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HZE QIE

m Cystic fibrosis (CF)

2H =X HH &

m Tay-Sachs disease

SChas 2 > 7|8 =5y 2

=
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24 Q1. Phenylketonuria0f| it 8HO R 2X| o2 Zi2?

@ phenylalanine hydroxylase2| ZE Qo= AM7ICt

® phenylalanine0| tyrosineQ 2 F2tE|X| 2HCt

® phenylpyruvateZ} 2~#H0j|lA AZEICt

@ CHHEIO| Z58H 24101 aspartame A% 2 M|BHSHC}

® ZE 2XI0f|l M BH4(Kuvan) £042to 2 X[ EICt

DCio}

[= =

HE A0 MSSHAL.

PKUE PAH gene E3#0| 2 phenylalanine hydroxylaseZt ZE /0] M7IC} phenylalanines tyrosine 2 HFRX|
26l hyperphenylalaninemia?t =/, PheZ} phenylpyruvate(phenylketone) 2 H0{ AHO|A HEEH X[ Z K|

O™ X|&{ZIoHet UxtO| MZICEH 1V|- MM H2h 27 S THHA SAl0t aspartameS M|etSh= Phe-restricted diet2

X281, °F 20% BRI M= BH4A(Kuvan) 271 E0{7t PAH A S RH23iCt

PAH - Phe- Tyr - phenylketone - Phe H|$t 210| - BH4

24



CHAPTER 2 - AR X} Zete| 7|Hat K| =

€ Duchenne-Becker muscular dystrophy — 7|™

=X H= A

=]

=
172 &
2024 2-DMD/BMD

70

gzt - 7|

[{HX}: dystrophin gene — skeletal-cardiac muscle?| #&

[
dystrophin £xl - sarcolemma(AM|Z2}) 24 1)1
- =5t Ca?* Y + signaling %} - cell death, ZIZHA 25 oFs}
X% A4 - adipose tissue, fibrotic cellZ CHA|
DMD vs BMD
DMD: frameshift / premature termination - 7|54 dystrophin 2 £
BMD: ZOFX| 7Lt HHO| &l THEHEIO[X| 2t Xt &M RX| > 2T
X|=: 2K QIS > B4 ZH-TIH X|H-4te &, 25 422 corticosteroid (prednisolone, deflazacort)
Al 3 Hlw
DMD vs BMD
7= DMD (Duchenne) BMD (Becker)
S¢Ho| reading frame 0|& - premature stop in-frame (&2 CHHE)
dystrophin 2™ 21y WX|Th o] 2
23t B o Zg

+ dystrophin X > sarcolemma I}2| > Ca?* & > 2 22} / DMD £ - BMD %o 2

2 mol

E

DMD X|& 37}X| — ataluren - AAV - exon skipping
4H 2X| = DMD X| 2 37}X| BIZt

25



m X-linked recessive X Z!st

o|s >
DMDE X-linked (2tAf)
A 2H|

224 Q1. Duchenne®} Becker muscular dystrophyol| Cist MO 2 2X| o2 2i27?

@ dystrophin2 skeletal-cardiac muscle2| L% CHEEO|C}

® dystrophinO| 812™ sarcolemmag| 2t74A0| ota|ZICt

® =3t calcium KU E MIIARZF Lo{LtC)

® DMD= 7|54 dystrophinO| 2tx38| QiCt

® BMD+= dystrophin0| &t%13| 10 DMDECE £Z0|Ct
Het @ BMDE THo| 40| Qs B T - o H

M2¥  Q2.DMD and BMD2| 219! R, i 7|, X|2 WS Hol MBI,
Sttt
DMDE skeletal-cardiac muscle®| 71Z FHHZEIOI dystrophin genel EHHO|Z MZICH dystrophin0| §12™
sarcolemmaZ®| 20| I =|0 2tESt calciumO| U=, MIZALR} ZIgHA 2] oot UoftCt. DMD=
frameshiftLt premature termination22 7|54 dystrophin0| 2tF3| @111, BMD= ZHo] 20| Q= %2 CHHZIQ|

=
BHEOZICE X2 gloH 21 ZsHE 2/l corticosteroid(prednisolone, deflazacort)S 2L},

0z

dystrophin - sarcolemma - Ca2* - 217 8| vs Ztof &
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CHAPTER 2 - AR X} Zete| 7|Hat K| =

DMD X|& 37|X] — ataluren - AAV - exon
skipping

sRE 71E el A=

2 =3 2 2 (23] 24

2024 4-2023 4

70
@ Ataluren
X2Xt 2% - premature stop codon?| ribosomal read-through 1t
- truncated protein &d 2X| (phase 2 Z1t= HSHK| §43)
® Gene therapy (AAV)

dystrophin THHEO| LR 7{M 7|S4 dystrophin Z&I0| 0{2{2
AAV (adeno-associated viral) vector= H& =l mini-form dystrophin2 skeletal-cardiac muscle cello]|

= o
MY > 9

® Antisense oligonucleotide (AS ON)
71EF eHEl M AS ONO| exonofl ArEHHO 2 A3t > splicing =& - exon skipping
drisapersen, eteplirsen: X} 2k 15%0{lA| premature stop codon2 X 2tst exon 51 skipping

WX O 7| S A CHHEL 5 o A3 Becker SEH

M

oo
e

o Bl

7|& 8iZt (2023 48 57)

K= HIZt =
Ataluren ()2 ribosomeO| FO{EHS premature stop codon
AAV vector ()12 A Y (mini-form) dystrophin SX Xt

40
2
Pl
B
2

exong H|2|st1 ()Sh= exon skipping splicing

40
2
2
b
2

exon0f| AEXOZ AlSH= () HR antisense oligonucleotide (AS ON)

27



il

m Duchenne-Becker muscular dystrophy — 7|H

m anti-miR-122 antisense oligonucleotide (HCV)

- ataluren = stop codon read-through / AAV = mini-dystrophin / AS ON = exon 51 skipping >
Beckers}

ZmoIE

DMD 7|F — frameshift-premature stopS 1X|= T2f

AS ON = antisense oligonucleotide (anti-miR-122= Z2 £7)

2z Q1. DMD X|2Hoj| ciEt BEe = x| 42 H2?
@ Ataluren premature stop codon?| ribosomal read-through& =¢ILC}
® dystrophin2 37|7t M AAV vectorZ mini-forms It
® AS ON2 exon0f| #EHXNO = Helst0] splicingS ZHEHIC}
@ eteplirsen2 exon 512| skippingE ST}

o

® exon skipping2 dystrophing 2tH3| glof 2§ &4 ah=Ct

Het e exon skipping2 ®X|2t 7| 542l dystrophing FHE0| At Beckerd O 2 HiE

M&¥ Q2. Duchenne and Becker muscular dystrophy2| |2 37}X|(ataluren, AAV SHXIX|2,
antisense oligonucleotide)2| 7|M & M&3IA|2.

Ataluren2 premature stop codon?| ribosomal read-throughZ =0 truncated protein 242 SX|3tCt X}
X|Z2E dystrophin THEHEO| 74 - X|2E AAV vectorZ HEEl mini-form dystrophing skeletal-cardiac muscle
cellof] MESH= A|=7F RUBICE AS ON2 exondi| 4EXO =2 AgsH splicingS ZH 5= exon skippingS | 5HH,
drisapersen-eteplirsen2 2k 15% 2HXI0|A exon 512 skippingsll HX|2t 7|sAQl Chixls 0tS 0| ¢ ATt Becker
YYo= uhEct

read-through - AAV mini-dystrophin - AS ON exon 51 skipping
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CHAPTER 2 - AR X} Zete| 7|Hat K| =

€X) Tay-Sachs disease

s9E 7\E sHUE ez
2:2 20 B

2024 2-Tay-Sachs - 2023 2-Tay-Sachs

70

%t 71
K{TXtE: HEXA gene (o-subunit 23t SHHO|
lysosomal enzyme hexosaminidase A Z !
GM2 ganglioside 7}4-23l X > AMZAMZ lysosomed]| =5
> Z7| MBME AE > FAU-2S7|s Mot

™M sphingolipid storage disease

Xz — XY gl

Ford2 | MO| X|20l|= HE 4M H AHY

FAHH R (ERT) {243 Hex A CHHE 3|7 HM MEANEZZ F4
o

CHOH(AEA): substrate deprivation2 = GM2 ‘4A BX|, biosynthetic pathway 24 2|

« Tay-Sachs = HEXA - Hex AV - GM2 lysosome =X - ERT=

HE ZOIE

m Phenylketonuria (PKU)

24 Z2H - 7|2 =5 (PKUSt H|1)

m Cystic fibrosis (CF)

2H =R HH B
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Zz4 Q1. Tay-Sachs disease0f| CH$H &

()]
[
Hu
slo
A

0
rlo

N
rio

~)

@ HEXA genel| E¢HO|Z M7ICt

® hexosaminidase A7t ZEEIC}

® GM2 gangliosideZt AlAM|Z lysosome0| =& EIC
® sphingolipid storage disease0|C}

® BAUNHQHOZ MANMZO| E47F E MEE|0f

rto

HX| EIC}H

—

Het @ Hex A TEO| 42 M AAMERE S4E|X| 940 ERTV} 01248

ME¥ Q2. Tay-Sachs disease?| 212! RHX}, Wl J|H, X2 WHS A0l MEFHAL.

Tay-Sachs disease= HEXA gene2| EHtH0|Z lysosomal enzyme?! hexosaminidase A7} ZE E|0f A471
GM2 ganglioside?} 7t=28H=|X| St MAM|E lysosome0]| ZHE|0 MAMZE I} AMHSI D HA-257(50|

= $84 sphingolipid storage diseaseO|Ct. 2tX[HE GIOH, SACHA|QH2 THEEIO| LT HAM AMAM 0| S5

X| oot o{F 1 GM2 MM S 8t= substrate deprivationO| AHMOZ A|EZICE

HEXA - hexosaminidase A - GM2 - lysosome - ERT {ZH&
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CHAPTER 2 - HHU|{ZX} Zeto| 7|73} X| =

&8 XAl — humanized monoclonal antibody E}Z!

sRE 7|1E =X H= A

1=x 121 @

20235

70

7| "1zt (2023 5H)
asthma<2| humanized monoclonal antibody E}Z! = IgE, cytokines (IL-4, IL-5, IL-13)
M4l = polygenic disorder?| 0| (02 KX} + 2tF)

HHZ (kA EA)
IgE - mast cell 22tE > 7| +=-8F -> omalizumab (anti-IgE)
IL-5 - eosinophil 4Z-24 - mepolizumab (anti-IL-5)

St

IL-4-1L-13 - IgE class switching, & 2H| - IL-4Ra XtEh &Kl (dupilumab)

Elz1 o5t SHA| o

IgE mast cell &4 omalizumab

IL-5 eosinophil mepolizumab
IL-4/I1L-13 IgE 4. ZdoH dupilumab (IL-4R0)

o MA| S| E}A = IgE + IL-4 - IL-5 - IL-13

HE zol

Im

m Polygenic disorder (C}Mx} Z&t)
M4l = polygenic disorder?| of|

31



Aiza Q1. HMAl(asthma) |28 humanized monoclonal antibody?2| E}Z10] Ol Zi2?

® neuraminidase

HE e neuraminidaset= influenza X|2H|(oseltamivir)2| EfZll

X£¥  Q2.asthma2l humanized monoclonal antibody®| EFIE (), () S0I ALt YIZHS xf21 2} EFL
of &S ZHCHS| MA 2.

H

I
re

rat
>

umanized monoclonal antibody?| EFZI2 IgEQ} cytokine(IL-4, IL-5, IL-13)0|Ct. IgE= mast cellS ZM5}sh

t 252 L27|2E anti-IgE &H|(omalizumab) 2 XHEHBICE IL-5= eosinophilE, IL-4-1L-132 IgE 41t
HZISIEZ 0] cytokine EE= =EKX|E AHTHsh= M| 7F AQIC

N
12 M 1= o
HI >
o i

=l

oA
]

IgE - IL-4 - IL-5 - IL-13
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CHAPTER 3 - Zg& et X| 2H| (HIV-Influenza-HCV-Prion)

€D HIV X2 © HFAlEZL — NRTI - NNRTI

52E 71E E Pale—
Ter 1 &)
2024 6-HIV
70

RTZ| catalytic site > NRTI (AZT)
AZT = nucleoside analog reverse-transcriptase inhibitor (NRTI)
MIZ AT} AZTE triphosphate form22 &2t > RT7ZF A DNA strandof| &€}

ribose2| 3'-OH7| azide group2 £ X[et - chain HZ& 27t - reverse transcription 7| Z&

RTZ| allosteric site > NNRTI
Nonnucleoside RT inhibitor = noncompetitive inhibitor
active center2t '8E|= pocketof Zgf

allosteric conformational change - RT2| DNA synthesis At:t

Al A Hlw
NRTI vs NNRTI
T NRTI NNRTI
Zz2g 29 catalytic site (active center) allosteric site (2= pocket)
| HEH 71E A > & noncompetitive
71" 3'-OH - azide - chain termination conformational change
ol AZT (zidovudine) —

b 3'-azide® At& ZZ / NNRTI = CI2 pocket - HIZM

Z
P
=
I
fllot
0x
4
=0
>
N
-
0%
re
r>

HIV X|2X| @ protease - integrase - entry/fusion
2 M — HIV Ef2ll 57HX| & LIHX] 374
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m HCV xIEI'“ - c.’f%?lﬁEP}J

nucleoside analog (ribavirin) = viral polymerase 1|

Az Q1 HIV SHAIZA AXIHof Chet BEo= SX| g2 A2?
® AZTE nucleoside analog reverse-transcriptase inhibitorO|Ct

® AZTE ME 220 2|8} triphosphate form22 HEHEICt

® AZT£ 3'-OH 4l azide group2 7tA chain termination2 ¥2o7ICt
® NNRTI= active center?t EE[= pocketOf| Z2SHC}

® NNRTI= RTC| catalytic site0f] 2™ oz Hetsirt

et e NNRTI= allosteric site0l] Z2&5H= noncompetitive inhibitor

MEE Q2. HIV SMAIEAE EPIOR 6= 5 71X| 2H2(NRTI, NNRTI)S| ZH2 7|1H 2 MESIAIR.

NRTIQ! AZT= RTQ| catalytic siteS EFHMOZ $HC} ME A7t AZTE triphosphate form22 HHEH RT7F0|S M
DNA strand0i| 28H=E, ribose?| 3'-OH7} azide group2 2 X|2t=|0f 0] chain0| HEE|X| 238t1 reverse
transcription0| Z=7|0f| ZZZIC}t. NNRTI= RTE| allosteric site, = active center?t CHE pocketof| Z&tst=
noncompetitive inhibitor2, conformational changeS S=3l DNA &S at=Ct,

catalytic site - AZT triphosphate - azide - allosteric - noncompetitive
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CHAPTER 3 - Zg& et X| 2H| (HIV-Influenza-HCV-Prion)

EX) HIV X|2X| @ protease - integrase - entry/fusion

52E 71E E Pale—
Ter 1 &)
2024 6-HIV
70

aspartyl protease
HIVel T4 g4 MZ 3= polyprotein =Tt > A3t protein component

HEto] 9LOB virion MAEIXDH AAY gie

CHEE2| protease inhibitor = peptide substrate 1= 24 > catalytic core Xttt

integrase - entry/fusion
viral integrase - raltegravir (%|= ¢! integrase inhibitor)
entry/fusion - enfuvirtide: 367l amino acid synthetic peptide

p410il 22 - conformational change %X| - 8t 88 27} - viral entry 2X|
g g

M

oo
o

o Bl

HIV X|2H| Ef2ll 57}X| (2024 64, BIZI} 27X)

Ef2 of S 71H

O dHAM = A catalytic site AZT (NRTI) 3'-azide - chain termination

@ YFE A=A allosteric site NNRTI noncompetitive, conformational change
@® HIV aspartyl protease protease inhibitor substrate 28 - polyprotein Rt X

@ viral integrase raltegravir %| % integrase inhibitor

® host 2-fusion Xt enfuvirtide gp41 2% > 2t 8 X

« HIV 5E}2l = RT EMEQ| . RT 2 ZAE|2! - aspartyl protease - integrase - fusion(gp41)

HE ZRIE

m HIV X| 28| @ X AlsEA — NRTI - NNRTI
57kX| = RT 27K
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m HCV xIEI'“ - c.’f%?lﬁEP}J

protease inhibitor — HCV= serine protease

24 Q1L HIV XIERIQH EFe| AR 8X| gk 2e?
® AZT — reverse transcriptase catalytic site

® NNRTI — reverse transcriptase allosteric site

® Raltegravir — viral integrase

® Enfuvirtide — gp41 (2 88

® Protease inhibitor — neuraminidase

o e HIV protease inhibitore| EtZI2 aspartyl protease, neuraminidase= influenza

HIV X|2X|2| EfZI2 HAMAIZ 29| catalytic site, EMAIZ 29| allosteric site, HIV| aspartyl protease, viral
integrase, 22|11 HIVZt hostofl 25t fusionz|= 2HHO|Ct. Protease= polyproteing AEtel A=t CHEES of
CE= d4 542 protease inhibitor= peptide substrate £ZE 2EIH catalytic coreE XIchstE 2 Z4EM gls
virion0| BFSO{ZICE Enfuvirtide= 367H Ot0| .= At| synthetic peptideZ gp410il Z&fsl| conformational change
£ atot ot 8¢t} viral entry2 EX|SICE

catalytic - allosteric - aspartyl protease - integrase - fusion(gp41)
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CHAPTER 3 - Zg& et X| 2H| (HIV-Influenza-HCV-Prion)

E5) Oseltamivir (Tamiflu) — neuraminidase 2{A|

s9E 7\E sHUE ez
2:2 200 O

2024 6-Tamiflu - 2023 9

70

Neuraminidase?| gt

rek

M

00t

tOIZE 20X} X| 2 = neuraminidase 2H|
Neuraminidase: Z'E M| 2 glycoproteinOi| A sialic acid =t

> M2 421 virion0| ZEHMZ {22 Y&

Oseltamivir
oral bioavailability7| =2 ester prodrug= £04
Hctzl & €M carboxylateZ % - neuraminidase 21|
- A Hjo|2{A 0| WhE oAH|

StA|: |2 sampleOf| A ZHLISHLHM > &

oIr

old (HEl&)
« Tamiflu = NA 2| - sialic acid ETtt X - virion 2Z X - ester prodrug > carboxylate

HE ZRIE

sofosbuvire prodrug - KL 25}

m HIV X|2X| @ protease - integrase - entry/fusion
HIV fusion &H| = ZIQ Kt vs NA SX| = & Kt
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24 Q1. Oseltamivir(Tamiflu)of] Ci$t AHOZ £X]| 92 22?2
@ influenza virus2| neuraminidaseE XISt

® neuraminidase= 2 glycoprotein0|A| sialic acidS H¢tstCt

® ester prodrugZ S0 EIC}

@ Mtz £ 2 carboxylateZt EICt

®© HIO[Z{AT MZE Qto 2 S0{7}h= Bt 882 H=Ct

HE e Oseltamivire M virion2| $ES atg — 8 88 X2 enfuvirtide(HIV)

M£¥ Q2. Influenza virus LHEFE & Oseltamivir(trade name Tamiflu)2| & 7|HE 3-4E2 46}
Al2.

Oseltamivir= influenza virus2| neuraminidaseE iX|st= 2F=0|Ct. Neuraminidase= 2 El MZLEtO|
glycoprotein0i|A sialic acidE Htte MZ MAHE virion0| ZE M| §FO 2 YHEE|F| SICt Oseltamivire Z7 AA|0]
2E50| &2 ester prodrugZ F£0{&| 1, M=l £ 2 carboxylatet E|0] neuraminidaseE 2AX|st2 2 A HEO|2A
| t=0| of M| EICt, Lot X| 2 oseltamivir LiA10| ZHHQ|SHA| BHAEEICE

neuraminidase - sialic acid - %% - ester prodrug - carboxylate
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CHAPTER 3 - Zg& et X| 2H| (HIV-Influenza-HCV-Prion)

€D HcV X2 — 2F2-7|H-Ef

sRE 7|1E el H-H

2 =3 124 @
20236 - 20237

70

PEG-IFN-a + ribavirin = E=X|&
ribavirin: nucleoside analog - viral polymerase X (E}Zl viral polymerase)

IFN-o: TRIZT Xt= > eiHfol2{A 2hof 2t

Protease inhibitor — telaprevir - boceprevir
PEG-IFN-o-ribavirinzt 8| £0 > HCV 2tX|E 4
protease catalytic core2| serine residue0f| 22} - viral protease 2| (7|= H: NS3:NS4A serine
protease)

Sofosbuvir
prodrug - ZHd|Z0i| A ZASO 2 CAF - viral RNA polymerase 2iA|
ribavirin 51t H& > gutA

%|%x9] all-oral, interferon-free regimen > 2x2 4

HCV 2tE-7|H-EF2 Hizh B (2023 6-7H)

o= 7|1 Ef2l

PEG-IFN-a TEZT Xt > gtol2{A ghof (B3 H9)

ribavirin nucleoside analog viral polymerase
telaprevir-boceprevir serine residue Zg > K| viral (serine) protease
sofosbuvir prodrug -> ZHol|lA ZHAst viral RNA polymerase

anti-miR-122 AS ON miR-122 Xct > 25| Ax| miR-122 (5'UTR 2%t site)
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« HCV = IFN-a(T&Z1)+ribavirin(polymerase) - -previr(serine protease) - sofosbuvir(RNA pol, IFN-
free) - AS ON(miR-122)

HE ZOIE

anti-miR-122 antisense oligonucleotide (HCV)
HO| OFX|2t & = anti-miR-122 AS ON

K=}
Ot
¥

m HIV X| 28| @ ST Als2A — NRTI - NNRTI

nucleoside analog®| polymerase x| (AZT2 H|u1)

44 Q1. HCV X ZRI2} ERzle| 122 8X| g2 H2?
@ ribavirin — viral polymerase

® telaprevir — viral serine protease

® boceprevir — viral protease

® sofosbuvir — viral RNA polymerase

® IFN-a — viral neuraminidase

HEet e IFN-aE TEIZE Xt=sl &Hto|2{A H{E Z3at — neuraminidase= influenza

M£E  Q2.HCV %|2 %2 47}X|0f CHel LU2-7|H-EFIE MESIAL.

1]

kot
HEZX|ZQ! PEG-IFN-02t ribavirin HE0{|A ribavirin2 nucleoside analogZ viral polymeraseS 2H|st1, IFN-o
= TEITE X268l SHiol2{A 2| E ZsISICt. Telaprevir-boceprevire= PEG-IFN-g, ribavirindt &7H| £0{5HH
protease catalytic core2| serine residued| Z&dl viral proteaseS X506 2LX|E2 &QICt Sofosbuvire
prodrug2 ZEMZZOf| A 2HM31E[0] viral RNA polymeraseE AX|[SHH, £|22] all-oral, interferon-free regimen2 2

SAgs Feloh

ribavirin=polymerase - -previr=serine protease - sofosbuvir=RNA pol - IFN-free
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CHAPTER 3 - Zg& et X| 2H| (HIV-Influenza-HCV-Prion)

€5 anti-miR-122 antisense oligonucleotide (HCV)

sRE 7|1E E A

3 =3 224 @@

20247 -202412-2023 6

70

miR-1222} HCV
HCVE XH12| replication= ?/3H miR-1227 2R (w2tA: 7F £0|X miRNA)
virus2| 5" UTRA| miRNA binding site 271

miR-122 Z&} - viral RNAZ nucleolytic degradation@ Z2E 2% - viral propagation £%!

anti-miR-122 AS ON
AS ON2Z miR-122E %It > 257} AF2FEL > HCV replication 2iH|
20240 74H12Ho = 22 LI £ H =X (H2|2: '7H 557

(22 2tAf: miravirsen = LNA anti-miR-122)

+ miR-122 - 5'UTR 232 Zg! > RNA £dl 2X] > AS ONSZ oo™ = x| x|

HCV X|=X| — 2F=-7|H-E}2

o
HCV X2 2| ot &

m DMD X|& 37}X] — ataluren - AAV - exon skipping s

Z2 =7 AS ON — DMDO{| M= exon skipping
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Zz4 - Q1. HCV X|&20]| A0]= anti-miR-122 antisense oligonucleotide0]| LHst MO Z 2X| o2 712?
@ HCVE replication2 ?Isil miR-1228 LR 2 sict

® HCVE| 5' UTRO| miR-122 binding siteZt & 7H QICt

® miR-122 22 viral RNAE nucleolytic degradation@ 22 E 2SI}

@ AS ON2Z miR-122& XttHstH HCV replication0| AX|EICH

® miR-122= HCV RNAE Esl{5I2 2 AS ON2 miR-122 & Z2totct

=gt @ miR-122= viral RNAS 2S|ZHE] B3 > AS ON2 0|2 Kigt

R

= X9 replicationg ?I8 miR-1228 LR 2 $ICt. Viruse| 5' UTROI= miRNA binding siteZt & 71 QIOH,
miR-1222}2| Zet2 viral RNAZ nucleolytic degradation 2 25E{ 253810 viral propagations ZXISHCt, [H2tA
AS ONCZ miR-122& %}¢tsHH HCV replication0| S| =ICt

miR-122 - 5' UTR 27} - nucleolytic degradation 2= - AS ON X}tt
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CHAPTER 3 - ZgZ!gt X|2H| (HIV-Influenza-HCV-Prion)

€5 Prion x|2x|2| E}ZU 57}x]

s9E 7\E R T
Tz 1pu &)

202410

70

E}2l 571%| (He2|2-£210|= p.40)
@ Prpe &dad Zt4 / PrPe unfolding 2 X|
® PrP° - PrPs¢ HMgl(conversion) x|
® PrPc 2dfl(degradation) f
@ PrPsc polymer & 4|

® PrPsc 28l .=

2}l Prpsc7} 3 Efel7}
Prion2 2% PrPsc= 714
Prpsc = ZHo| J1aF Mg 4 Q1= surrogate marker molecule
> PrPse Xta|, Prpsco| #dat 2& AZ10] :2 target

s Mol get 2024 AEX| 23

1 Prpe & 24 [ unfolding x| Prpee| Zois AR

2 Prpe->Prpsc Xzt oix| IHS0{Zl PrPeE 27| degradation

3 PrPc 28 R PrPeet PrPsee| conversion x|

4 PrPsc polymer &4 AR PrPsc7} aggregation=|= Z K|

5 Prpsc 6l R BHS0{ %Il PrPse aggregateE dissociate

o Prion 5E}l = Prpc Wi | . X2t 2AH| . PrPc 25l - PrPsc 2% 24X | - PrPsc £alj/al2|

43



HIV X|2X| @ protease - integrase - entry/fusion
2R et X 2X| Bt 57HX| ME — 22 =X g4

N
>

N
=

Az Q1. Prion X|2H|2| EFIQZ EX| 42 22?
@ PrPe &sd ZiA

® PrPeoi| A PrPsc2o| Xgt of |

® PrPse polymer A 2|

@ Prpsc 23l R

® PrP=cg| orHist U SE A%
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