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TERVEFLER— B DRI 25 Pk - 2Bl $e M FERPR2Er - G/ biomarker 22 Er
FEEIERER KR TR » BT lin - REE SR B AT RS2 I 20 B [ (R Ry
73% - ifi—MORHES R BT B (E R By 61% (A R by chance 72K 2%)[PMID: 39068545] - J&
FRES o ANEIRE PR ALY AT H DMT BRI L TR A DUR R B — I H S - 28l
TEF ARIA BYGE S S (E S0 (50 A F st - 878 H AT 72 /MR Monoclonal
antibody 7 H AR 4=/ ARIA LLGIBEZARATE TR - (HREEERE > Sy —
{i& monoclonal antibody ;& El[5 2 F E i EE Y -

AR EH A2 T AR monoclonal antibody Z2VH ] - 1B /2 SEEH—R 20 CTAD » &
FIEE IR B ERRBESN - Frsdi AN o] DURZRIREGR ARG & - IR EIRT 2%
ESMEE (AR A - SR EEAB GBS NG ERVEEE) - FEE O B R
IRTAE » BOIERETFL2EIITEE - =T B CHIRSRI - R -
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10/26 e E+—HE=+1F157 > (EPRERSFERIIB S 2 EALFFEE - YE ISR 1027 T4
R R P S S R E

10/29

NFRIBEIERBALGE R - Opening ceremony 7 1% B % CTAD &8 B hisid4s Prof. Lars
Lannfelt (H[I/2 lecanemab #8330 ) - BIFEEAE 75 5 T - /@G AE S {EE 75 > Prof.
Lannfelt S8l T B CHFZCHIEFRE » WIFEZG-2 5 bipolar and schizophrenia FYEER » 7% 3K A sk
EUERIRTE - Bl Ry NHIBTZ 20381 7 Arctic' APP mutation &850 & AD e ETF > 182K
EAI]17. Bioarctic 2\ F]E Eisai &/F#E{T lecanemab EEpRES S H F A E IF FERER A _E -
SRR HEE] Low CAA fibril binding for lecanemab EilfH ##{ Y ARIA-E 284 2%2(12.6%) 74

FEH[PMID: 38740836] - L5445 T BrainTransporter FY577i7 > 3 monoclonal antibody 55 %:%
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(https://www.youtube.com/@tds1302?si=1yJy78I0GiUSAbBM ) -

2 7k Prof. John Sims 5%fi# TRAILZLAZER-ALZ 6 AYRHZE » 34+ ¥f modified donanemab
& ] LUV ARIA &g > £24E donanemab fERT =455~ 700mg » 55 PUM] 2 1245 1400mg - [fij
modified titration HI/Z55—7%5 350mg » 55 %] 700mg » 55 =] 1050mg » 55 VUM 7% FRAEAE (K
%401 0 ARIA-E JEfz AT LIGE 23.7% REE] 13.7% - AIEIRHY ARIA-E 1 4.8% NEE] 2.8% -
ARIA-H EGRIEEAR S > fERLEEE 5 25.1% > modified 45%% 5 20.3% - ¥} ApoE4/4 FUfE A
FEAE ARIA-E g B2 K& N2 - 7L 57%%1] 19% - [R5 Rk donanemab iy 45 B S — 4G 4%
HYEIE NS 215 =RsETE 7T BefIies -

Anti-Tau therapy &5 —{E41 kK AN EFIEIRFSE > Prof. Kristin Wildsmith $£%(] E2814 clinical
trial - T DAL/ early tau pathology (52 FHERF24k1HY CSF pTau217 - J&/)> 50%)F late tau
pathology (EL#/DHEEIHY CSF MTBR-tau243 » Jik/)» 75%) » H.it pTau217 #f amyloid PET FHLEER
SFHRBATE - i MTBR-tau243 RIJZ A tau PET 73 ELiscdr HEA M

5% Prof. Michael Woodward 4357 CT1812 j&#% mild to moderate AD - Fk¥tiE(EHEEH S F
B - BRAEST 2 2l 28t ¥ MCI due to AD or mild AD - {R/D#(] moderate AD - B 52U 4R 2
MMSE 24 21.4 (13-29) » 3B 1158 i B 2212 5747 lower levels of plasma p-tau 217 & & A FH £
B ARBES (AEIAE TRAILBLAZER 2 B8 ERIVAE low tau 4H 7 IADRS Jeég LEGT S 36% 5 {H
F£ high tau 4151 IADRS Jai&g ELBIIEE TRk 21%) - ARt EERIERCER - ERTEEYE - 52
KR 2 A Z R R (AT RE R A R E =B DHIRR (% - low tau group HY/EHFR4H 45 A -
placebo 4H 24 N) - {BFA TiE{HEBFFEHIEA % > R CT1812 f5BHEL phase 3 5% » A&t plasma

p-tau217 level 4/ A inclusion criteria 7 -

10/30

H FA44/(# £/ focus 1F lecanemab 1y long-term treatment » FE&1 1 RE A efficacy £l safety :#%RH -
B E W {E H BRI R AAIC &Rt A e e REGE R & () =FF8&6% (1.5
£ randomized core study + 1.5 4 open-label trial)fy) CDR-SB &4 54554817 A (B2 ADNI A » Z= 5
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https://www.youtube.com/@tds1302?si=IyJy78lQGiU5AbM_

2 0.95) 5 (Q=FFiEHt - MIHBHFRIMHEIER - HILE ARIA TE)88RT/SE BB HE 5 (3)
RIE 2 2C BRI ARIA » BB AIRIE - DUREEIVRUR RIS ABERT A5 § (4) Lecanemab
(S - S&3R4E PET K CSF _E > & aTLUEEI%S Tau pathology HYJE/D - 568 Lecanemab 7[=]Hs
FEJR/D Tau B AHSHIEE 5 (5)54% 1F Lecanemab J& AN &% GFAP 71 30% > pTaul8l 7
24% > pTau2l? 7 13% -

RCT WIFEiEE ARG T HPRMEIR LRI A - M E 57 (real world)H &} AT LU At
PREZET{R Ay 21224 » 411[5] University of California #1458 E22#7 Gil Rabinovici ffE7 7" We know
that patients that are seen in clinical trials in general are not representative of real-world patients. In
the real world, patients are older, less well educated, have more comorbidities, [and] are more diverse,
and so when new drugs are translated into clinical practice, there’s a little bit of a gap - &Kt HE —%5
symposium 5 S Z{E B 22 real-world {9 {5 FH &8 » H A% Prof. Takeshi Iwatsubo 73T HA
{5 lecanemab HYEGPRELER - B¢ 2023 £ 12 HfEF] 2024 4 10 H fy 4RI/ 3339 J A2
lecanemab J&HE(H il H ALYA 443 BB A » 558 & MCIR A » [FSLTHETBEAE 2024 FRLIE
% 7000 A B]DAfERZE9) - Hodt 79%E MCI due to AD » 21%E: mild AD - BHZEREEET 68% F:
FHEEARL - 15%K5 R} > 13% (&SRB ATRA 17 B ERENE - H AR ARIA EBRi (K -
L4H 4.4% » {FEEITHTATAERZ A {1 lecanemab 2 [ » HAZ RIS H BE D -

T RSB LB BT - BRI ANEB IR A R BPSD » A (ISR B A EL I i ok
pRH > HATHYEIEGHE BPSD HEEYIR/D » FE 58 risperidone F1 brexpiprazole(iz #174 id# H
;a3 AD agitation) » A4 LL off-label {5 SSRI » ## 7% citalopram 30mg &] DL T &5 AD

agitation [PMID: 24549548 - f# 2 CitAD trial] » Rt HAA 55—= ] escitalopram #c &% AD

a
x|

agitation [~ S-CitAD] » ZAIM L 5% failure - &5 SR AEWA{E H AiTZ MNZEHHTY AAIC SR » 5
K% E 5 escitalopram §2%E QTc HY43HT » 5 A 12 & FH97 & escitalopram 15mg
JERE(% > QTe BT 9.5 ms (5 A& 4 _EFt 12.7 ms F1 non-responders) » 45530 R~ & idi i adverse
cardiac events » [T 7E P CEE R PR B2 BIAE B LIL IR U545 ARt - i St EKG 2 E Y -
SR G A T #EEISEE Sheng-Ming Wang 71 Dong-Woo Kang » Wi i £2 & #& E A1 i
FHESHT - 2R EEE A - lliF NMEH &8 EFR e g 2R SRR TS g8
WP o (RS BLE FREE - Prof. Kang H A#ETT tDCS for MCI HYRFZE - WFFE45RER H Al
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W R EHRBRAONEE R - R e o] DEEHEAFT ISR E R - BIFFR AR EE &
{ERHSE - 5 protocol B2 » H DS ER TN EY(E 2 - BEANBHFEAYFRIE

ik app AR Q&A IYZIAE > bR T E Y poster 251 » [RIF /A & LAY E-poster » FEIKEL
BN By The effect of high-definition transcranial direct current stimulation (HD-tDCS) on
cognitive function in patients with mild cognitive impairment: a randomized, triple-blind,
sham-controlled, study” > 7k 5 Mayo Clinic i\ Prof. Maria I. Lapid Ft{F 4% _F. 532 » ”Interesting
study. May I ask how you ascertained MCI in your participants? What do you think are possible
explanation for the lack of differences between sham and active tDCS in terms of clinical and
neuropsychological outcomes post-intervention?”¥ . 1£4% I [=]7%Thank you for the questions. |
used clinical diagnosis based on Petersen’s criteria. Several reasons might explain the null findings in
the primary outcome (global cognition), including short stimulation period with only 10 sessions,
practice effect of cognitive test is more profound than HD-tDCS, lack of combination cognitive
training (particularly tDCS is subthreshold stimulation) and most importantly, the heterogenous MCI
participants, which could be at least in partially explained by positive findings in the subgroup

fese

analysis. We found ApoE4 MCI carriers have better language function after receiving HD-tDCS.”Z5
—XAELR FIEST QEA AR - HslE CrFEA BN A DIatEs - tZ RS InEE
RETFER T -

10/31

A& biomarker 228 MCI due to AD or mild AD 2437 » £ 3E2 A s &8 F monoclonal
antibody FYZE(F: - ZR1 H AT G ELLECA AT RE YIS amyloid PET(CSF tapping (Rl Rs (LR - Eb
B WMH N GRREREZ) > ARy amyloid PET Fr&E A5 > s R IRGG (I FE BB S il R
A > PRIEEANA] ek DA M ZE T amyloid PET fgdfREESE » iE 8 KUMERAN A TR H] plasma
biomarker 7 pre-screening Y EE 24 » Fil41{s# A plasma Ab42/40 ratio {1 p-tau217/tau ratio =] DL
/> amyloid PET failure screening rate {& A7 70% 2/ N7 30% » T HAMTZE S f5 H plasma
p-ta217 1 amyloid PET A = S HYAHRBAE » AR 2K p-tau217 2R=E4L pre-screening & I A 4

— 354857 amyloid PET Z A {THY 1] -



R B B AR MERRIST - 20BN RAS - LOBIIFERNILE - L COVID
pandemic » B2 FAEEEE - S RIEE|—EE#S 550 F LIS Prof. Hussein Yassine # &
PreventE4 study: a double-blind placebo-controlled clinical trial testing high dose DHA in ApoE4
carriers before the onset of dementia > 3= {EWFZE(E T AEAYHFEIULZE (2mg DHA for 2 years) » HA[H]
&EHE COVID HECR AR —F » rifréi R R %2 negative findings » BAEZ < AGM - F£#
HETY B E AR E A ApoE4 AR ZEAVHHS - BEA SRS DHA frFIREd - AT4E
g APOE4 brain ¥f77Y DHA (s FI A HIER R - W Eb 72 8 30 - BREFIRAHLEL - A E /2 ApoE4
carrier or non-carriers §1 CSF DHA JEEE @ T 5 IR SLFDHESR(RBANS composite scores) 175
RS EWAZA AR - LI HE - 1£ ApoE4 {EZ<4H - CSF DHA HYJRE AT RBANS
TR E P ETEAER - R B AR A S @ SO A R - A RETRE AR
EREREA R HE BRI EENZH FTaiiy magic bullet » BiSE R — GRS itk 2 2 R
%+ > [RlEy combination therapy FELDAE A A A BHE R GG 2L -

SR = VSRS E EENER Prof. Glacomo Koch % B e M 4HIT (R 1% 1 R 84
1) > Prof. Koch 2 ] rTMS J&# AD SBEABHFTHERL - SR FAYRIEGE ST =5 H —E
I ZEHBAN SRR EER - S K th#rds H5T—4F Phase 1l clinical trial of rTMS in mild to
moderate AD - iEREHTHIZE 2RI 2022 £85 L 4F Brain HiTI[PMID: 362817675 Bk B A
AR > SemiscE A rTMS $115% AD % A /Y precuneus region ({£ AD tfi2 DMN [y hub » [R][HE
BEM) > ZOERRSERET W AR WA IO > ZREBERS—RERFE > %
BHZEIESRAF IR - MEERLRIAE biomarker HFTE B - EHFHEFEHE 1 active stimulation
ZH5TH] LAZERF AD 5 A\ gamma wave » (R By S R T 72t sl 1 ik 5 gife £ T 40Hz gamma
tACS over precuneus in AD patients [ FREFFZE - Prof. Koch 42k 45 2 A1l B LAY i =(20Hz,
1600 pulses/session, 10 sessions in the first 2 weeks, then weekly stimulation until W52) > {H{& [& 1%
IIE—4  E ST AR A PR - B2 RN N R R B REr
P2 HERH4H CDR-SB 778 & 1.3 Eb EZeRIF4H CDR-SB 778 N 2.4 F4atE2 s
tt4ME ADCS-ADL, ADAS-Cogll, NPI #iHE#HE 7= 52 - IR = AMERSTDSr et s P H

M HRPRESE TIAVERTT > AR TMS ByER il AR ZRE B R B E S A Y BRI — -
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RURs MRV » 5 A SIWaE N & - PRI B EE Ry — 15 symposium FiE fE— i
17 » Prof. Howard H. Feldman ;55 #rHY international working group recommendation criteria for
AD > fE AT E R E T JAMA neurology on-line 285 [PMID: 39483064] > # AD % 5
& clinical-biological construct - iZ{E IWG 2 A DI EEE 2 IR S8R0 AA (Alzheimer's
Association) working group criteria FTl& R £ IWG & 1147 5% (1) asymptomatic at risk for AD ({1
%1 cognitively normal individuals 75 %/ —{[& biomarker positive-—f% L amyloid, tauopathy
limited to the medial temporal regions, or p-tau fluid biomarker - ZHHEENFEFEIE & AD>H AA
criteria A S (EZREERE(E Fy AD thit/2 4 w0 FIEF {H 75 amyloid positive 7] LIfE 2 %y AD
tEt e 2 B AAworking group Firf2 %Y pre-clinical AD pathological change f£ 51 H kAT AA
revised criteria 22 F| T —H)5E 5 $7BH T biological based FYEEEM: “AD is defined by its
unique neuropathologic findings; therefore, detection of AD neuropathologic change by biomarkers

is equivalent to diagnosing the disease. AD exists on a continuum” ; (2) presympatomatic AD - 7Z24H

BEE HATSRAIES - (HA M S iTRE AR E ML AD(f41 APP, PSEN1, PSEN2 gene mutation,
Down syndrome %5 A > 75 apoE4/4 5 .4%7 amyloid and tau PET positive in neocortical regions) ;
(3)AD(E1 & MCI) L&A R AIER A A 1 AD biomarkers in CSF or PET» ;5 #FF HI2 F K 2K plasma
p-Tau 217 BJfE@ 4N A - S8 M= » e 1 IWG BYRE S22 clinical-biological construct ; 17 AA
EL#si 5 /2 biological based diagnosis - 32 {0 DAZE{H %] phase 3 clinical trials » {{¢i& AA S
WFZErY Primary outcome =352 biomarkers §i4F - {H IWG FE227% biomarkers and cognition °
IWG ¥}~ biomarkers based diagnosis 75 %¢f8 & AEFTA - FEIENTZE[PMID: 35907254]45
tHf » EE— biomarker positive(A+T-, A-T+)HY 2RI T {6 25 P 1B HE R 25 s MCIAYELBIZY
20% - {H A+T+ip AAIA 33 to 83% &iditpk MCI - BB AR MCI Z3RAITRE & th 23
IR - S8R SCEFEHI[PMID: 36357681] » BRAIIER A A+T-{HZ% » “VHiEHE 3-5 FHEfE
¢ MCI Y HR /& 2.4(A+Tur +HY HR & 14.6 » A+Treot2 19.2) » {H#EfE K all-caused dementia 4]l
VGHEEE T A+TuTLHAY HR 2 6.2 A+ T ot 22 15 22 41 %) (R » B5 FI—[& biomarker positive

REREE T AD 2287+ (A1E AAworking group FTE){RA Z) G R R 2 Hr -
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111 AR =107 (ST ARG TE SR ITI Ba A2 AR - R 1072 T IR bk
R -

1 EREREEE R CTAD - Bl R e Kb 7745 T Ik g s 8 LR - SRBEHTRR TR
FRis 2 oh - AR LA E IR LR - RGNS - I AT EEIR RS SR -
¥4} biomarker diagnosis of AD A 82— gHIala - AR GERIE Eii#Y monoclonal
antibody FYJEREA —EN T i » HARFARA AT LR L A 2 (S 4 e R IR £ -

2. EBRHEIFE M TR AR S TORIE S R BB GRS R EIR H R IR
B DABEERER PRATAFE RIS » AR m] DATEAH R R S e _4H A% symposium » iEZCETHIRFEA
FlIZ% Prof. Koch 225 » FEFREY N — RIS BRI TOME T E A B IR FEIALT -

3. IHBHIAS KL B AEEE FDA FE - BEBRKEERGE FDA B HAsts &
HERST  B—BRBERSRLZN  BEHEAEIR  HHSHAR TS EE LS - HF
4 2 ORE M OB RATTIE AR HRE L 2 M R AT LR s & B AT T - 88k me too
study) > BEFEHEF - ZEEELECELH protocol - SLEEESE - YA FDA Fillst &%
AR AEITHT S A -
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