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2020 7R KR AE B8 2R BRI 5 £ vy 47y R ERART T oy (B M B R 52 B BB
TR)IY 2020 4F 11 H 14-15 H7EAEE 27 B B bon ) el SR a0 SR 5 20, AHRAE

FAEE 2R ¢ http://www.tsmrm.com/Seminar/ugC Program.asp

2020 15 {8 T P 1 T I A B 2R SRR R S R B O 113 JE RE S BRI AN
109 4 11 H 14-15 H(N- H)7EE R BB &g b0 (100 5 AL h IERETRIN S 2 5F) 28
W~ B 200, WAk H:10 A 31 H WwAHEHE
http://www.fma.org.tw/fma_am100 form.jsp fHRBAFEFE A2 REIMELG
http://www.fma.org.tw/2020/am 113.html

55 22 JE B — R B E S ELEL S AR I A ST T R R 2020 4F 12 H 19-20 H7E =i
BEEE R BRI PRI ST A (BT = RIE 4% 100 5F) 229, HHEH ARG 2RI
Y5 ¢ http://www.neuro.org.tw/active 109 001

I % 220 Er R AR

The 5th Taiwan International Congress of Parkinson's Disease and Movement Disorders (TIC-
PDMD) will be held from 15-17 January 2021, in Taipei International Conventional Centre,

Taiwan(TICC & AL B[R & i+ Ly). The main theme of the congress will be the ‘Ray of Hope

in Parkinson’s Disease and Movement Disorders’.http://www.tic-
pdmd.org/program/index.asp

The AOCN 2020 officially announces thatit has no choice butto make the necessary decision
to postpone the 17th AOCN (Asian Oceanian Congress of Neurology i AfHREELLE @) from
October8-11, 2020 to April 1-4, 2021, and re-entitled the congress asAOCN 2021, which will
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http://www.fma.org.tw/2020/am_113.html
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be hellin Taipei International Convention Centre(TICC & AL IR & #5rh L)), Taipei, Taiwan.
http://www.2020aoch.com

e XXV World Congress of Neurology (WCN 2021 &5 — 7o Ji tH SRR ERER4EEr)Rome, Italy |
3 -7 October2021 in Barcelona https://2021.wcn-neurology.com/

Webinar
e Precision medicinein monogenicepilepsies EpiCARE webinar 10 December 2020 17:00 -

19:00 Central European Time https://www.ilae.org/congresses/webinars/precision-
medicine-in-monogenic-epilepsies

o FEEERME AL T L O O(NICEATM), PETA BIRSRLERS A & (PISC). M 75
EEgRE L (EURLECVAM) SRR I LA [IRB PRI TS | 2 R e 2 R 1 _Ept
S, 3k [IEEMIEARIRPTRE N EFT BEm] S 4 | (Application and accessibility of
animal-freeantibodies), It#R EWFETE A RIERINTN 11 A 12 H - 11:00-12:00 25

Bl 11/12 B E 11:00), A3 BERZ 05 55 A G EE R A,
https://register.gotowebinar.com/register/8377135520110180110

S AL A

B AL 5 KRB Be i R Bl #h 2 B AR 52

246 2 ZEM{E AHE E http://vehtpe2015.hihost.com.tw/doctors view.php?mpid=38&Imenuid=4

B BLERN SR © BUth SRS AN Ay AL S R AR BT e RSB B L O R R MR VR B A, 0%y
B8] 37 [ HH K B2 B 2 R AT A%, HAFZE 2% 8 FH R X7 /77 (next-generation sequencing,
NGS)EST A AR R SRS, ARS8, D A BB S A Y
PRICEURIRE,

LA AR 3 B R R PR R B I HAtEh (R R iRE, DA BGRAU PR RS 2 HEIR 52
Bff 2 B Jo HEE A

1. [E 3 M EBNEEREAE (Paroxysmal kinesgenic dyskinesia, PKD): & —fE 52 2% 3¢ B {E TG |
B2 H FEBEREESE, HRIEA PRRT2 i RIBUREERA, BAM#HEEER
B LTSRN PRRT2 928%, BLIGIAREBIGRIIT G B EIX & 1F, st EH Il
HEEE knock-down /NSRS, #2958 PRRT2 & HIWEURME, 4L, EHELHAY
Nt B I 92 B AT B EDRE, M PKD e fE 2 K BB DhRERM L, B8E PKD YIRS Bl &)
g2 IRe SR, HAA PRRT2 BERARE, HZE WS, BHEOK KD A A8
T R EA LN A B, GEE PRRT2 TEAE SSB AT TR -, 2By Bl 25 BRI ) P ot

FR T BB D RERE ¥
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2.

3.

K BRI TURE R R (familial amyloid polyneuropath, FAP): J& K788 &
transthyretin(TTR)J& (K 2S5 B 20 EASEE I TR, TR TR ATE JRLE ek
ELHAERE, SO EER RN 2 EDRALITN, AN LR KSR RHE B
2008 £EH SLH T Ala97Ser(A97S) Ay B MBI 1 2 BARLZSRE, AHETNISENE, A97s
R R A S PR, B9 0FA B D lYREE . L 4E5K TTR amyloidosis (14
VaiEhaE iR, R nRArnE M, ARG ERA 2 A97S BRI K8 4F fin
K. WEZIRECM, OR8N H TSGR e, BT HEEZ, &1t
WEBE R ETIE B EEREE, IR R, W€ A97s H:RIRY AlfsE TTR & LS
Tt 2R ETE, MERRHBORTE, A HEEIH AR F B B & 72 TTR AREAE C I & B
tafamidis ZEYIRR AAFR, mIffeRSRGIR b A97S Bl H fihkh [RIRUTE oo Ak AR Bl gt e
725, MH2ft TTRamyloidosis FEHERSERAVELNE, FAIEL & KA B A& B mau% &
E, BT TTRA97S Z SRR,

B (Epilepsy): BRI £ — R ARREIONE, UTARAK, e DRIBRER O flee 2y 8N 2 514
BRI IR L A TRE T 2 g AR S B TR 3 B B A e e B, SR BB AL R
FP T R A . BAMRI SRR TR RS EREE | 28, DA—R#ttn
AR PR SRIA S AH BRI ) Bk AL ER: B i R B 1 S S B B R T A E et B
B SR R BUS BERYE A B R A TR A,  DUEERINZETeR, K
IR AR B BB S I A RE P 2% AR oA i, NP ik DRI A P B s i -2 7R
BUREEIN, ST SE BRI A S AR R SR A RE BT B R AE T AT i 2ok Ly
TE TR, MREMRARIE LA R B B IR B S AT, B2 R AT B ik [T
HIH 2%,

il
2l

3

X

Btk % B A B B SR DU T it (R Al ) IR s

[ERY

 JEURR AR FOIE 2888 Al (Wilson disease)

2. AR it 5 5 s ] 7 i ik s 293844 | Glucose Transport 1 Deficiency Syndrome)

3.

4.

5.

6

B R ICRE 2284 (Rett syndrome)
Fef o 14 B 1 75 70 280 By P i 2232 A0 paroxysmal kinesigenic dyskinesia)
T-RHIE 2288 43 1 (lissencephaly)

.ty EPERE AL R A RS Fr 22288 (TSC)

7. S RERAE R I H AR e 22 AR (NF)

8. FEARAEMEAE M ACE i 228 4l (Dravet syndrome)



9. A B I AE R R HEARUE T 22l (cem)
10. JRER K HHARE Frr 228843 (Epilepsy)
11. & B E 5 H B M AUE e 22l (MCD)

12. B4 7% BOE S HoAth B 4 gk AR E 2288 (Parkinson disease /Dystonia/and associate
movementdisorders)

(Waikes 75 2 — 2 AP 9:00-12:00 B8 T 1:30-5:30 5 L MR N RIS =, #EEE:02-
2875-7580 1# 7580),

“EIRIAH -Familial Amyloid Polyneuropathy (FAP) SN %
él lﬂ:?t’ﬂf(«;"—‘ﬁ

@cD-10-CM Z BfVAE : E85.1 Familial Amyloidotic Polyneuropathy 58 & MR 2 S IR
B O[ LT WA A 8BS bt 3F RS 73]

PR PRI / BRI
KIGHEEHORIREEE TTR) BB AR R 120 oL RS B i il B 3
PSSO . B, DR CNS BRI R e RS L, B EEDUT, &
REFEIRBRAR I T A RS B AU AR AT, BERRAE AL AR N BB e i, 72— 28N
, RERURARLE A FEMEAORII N, H RO R SRR 55— R 5 FSTRG R AT hE
B RAMARME, FEALEREIE SR, VELORIMEM SR, BPEIEE, MR, T R
RS, (Do b i) 1 SR OB T DR . S8 TN BB AR B VR i ]
REEALUT oNs B3 B, KitivA, UMM SEm, WUREE(E, GEBIRRE, SRR,
PR, TEREK SN L

i

TEREREETIRY Val3oMet BUR S 2 i B IR TTR 2488, Kl &Mia o, ImitfiH AhE

A TTR B 2 SRR RE, H val3oMet 578 5 TR SENME TTR S B M 1 S8R

Gt %% ALK 538 il (Povoado Varzim #ll Vilado Conde) HHY—flE, && & KINEI%E
T TTR ORI A

FESE B AL EIMACRE RS,  val3oMet FHBEIISIE I TTR WOk R SE I4:  AHER 15 512% 100,000 I
[ Benson 2001 ], TEHmHLALT, Val30Met HIBHZE Ay 1.5%[ Holmgren 55 1994] 5 AT, #%IEIEAY
AR IEH K[ Hellman %5 A\ 2008] (2 H. Penetrance) .



JEMNBESEE A T th val122ile FIAEEREy 3.0%-3.9% ; K 25 ST & 5% e sl 5 1 O Iy Ao 33 ke
POIE—LEHh [ E i 5% M) N Eiahk. 7E3EE, HAFIPEYEA &5 AFEH val1221le BAES) H
£y 0.44%7[1 0.0%[Jacobson % 1997, Yamashita 2§ 2005].

RN R

TTR & CL AN 2253 20 57 e TTR IBCk st 1 iy — LA

SN EE RN

FIEMEFRIR I RE T ERE T IRIRE MUED TTR AR M85 [, 4G GlyeSer, Alal09Thr,
Ala109Val F1 Thr119Met[ Nakazato 1998, Benson 2001, Saraiva 2001 ], TTR & F#5 A& 15% 19
My HRIR SR, S5 LB BEE N 1AM RIS IR, A& e IR RSB AT 18 m, 24
i, e BN HEEE R IR SR A it = IR R S, R, B 5E S ey s
WA g EARRER EPEMERIRIEhEEER)

FAEREE R (SSA; LURTRE A2 S DB B8 E) & i BPAEAY TTR W B MU R
IRy, EEEEATE.OT, SRR RARR, I A EHEE [ Westermark 5 2003 ],

SSA FEEFEZFE AN, HIELEMPRDBZETH K, SSA IHEY) B RARAL, (HEEMERA
e ZE AN (Eb>80 5%) M EBIHRZE% 10%-25%,

[ LAEZR A AE AR B H NeBi ]

ANSY

1

T

W ANG 91
SN

AMYLOIDOSIS

1 - Amyloidosis - causes, symptoms, diagnosis, treatment, pathology

B (S BT B L
WAL BT R R/ EIEAT 6 K 1L

BB ER H (Amyloid) J& —HHE3KER FUNIRE % BEE S VIR RERE,  FITIDUR ACA R RS ey AT LA
R, MR R B oKLY, BOORERMEH. ABENEDH 18 HEH
EHH, GRESWEETTENEREEAREEE, GGG B A AR D REbs R, AR
HEEHERAE A FIROLE, PS8 s S AN, WO 2ok & H A Amyloidosis)..


https://youtu.be/j962b8ZdU8w

KIEIEBRD RS SV RS, sl S I BB % 4 M AR F8p3 8 (Familial amyl oidotic
polyneuropathy 5 FAP), Hlie — Tl bkeR A, R 2 IE AR B HERam 5 e 4
TP 5B 58 1% 588 (Pan-modality BX Global neuropathy), FfARFERR 55 22 5 A8 R i BLIER S
i, BRUBPES . BB AR RS AR B, OB, TERE). B 3SR
(40: ZRAEARIRR, NI, (ERB. PEPRRERE)S. 515 FAP IR FEIBRMERE O U T
Transthyretin (TTR). Apolipoprotein Al JX Gelsolin (%—), Hth, TTRFAP MR Ry, 1
R BT REEANEY, MBS RIUHIALE, TTRFAP SCATHH 53 2 e
(Neuropathicform). HXSHERY (Le ptomeningeal form)F1.Lfigf (Cardiacform),

=B PSR FAP B A I E MM, HE RSN A iRt EE, G
TTR. Apolipoprotein A1 X Gelsolin & FHY & Kl S 7E e e RB 07 1) H AT CR1, KR il %
TTR (FZ/A 18912.1). APOAL(H7fA 11923.3) % GSN (f7 /X 9933.2), AR b r] F1) L K E e 10
EH2H, GUZAE TIRFAP th, #) 99%1y /A,  HHL RIS S AU ] DAkl Ak, H i CA i
100 {lEl TTR 228t #% 55 3% (Planté-Bordeneuve and Said, 2011), & #EMHI T & 1 —LEE0BE Z258 (Hot
spotmutations), A SEZEAE R A HERAEEURIIE PR(ZR—), B4 TTRFAP HYBE RIS AUTE
R EEE RLRJZ val3oMet, #4344 25 50%, MTEATEHIZ Ala97Ser (Liu, etal., 2008), &
BRSNS TS BN BA RS B R R Ak, A I, PREfTRRIE R,

FAP BRIRIEIREEIZ % bk, AARZETEH A INEE(Adams, etal., 2017), FRATZEAIARHI AT LA 7
{72 FAP, ETTRINARE, BRABMERGAE, HrlRmirE L,
2%

1. Planté-Bordeneuve V1, Said G. Familial amyloid polyneuropathy. Lancet
Neurol. 2011;10(12):1086-1097.

2. Liu YT, Lee YC, Yang CC, Chen ML, LinKP. Transthyretin Ala97Serin Chinese-Taiwanese patients
with familial amyloid

polyneuropathy: geneticstudies and phenotype expression. ) Neurol Sci. 2008;267(1-2):91-99.

3.Adams D, Cauquil C, Labeyrie C. Familial amyloid polyneuropathy. Curr Opin
Neurol. 2017;30(5):481-489.

4, W EE N ZE REIR EE 4 @ (http://www.tfrd.org.tw/tfrd /rare _b/view/id/216)



http://www.tfrd.org.tw/tfrd/rare_b/view/id/216

2 - F— ERFIEFELE F17 5 REHI S VER #7 1 2 SV #0782 (Familial amyloidotic polyneuropathy 5 FAP) #£54,
FHETEA, & (R B (i) ZeF5 460 Planté-Bordeneuve and Said, 2011),
B 7 i

WHE DB BN R B AT

FIEMEBN R % B VAN BB % T, T B8 02 A TE BB R BRSSO, (B2 S Bk A
FETRIR AN, SHBHE IR AR %, SN i A vt B, 02 rh B E (R s B /s (o, Heal e
AR, (ERL AR IR 2R, i nTREAEHI B S iR AR, G T i S BHE E R RET 26, D KA
R 5 REIIRGEREZE AL, WAL O, 0 S IHIZE, I SRR I IRE S5 AL, SR AR, A8
Z, SHEAFEAR TR RR, (et R 75 S, 2 P B B R IR R B

i il

LT © PG G S B T A 1 2
[ A TR E 20200806 B 5K &ML BeiE T8 852 1A
https://enews.nhri.org.tw/archives/4105 ]

TR, RS ERIRENE, Sl A KN, KRR U RE Ciosk BEAS p BRI INAE TR 3R, RS e
FE RS R I AT 2R AE B, SRR ZE IS RS BELRG Rpsas W B IR, 02K B i s A iR &5
{1l (BrainConnectome MRI) , 7 B~ iR B Euks KA TG 2 R R vt i, IO s
KBS FE AR 325 20 S At B 1 T B AR, I B A D REELA T 2,

HAEl, K+ NE — AN B AR, (K, AT S S5 e R BLAS tefe g i —
EHEfE H IR AR B S RS R B R Fa T, e RS A RS B R EAS, e H AT
BEES SR T 5% e 17 B L ) ASE BRI 5 FT 1

B SR AR e A B TARB A KB BRI Se T AR B s (B PR MR T . aRAN 25 Riff 5 5 B
SR SE B RARRE T, B NS R R ER T O R BUR BRI R AR, TR AR,


https://enews.nhri.org.tw/archives/4105

AT BB A T B e R SR BB N Sl B SRS B SR, S 8 e s — A B A ThEs
% R RS AR 3T AR &R K55 (Brain Connectome 3T MRI System Platform) , A2+
A] 75 A R RURE A JEE 185 % A T REPR T FH S B R AT B AR AR T 95, DTSR R DR
it 2019 £ (PLoS One) . {Journalof MagneticResonance Imaging) & (NMRinBiomedicine)
[ R 44 A

M RIOR, HWEVHIREZANCFE NREENH BA % R EGE TR RAGRE S, &
iR P Ve R — s B R e P AR PR IEAIROG SR =5 DA L KRB EENEY,  RESRBIGR TR 2
MEERTE G, GRS, RASK A e iR B HEfE fE, SRR IERIE .
O, HESR BT B RS EGR L S BRI RGBT 8 DL R NREERR IR 85, HLARTRE m]
R BRBE MR SR —HMK) |, IR ES B NERAEY BRI, B
TREMRIFFEE M S R — K dRe

FIREIWIZE B IR, HWERVCFERBARGRRA LIRS, o EELREEZ OB
Tz, AR R R S Rk L BANRE R . (K, ARARBRA] R =i
IRFARZETRANSL, Al A A2 BrainBeR it IE & RMEERE- S ) , WA
2 R R 2 A i B E R S, SH A2, FRATRE A& £ R0 1 BB B Al e
TR RBRALBE RS JE 8, BRI RSIN . A IR LR P SRS N Z RS B B RE R A s
PNIES

H AT EAHCT 5 CEREEGE T2 PFEST AT et LRI R S, BTRE A B PR i
/NRUENY) 2 R ST TR GRS B, RK, BB A b BT AL 2 BS IR A A, A
BB A B R A B B AVTEREER, R LR R, BRIGEMNBIEEEEEIT7EAL, JRiIRE
W ENHRRE SRR AR AR E MO 3E, B0 B4 SR BN 2R BRI T FEE AR AT 728

o
Heo

% RERGEASRE 3T EIRIE 2R 4 B ARISHEHE © http://ibenservice.nhri.org.tw/?page id=9

W22 L2 - https://journals.plos.org/plosone/article ?id=10.1371/journal.pone.0217916

' A

57 R 45 TR

NEGENA R A RRE AN

v b &L 5 9% Neurological diseases

v A 8GR (EAt %
Neurodegenerative diseases

v T 5 9% Psychiatric disorders £ 46 9% % DL X R 1F TR W



http://ibenservice.nhri.org.tw/?page_id=9
https://journals.plos.org/plosone/article?id=10.1371/journal.pone.0217916

R e iF ERE B A G A ) A e ae B R 2R SR nl R0 e AR
[ DI T AAEEE 20201008 i BEASS 1725 H#A
https://www.gbimonthly.com/2020/08/77083/J

AV s BRI SR A 3/ N R BT 98 BT FC BRRAS B s B, il sR R R BGR
(melatonin) B T nTLAFH i BRIREE S BERR A, & 0] GRS neprilysin J% transthyretin /i
MERERARE, (et CRUHIBN S IR, SRR EY), e e 2R a ik e N Y
TR R, BIVE TSR TG L T2 g ERAE A/ N, BB ERBIR A MO T SR AH B HEE,
W BRI 3 RTE (0 F16%) (Molecular Therapy) #A T,

M SGESE © https://www.sciencedirect.com/science/article/pii/51525001620304603

CRISPR E I \IBBE R 78 1 S PR ER
[ U TAREHRE 20201015 £ 22 H FIREHE 10 A 5% 466

HA https://www.scimonth.com.tw/tw/article /show.aspx ?num=4691&root=5&page=1]

LA CRISPR il Ji2 ik o SBUREER, TS P I RSB Re ik 0o A OISR BB AT
Kigtm, #2RRGRER S, BRSO REIN RS, CRISPR ATAR HEHLEA T 2L [
W, HA IEREMSTE L K 980 ER N PIR IR AR B 7T, AR REHERR (precision
medicine) HYHA, ik, H AR EEEERSR, A KE NTJHE SR CRISPR B
TR E T . B R (U I PR R A o i B T 2R iR S R MR N B TR B, e
TRIRT A REZE R TG TG, (R, JEDRITR R Ay TE s (B ey M — 28458

BLPRR R ot B A 3 B E T ek R R B P B, (B CdE e, A RIaR IR
E RS Sy i fEEEZAE  (Familiallipoprotein lipase deficiency, LPLD) WY#&F] Hhi (Glybera)
T WONEEY)E LIS (European Medicine Agency,EMA) 1% #EEE — ([ FEIRI VA A o 5 SEEI B0,
&M )E (U.S. Foodand Drug Administration, FDA) HI%y 51l C A% HE R ffdE F ik & DU REE e T
#AE (chimericantigenreceptor Tcells, CART) AR ELRIIE R AN, TG ARIGEE 25 LA T
P18 S5 PEREEE M B MU S EMREE BIE (acute lymphoblasticleukemia) F3 14 Fl] i
(Kymriah) , FRFERIK B AIAEHMESRE (large B-celllymphoma) J& A B &R ZEHTINES
(Yescarta) . HAhZRAIGRJTI A MAE (sickle cellanemia)  p— HidERIAINAE (B-
thalassemia) . WLAAEEARAE (musculardystrophy) . al—HUHEAEGRZE (ad-
antitrypsin deficiency) . Z&fH EFe R IERIHEIEZEMEIE (Leber congenitalamaurosis) FIZE[E:AE
HEAL (cysticfibrosis) ZFMYFERITAEE M, WB7ER RS,

CRISPR Hflirife n B IR L RiR B A i 1 g e, By FE =) i B e 2 JalFr, P53 JE K AHE
WEEWEEER, P ERINHIZER (tumorsuppressorgene) Z—, p53 & HEAE
R A R B A AT M B A, PR RIS E 1, R 2R, 7E 2018 4, (H


https://www.gbimonthly.com/2020/08/77083/
https://www.sciencedirect.com/science/article/pii/S1525001620304603
https://www.scimonth.com.tw/tw/article/show.aspx?num=4691&root=5&page=1

SREEEE)  (Nature Medicine) [RIFRFFIE T Wik &, WFFEA B %I CRISPRCas9 & i 4% p53
BEHKERB, AR EFZERT (Karolinska Institutet) 52 A B LA AR 1 K2

(retinal pigmented epithelial-1, RPE-1) HMHIAEZRESTHIZE, FEELER Cas9 & 17T | 58 i A Bl

(double-stranded break, DSB) 5 & i%#4% p53 & H G FRIH, T p53 & H HViE LA
AR, GEE) DNA REHIFESL, HE ps3 & A rE LB, M Cas9 & H FTELEh 3
PRl A P 2 IR I PR 5, TS Po3 I B IR F Y BlZeat,  CRISPR Bt |28 Ak (X i
RGN, 1S I AT AR R A T CRISPR HYBLIRIHR R A U S AE Il A i s, &%
JERI ALY P53 FEIKIE A S AG UL © 9 — 51, SEBIREHEE Y RERTIERT (Novartis
Institutes for BioMedical Research) HFFEA B H7E AJES IhaEEEHIAE (human pluripotent stem
cells,hPSC) #EIL T RABIAIRGL, (HH Cas9 F27E HVEE O BIGES T EIRFE Y Cas9 — X FEEE

(ribonucleoprotein, RNP) {2, #EIRR A SMHZ (insertion ordeletion, indel) RCREL LA
= 80%, SETEWRE Cas9 & H 51951 DSB EAGE hPSC, 1A S MESEA 2 K% P53 FEKIHY
ez BRI El, SER RIS IR, B ps3 ERIRUZREY, Al DASGE A IEAAT iy
() JE R FREERCK,  {HR7EfE ] CRISPR HEf TR BRI B 128 p53 & H I IIRE,

FEHH CRISPR HEFT ARHEHEIRE, Ao RECRIA R F2H [RIIRHINH] p53 8 FRUTEAL,  PTREEHH S
IR EbE, ATRA,  EEEHER] CRISPR OB MR IR R TARE, WHMETTH % 2T
9%, TRERRYYERI AR, EEITE N BRI CRISPR 3% 5 Y B [ EALTHEL I (single guide
RNA, sgRNA) HEEE(E I S (Epstein-Barrvirus,EBV) B EHiRE, BEEFNE R IR
(latentinfection) FrRRIVEER, FHIEMINOES b 9aE & HE (viralload) KIEFHK, Tfifd
FH CRISPR 5% 5111 sgRNA, FEHEEH REAEE 35S —8Y (herpessimplexvirus-1, HSV-1) #&
HE R IANE R 1cpo B A, e Iuss T oehl FABUR, JW a4 RORIR I,
BeAh, SEEIWFSE A B 2017 4E(EFH CRISPR MG ASHBK Sl Z iEMERE (acquired
immunodeficiency syndrome, AIDS) , JXIIRIGIER AJEAZ EEM A (humanimmunodeficiency
virus,HIV)

SEIIE B RZ 2014 4FF] A CRISPR 3% sgRNA EEHE/E AL B BUAF %55 (hepatitis B
virus, HBV) HYEERIFH b, SEBIFEMACA/ N E SR HBV B4 H (coreprotein) FIZKIHI & H
(coat protein) HYRIFHZE D, BN CEANTA I FHRARER HBY R R M ESL, #iiGRAL
PR RIS HY a-SYN EHETES SRR SE (Parkinson’s disease) _E3iEEHSRAVA (B, HFEE
PR SR e HAE o i Ot iy IR, WA BT SNCA BEIR (BEAK o-SYN 1) YR
B, #HEURaERINSRGE, 2017 4, EBINTSEA B BEE— %2y PRISM HYELK D) Reffite 1
&, FIFABEER CRISPR, Cas EHFEIA T~ (crisprTF) &2 T HEHEERMAE, 76— R VA AR EUE
X, $E HY AT ST A A CR A A St o-SYN B FI B MRS [ R I% I (gRNA)
AR A= RAE, AR SRR RN gRNA, 67 AJEI IS AR FSE R Ut —



FEREHET aT-SYN & H 51 FEHIICSL CHIBET), 1 crisprTF HIE I R T BABE e A ) R Y
HIH ST R BT FH o

A MK CRISPR I FIFSEAL R T, R IZLIERIE (Alzheimer'sdisease) o K
NSBB8 - (amyloid precursor protein, APP) FERI A ERHL A 2988  (Swedish mutation) 751
IR EE-p (AB) 1Y B— i (B-secretase) Y&, (cleavage) #8725 | & EM:f
SR HEEMERT IR IR, 7E 2018 4, SEBUTZE AN B EETHT sgRNA K Cas9 4 HiflAH BRI #  (adeno-
associated virus, AAV) {EZ#RES, FRFEIEFIRY APPSW S50 LA (allele) , FEFRLEMIAERS £
B8 B b v DUE R RSt LA, (BARIA] AR NI 5 HEERY 25285 (point mutation) T
BEAIRERYER AB. TER S (hepatocellular carcinoma,HCC) WUSE4:, #ER A Bl SIRT6 &
HisfERIE R, MR L% — (125bmiR-125b) ELAIRI K SIRTe £ H it FE FIR 1 I T
FE, I EE B miR-1250 RELEH LRI, 1M SIRTe & H&HHIEGE . 7£ 2018 47, THEIHTSE
NEEH] CRISPR Hffiakat# sgRNA BEEEVEFIAR SIRT6 KA, FEBIEMINEREES Al LUE TR miR-
125b FAZIRL 1T 1 FFAes i e

FHAEEHA & H A0S (cyclindependent kinases, CDK) 1388 2% Bl s A BN 3 4
B, (1S CcoK MHIE B ARRFURIT rTRENE, 7E 2018 4, JEEIWFFEA BAEHIRIE CRISPR
£4fi (deactivated CRISPR,/ Cas9approach, dCRISPR) fF I/ CDK-18 KA, HRALPY R4 CDK18
Fi#7 (endogenous CDK18promoter) , #¥IRYEMMIEIET & rher{#i13 CDK-18 & H K mKIRMfH
LRSI R TN, ERE RO E I CDK-18 ZE A HIFLIEAT T REME,  PTRERY P8 fid ik
28

BL—PEA 2 CRISPR 1R BRI DRIy 7 s 2L T RLAR I, a sl rITHIDI B 5, BERBUE R H
i E AR IR R A A He,  (H5E el R AT RERY, MR SUELE e S B i Blky, RS
7 i P e 5t B e s B ], (B PR R ARRAS S AN BE IR, 85— 5 [RC 2 st Bl 2R B0,
HREELARIRG R, UG5 CRISPR FE IR DNA M B — R Rz S, b2 38 G5 05 CRISPR
AR DNA S, s AR iR A B —1E, DU & B TREAIE B R
g ST AR ) S — PR M5, R et BENEEnE (cytosine) H EEPMEIRIGIE IR -G itk
FHERA A T-A, CATENGE RSN IEUR ERG 2SR, SOEORs A-T iR B e B 2 G-C I
HEZHY)E DNA, KB EEMEPIRITIRRR, 15 2017 4, SEBINTIE A B Bz i i
75 (adenine base editor, ABE) ¥l A-T iR dL S8 A G-C, WELIEMELIE (transfer RNA,
tRNA) MIIRE RS (adenosinedeaminase) TEHAAZIEITY CRISPR, Cas9 25t ml & Rr &y fEF
7E DNA, Hr, 557 f{ ABE CREARAEF A-T lig i B G-¢, 7 AR ISCRAIA

50%, {FHEVIME EE 99.9%, 1751 ifH A B R HE=R AITE 0.1%, ABE BIRATHY Cas9 N
PRBRG )T A G R 22 Sy, AR HTR S S A, H TR R s, NS SEA
FE/E DSB HYIE UL T, ABE WM A 5 [P 4 AL EIRAYER (transition) Z28, A1
ite, TEfEA] CRISPR £ffrinigesmity, FEEEZEANH] ps3 & HAEAL, BInERREIECR, IR



e TTEABBNE R 22, FRIRRRE CRISPR T8 IR MH A 1 frceE 2RI, R AERRI AL
B A /MU R A EERE  (protospaceradjacent motif, PAM) 1776, (HfSEREG R
PR, EE FAC H ENRSEERE (Streptococcus pyrogene) [ Cas9 (SpCas9) FiriEiY) PAM J&
NGG, 7E 2018 4F, ZEEIfFFE A B3I —FERGEUGEN Cas9 2 RAE, 7EMiFLENMIIE R AT TY
PAM ANFRAY NGG, A FVE R B2 FASE 1 P& PAMSpCas9 B85l (xCas9) , IR
) PAM 51, WA NG, GAAFII GAT, R4 xCas9 PRI, (HE LA SpCas9
i B A B IR E, SERE BB A (EYE K T CRISPR 1Y DNA FEE(E PR, HIRZERERT cas9
MRIEALA. PAM AIHERGIE (compatibility) BRI DNA S—1E, (EZE7EHH @S, $e4t
=M IR AT HETE, i 3m CRISPR £ARE ABERE AHE AT, ERSAE LR BN
REEz, ARG e EMS EIE EHERD, FEEAPIRED ROk, HEAAEMEAR
ANERES T B R AR PR T, BhEtt IR H— R AR 2 38, Kk, CRISPR AI2EAE
AN NKT B AR HE FH S AR REIR TR, B AR B R 21— 8 e b,
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EMARGHIFRE ANMGE K, AEEE FFRL S e e TSy rorE e, I FRRES)
BIBER, AR GHEFNHGEH, LRI F2 K &g (keynotespeech) HIF 3
H, TR M BRI =, IeAL, KREBER A 12 (58 NBHEFTE GG (plenary
lecture) , IEINEEERE R/ NUHTETE (hanosymposium) , Fl13 7084554 (oral bliz) SEHTAURE
e, MUSCLHE TS RRE RS, e A B R A RS s TR . A
TR AR, EEREAH A BB &R,

AW (RHECACE) B TSIN A PERFT], A AMER B BlE & PhoaE I ER &o N,  WaeRpEzs
HREE ISR RS R 2 RINERT I, SRR S RIS IS E RS R T 2%
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