Liposomes?] wdet3 S8

4% HEF R
(A) EgAFFFATLE

2 XF-& 1960'd ] & Bangham§ ol 93] EYF A AAH e GFol] BT A75F ¢
A3 LA HAH F AR Ao Fof F4ats o] 2 £ae} (Bilayer) & FHTE I
cold A HALZAE S EFolE AT ol T HXEF S 4FE ol A2
o] &7 g3 AL FRE 2 U7] WE o] RS o] &3t AsEA U A EE

A5 AA e A 2o o] 85t A 75 ATl da o] &3t P

1970 2NHFE B E2ES o] & %FEY AAW T3 (Drug Delivery System, DDS)
o tizte] Be A7t o] FolA R, ABAE o FF ] AGuAR o] §HHL &
A 83 Ae dAolt. HId e AXEFL o831y FIE AE3ts BYR=EA

(Adjuvant System) 2 o] & &2 A& st Utk AR A EFE |4 FEE

b

& A E AL Aok, DNA transfection system (Lipopectin) 0.2 853 9]
o

B AT e Bl EF] &4 Fokel DDS9 WY aaQ ¢4 g&A g3
#sl7]| 2 3o}

1. 2|Z2& 1} DDS

FEELS YAALE (AAA)2 745 Jlew, AAH 71872 E A¥Ed



A E (Glycerol) AL o FZ Use ¢+ Utk ol& MIY A 27 TYRA
W 14t 2AE 2A0) A%l 34 BAT W3y BAwel dRFo] A Zo}
QA Qo] Bo] Bargo] AWHO 2 BAYS §4 ¥ & UL FAWA 4P 2E
BATZE ORI AP AXNAY T4 BTl BHOE Fihn 0IH 2ARL &

71Z7) 2] Hydorphobic interactionol] ¢3) 3}§t3le 2 Exjuto] A 5= o] wf, &

S

d F-2ol 3 FEsA) ) A%t 7Y 2 (Vesicles)7t FAHEH ol 2%

Folg g
YXEL o83 FEAY vjA 9 AL 19709 B R E X F7HA AL HIL Yt £3)

1980t ol B EEL ol &5t EFM X HA(Targeting)dte Wil /AEH L Ex-

truder, liposomat& ©] 43 AAA & S XEFY dZFALe] 7hes] AHA ofekF 9

AgmA 2 A EEL ol 4T E 78 AL Ak o] E liposomes & thE drug,

carrier system3e @2 th&3 2 AL /A2 AP

1) Liposomes& A Aolgte AT R LE o]FolA Ao AW 237t 7}
SIL AEFA ] |lo

2) 54 BEF A54 BRo FAld EAsS 84 4FEFH AEH *E EFE
Y 5 Ao

3) Liposomest} 2 % E-& EF3ta] FE BEIE e 4 UL, Heol=4 4E9
AAol &S Y F AT

4) FES WS EEE £Fo] B FEE FAZL FAY F UL E oHTH EAx
2 o) E4 (Targetting) o] 7H53te %€ NE2EHE Y + U

5) A EE AYWEE 2Ho| £o3td o] & o] &35t WA (Immunogen), HH S
A (Immunostimulator) & W4 A ¥ (Macrophage, MO)ol A58 Al E & U
o,

6) 2t &3} liposomes Atolol] 8183 ol Wagitt.



7) A EE9 A2, FAAdE, AAxd g g e & AeH, Ay
T Zkgstr

21 ©]9)o) = liposomese FES A9 BRE FAAR (BT, A, AW, 2&F4L &

EATFRGE FAT £ Y AW /AL Atk ol AP o2 rjghe}l 99

i

FREC PEF AAC) B FAL 22 Ytk HEF QR Bee FY

&2

B

, BRA, T AZRF, TF7 AE, A AvolE £ F F AT A o

2

2702 oJekEol PEE AAR st Y5 Aen, AFAE A Amphotericin B2}
= o okE ol gl ¥£& AA| (AmBisome)7t §8 177013} Canada, Australiagojx A%
32 de AA oY,

2 ojod

. 0{od5tx o]

1

Jon

=2
=

ol

Aol M AF g vhst o] FEFL FEHQ §8 B ot BAFHA S8 W)
A HZol BE =g 710X e Aot B EFLS FEUHAA Sy Aoyt
Elol= F9g ¥t Ao £AFL 5 o] R 2ubA] (Carrier) EE B B2A|
(Adjuvant) 71%5& & & dth.? 2 oY= JEFL FA A= 3A 7|4

Ao ¥ EFE HAFASE Fduo] tFoz EAde MO o3 A =
g olg HEF FLE ZIHPAIE FEFo] MO EY=H P9
processinge] dojdtt. 3¢9 processingo] & 3 o] epitope peptideZ E&| =€ A4
< 2. ol2% 49 processing FA o MO7L B5-H o2 #4354 Hed, MOs
o] g9 A3 A processingel] "¢ T2 ¥ o} liposomal & 9] processing

ol vf-$ 293 gS £33 Ao liposomesE MO EH A7 H wfale] Lukx]



(Carrier) =& A9 2%4] (Adjuvant) 9 && 31A "} o] 2] $ liposomese] H & 8
A 43 AHE 45y Table I3 7oV

(Table ) Strategies and Advantages in the use of Liposomes as Carrier of Vaccine.

1. A nonimmunogenic substance may be converted to immunogenic one,

2. Hydrophobic antigens may be reconstituted,

3. Small of amounts of antigen may be suitable as immunogens,

4. Multiple antigens may be incorporated into a single liposomes.

5. Adjuvants may be incorporated with antigens into the liposomes,

6. Higher titer of functional antibody activity may be achieved.

7. Longer duration of functional antibody activity may be achieved.

8. Toxicity of antigens may be reduced or eliminated by inclusion in liposomes

9. Soluble synthetic antigens may be presented as membrane-associated antigens

in an insoluble liposomal matrix.
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