniiafionuaal (multitamellar) vioo19i§iy
'laT‘lJTqruﬁ"ﬁNﬁqﬂa\ia‘;’ulﬁmé”mﬁmuﬂzﬁ'ﬂ:ﬂ'u‘laTﬂTwﬂssmﬂgﬁmmam (unilamellar)

2.4.1 Ysziamuedlalflans

Talllay  fidaunlssaeuvesloa Iatlandundstuntuvas  uimenina
wodne ToTu Tswereiimnts 2 uveslviumnnnh 1 S48 ssosviesEnhaRTeredy
fio ‘l‘?u‘lf'llfuilzlﬁﬁil‘lﬂuﬂﬂ"lﬂ 9 0 UIWNHABS 1A (Van der Waal forces) H5IEMTIN

. . aan o . ia 2 3
1h2q (electrostatic repulsion) uazussvmIfsen laasdy (aydration) TRATUszH Y



vearianassuvnstaly Toy (059N, 2539) AU SeszesrieSuas v
fﬁaészwhanﬁmmgumﬁuéu‘lsﬁﬁﬂms‘lﬁmaqaﬁﬁﬂszmﬁmﬂudfmﬂﬁwa&nﬁ'a
TaTlawdsifndruds s Taseadis  wasdnuduvesmiassdiiid
aunsouis lal Tsnilualssiaming) q 185 3 dsziande
ahlanmnalwaiitenisaesimmedi (arge multilameliar vesicle, EMV) 1y la T Tassis]
wm‘luﬂgnﬂmﬁawuﬂmﬂw duruguinane 4-3s unseu Sinasfigndmifiutusy
sinlszanu 4 TuTasdasAediadnsuvesluiy wagihlszansamlumsifusnaisuien
Tuduih 515% aunsawoslaniims o (handshaken) 3oms19inSeivdh
(mechanical ~ stirring)  lumsSeudesligamgiivazwmiougenhganginsudsy
(transition temperature, Tc) vesdnlszaolwiy gamgiinsudfufie guugiien
Walatinsnifouanmuneandeveada idhanweosman ganglins uFuiiy
guautidmwizdives luiured vadeudazd

“olTanminaudniiteniwseiuiiueiufie (mall unilamear vesicles, SUV) 1thTaTul Tany
uummnnnnmﬁawummwmmmﬁumuﬁuﬂmw 02-1lunsen  fiSnasiignin
fulusininhiu os WilasaasdeRiansiuves iy uziilszdnsnmlunsifiudnmsvse
o'lusnnh 05-19% mumaienTagiTons uen Susash (ethanol injection) figmingiigs 4
wiodn laeyladn (dialysis) uazdrmnsomensdnnms Watudsmudqeioamgiigs
ahgamginsndsuvestallsudomms Lvv Wil suv wdermiumssrns 14
ﬂaunﬁmqauﬁa swhosilla Tl TsimSoria Gncubate) nqmnqnqaﬂmqmuﬂwsm

“mms.,u.,ﬁm Tﬂtﬂiﬂﬂf’ﬁ»ﬁ’)ﬂﬂ'ﬁ“'ﬂ MINOIA (swellmg)

1aiiﬁmum1nq'ﬁmﬁmﬁ5wﬂu§’mﬁm (large unilamellar vesicles, LUV) 131'1a 1o Tary
umﬂ‘lnqmunummamnﬂmmmmwmmﬁumuguﬂﬂma 2-10 Tunsou HilSinmsiign
Aoy 14 Tulnsfasaeiiaaniyves vy uaziilszaninmlumsifudn
avfoonlusnd 35-65% fSies Tusaniunond LMy & 10 1 aunsawsoulae
T3nesamadmlesdu (Reverse phase evaporation) #ie Bines rlelsdiusi (Ether
vaporization) A¥31691U Tae o5gyan, 2539
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/ Exterior

%ﬂ ﬂﬂ(ﬁ 1 Lipid b%layer .
@ LESES * oiiwj%o

Aquecus phase 20 A O%fq\“‘-

h LTI
R ﬁ ﬂﬂ R———Nonpolar group

N

< >
1000 f& g g gg g—"—“—“ Polar group ;50\2)
(a) | (b) (c)

Figure 2-8. Structure of liposome: (a) Multilamellar (b) Double layer of liposome
and (c) Unilamellar (955y8y1, 2539).

242 Uiiensznndlaliausumad

st T T Taudhgsremendn vnduvesmsuieRaniigninegnioluey
sunsarusenn laliTafhsznhafuma lguead msviedmdanlngiigniniiu
efhula il lauszgmltessemniiudennit lald Tnfuiffetusadd 188msuak
ninvenjisszrintal lsnmewadlusramesenitiu 4 dszian $918us Uiisnms
imefin (adsorption) UFASOMsUanalBeudnnlszaey iy (ipid wansfer %58 reciprocl
transfer) NSZUIUMIAU (endocytosis) HAZATTUIUMI5INA2 (fusion)

TumssmumsimeAmiy TaTd ToezSuduivesmivsad Tas hiimsauTaTy Tay
dihl  useilflumsmefanSosuouthused hidumens usaszwhailsyy
(dectrostatic) v3ause et (hydrophobic) ¥IPBOFUMUAWUTITUNIZINL Y (159

TENTRAR (receptor) uuRadiues giifuiuui Ta T oy Mudu dwmdunszumums
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mafu Tl g usad ugnlaToTey (ysosome) aerihdeveemndey
milaluTnahifemstiesmsnfoniifuin 3 ula i lsuegmireudng o Tnlae
Suveawndluiiga  dunssiunsyaiaiy mimestuvedluiuveslahlauszvaoy
swivmiugadnfon 4 Aumsdaesasfiudooenn lunsdiveslaTylxudsunn
fafmweaniy  vdninanszuamsnasusudaudasuluiuves o T Teud I
unncanovun dastu seduh memewsidzdumsihla Ty lsmduandadofy
mzumsiu - daunalagaiedeienszuaunsuanndousu lviussnihamiand
uazsflaTlloy i 29 'lducasnalnfidhshlidvesla Ty Tnnlsummgliawwaauns
Tiaathiradme@s e

Tu 311 2-9 i 1 81 5 Funalngiummssadssnhioesla T Tasne
miawad udaililimsdhesmandeniiituin3idhdwad 18 Tuavit 2 81 5 FHums
sadveeluiuvesgiiamen laTy Toufumiawad Tuavit 1 HunsdiveslaTuTey
lsgianifarianuam msnaanswﬁ"wm"l'uﬁ’m'?uuﬂnqmmﬁaﬁauuaaﬂaTﬂTww
dumsihla T lsndeswd I lwead SedeTledumsuaousudasiutalelay uda
amhmodothdenTy aTeTan inliasnieeniigninigmldeseennld du'luthy

. y o

vosla T Tansfeguuminaaddudiurasinduasumeit 1 T ongniulrowadnie
ondmeguumivand Tuduneumnomy 5 dudumeuiiihuhdduneunitives
mlasawds nande TalyTsnevgmindililhueadlaemsiu (endocytosis) idasau
"tl'lﬂ‘lfu“i?ﬂﬁﬂ‘lii‘mﬁ'.lizﬁ’i'liéiﬂ‘llﬁﬂ‘llﬂﬂ"lfﬂ‘lﬂ'-lmuﬁzﬂﬁ'ﬂu’lﬂfﬂﬂ (endocytic vacuole)
HRTAMTSIEIT inldmsneoniidudn13lula Ty laugnidessemnilsTn
tare@y laTa TsulunangTefien Widamssaudafy une19gmeu lyafornlaTaTowy
sorola IR udunowavit 6 uar 7 dhumszuaumsiiradinla W sszon
glaaa Gavit 6) uazlszinniafiamaa (avil 7) tazaznudaonssuaumss i
fussniamisveslaT IsuvFomisvosnnglofulalTey  wuleilanla  (ipase)
ﬂm'laquTqmﬂzdeuwﬁq‘ﬁu‘lvﬁuuﬁqﬁﬂﬁmsﬂgamﬁﬁﬂtﬁuaénw‘luqnﬂaﬂﬂéaﬂaaﬂ
n mmiy’u'r:m'ﬂ?ﬂﬂ'r‘i‘ignﬂéauaannwzﬁ'm'ﬁﬂ&'émhuwﬁquaamﬂﬂim-ﬁﬁj"lﬂﬂﬂa1ﬁ
Suvearadaely Tudunowavit 8 dhalffSnmamzaaveslaliTmnvfiaradlae
WifimsAula T Touwdh ) doulidumeuaedl o dunsuaasnalmmziniimsdaes

-w A » . o
msusendnlioonn  dwniissFuduraddronszrumaunsuvunaud  (passive
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diffusion) 13y Suneuaydi 10 Aenalamsannioudnlszneuluiusznilaty
Tndimedauuiusaduas luiuuumised Tasvuaumsumsnuanaldon
(exchange diffusion) dohnszumsuanaSen liuil nﬁm‘fﬂﬂﬂmmﬂhﬂmﬁwm
TsAufitieguuinwad wieTusulumsazarefisadeg veiinalnmsuann/douday
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Figure 2-9. Mechanism of liposome degradation: O = Small Unilamellar Vesicle,

SuUvV; @ = Multilamellar Vesicle, MLV; @ = immunogen; . = lysosomal
lipase; - T = double layer of liposome; A= lipid composition of liposome and cell;
No.1-5 fusion; No. 6-7 endocytosis of SUV and MLV; No. 8-9 adsorption; No.10
reciprocal transfer lipid (93gyay1, 2539).
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