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GUOSEN SECURITIES

B ADERBHIENE. ADESERNMNERERE, RIB20164Global Burden of Diseaseshfizs, £IKADKE H thEIFRAE B E HH19904F /4920207 AE
ME2016FHI4384 5N (+117%) , BERKNEEKFEEHTAOZRUAY, BERESREFEARNTENKTEANETEREZ—, %
TRRHIBULEI238A AN, BREKETARIEE; 2016FHEADREMBMRIEREBILEI1043A AN (KRE+5.6%, EIESTEEREHKE) « kT
ROIAT.TEAN, BERGIBETHSLIk~1/5, ERAETE.

B ATN)STARRZESTE. ADE—NESEFBILE, AHINBERERA20%E, WAAMAEEELLE T —RINFREEEKTET, SHNIEITH
NIA-AATEFSRIAFIRR GRS E GER/MAMME) NEERNEYFE (REZF) #amiA, ERKRERNSER, MIESHERTYLE, Fi#H—P7
ZEATINEVFREN D LA R, ADISHISETTRE SI28T. B, AB-PETRiCH &irE, Tau-PETEERTSHES EMTNERHRE; &£T
CSFRIAB. t-tau. p-tauFiRSHTERSERMY, SADSHINEESE,; SEFEKCSFSH~miELL, MEMANBEERAMR. KN E
HFm, EAATADRATGE, EERFAAMEEKX, BIMNGTADINE MM =5 L, Bl FEBI SN0 = BB B &R ERENARS,
EAE B ZHMETRAKN/ELISAMLE & S ARRIADIN E 46 i 57 & BRAF 7E Ak .

B HTEE—8, ABRIAEHYREEM. BEMESALHEREEEMADNLHFINHIPRALMMNEDN, ZBRITIAANABRESHADKRIELIENITME
EIEoIE &, 2010FHE, ZPARIMKEH ZPh3IEAMEL, ERXZLIKKEL . Lecanemab (Eisai/Biogen) X Donanemab (Eli Lilly) 433l
F2023F7H K 2024F 7R K 1SFDATT £, ADHNERIERATHMEL .

B TaufEITERNERED, HMOEWTERERTH. TUEBSADEFIERSEHEX, BESEAk. BEVNFEAREKEEHAVES, ZNEWRT
ERET, BINHERTARBHEXAY. Ik, GLP-IRAFH S TADRITHRINE T—E/EH, E/MEHFHRIGEESXE.

B OENKE: 1) BN B fERESE. BRIZHEF; 2) B2 BKEETT; 3) BT EREZ (ARHAZAa FPh2iaAM
)

B RERTR: MIATEMAEIRNG; FRlEAREME AR R TN ; RN IATIHIB X ; FARARIEN XL
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ADERENHAREE, AOBRUERTERHIENE AY EEIs

B [/REEETE (Alzheimer's disease, AD) B—MHZRITHER, IRARFHEEZEDAFIERS . BEITARENHESEEREBIR,
R B NERIE (dementia) A, HEE50%~70%. RIBFLZFRFE, 655 IRIATHRAREAE (early-onset AD, EOAD) . 65514
ExAmEAG%EZE (late-onset AD, LOAD) ; IRIBIEEMAI 2 HEILE (sporadic AD, SAD) K ZKi%x#E! (familial AD, FAD) , Er
FAD 5 EE~5% .

B R#E20165 Clobal Burden of Diseasestffst, ®IKADKH R AEEEHH1990F1120207 AENZE20165F /143847 A (+117%)
ZERAREARE (age-standardised prevalence) HH70161/1073 AEBME71261/108 N (+1.7%) , BEEHABEEKFEZHTA
OB, REREKEFARNTEEMKBBANETEZERR 2 —, TTHRAIBUIERI238H AN, BEEKETAEE; 2016FFEAD
REMHERIESREBILF|10437 N (AFFE+5.6%, EBIESTRIKFEIIKE) « RTHRHIBITTAN, BERGIBIFETH S LIK~1/5,
RiRIENE.

*: ARENDER S *®: LI HERADKEtLRRERRIBHE
5% b &t Prevalence Deaths DALYs
. age- age- age-
B R¥%GE® (Alzheimer's disease, AD) 50%~70% 2016  standardised | 2016  standardised ! 2016  standardised
counts rates, counts rates, counts rates,
T S FRx (Dementia with Lewy body, DLB) 5%~10% 1990-2016 1990-2016 1990-2016
;‘ﬁ; Global 43,835,665 1.7% 2,382,129 3.6% 28,764,110 2.1%
iyl 0/~ 0,

B IS (Frontotemporal lobar degeneration, FTLD)  5%~10% China 10427487  5.6% 476,898 01%  |6.637.268 0.5%
TH&#&xFHFR (Parkinson disease with dementia, PDD) ~3.6% us 4,029,450 -0.5% 238,895 11.6% 2,473,390 3.8%
MRS (Vascular dementia. VaD) Japan 3,530,611 17.8% 224,138 10.2% 2,226,531 10.5%

sy T ERD :
AFHE T . 15%~209% South Korea 646,331 -4.2% 35,814 -2.6% 426,622 -4.5%
B ERENMERFUKL R RBIMMRG, Bk, 21, | 0 0 0
hijEz | qﬂﬁf\ﬂﬁiﬁi’ﬁﬁﬁ%glﬂﬂ’\]ﬁﬁ% Singapore 37,905 11.5% 2,265 3.2% 24,746 6.3%
BRIKIE: PIEEZZE, doi: 10.3760/cma.j.issn.0376-2491.2018.13.003, EMSIEHZ K kiR Lancet, doi: 10.1016/S1474-4422(18)30403-4, ESIEAZ 55T EIE
ST FRELIE ;¥: DALYs, Disability-adjusted life years, {H5%IAESE BE
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GUOSEN SECURITIES
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: ADBHER A RGTE

B NINCDS-ADRDA%RfE: EE£—1E =
FRAABIADIS BRI, ISEEEET
BERYE. IFEKRZLERHS OB,
HiRpSl MR EMGER (WKIME
m. HERAGHESFERR) , REF
AL A “AIRE/TR AT RE/FR EAD”
Heh “BHEAD” BWEEERTRFEF
& IDIR AN 2 T EFEADFF R

DSM-IV-TR¥5: DSMEMNKEAO =
EENBEHBREITEENRZEUAR
XEMEFMHETMK, ATRLDEH
HARB 77 A IB R R S A2 IR
E X, FiaiFEREN KRB,
AR AFEEIRILFETT R .

NIA-AA$ERE: 2011 5%/, & =
ADiIZ 93 A G KRBT TR EA/MCI/ Bk
E3MRRMER, FHH3MNM M TIEAR
HIE T HNM S ERE; BXOFIER
B ERZANIERE, RIAT ADAEER
HFIENES, BiEaTT B R KIEET
¥, 2018FE K ADWIESR:, MWET
AT(NEIRERN LS R, FIREY

{EITRRNIA-AAIRRS : FERA@T A
MF R E XAD, EHAT(N)-IVSE
IR D RS ; BIFADDEIRIE
BTiEid R e 0 E YREYiS
HiZRFRN B SIS T E Yo ARG
RO HIAERE; ERERTHARR
BITiA; N T ADOHRME S, BIXHE
REEHENHEXEARET,

WO E, RZIDETEME; HiRH
BIEADHIRIERE, BHEMIRY .

B ICD-10AD#R#: E Tl u
REREH RS, LU
MRS AE, HEXTEE,
FrRoERIAELLEERE, B
S5HMEmROLR, B®Z
EYFRICE LIS K
&, LEHERMRE.

FREE X

IWGHRHE: 2007 F % T RIS B AR,
BERBEADUAEENERARTRE, 1
HMCl (BEINHRER, N TEEREM
RRZEHPET) B, HEEHAN
ADZHR; HIFEDRENANBZL
CHIRRE, SHTRTEIRT & EAZ O IR RS
(BRICIZIME) MEVIREDIEFR
(MRI LBt =45, FDG PET. CSF
AB/tau%s) ; 2010FFERIITIETT, R=’H
preclinical/prodromal/typical/atypical AD
F—RIFHE S, HEAISKBIADEE
TIERSREAD (EIGKREER, BEFE
ADEFRE) RIEKAIAD (EFHAD
HErEXEERE) .

FREHEFR T AD A B B B 3t 1T AR

B \WG2tRifE: H—S4 T EYHRIEH
52U IE, CSF AR4A2MRRFHA
t-taugip-tauFt= . AR PETHEBRIE N
PSEN1/2 R APPEFE R ; HREE
typical AD (fFRIZIZIMA+EZL—N
biomarker) Flatypical AD (3E 8 &I
ADZFI+ZE L1/ biomarker)

BRskiE: haEmZ 2k, doi: 0.3760/cma.j.issn.1006-7876.2019.02.016, ESiEH &K FAELIE
7£: NINCDS-ADRDA, National Institute of Neurological and Communicative Disorders and Stroke-Alzheimer's Disease and Related Disorders Association, 3 [E# M3 RERAZER-HX
5m/RxERBMEXERFNS; ICD-10AD, International Classification of Diseases 10th edition, [EPrEFRDEEE108K; DSM, Diagnostic and Statistical Manual of Mental Disorders, &4
ERICWASGITFM, AEERBHFBENS (APA) HER; IWGSIWG2, International Working Group, EFRI{EZH; NIA-AA, National Institute on Aging-Alzheimer’s Association, E[EERZE

ZHRER-FRTERNS
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‘ GUOSEN SECURITIES

B ADE—

s ADEILEPIHEESH (Core Biomarkers) :

EmiL, EHIAERGEIRE20%E, KHERA
fiE) }ATEEFE’JE%J; (REZE) #amszHF (X4rillness #1 disease)

A RRABRENEDIREY (A)

¥ p-Taul8l; CSF/IM¥ p-Tau2l7; tau-PET) ;

© HEADEBIFITRER, (Bt RHMHZRITHRBIIEFEFEEDIREY: SEHET

XZ45; FDG-PET) MEE/REEFE (1) (CSF/IL3R GFAP) ;

« JFADRIBEYGREY: SENEMKRGEIRSY (V) (BER. BREES

MAREELE T —RIHREEENT,

T HBAEIRREY (N)  (CSF/IL#R NfL;

RHTHVIETT INIA-AAE RS2 IEHFIR IR SR E1E (REWR/ 1K
BERZARBIER, MIESWIRRBIIWLTE, A —LTELEYREDTEEE.

(CSF/Im3#z AB42/40; amyloid-PET) FitaufmIB4EirE4 (T) (CSFH/Im

LR AR

MERBEIERY X) M o-RKMREBEYIFEY (S) (CSF aSyn-

SAA) .
F+: BITRRNIA-AAIRRIHEF IR PR SERE P (E A BUAT(N)-IVSENIRE M 53 K06 7
Intended Use \CSF iPlasma :Imaging
Diagnosis : : :
A: (AB proteinopathy) ! ! :Amyloid PET
T1: (phosphorylated and secreted AD tau) ! 'p- -tau217 !
Hybrid ratios :p-tau181/A[342, t-tau/AB42, AB42/40 up tau217/np-tau217 :
Staging, prognosis, as an indicator of biological . . .
treatment effect : : :
A: (AB proteinopathy) : : :Amyloid PET
T1: (phosphorylated and secreted AD tau) : :p—tau217 :
Hybrid ratios ip-tau181/AB42, t-tau/AB42, AB42/40 ip-tauZl?/np-tau 217
T2: (AD tau proteinopathy) ig:;ggshctﬂr;/rlgtz dZ?:u, ;ngents ipT205 iTau PET
N: (injury to or degeneration of neuropil) INFL INFL /Anatomic MR, FDG PET
I: (inflammation)Astrocytic activation \GFAP \GFAP :
Identification of co-pathology : : :
N: (injury, dysfunction, or degeneration of neuropil) INFL INFL /Anatomic MR, FDG PET
_ L : | /Anatomic infarction, WMH, abundant
V: (vascular brain injury) | I 'di :
, , (dilated perivascular spaces
S: (a-synuclein) aSyn-SAA : :

#EHRIEIE: NIA-AA Revised Clinical Criteria for Alzheimer's Disease, ESiEH& 555 AR

JE: p-tau: phosph-tau, & E#ERttau®ER ; t-tau, total-tau,

tauml‘:‘l NfL, neurofilament light, #£22£324%%; GFAP, dlial fibrillary acidic protein, RERFHE M ER; FDG,

Fluorodeoxyglucose, ﬁﬂfﬁ%%%#&, WMH Whlte matter hypermtensﬁy, HERSE1ES; aSyn-SAA, a-synuclein seed amplification assay, a-ZfiiizE QT3 &N E

B 73 &> ) 13k 1E X 0 HA A 0T
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ADKTRIHIE R X
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B: ADRRIEIE KXt N RS

Max A —— CSFAB,,

—— Amyloid PET

— (SFtau

— MRI + FDG PET

— Cognitive impairment

2 - - - Plasma p-tau

TEU --- TauPET Dementia

: g

5 &

e ¥ X
o~

£ MCI N

O 3

o0 Detection N

threshold

4
// i’
l i l Normal
- /// / i
High risk Preclinical AD MCI Mild AD = Moderate -

#HRIKIE: Lancet Neurology, doi: 10.1016/S1474-4422(12)70291-0, Eisail&nm##l, EMSIEHEZFARAEIE, 445
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HERBEF: AB-PETEEZE&RHE, EREMEEIKM AY EEIES

GUOSEN SECURITIES
B PET (positron emission tomography, [ERFAZHEZEEER) /CTRIERFREFCHEGTIFRELESADEMFEY (AR, tau) RXIEERST FEK.

« AB-PET: ADREHAZHT (diagnosis) &frfE, ERARGTEMER-TEMUIRENTEYIIC-PIB (BRLZEEEY) « 18F-florbetapir/Amyvid (Eli Lilly,
2012) . 18F-flutemetamol/Vizamil (GE HealthCare, 2013) , —Z&Z&2418F-florbetaben/Neuraceq (Life Molecular Imaging, 2014) ; ERLBE
5T 201743k 18 NeuraceqZE P EF L KA LR, 2023598, &H[ISFIIUMIFESHE (@B : RFET) HKit, HAEREN LHHTAB-PETIZEHE
&5,

« Tau-PET: TauFFiRi&mMAYRT BB, HPEEMEHEMARERMEIM (MCD , HEEEERIWERMALIEM, ZADISHTE 7R E R iR
(staging/prognosis) HIFREHIZ—, tault THREMEMAHBEESMEMTRE, BEFIFALEERK, BRIFDAXHL/EL18F-flortaucipir/Tauvid (Eli Lilly,
2020) —m =L ; ERZRBZ18F-APN-16074FPh3IGK, StiBEZ18F-MK-62404:FPhii&/k.

o IRIE 2020 £EZEFIRETELERER - FE20195K, £EEBFEGEEHF27EG, HFPET/MRI 235, PET/CT 4045, RIBEIRIESE
( “+THR” RBEERKREFMRENXBEE) PETICTHXIZE 1667, H “+IUR” HAEFIGMRIKELSC0S; PET/MRAXIZHH210G, Hd “+
ME” BB BELINE, P TFEETHEENRETLARE. BRETETETITLSREENREFES) FRIE~RE, REBEAFEHHEHORSIT,
PET/CT 1 PET/MR EESFXMHPETIHSBERHEZE—.

F: 2IRABR Tau PET-CTR&F G FhiHE

RE BRAERS it & dalr LEKIHE 2 EKET i8] [ i o E R 8]
F[L8F;& I (Amyvid) Eli Lilly/Fuji film sy} 2012.04
F[18F]EER (Vizamil) Eli Lilly/GE Healthcare/ZR iz ;7] 2023.10 IND 2019.10
AB S|[18F] DX (Neuraceq) Bayer/Life Molecular Imaging/4ciBE %S £ 2024.02 ;7] 2023.09
S[L8FI;& DI (ff5%1) FRigZhl NDA 2023.10
F[18F] Dl ik = FE[ER/E SR Phl 2023.11
&[18F)Z ANt (Tauvid) Eli Lilly/Siemens Healthineers T 2020.05 Phl 2021.06
18F-APN-1607 Biogen/ZMHThBEE 24/ g 25k Ph3 2021.09
Tau [18FJizaflortaucipir AC Immune/Genetech/Life Molecular Imaging Ph3 2022.07
[18F]Flornaptitril CereMark Pharma Ph3 2024.02
18F-MK-6240 Merck/Cerveau/ftiBEH Ph2 2019.04 Ph1 2022.06

HREIR: ClinicalTrials, E{SIEHZ 75 REIR
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CSFiZlf: EMMERS, RADZHNEESE ‘ GEIM{E:EC[UER.ﬁ

m CSF (cerebrospinal fluid, W) GENZHAMRHEE, THERRNARHFERE, BESEEREESHRSYEE
ABuu (REIRIEMHERTA) | ttau GRETMMEE) | ptau GRETHEEERITAXNE) .

B HAj, FDAZ it ) Roche B Elecsys p-taul81/AB42 . B: CSF/5MEMAB, 0B p-tautE#RFAAR PETERYERIERE I
Elecsys t-tau/AB,,, K FujirebioBJLumipulse AR,y .= = A 3 b prauzsn

1.0+

MCSFEMMREIEN 5, AT55%5 KL EBINFERS
MRS, WHEARERTNADREMANTRE | s %W“*
%. 18 LB ARG HARITIERRADRE ] 1] 2"
RHREZREFEE—RLEERAREER, Hit B i
CSFH M RE AT T3 B MIERIBWIIKIE, NERS L | RISV 5!
PET-CTARZLE AT, . d
B S5PET-CTHEL, CSFAREMRMBARSRMEENE | a

KREMR, THEMRE, EEAMES (SHITEMSH, @ Mesnldchor
PETINEER ERTEACEST B H)) . e e N T

5 g';o

| ABPET— | |ABPET+

ZERISEE: Nature Review Neurology, doi: 10.1038/s41582-022-00665-2, E{SiE% 45553 Frsid
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SAMBSE: EATEMRE, “RFALEFA, (DTERET LY EEILs

B 58 &FRCSF2H/™mMELt, IEAMENAFTREMR, LUSERNITS, EERATADRAIRFE, 2023kNIA-AARTTIRIERth & IRAH
A Tp-tau 181/217/231 (iZWitgHR) KpT205/NfLIGFAP (SrRigts) FEYGREY . (BERTIKFENEE, IMNEIPIREYNEER
K, SHEKNEES (e.g. FASIMOA/BENFREMEFTIFBARLUATIfG/MLAIKEE) « MCNSHIBELHRIERERS (eg. SNE
[MAB42/4015+R1EAR PETFRM/MMAM BEH IHEE~10%) , NIA-AAERIIELIMNE MM (accurate plasma assay) FTiAZEIFNE 3K
HEEICSFHMRFIFEAENERRE (290%)

W EIMNESFTADSNE AN = & T, C2N. Quest. QuanterixZF 1l B & F FRiL K SIMoAR AR FF & 7 HNE MM 55%, FH@EILDT
(laboratory developed tests, SLIZEBZINE) RARHLNRS; BRNEBZHRETRRNKN/ELISALZE L LR ARKIADSNE M6
MR FIEESEMIE, ZRICLEN B IR HAEXEMRS .

+*: BT RHADEIM = SR/ARF L
1= |4 AD I FR/BR SR IS
CoN Diagnostics  PreCivityAD (5MEIMAB42/40, SiMoA) FiPrecivityAD2MX (FE1XE A L& Mp-tau 217/np-tau 217) 43 3IF20205020234FH#EH, ATF55%
i B EEREAMEAES R B E R EAEFADS AR SR B E
Quest Diagnostics AD-Detect (4MEMMAR42/40, FRiE%)

Quanterix 20237 # LucentAD (4hEIMp-tau 181, SiMoA)
Fujirebio HRTIRHAR 42/40F0p-tau 181ANAZ A IR AM, 202347 H 5Beckman CoulteriAa&1E, ETFEEDXI9000 Accessi iz 7 FF 4 AD#
M E
: . 2023%E3A 5Lillyiz@&1E, HREIFEADEEAM KIS E 5 %Elecsys Amyloid Plasma Panel (EAPP) , EAPPi&idp-tau 181 5% APOE4¥|
Roche Diagnostics ADE R
10

ADEHHMARSS : p-tau 181(SIMOAMLEFE L FE%, SMNEM) « ADSMEMMPUI/ (FHIN) p-tau 181, AR 40. AB42. AB42/40. (NfL)
(SiMoA, 4MEIM) ; IR{ENMEMBRSS: NfL/IGFAP (SiMoA, %hMEIM)
B &S WL AB 42 (EBBxGIEE, SMNAM) . p-tau 181 (EEBEfRIEE, SMEMM)

Tz AB 42/t-tau/p-tau 18189 px & @ FN MBI E, ACEM LM ER
— 2024F AR #EH B TR IEBE EIE W F & A AT RIS B IR MK FIE (AB1-40. AB1-42, p-Taul8l., p-Tau2l7. GFAP., NfLZ
- )

AREY &% F4skTauETE H R THENIR FI S
ZHRRIR: SAREN, EEESEFHFRAERE

BEUFIZEXZENERERREN NRERASR



GUOSEN SECURITIES

B {EITHENIA-AAIERaHTIE T Stage OBfrEX (genetically determined AD) , BIZEMIGKRIEREEDGENTL, BEFTEBRRENEERE. —8IANADEK
FIHRSBEAE/EEAR/EMER/ EN KSR EEREX, HHh60~-80%N M ATHIRMEEERE, FAD (RIEMAD, HBEEHHI~5%) BUREER
FBA%E, HAPPSEN1/2. APPEIIHREN; SAD (8 & MAD, HEELLHI~95%) AREEZMINRINRETRMUSEMERZLEERNER, XLEH
IMNIBEETREEEEHRABNEAM S, BIIGWASEFELHE MEXERE, HPAPOE4RYMN & IEAISADIEL FREEF-.

- PSENL1/2: Presenilinl/2 (R2£%1/2) Ry-9lsh TRNEE BE: ADBXHBR/ERLART EEE
gﬂ,ﬁ Sl:illg ﬁ , ;E\: |:l:| 1 ggii‘ y*j ""%" Jl_'L, , 5 FAD tt 1§]J ~60% , PSEN1 gt'_‘i' g 1% Rare risk-modifying variants identified through sequencing studies Risk alleles identified with GWAS

EFRN: Bin/ERREEXIEREFAAD L Xk AY EEIES

HAHBMEOFKEIPREDERE, SHEORKE, #Mpm U o {§ 50 A csmiveandsion ik s s
VODEEHIEM, EABAE RIS, 2B, Sh-50%, H I
Se s BT 1 C ki Bk k AR B 1 B0 1 A FAPP I RS AE, B
fEER A4 1855 2k
- APP: Amyloid Precursor Protein GEMHRIAER) AT a-/B- @ e
/V-EEEﬁﬁj\ﬁg’ ﬁqﬂs_%EEE*HV_EEEEE@Ezi{,EmEJWQAPP%&Q :E . = B Risk variants or alleles included in the PRS
BFTEAR, TS HAD; - oo g!
- APOEed: APOE (HfSEHE) B—XEER, 25EEREHA o f:- R
E, EPRMERGEHZRE, HRBHNEDSSARNEENE S i
% SAZAHEAPOE:2/3/4, HEAPOE:2% FADRHRI1E = N 08 % & WS
M, APOEE41§7]HAD£%NK€L‘, EH 127 N £ =3~4x/9~15% Verylow C Protective variants SOR“““ZlSM%_’.‘—u/mrwﬂ‘f
[ 0-5 MAPT
B 20215 5% (FEMRKERBRERISITIERE) M2026%% o DAWI0 s
B (RERREERFEL B A MRS TR E S RLIR) 1936 L
FAPOEE [E 43 B4 M A FADK & 55540 XURE A TN 14 4630 o

ERIRIE: Lancet, doi: 10.1016/S0140-6736(20)32205-4, E{SIEHZ ¥ FRrEeiE
;£: GWAS, genome-wide association studies, AD%EFEHXEBEMHZ; MAF, minor allele frequency,
REMEERE,; XH#l: ZRRADBEFAPIESRFMERLIMANE; Yii: OR=1IWTRETENIE
BHEEADAR/LEMERE, OR>1IMEFSADNKIEMAE X, MOR<IWERMEBRIFMER

BEUFIZEXZENERERREN NRERASR



GUOSEN SECURITIES

m EXRDEE (BEPEITE (2019—2030%F) ZZFERIEEITE) ¥ “655 RIA L ABZFHRMRBIHRER T WALRIEE
rz—, “tTHRH” FERHE—-SmRFRRERFNERTRE. T, 2XEEMERESTE,

B NIA-AAR TR (PI/RZCERFICHEAM D EIRETTERE (20244F) ) 8B T2 /RIZGCEERFENZ O 1EMIRIEHB S : EHHEER
PET. X&i&AB42/40. fNE #p-taul81/AB42. & #t-tau/AR428 & 1T 7t 43 4a ik B A5 HEAY I 2R 46 .

B RIFEFRE/REERFRITRFEEMCOS LA EA O AERX M&ARMNFAMPET/CTHITNE, FWIEL TADIZEHIAMRA] BT 25012,
PRI T 412012 7T, EREADCIFIZAYIRIFRHE B, AR —L Mg MR (20AB42/AB40, p-tau 181) #IERREERM S B3k
BY BN B R N ER MR, S EEARIADEEREEFMNIGERIKE.

ADS BT S &Y EEits

5 REBERSHSIEFR R E RS RN TS & F: MBEKNERZEANERMC)EEPHITRRARENTIAMIENE
¥R M EERFUNE T2
Change in FITHRERAO ¢ 2021 EAD KR BB AR 2R AZIA291.4 561, PFRIAD K H MR Z2RAZBIZ1699 741,
Biomarker RITRERA EFREADR B AR L5 AIA291.4755), TI7ZHIAD R ELHIR H B A ik 169975 I
pathological iR o (PEMRRERFIRE2021) : 605 L EABFREINARE (MCl) BRFZEA15.5%.
state Image CSF Blood . 2023% K, HE60S B EEEANK2.9712; Fitt203545 k4, 605 & LLEEE A BRI
diagnosis
AB42/4 RN it ELSU
Amyloid  Amyloid  AB42/40 B42/40 MMZ60SEIE  (REGEMEFRATH L (RMRESERASEANT  (RMFEERT IS, Ik
accumulation | PET comparison | comParison, AR R R, MGRMRAESHUFE, ) E M A B R 2 ) BRI S E ZSEFEIR)
etc. HEHEFIEAT TR
MCIE & 465078 A
Tav Tau PET Tau p__.:-::;f; I &AM IE R 20% 10% 2%
accumulation P P ! ras _ _ _
etc. A A7 20007 20007 15007
IR AE T AR AR ~1861Z ~931z ~141z
Neuvro- ' FDG PET, Tau Tau, etc. PET/CTiSiE% 4% 2% 0.5%
degenerative MRI ’
PET/CT#) 50007T 30007 300037T
PET/CT#I#& ~931Z ~2812 ~7Mz
TRKIR: HHRER, EREFEFARAERE #ZRRIR: (PEMRREERFRSE2021) « (PEMRKEERFRE2024) « DREZE. BEIESFEFHRAERE LT

BEUFIZEXZENERERREN NRERASR



| Bl | ADERFGIERE, ATN)STHhREZRSTE
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LR EhiTE
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GUOSEN SECURITIES

BEMHELEBREN: ABRSHADFELENTNEERIASR LW HEis

B BEMHEER (B amyloid protein, AB) RELERE (Amyloid cascade hypothesis) 2 EHIADEIL FHLHIH &L MENF, ZBRHIARN
ZEP (senile plaque) i ERRHABRSHADRIELIENTHEERFIEZR (crucial early impetus) , tauf B A EHER L |
R ITTEL . RMRGERIENT ZAHARBTAS AN —RIIREK R

B ARHEMMERAEER (APP) KBNS EE (B-/y-secretase) HJEIMK, EEBE R TAPPEZAIEEHMHETEIER (non-
amyloidogenic pathway) , a4 AEE7ZE Leul’ AEIEI~= 4 i BISAPPafl— 83 R EBMCIHH R (CTF) ; HBIEIERT, BouiEEE
SAspLIE|, FEESAPPRFI—NIINEREEHICHR HER, COREE#Hy s i BEY)E| =4 ABKCTFY.

B ARTEMZ TTIEENERAIME TIUALA M 2K (soluble monomers) 43iih  E: ABREVMARHFAFERFRS

BERT, ERRERBNETHHER (ARG, BB —E e / —~ %

B, BTHKSERNEE, ABRISEHREENKESE-ARENNE / B

Bif (Oligomers) , ABEBAMIENEEY (QBEMIBE) |\ F e

o NGB (OBME, 1284, ARFTA AT MEAS) ISHTE I

HE B (protofibrils, [F22) , ARMIR R ERIKEWHKEE . I

Bt — B E R MR Clbrils, ML) | FUEHEEE— BRI -

(plaque) . BAITFABCinA N HRKREERNFE, EFABLLLABRLE 1

SREHLMERE. H
mAREEAYMALEKE: 1) MMEIABEE (B-iy- 4 B HIHI 5, w_,‘__,_5_-_»_-;_;;:::i:;:'.:'.i;:H;::;':;:::::;;;i:.'.;:‘.::.;:;:.:;;::..,,,,‘

SRNA/ASO) ; 2) HIHIARERE (ABAaxR) ; 3) {ZHABER (AR G e —

Amyloid plaque

JuiR) ;5 4) PEERAB TIFIRER

ZERISEIE: Signal Transduction and Targeted Therapy, doi: 10.1038/s41392-023-
EEWEEEY Y ENGERRRER TRENE 01484-7, EfFIESFEFHIFATERE




MAEZHRAL: Pk, BERE, FHETLEDTR? &Y EEis

GUOSEN SECURITIES

B 20105, SNABIKHEHZEPh3IGKRMEL, BAZIULMEL . Hed, Bapineuzumab (Pfizer/J&J) #EEABHINImZRNL, TTEH!
PR BER, ERTESMWARIA-EXE R, SHAHTERM (0.51.0mg/kg ql3W) , MTARHREMAR (BREL T
~5CL) , tRABEKREREZEMICIZHTEL; Solanezumab (Eli Lilly) . Crenezumab (Roche) TEEBKLIHEERABR, JLFELE
FMMABBEIR; Gantenerumab (Roche) , FEIRT#EEINIRNXHIRAL, MNALBEMABRIEMAARSE, WMARBHREBE—EFEMEES (200mg
FIZHRREL TE~20CL) , BEFXFELGSCSR-SBERTEFTXEEZEER; Aducanumab (Biogen/Eisai) EEF[EARBIER, &
EMERGE/ENGAGE 5 1 78 B ABBEIR 53 Al /L 64CL/54CL, {B{R BEMERGEMIRRIEFIEHEECDR-SBERTSTEREEEEH,
FDATF 202156 A &£ TARBIHUBR B R L S48 FAducanumab iR & #HtEE, BECMSIXEBESMieK XL EEEEH, Aduhelm
miaE L RIIER

#F: ABIIEAMILE S RAXTEL
AB 1 2 3 45 6 7 8 9 10 11 12 13 14 15 16 17 18 19 20 21 22 23 24 25 26 27 28 29 30 |4G /AL
SEMNR D A EFRHDSGYEVHHGOQIKTLVYVTFTFAETDVGSNK G A XRE 4xmhn

Bapineuzumab lgG1 M=F
Gantenerumab IgG1 M<F
Solanezumab IgG1  M>>>F
Crenezumab IgG4 M>F
Aducanumab IgG1  M<<F
Lecanemab lgG1  M<<F
Donanemab lgG1  M=F*

HHISRIE: Nature Review Drug Discovery, doi: 10.1038/s41573-022-00391-w, Eisai&r#$l, EEIESEZFMRAAEIR
i XTFERMAABR, LecanemabfiRA1-16( S EE:, HHEKEAER, R KE21-29uGEE;, EWBARTRE, REAHERSHABE R Z#Lecanemabiifl; DonanemabiR 3l HIpE3AR
PRABEHBEFEFAETARIRS, EtkDonanemabBERYFH 14 AL

BEUFIZEXZENERERREN NRERASR
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GUOSEN SECURITIES

Lecanemab: BERFDAIERIERADEKRIENRTTE

B Lecanemab (Fm#%: LEQEMBI//REfR) =REisai/Biogen&{EH %1, $XIalin

4

tEBABKIRLFHE (protofibrils) BIANIRKIgGLE T

(5aducanumab#gtt, lencanemabdFismall protofibrilsKlarge protofibrilsBzEFI 14 RE~100x/~25x) , FFAHEFFCRNSHIAE
FERBBRBEMAR. 2023F7HKBFDAERIER TATTRHAAD; EM2.65FET/E (g2W 10mg/kg, FIEET5Kg) , ABE
R EFRINEFEEREART R,

F=: Clarity ADWIZRIGR L

BAZ Lecanemab
it & ol Eisai/Biogen
Y= AB aggregates
FIEREF 10mg/kg q2W i.v.
e A it Ph3
s Clarity AD Tau PET Substudy i Low Tau Intermediate/High Tau
FIE4R Lecanemab PBO: Lecanemab PBO! Lecanemab PBO! Lecanemab PBO
H75RTE] 18mo
BENH MCI (~60%) . mild-AD (~40%)
NAAH 898 897 175 167, 70 71; 105 96
- Fie 71.4 71.0 71.8 72.4 72.6 71.8 71.2 72.8
_% CDR-SBi¥4}y 3.2*1.3 3.2%1.3 34%1.3 3.3%1.3 34%14 3.2%1.4 34%1.2 34%1.3
%  ADAS-Cog,,i¥5 245+7.1 24.4%7.6 22.7+6.7 22.9%7.0 21.41+6.6 20.6%6.3 23.5+6.7 24.6+7.0
4 ADCS-MCI-ADLIF4} 41.2+6.6 40.9+6.9 40.7£6.9 40.7+6.7. 38.8+6.9 40.4+6.8! 41.9%6.7 40.9+6.6
) MMSEiF4y 25.5+2.2 25.6+2.2 25.6+2.2 25.6+2.1! 25.5+2.0 25.9+2.1: 25.7+2.3 255+2.1
Amyloid PET (CL) 77.9%44.8 75.0%41.8 70.7%46.8 73.8%41.0! 36.4%+35.8 50.4%37.6! 93.5%38.8 91.0%34.5
- CDR-SBiE4y +1.2vs +1.7 (-0.5) ! -0.5! -0.6! -0.5
> ADAS-Cog143F4> +4.1vs +5.6 (-1.5) ! -1.0; -1.7! -0.8
;ﬁ ADCS-MCI-ADLi¥4y -3.5vs -5.5 (+2.0) +1.9: +3.3! +0.7
Amyloid PET (CL) -55.5 +3.6 § i
N SAE 14.0% 11.3% 5 !
> SHRLMAE 0.7% 0.8% ; g
i ARIA-E 12.6% 1.7%; ; :
ARIA-H 17.3% 9.0% i i

Z

BEUFIZEXZENERERREN NRERASR
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Lecanemab: HIR 2545 3k%E ‘ EISNE:;

GUOSEN SECURITIES

W ZClarity AD OLERFZ e, M18MNAFFIASLIS4E (Early start) F1RE  @E: OLEMZT244 BADAS-Cog14/ADCS MCI-ADL %2
FIXIEB4E (Delay start) ¥3E=Lecanemab 10 mg/kg i.v. Q2W;i&Tr, £

. X N Core Study OLE
241 HCDR-SB. ADAS-Cogl4XADCS MCI-ADLEHEE RN EEK 04
1
18NARE—SKE; 6 A, TRARTBA (HE A -
S - = - o g’ .
Lecanemab) CDR-SBiF4#ADNIMZZAFIEEI BRI K (36 A% 29 j
c<
ANDIZE{EIAE]0.955) - 8% 5
2g 6
#: OLE#fZ244 HCDR-SB#iE o 7|
23 i Detayed sta
Core Study OLE <3 : )
0
10 T T
0 3 6 9 12 15 18 24
0.4 Visit (months)
g o 08 04 COI'e StUdy OLE
£
g’)g 1.2 -1
& O N 2
eE 18 g2
39 5> -3
s 58
T C _ (5] -
= i ——}—  Early start : E 4
$@ g4 |—t+— Delayedstart 33 5
< ADNI 52
2.8 E% 7 | Eifah;:;a;an
0 1[5 é é 1I2 115 1]8 24 -8 . T . T
Visit (months) 0 6 12 18 24
Visit (months)
FERIKIR: EisalETME, EEIEHFEFMARMERE FERIRIR: Eisal®EniMH, ESIESREFMRETEE
3¥: ADNI, Alzheimer's Disease Neuroimaging Initiative, ZFClarity ADPAFIHEICE I EZBAGY; 18 F: AEZET95IAADAS-Cogl4K%ADCS MCI-ADLE RITE 5 #4E

BEAFBIREMR; LdRELZ%Core Study 12~18) B #RIEK %k
BEUFIZEXZENERERREN NRERASR




Lecanemab: KTauEZ&BERHGTTHEY, RHFMIGK

SRAT

E{SiEH

GUOSEN SECURITIES

B 7ETau PETY4ES e, {KTauRZkE#E (tau PET SUVI<1.06) CDR-SBEFRITHEAZA18/NAEF4s, ADAS-Cogl4KADCS MCI-ADLEFR T HEIRE R R
BB ENEE (Wless decline=52%/88%) 1FF %k ABE (%less decline=16%/39%) ; 3} H, #R#ETau PET#IE, {FHLecanemab/g{kTaufish/=Tau

ik B Eptaufs sk (tau spread) HIBHERHLE.

B Eisai 720204 B sNAHEAD 3-458f5%, EHA3 TrialitXI A BHFARBESRK A R HAIRIKFIAD (early preclinical AD) £ (AB~20~40 CL) #£j400A, XKH
5 mg/kg g4Wx4E+10 mg/kg q4Wx208RHF R ; A45 TrialitXKINBAEESARKER/K TR REAIRRRIADEE (AR>40 CL) £91000A, FHA5 mg/kg q2Wx6/E
+10 mg/kg q2Wx86/&+ 10 mg/kg g4Wx120/8, ZiXEFERZNAFEELRIRTT (FEL L A216FPACCSIFS KRAB-PET) ©

E: Tau PETIE4E 5 #FCDR-SB/ADAS-Cog14/ADCS MCI-ADLEEB REIE

CDR-SB

% Less decline = 37.9%
A=-53,p=0.033

ADAS-Cog14

% Less decline = 16%
A=-1.01,p=0.34

ADCS MCI-ADL

% Less decline = 39.2%
A=1.92, p=0.042

0 Q 0
I ) 1 o
(=] 4
w s e, O 3 24 52 .
£q 2q &g -
o - ok ad 3 P
55 84 g
n £8 g3 £3 g2 3
= 0 65 53 a4 52
[+ & (24 B o
e r- ez
s 3 it L £
n 3 " 3z L.
'5'5 = Placeb: 5 f— Placebo 5k — Placebo
3 Lecanemal b 3z — Lecanamab 23 |~ Lecanemab
1.6 7 = -6
8 -7
T . T T r T T . )
3 [} 9 12 15 18 3 [ 9 12 15 18 0 [ 12
Visit (months) Visit (months) Visit (months)
(N) Placebo: 187 185 154 148 138 130 1 (N) Placebo: 166 164 163 146 137 130 130 (N) Placebo: 151 147 129 128
(M) Lecanemal b: 175 165 160 154 148 142 134 {N) Lecanemab: 175 164 161 152 148 143 134 (N) Lecanemab: 167 156 146 134
% Less decline = 549% % Less decline = 52.4% % Less decline = 88.2%
A=-59, p=0.022 A=-174,p=0.20 A=3.26, p=0.009
S “
(1] o 1 ]'
|— E E g
£3 £8 55 © ¥
3 @ R
I EE: 55
= i G 2 22
o = H te 52 24
- 3 £ — [ £ 4] iz s
T E - o
0 i i I
g ] -4
© £ : 1 I H O =nme,
m 0.4 5 < a2 5
w— Placeb —
Lecanemal b j— IFIathD N
r . T T T T T T
3 5 9 12 15 18 3 5 9 12 15 18 0 & 12 18
Visit (months) Visit (months) Visit (menths)
(N) Placebo: 71 il &7 €8 62 58 58 (N) Placebo: 71 ksl &7 66 62 58 57 (N) Placebo: 63 &1 55 54
(N) Lecanemal b: 7O 66 83 81 57 52 50 {N) Lecanemal b:  TO 66 84 59 &7 53 50 (N) Lecanemab: 68 63 59 53

FRIRIR : EisaEail, EFIESE5% 5T I
BEXZEHNGREERARER FERAER




GUOSEN SECURITIES

Lecanemab: REBFDAFERHLER R 4LMNIE &Y EEis

FY2023, LEQEMBISEI$EE42.51Z Bt (AE2700F %) , HA2023FE7HKBFDALERMME (traditional approval) f&, CMS (Centers
for Medicare & Medicaid Services, EJT{RHE fﬂEF%I‘Eﬂ]H&%EP'L.‘) HETEHEREBSEE, MABMedicareFHFF4 AAFRENMN AEIEE EPart
B&EER (deductible) f5, FI3k#580%3ksH (LL2.65AET/FitHE, BEHNFEHMTA5300%7T) - 2023F9H &2024F1H, LEQEMBISZ A
HAK A E .

FY2024Q1, LEQEMBIXZI£TkHEG3C Ht (H9454000h%7T, TEIFL+123%) , HAF4/5/6 B 75 57ILIsHE9/16/211Z Hit. FY2024 (H
[A52024Q2~2025Q1) 1551456512 A (H443.612%m) , HPRE/HA/EMithX 5 5)4435/100/301Z B (£942.7/0.6/0.312%7T) - &
%2024Q1, LEQEMBIERRK;TST4ERFEYT (IV maintenance treatment, 10 mg/kg qM) EEFDAIE3sBLARRE; (EHBIEHEHR 1T)§Z—F;I§'T
#¥5897 (SC-Al maintenance treatment, 360 mg qW) B /BFIBLARENEHIE.

Bl: FY2023 LEQEMBISHEHRIE (Bf: {ZHT) Bl: FY2023~2024RitHAABEME (BA: A)
mglobal us 8000 4
7000
70 -
63.0 7000 -
60 1 6000 -
5200
50 4 46.0 5000 -
40 - 4000 A 3500
20 2000 J 1800
10.6 10.4
10 1 1000 -
07 07 29 29 IIII 400
O T - T T T 1 0 = T
Q1 FY2023 Q2 FY2023 Q3 FY2023 Q4 FY2023 Q1 FY2024 FY2023 FY2024 1Q FY2024 2Q FY2024 3Q FY2024 4Q
BERIKRIR: Eisailfik, ESIEHRZ TR AEEE ERKIR: Eisa&ER#E, EEIEHEEFFAREAETE

JPY: USD=1:0.0063, FY2023&;1-F2024Q1

-
xE:




EiSitH

GUOSEN SECURITIES

Donanemab: BHFEER[EIpGlu3-ABHIHTIFZSH

4

B Donanemab (E&7&: KISUNLA) EEli LilyF %&£/ —E0EpGlu3-ARBRIHTIAR, XFESSRRIEIHMABEAAR (p3-42). pE3-AB. N3pG,
pGlu3-ABREEIEYIEE, BEXEFETH/RERFEMHEEMRIF, SE&WEMHFEERLLHIN50%LL L, RABKH—MIREMEFZMHEITHE.,

=: Clarity ADFSEIG R #3E

BRZ Donanemab
&l Eli Lilly
Y=Y pGlu3-AB
FIEERF 700 mg g4Wx3, FEfF1400 mg g4W i.v.
|67 353 Ph3
R TRAILBLAZER-ALZ TRAILBLAZER-ALZ 2
FI=4R Donanemab Placebo '‘Donanemab (£ AE%) PBO (£ AEf) Donanemab (d{Ktau) PBO (#{Ktau)
Y5750 8] 18mo
BAEANE MCI (~20%) . mild-AD (~80%)
NBEANH 131 126! 860 876 558 594
Fik 75 75.4i 73.0 73.0 74.3 74.3
= iIADRS 106.2+13.0 105.9%13.2! 104.1+14.3 103.6+14.0 105.7+13.8 105.5+13.7
& CDR-SBi¥4y 3.6%2.1 3417 40%2.1 3.9+21 3721 3.7+2.0
& ADAS-Cog,;i¥4% 27.6+7.7 27.5+7.6 28.7+8.8 29.3+8.9 27.5+85 27.8+8.4
%% ' ADCS-MCI-ADLiE4Sy / i 66.31+8.6 66.4+8.3 66.7+8.5 66.9+8.5
MMSEiE4> 23.6+3.1 23.7%2.9 22.4+338 22.2+3.9 23.1+3.6 22.8+3.8
Amyloid PET (CL) 107.6+36.0 101.1+33.3 103.5+34.5 101.6+34.5 102.4+34.7 100.9+35.1
iIADRS -6.9 -10.1! -10.2 -13.1 -6.0 -9.3
CDR-SBiF4y +1.2 +1.6! +1.7 +2.3 +1.2 +1.8
f@ ADAS-Cog131F4> +2.9 +4.8; +5.5 +6.8 +3.2 +4.7
'Tﬁ ADCS-MCI-ADLiE4y / / -4.4 -6.1 -2.8 -4.6
MMSE¥E4y 2.4 -3.0! -2.5 -2.9 -1.6 2.1
Amyloid PET (CL) -87.0 -0.7 -88.0 +0.2
N SAE / /i 17.4% 15.8%
> SHELMAE 0.8% 1.6% 0.4% 0.1%
M ARIA-E 27.5% 0.8% 24.0% 1.9%
ARIA-H 11.4% 7.2%: 19.7% 7.4%

FRRIR: Eli LIyRTME, BEEIESFEFMTiERE

BEUFIZEXZENERERREN NRERASR




GUOSEN SECURITIES

Donanemab: {RIEEFRARBIR, BEEAFMEFERE AY EEILs

B $E%Donanemabiafr 76 G, FilE FIABBERK FHREALTEE7 CL (-84%) , HHFT/MRIE (No/Very-Low) . F1E (Low-
Medium) K& (High) TauEZk F5Zit & FHARTER7K T E ik 57 7 T FE86%/85%/80%, P-tau2177KF 453 Bl R E56%/39%/33%,
GFAPKE 5 R T BE22%/21%/18%, TEAFEHITau 2k B &t {F FHDonanemab/GEFHEXEMIREY (Disease-Relevant Biomarkers)
HIBE

W 7ESE24/52/76 ), 4 3l A 30%/66%/76% 1% % Donanemab it H AR SR K FPEZE< 24.1 CL, FHRFABHREBININIEER (Re-
accumulation rate) #942.8 CLI4E; HARFPEIFINEARTEAATE, FHEXWNESRETHACDR-SBESEERFEY X, BEIFH
B>

BE: ¥ Donanemabiafr 76 A ABBIREBR R B: FHESNKEASREFECDR-SBIFSEEREN X
0 ® CDR-SB
0.0 . .
Mean time to switch to
-20 - b\? placebo: 47 weeks
0.5 -
LS Mean -40 - o
Change in E CDR-SB 1.0 - |
Amyloid PET @ LS Mean |
CL from  _ 5 Chggge ! -
Baseline (SE) 2 S8 15 4 .
I
I
% Donanemab I 7
-80 1 Jededkk 2.0 A 0.75
& Donanemab N ® Placebo |
® Placebo v : A 0.66
_1 00 I r T . . . 2.5 T T T T T T
0 12 24 36 52 64 76 0 12 24 36 52 64 76
n Weeks n Weeks
ZERIKRIE: PCNSELWUETRMR, EEIESAEFHRTEE ZERIKRIR: PCNSSWUETRMR, EEIESAEFARTERE

BEUFIZEXZENERERREN NRERASR



GUOSEN SECURITIES

Remternetug: T—fpGlu3-ABIiE#a$) ‘ E{SilH

m RemternetugZEli LilyFF & B T —HRpGlu3-ABIirzh#), RARENBHHRR (R TEHBEICES) -

« Phillgpk (J1G-MC-LAKB#f3R) : HiBEAIBZEEMCIHEZEHFEADZTIXE (MMSE216, AR PET-CT = 37CL) , £&#&3IE%250~2800mg
Remternetugsk Z & g2 kinE, B4B—X. b SHBEE R, EAMERemternetugSLy2H h MR B E F| ERBAIABHEREIR, HAPES
169X1400/2800mgFIEHFA B F N HARKFEHIPEE24.1CLUAT . REMFHEH, 41ZFAEPHBL0HARIATKSI, EF700-1400 mg5I=RAF!
FIGIFHELETEFSNRKMNARIA-E (Bi7ZkM) FIARIA-H (M) , £BEXEARIANZIREAApoEAETE; AT EREPREMNG
M2 SMEHERXR M.

« Ph3IGAF (TRAILRUNNER-ALZ-18f3%38) : HX/B5600% £EH5 R HIAD

B: 5885/169KKIABHERIK T T EEHERREL A

Remternetug Remternetug
Cw " - b o . Placebo 250 mg Q4W 700 mg QAW
K& (MMSE 20~28, #Hp-tau) , #EFZ K T/EK IS Remternetugsi & cam] — 150 _——
9 [ . . o o
RIFATT52R, AT ARETENESE, TERSNABKHERE. o Ew Bt
g 50— § 50 % 50 B i
= o o L]
SR R £ o oo
T o L o i . 1
E: $85/169KHABMIREMREIE - L " :
0 85 169 0 85 169 0 85 169
Amyloid Plaque Reduction Days Days Days
= 40 ® Placebo % Amyloid <24.1 CL 0 0 0 0 30 40
g E) 20 % Amyloid <0 CL* 0 0 0 0 10 10
o o 7
E 2 i Remternetug Remternetug Remternetug
T % 0 290mg Q4w 1400 mg Q4W 2800 mg Q4W 700 mg Q4W x 2, 1400 mg Q4W
%‘ g -20 = 700 mg Q4W 5150— a‘ 150 3150-
o _ = \ = =
% £ 40 1004\ 5 100 1 100-
- O -60 -8 1400 mg Q4W CRE SN\ = T
3= £ 50, houm o £ 50t
2 o -804 - hu, 8 5 .
22 00— -#- 2800 mg Q4W LI R\ 5 g o -
[ —
< ﬁ 120 | I - 700 mg Q4W x 2, 5 o5 169 0 a5 169 0 8 169
0 85 169 1400 mg Q4 W thereafter Days Days pays
% Amyloid<241CL 40 100 100 100 50 100
Days % Amyloid<0CL* 20 56 100 75 0 0
FEHKIR: AD/PD 2023, EfSIEHZFMRAEE HERIKIE: AD/PD 2023, ESiEHEFFAERE

BEUFIZEXZENERERREN NRERASR



Trontinemab: EFHHISMMEREZEE, RERTABHRKE LY EEILS

GUOSEN SECURITIES

B Trontinemabs@RocheFF & B —FKABILAZA4), KA 7T “Brainshuttle” AR, FEMEABHMASHEEKERZ AL (Transferrin
Receptor 1, TfR1) MIERBMEE—&, BETRINSHEE(EREEBtrontinemab ZF ¥ MK FEFE, KEEH T AR ERKRE
(brain exposure) K HiR{HZ RG24 (CNS biodistribution)

B 7£—I5& ABrainshuttle ADBYPhlb/2affzi s, KFHg4W 0.2/0.6/1.8/3.6 mg/kgFIE AR LRI, 3.6 mg/kgF| &40 B E L HARBIERK
FERAI2EFH119 CLTEZE2]L CL (HA5/82F{XT24.1 CLEE, 4/88BFKT1L CL) ; 1.8 mg/kgFlEHEEFHARKERKFE
fEA7512E EHR100CL T FEZE40 CL, ERA28EGH#HE—L T EZE9 CL.

: TrontinemabiEiZ TIR-19 S0 E 400 B7K 4% B B A B3 in B 57 f% : Trontinemab A Z528 A ARBIHR S fe K iR

160 -#-Placebo 0.2mglkg -e0.6mg/kg -e=1.8mglkg -e3.6mglkg
140

120
100
80
60
40

Trontinemab BBB Brain resident
Microglia
Anti-Ap binder

IgG1 Fc domain

Brainshuttle™

Mean amyloid PET burden (CL)

module
Aggregated Ap 20
Transferrin (amyloid plaque)
- 0 T 1
BL Week 12 (D78) Week 28 (D196)
FMKIR: Roche NeumIOgy Updateiﬁ'iﬁ?ﬁﬂ, 1%iIE#é§:5ﬁﬁﬁ?ﬁﬁﬁ?éf¥ “ERIkiE: Roche Neurology Updateizﬁﬁxﬁﬂ, 1%ﬁE#ééﬁfﬁﬁ?tﬁﬁ¥f¥
7 : BBB, blood brain barrier, [MF%/FBE; microglia, /\EXERZA 7¥: CL, Centiloid units, —fEMHEBPETEL AN
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GUOSEN SECURITIES

QPCT/QPCTL: S%&A#hlkMVivoryon3|#2skstHpGlus-ABERRH LY

B pGlu3-ABHQPCT (glutaminyl-peptide cyclotransferase, A&t LES) EHABEANIRA R (GIn) FMAEE (Glu) FUERES
R (pGlu) , EADEEPIFMERIQPCTIE M,

« Varoglutamstat (PQ912/SIM0408) : E—#IQPCT/QPCTL
(QPCT-like) DCRR/NGFHIHI5, BT HNHEQPCTIE M LURL D

: PQ912/VaroglutamstatPBD-CO6;&fF AD#/LIE

PGIu3-AB B Kk 2 p , [B) B I &l QPCTL LA T~ i CCL2 & # ﬂ pGlu-Ap formation m) Prevent formation (PQ912) /N
(@CTLE@I@CCQ%%%pE-CCL2}Aﬁ?€%$#§zHH@§¢ o T ‘-aw‘ ‘ -h(;-{

RMEZRG) NMHIHEIHERER N (neuro-inflammation) - _ pGlu- AB

FtaubiRIEi#iE (tau-pathology) ; Ph2allmik (SAPHIRF/ZT) < A1-aoyaz r

128 +ABRBE BB R /<, Varoglutamstat5 & & 5fHEL, m ¥ pGIu —— S B .

AT AR HHICSF-RQPCTSEY, ZENTBE%One Back Testiyte || [ * RTEDET z'___:'

E) . CSFHNeurogranin (5&fiti & 4RI EFRED) /YKL-40 ac’ Go

GHAREREYIRCY) BiiF LU NEEEGHFER. v
+ PBD-C06: &TFISHRIFALMEM AR, EREMIGCLTIE (o, M %

74, AEEFHEBRARTAIPGIU3-ABER, HHIZIIKRZN \/

-
— ABpGIu 3-40/42 . ‘»f'
WiE B AR e EERFEARIAESH . l “

B 2021F6H, %FmHIl 5EEVivoryonizs & 1E, K& |

1 Rapid oligomer formation } Neurological Reduced number.of
VaroglutamstatF1PBD-CO6 7 A A £t [X I+ % K2 7 i fL AL F wpﬁc/neuronal toxicity J deficits tzxiucc:B::gmz;

M (TEIRIZHEx) « EEG ( Electroencephalogram, P BB Mo~ o pGlu-AB seeds toxic
. : AB3—40/42 oligomers toxic oligomers <

(c) Capture and clear (PBD-C06)

Toxic oligomers and plaques

containing pGlu-Ap

X5 R &8 &S AIIA5.6512E T, ARk Vivoryonid A BB EL
IHASEE SR ; 2022428, Varoglutamstat (SIM0408)

IR IR K - %RIRIE: biopharmadealmakers, E/EIF& 2 KI5 paIE
E: QC=QPCT

BEVAIEENZGHNERFRAERE TREAR
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GUOSEN SECURITIES

APP: RNAIFFEALN-APPEMAFIERREXERBTHER &Y

B ALN-APPRZHAInylamfiRegeneron&{EF L HI—FETITAPP CEMHRIAER) $EaRISIRNATT A
- Zgit: C16 (2-O-hexadecyl) BEL+EEE4RAZAPPEBHIMRNA/ISIRNA;
o BHHN: BEPESAZE (T, intrathecally) ;

« PhlalGR¥E: HiB5205EOADEE (MCISEEHiR, CDR=0.50r1.0, MMSEiF4r>20) ZWA25/50/75mg="EIxAZENT, =
& CSFRSAPPaflIsAPPR 2 I EMH M RV RIRFIFFEUR D, H A 75mgifl =LA & KPEME 57 AL 84%/90%, FIRDIF#81E70%FH
FEELINE, BRAHEN B TEIRE S BI#EiE55%/65%, 101 H R TEFIKTEA33%/39% GEANEHFIER) ; BXAD
[524~B, CSFHAR42/ ABA0KFE S RIPERA9%/71%; REMMZM R, MAEFMREHNTEREEHNARESPE, NL FHEHR
MAEMEXEYREY) BPHRESZEFIES.

: ALN-APP PhlallikR#RaFIRA TR 10NN B CSFE MRS EIE

[ Median Percent Change from Baseline in CSF sAPPa ] [ Median Percent Change from Baseline in CSF sAPP ]

-~ Placebo

~o~ ALN-APP 25 mg

100

g

=~ Placebo
80 80 ~o~ ALN-APP 25 mg
. -o~ ALN-APP 50 mg -~ ALN-APP 50 mg
- ALN-APP 75 mg ALN-APP 75 mg

20

0 &~ s /o\\_ .............................................

-20

-40

-60

Median Change in CSF sAPPa from Baseline (%)
Median Change in CSF sAPPg from Baseline (%)

-80

-100

Ogv Q.\"\

Time (Months)

BERIKIRE: AlnylamEMN, EEIEHEZFAREAEIE F: sAPP, soluble APP, TJi&MAPP
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GUOSEN SECURITIES

B EADMIEMEER T, ABR—MERIENEERFIE R, BEZMAOSMERETHK (e.g MAFHEELWIK., K. METMHSE) WEBIIMm
ELREE, —BEHFNEZME (e.g. MCIRBHIADERE) , ARARKMRX TERFHBNEMBIEEZMIENE . Fit, EARRERERIHITIN
ARERMEMEEESH AR

B FIRABEEHAN-1792RE T £KABL MR IT, HTARLBE TEEBENTHRRENM, SHTREBTE TRSLLHINMIES (aseptic meningitis) ;
ATERREENREMHLEE, F2RABEEMFERITEEHNESBAMRMIINGER, B FSREENNNERERN.

Bl EABRERENHITTH, SFEERMRREY &Y EEILS

R: BOAREHIGKARBIENILL

BRABMRS | Amilomotide/CAD-106 , ABvac40 i UB-311

HEel Novartis : Araclon Biotech Vaxxinity

WRRRR AB.s+ QB VLP | ABa3.40 2FPAB, ., FB[E1 AL +2FUBITh L 5

FI RIS § 450ug IM 1/7/13 F 37, ; %0/1%3/4% HEFIE AL E | 300ug IM %0/4/12154%3%11,

: BE/Egl3W . +586 A 155 msast i BE/Eq3MEkq6MLa 24

IGPRERE Ph3 (££1F) ; Ph2 Ph2

WEamm NCT02565511 | AB1601 V203-AD

NEAE 713 : 124 (a-MCI=80, vm-AD=44) g 66

i APCC=78.045.5 i i Aﬁ@.sé'é" 992'53;371'8
NABERL | RBANS=104.4+12.0 | MMSE=25.8+1.81 ; ADCS.ADL - 64.745.7
: CDR-SB=0.1+0.28 . : DA

| ; ; ; CDR-SB : 3.1+1.3

5 | APCC : | ABvac40fHMMSEST B R R RIERBE | 78w q3/6M CFB:

5 : -1.1vs -2.0 (26w) | 38%; ERBANSKTMTE#MZOIEMIKF, | ADAS-Cog=-1.85/-0.99
5 KRR +0.9 vs +1.4 (52w) ABvac40% R B I /R RIFR; {BFECDR-SB. | MMSE=+0.38/+1.71
¥ i +0.2vs -0.7 (78w) /ADCS-ADL-MCI, TMT-B, IGE. EQ-5D-5L% | ADCS-ADL=+4.65/+3.36
M | ' -1.4 vs +0.3 (104w) L EBAYURERNATEEEER; ; CDR-SB=-0.59/-0.17

- ABBERR | -0.91CL vs +8.37CL SUVR CFB=0.008 vs 0.013 52w PET SUVREEZ £ R

. BEE -0.51% vs -0.34% (52w) . 24mo MRIERENEFRIZEMLEL.48% | /

e i ARIA-E : 2.4% vs 0% ; FARIA-E i FARIA-E

ARIA-H : 4.8% vs 0% ARIA-H: i8RV BEEERSRZEFAHEY ARIA-H : 7% vs 0%

BELskIE: ClinicalTrials, ESIFEZFREIE 53 RBANS, AIEEREMZOIERSITES; TMT, EZLMNK

BEUFIZEXZENERERREN NRERASR
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GUOSEN SECURITIES

=" EKABHRMEXADHME LR

R BRE/KS i oA | 3B RAR I ZRET SEHE  2EEE 2 PEHE  PEE
Remternetug Eli Lilly N3pG-AB Ph3 2022.08 Ph3 2023.02
Sabirnetug/ACU-193 Acumen soluble AB oligomers Ph2/3 2024.03
ABBV-916 Abbvie N3pG-AB Ph2 2022.03
Trontinemab Roche AB Ph1/2 2020.11

eI SHR-1707 18¥sEZ AB Ph2 2023.12
PRX012 Prothena AB Phl 2022.03
PMN 310 ProMIS Neurosciences AB (oligomer) Phl 2023.10
CM383 RiET AB Ph1 2024.05
ALIA-1758 Alida Therapeutics N3pG-AB Phl 2024.05
ABvac40 Araclon Biotech ABss 40 Ph2 2017.03
ACI-24.060 AC Immune/Takeda ABy 5 Ph2 2018.05

= UB-311 Vaxxinity ABj 14 Ph2 2015.09
ALZ-101 Alzinova soluble oligomeric AR Phl 2021.10
AV-1959D Nuravax AB; 1y Phl 2024.06
ALZ-801 Alzheon prodrug of homotaurine (S4-f#f%) Ph3 2021.02
CT1812 Cognition Therapeutics Sigma2-RA Ph2 2018.04
varoglutamstat/SIM0408 Vivoryon/5gmEZ5l: QPCTL/QPCT Ph2 2020.07 IND 2022.02

INYTF ALX-001 Allyx Therapeutics/BMS MGIuRS5 Phl 2021.03
RP902 HMEEZD ARTR &= 157 Ph1 2023.02
CS6253 Artery Therapeutics ABCAl (iBitApoEENuABRERR)  Phl 2023.07
PRI-002 Priavoid GmbH AB TR E I Ph1 2023.12
PK501 PharmaKure APPHNEI 5 IND 2024.01

HRIKIE: ClinicalTrials, E{SIEH& 5 EREEIE
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INGEL: BRI 2ER B SRIA DA T I T2 &Y EEI%

B OAATRENESHIERES—EWMEXM, HEFTRFEAEARHIUKTHE (20~30CL) , BEHARIKREEB RIRGARKIRIKFEIEE
EUT, AHESFEtauFELEAN—RIGTEEER, RAEERNERARVERPRNEEZSENIERINAKE.

B EMCIERZEADEEH, fERLecanemabsiDonanemabiaTr181AfE, CDR-SBIES TR EFIE A A+1.21 vs +1.66 (A=0.45,
-27%) F+1.66 vs +2.33 (A=0.67, -29%) ; CDR-SBEFRITHEKXEH0~185, HHMCI~42EADXIE}0.5~65, 30%7Z 4%
ZRRO0.57 EANBITERIT TMCI-READEEF —EMIEKRENX (clinically meaningful) .

B R#ELecanemabf201#/i53 XADNIA R ##E, Eisaillfid RE TN E M Lecanemabia 7 #YEE AL TMCIA 52 E ADM B AU Bl IE <, &b
THEEADMERRIRT ENEHE%E; SARMAAEBRERLL, NMCIEL 57t R 2 12/h/E B ADHY R [8) 73 B4R 2.5/3.1/2.34F

B: {EfLencanemabiafrrtADE E & RiHRAE N

SoC + lecanemab: MCI i Moderate AD

At,

FRERIR: EisalZmmi, ERIESEFMmEE

BEUFIZEXZENERERREN NRERASR



== = 2L da =1
INGE2: TR/ RIEET, &S KT ETT AY EEIs
B HREZL#HNIEERMBEBOARBIT AN THEEEMNADEE LT EBMR, FEMCI-32EADAH, LecanemabX Donanemabx}F{ktausk 8 &7
WEEMTHStaukEEE, EMNEANGZEEARTERABRINE TaEE S, HAlLecanemabXDonanemabfF I ERZFEREENBE
preclinical-ADB/ E%

« AHEAD 3-45#f1%%: EisaiT20205F/E5, HHA3 TrialitXINBFFARBIRIK FH R HAIGKAEIAD (early preclinical AD) E#& (AB=20~40 CL)
29400 A, A45 TrialitXINBIRSARBKRK R RHAIRKRBIADE E (AB>40 CL) #1000 A, FREFIEFUNAFEAGRT (TEAR S H216/E
PACC51¥ 4 X AB-PET) &

« TRAILBLAZER-ALZ 3%f3%: itXIANZH3300Z N FKRZIHR (TICS-mER) EEEARaufFIEMNZ X%, E=Donanemab 700mg q4Wx3, FEfE
1400mg g4Wx6, BEEEEAHEFERHITREE (EENEIEFRHACDR-GSITES) , ZI182ARM R EBNEHHEE IFRITEE KR,
RIBIZETE R B FEMFT I H BEFHITDonanemabi& T .

E: ETFIMEER TSR EE KR B: AETaukEEHEFERDonanemabfFCDR-SBEMRIZE
0
Donanemab
3 1 e AACI: CDR-SB
| T
c e
O 6 e, e, o
= Early _ I T, c 40 -
- Medium E
— 9 Late S 30
nD': 1. 4.6 10.9 37.3 = 20 .
(@) ) . months delay 8
Early: Low-medium tau and early clinical (MCI) =
15 - Medium: Low-medium tau average patient — Placebo & 10 -
Late: High tau average patient — Donanemab
18 1 0 A
T T T T T 1.00 1.04 1.21 135 1.69 2.00
2 0 2 4 6 Tau PET at Baseline*
Model estimate of disease time (vears) au at baseline
THRKIR: PNCSRUCRTME, EFIESFEFMRMERE FRKIR: PNCSRUBURTME, EREIESFEFMRAERE
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INGGES: TREMICETRIRTTRIATRE ‘ E{Eif 5

GUOSEN SECURITIES

B 5i: RHADIEREWRAANZEERENR, REERERFRN—TIMR, 714%HNEENRERRERIZE, 97.2%HIMCIEE
RBEZIYTT, KB EBRENCHCHEREDTEE.

B (F&: PET-CT/ICSFEUABEAAMERR. MERMNZEEKRS, HLUEAEAREFER, MIERAMNERBEIFEY (eg. ET
SINE LA AB 400 M) ATIRL T & Sl AL BT BB ER

B 2Hi: AR PET-CTEHRI RHIADIZHI N EIRE, EEEHRAB

E: EZAD-DMTITENSE

PET-CTHEBANEHTET, CMST2023F10A ERBUHEITAB \ Pre\(fﬂtce:r;;?n ?L _E:[r)lx)/ AD /
PET-CTHR RS (LERTXPRFRRIGARXIEAIE) , MedicareZ®

ENEENEEHMINEEAN~20%; EHNPET-CTERMANEZK \ Diagnosed with Early AD /
Eix, NETAHNETREAANMFERZMEE, FETEESHE

PR IE R E - AR test

Treated with
an AD-DMT

FORKRIR: EisalERMR, ESIEHEFARAEE
7£: DMT, Disease-Modifying Therapy, &HRIEMRETT

BEUFIZEXZENERERREN NRERASR



GUOSEN SECURITIES

B ARIA (Amyloid Related Imaging Abnormalities, JEMIFERFGEXTE) BABMABAMETHFERNBIRE, —MRIAAIIAERIR
RFFERRABPIR S IZF AR T M EERMTTE MY, EEMLRENABENALSF, HFARIA-E (edema, MEIRMKM) AIEMRILI
22 3 i SC ROK B AR A FR &, LARARIA-H (hemosiderin deposition, $kMEZ=TAR) BIESLEME MANERIKIE S Sk M EZ= T .

B ARIABE RIIERM, HHERTApoEe4sbsi T HMEHEXMRSHNEDREY, ALEZRIEHAMRIEN. Ba), BEEFER
LecanemabfiDonanemabi& 7 A, RERBE—FZANMRIKELER, HEPAEES7/14 (FF8/12/26F) R KRFB2U3IAMTR (5
418241 HMiFRIHIFEREMRIRELR (IRIECLARITY-ADIZ, ARIATESSTTHIBIANMNAANRAEL) , HEARASKEEELE

IZNggA: KEAR SR EH RS XE &Y EEis

EHINIMRILT
F®: BOABMAELYER MR REHHESTEL
EBAR Crenezumab . Gantenerumab | Solanezumab i Aducanumab i Lecanemab : Donanemab
s | monomer/oligomer AB | aggregated AP : soluble AB : aggregated AP : aggregated AP : pGlu3-AB
; | 120 mg g4Wx3—255 | ; ; ;
HEREF | 60 mg/kg q4W . mg g4Wx3—-510mg | 1600mg q4W 10 mg/kg gq4W 10mg/kg q2W : Z(ngg"logqu\g)\(AB/
: : g4Wx3—510 mg g2W : : : g9
YA THRTIE) | 100w i 116w i 80w i 78w . 18mo (~78w) . 18mo (~78w)
v | MCI (~60%) i MCI (~55%) L i MCI (~80%) : MCI (~60%) : MCI (~20%)
% 1 1 1 - - 1 1 1
BEAR | mid-AD (-40%) | mid-AD (<45 | Midtomoderal€AD | ugan (120%) | mid-AD (~40%) | mild-AD (~80%)
fl@4 | CRE PBO | GAN PBO | SOL PBO | ADU PBO | LEC PBO | DON PBO
CDR-SB ! = i ' 25%1.1/  25%1.0/ i
: + + | + + : : : + + : + +
s | 39FL7  38%16 | 37+16 35%15 / / 9At10 oaiio | 3213 32%13 | 40%21 39%21
CDR-SB ! i i i ! !
s | *36 +34 1 +28 +30 | 420 +18 | +L1+16 +L7416 | +12 +17 1 417 +2.3
ARIAE | 0.3% 0.3% | 23.9% 1.7% | 0.9% 0.4% | 35%/36%  2%/3% | 12.6% 17% | 24.0% 1.9%
ARIA-H | 9.8% 7.8% | 23.7% 12.4% | 4.9% 5.6% | / / . 17.3% 9.0% | 19.7% 7.4%

#HRKIE: CREAD. GRADUATE I, EXPEDITION 1. EMERGE/ENGAGE. Clarity AD. TRAILBLAZER-ALZ 2&#M33, E{SIEHKFMREE
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=k &Y EELE

| Bl | ADERFGIERE, ATN)STHhREZRSTE

| B | si+5EE—46, ARSI

\=iy

I | TausBEFFEMEREF

[—
—
\

1

LR EhiTE

| | #EEiERBER

BEVAIEENZGHNERFRAERE TREAR



TauFE A 7* 5 BB LRI

E{SiEH

GUOSEN SECURITIES

4

B TauEAR—MAEMEXER (microtubule-associated protein-tau, MAPT)
BHEFHRE
EACERRCSHESHNEERFRMAERE, SBREMRENRMRECHRIR, ©%
H—DHREEZHNERR A, #EmMERIIKE

EAEFBARE, SHEEQS

ﬁé)ﬂz/‘ﬁw*&’b‘

(paired helical filaments, PHFs) ,

B TaulH XA LERE: 1) HNH
Tau=4% (ASO) ; 2) #lf|TauZ
£ (HMTM) ; 3) EEE1EIRE
7 (BifRik. OBtk fEEfL. H
B XZEAUFZMER ; 4
RFFFETauZRAAR (3R/4R-tau,
1SEM SR (ktau) ; 5) 1885 A
B RINEE (MERETD -

BEVRIZEZ GRS

FRARETNEREARS

, TREWETHMRPSEREL, EREEFHTHTau
M, AEHETEKLE. WEESRESHIEAEERER,; AREXHET, Tau

R TauR B ARG REFMTHILNEES, BRE
R, NKHNRBYRSEGFNB-TESEN, HEREXEELLH
RAEMEZMIAF RHERTHYELZE (neurofibrillary tangles, NFTs) o

E: TauEEAREREE

a Normal tau

[Spineloss.( @7

i Pathological tau—{
=

b Pathological tau

(/iDendrite ¢ Dendritic ~—
‘ \ ~ spine N\ -

S

|M|crotubule

——————————————————————————————————————————

Regulation of microtubule
dynamics and axonal transport ||

L

RS S b
. i Plesynaptlc

SRy i terminal /A ‘
B Vesncle~><

_________________________________________

ZERkE: Nature Review Neuroscience, doi: 10.1038/nrn.2015.1, E{SiE& 5ot prEeg




GUOSEN SECURITIES

SRR ASOBYIRIETau-PET, Ph2lsAkRIFsi#HITH AY EEILs

B BIIB080 (ASO MAPTR,) =HiBiogen#llonisit[EF % KIFEEMAPT mMRNAKIASOZ54. B: #7596/SCSF t-tau/p-tauB/k

B PhlbRKER BT (LTE) HANHA6ZREADEE, M S B EREFIHL4ANTI=ZT,
F£510/30/60 mg g4WE(115 mg ql2W BIIBO80;&Yr, #ELTE™H, FAZIXEHIES60/115
mg q12W BIIBO80;&¥7. FEMADKLTEH, BIIBOSOATTARINE T FIE Mk#h K 34U CSF t-
tau/p-taulst NfE; FE25FFFiE, BIIBO8OATT AL i RINII TauinFRE MR ; £ 100/E0/T,
#%BIIB080/ATT % &HCDR-SB. MMSE., FAQ (Ih&gEahalE) FERMBEKEKEE.

B 2022%8H, Ph2liEk (CELIATAZR) Bz, itXIIBEMCIKBZERRES I EHEIT735A, 34

MAD t-tau LTE

CSF t-tau (% baseline)

N = A Ry = Ay S aA ~
TrHF8E72F, ERLERAFCDR-SBERTS, MILfitT20265F1284E R 0- - : : : :
0 24 48 72 96
R 2 181
[#: BIIBOBOZEf#TauiiR AT p-tau -
5 140-
. Medial temporal Temporal Parietal Cingulate Frontal Occipital % 120~
H =9 o2 - - 1 1 . . ]
o 23 = 2 100+
2 45'?-“ T - —‘_—L‘—'-T | —— E—n 2
| 2 % 1 1 1 ] : 5 80
-]l T i 4
° = = -
H 2, 2 404
=g ]
S 10 J : . 20+

c m 02
H §4 oo 1 . 1 1 . -
il =5 Study Week
B 3= 07 ] | 1 1 0 36 9
E 22 04 J 1 . ] @ Cohort A 10mg Q4W — 60mg Q12W n=6 3 3
b ® ‘g _06 ] i i ] ® Cohort B 30mg Q4W — 60mg Q12W n=6 5 4
H 885 @® Cohort C 60mg Q4W — 60mg Q12W n=9 7 7
= % o -0.8 1 1 @ Cohort D 115mg Q12W — 115mg Q12W n=13 10 1
Bl oS 1 @ Cohort A+B+C Placebo — 60mg Q12W n=7 5 2
=g 1.0 Study Week 9
= g
° 4o 4 ] gl ] 0 25 R o0 Cohort D Placebo — 115mg Q12W n=5 4 2
Cohort D Placebo — 115mg Q12W n=4 4 2 Dosing visit
Cohort D 115mg Q12W — 115mg Q12W n=8 6 8
I Cohort C 60mg Q4W — 60mg Q12W n=3 3

HERIKRIE: CATD 2023, EfSIEHEFMRAEETE
ERIKIR: CATD 2023, EEIESELFHRTER ;¥: MAD, multiple ascending dose, %)iBigFIE

BEUFIZEXZENERERREN NRERASR



SB&EHE]: MCIT

HARIME—ERRE, HMTMAES

X

X EHE

A5 ‘,

E{SiEH

GUOSEN SECURITIES

B HMTM (TRx0237) HATauRx2FEIF %, —HIREETEY (BRTEAMEFRESS) , BELETauEBRER ARSI AL

REWH, NMATTADEEtbHFETauFHHHZIRITIERR.

TauRxF 20185 B 7 —WPh2/3HILUCIDITY#ZE, AH545
BMCIsk R HADZINE, #EZ®X8/16mg HMTME Z & 5ia
TIHFE12NA, RYAREAFRNRE, 2B HENES
HXR16mg HMTMAITHE121MNH . TEMCIRADEEE KSR
&, ZARAI2N EEL S ADAS-Cogy XADCS-ADL, YK AE
KB EYR; EMCI2ETENTE R, #F16 mg/d
HMTM;&fT BIMCIE & 7£24) A RTCDRFE S 0.5 R 2 1.089
Eb B4R 22 RIS 4E M 4, ADAS-Cogy, 34338 % B 748 & [F sb %t
REHRIIEMER, HERRTESHREE.
ETLUCIDITYRARHMCIEE LK IE, TauRxT20245%7H
AEXRERZ TMTIMLETRIFTRIF (MAA) , AFRITADSE
FIMCIFR32 R EFIR -

BEUFIZEXZENERERREN NRERASR

E: HTMTZEMCIRZEBADE ZE P 24B8THR

yy BEOND

Change in ADAS-Cog

Change in ADAS-cogyy score
1]

MCIZAD: ADAS-cogy over 24-months  MCISAD: ADCS-ADLy; over 24-months

2

4
16mg/day slared
afler 12-months

1 T - : =

1] & 12 18 24
Menth

MCI&AD: WBY over 24-months

o 24 A
8 S -5
it >
Q - -
2 2] g -0
b= £
g 41 8"
& S
5 51 1Bmyg/day stared 5 0 16emg/day started
after 12-months _after 17.monthe =
-8 : ; - 1 25 1 ¥ : 1
0 [ 12 18 24 0 B 12 18 24
Manth Month

& HMTM 18mgiday

MCI: ADAS-cogyy over 24-months

e
w* ]

g

]

o

s prd. 0261

E 16mgday starlod pe0.030
after 12=months

i1 T T 1

a 1] 12 18 k]

Manth

MCI: ADCS-ADL;; over 24-months

.
]

L

Change in ADL seore
= 5

fa
b

€ MTC 8mgiweek —= 16mgiday

o

Change in WBY (em’)
L
R L= L)

:

16mag'day stariod
after 12-months

MCI: WBW over 24-months

15mg'day starled
after 12-months

Iy

L] L

& HMTM 16mg/day

T T 1 25 T
12 18 4 Q L]

Month
€ MTC 8mgiweek —» 16mg/day

12 18

Manth

HERIKIR: AD/AP 2024, ESIEHEFMRAERE
3¥: WBV, whole brain volume, R&AE




ik REZENDIFTRA &Y EEi%

GUOSEN SECURITIES

B Semorinemab: HRocheFF 4 BI#EEINIRtau (6~23aa) BIIgGAIIE, FILURAI S BB Atau R B RtauE A £ e KtauTr B,

« Ph2 (TAURIEL study) : ANfBE7IEHA (prodromal) ~2ZEADZFIRE422 A, #EZq2Wx3kEEq4W 1500/4500/8100mg Semorinemabl £ & 54
I7, SB73F%E54A % 1500/4500/8100mgZhHI2HCDR-SBR B LT 1L 43 5l J9+2.19/+2.36/+2.36/+2.41, TREER.

B Bepranemab: FHHUCBF 4 HJ$E[Etau (235~250aa, #EIEMTBR) HIIgG4AHiiA.

+ Ph2 (TOGETHER study) : NMCIRRZEADERE, #Fq2/4W Bepranemabm BEFAT, EEA 5580 CDR-SBIFHHELTL.

B E2814: HEisaiff% HEEMTBR (microtubule binding region) -tau _H: MTBR-Taufs{ERHIE
ik, BidFHERAEMEINITERH Mtau (propagating species)
T HNHIIRE R H4EGELE (neurofibrillary tangles) B934 81 (spread) -

« Ph2/3 (Tau NexGen study) : 2021F128E5I, AZBpreclinical~/ &
ADRVE A BIADE 197 A\, 1EZE2814+LencanemabsfLencanemab
BZhaTr, EELR S RE24FE104/208Ftau PETZ L.

B BMS-986446 (PRX005) : HiProthenaFF% HI#E[E)MTBR-taudiiA;
2021%6H, BMSLA8000A =T E TR X M Bid5.6312 = st BI2M T FK
B EHE 7 B EVS H £ Tk .

« Ph2 (NCT06268886) : itXI{B5FHIADEEAT5 AN, BEZFS/EFI=

BMS-986446

BMS-08644634 77 5t REFI, FTE4L A AE181 FACDR-SBERITFHE i, . o ‘Q‘Anﬁ-wu ?(HSPG LRP1 Microglia
. mAb L :

BHETL.

FRIRIR: Prothenal& i, EfSIESHEMRAEEE

BEUFIZEXZENERERREN NRERASR
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B RREENHRERS] &Y EEiH

B AADvacl: FHAxon NeuroscienceFF & HI—F it 3 RIBEMTauE B Z AR, MEZKEITEBTAUERFHHNESESEEFIITH
OANHEEGRAL (38294~3050 & &8 , FUUSIFLIMEER (KLH) AFHKER.

 Ph2liik (ADAMANTHISR) : 2016 /85N, HANHI96RBEEHREADEE, U32tLHINEC EAADvacIMZRFIE, ZFiIXEFIFE
MIDREMOR], BIEE31 BEMIAMES OISR, SHAEN0 yg. H1048R, EMAADVAcIFREMEENL (REALHER
4E) KTEEL+12.6%, HKIEEETRBFAMN27.7%; CSF ptau? Ak FEEM(E; 7EBHADEMFEMTHIEQTRMauE
AEEMIANADEE T Rt, EFAADvacLiATT X I CDR-SBERITM MIGK TR LB FIHME27%, MADCS-MCI-ADLER
AN T AEEER B 30%.

B ACI-35.030: HHAC ImmunefI&IEEF A B —FEE Ep-TaulIBE RN TE H, EEEIE167 5 3T p-Tau3e404gy & plitau Z Bk F Eg#2 D1,
Philb/2alERffzi#, ACI-35.03001EFSH1ePHF (Enriched paired helical filaments, E5RIECXHRIELZLLEWR) Fifk.

Ph2blli& (Retainfiff3s) : 2024H1E%0, HXIAHpreclinical AD (TauRAB-PETRRM, TAFIEE) ZFiXES00A, &E1: 15EE
RERZEFIE, F02/61AEZFEMLF, MEE6NAEM—FIMES, BT HEE4AFE, HREETERIRTav-PETEFRE R
PACC-52F&Ki1E5 .

BEUFIZEXZENERERREN NRERASR



GUOSEN SECURITIES

INGS ‘ Ei{SitH

B GREEE: (RATauRxKIHMTMERR L7, HbleRELKXZEEZEPh2MER, EIXHEIZTARLEY.

B EAANE: TauE S YA SN ERESMBR T EEDETEEADEES, BERAUERIPFENHR, FREEMELIRFRIZITISFER ABBBEMCIAZEAD, )
5ARAMEEHEIAE (EisaifEEOAD A BEIRZEE2814EtFLecanemab) , dIHMTM{XZEMCIEE PRI —E T3

B HAEEPMBRA: PRRLMIEFEHTH, Nif, BE (150~250aa, FECSFHREENR) « MTBR-tau (FELZEETHA, RtauZBAEMZL) | Cig
(FECSFHIEEL ) , SEREEEIRITEAtau (misfolded tau)  p-tau (BRI =5, ERIETUHNERES, TSENIBMRBRAUMNSBITEAZETK) 5
BXRIERMEE B2

B fapgekRESdtau: tauRNIRMEER, XEOHBIEMtausb L THZEMEMERA, ERIESMaur] gEM LLEEE A taufRIEM T L ; B, #EMEsMausIiniE—ik
FRANHIE S /R FRA RIS tau BB EWIERR, MNMHIEHIRRFHENT B, AR A TBESEEERENMIEA, NH|H 5 R S Htau s BIK.

R: EHTaufRIAXADHYIELRIER

pity/ESid BRANKS i & 4ol R 2t LEEkiftE 2 BKATjE] P E#HE o El i8]
ASO BIIBO80 Biogen/lonis Tau mRNA Ph2 2022.06
NIO752 Novartis Tau mRNA Ph1 2020.09
B2 4 415 HMTM TauRx Therapeutics tau aggregates NDA 2024.07 IND 2022.03
- OLX-07010 Oligomerix tau oligomers Ph1 2023.01
E2814 Eisai MTBR-Tau Ph2/3 2022.03
Bepranemab UCB/Roche Tau (235~250aa) Ph2 2021.04
BMS-986446 (PRX005) BMS/Prothena MTBR-Tau (3R/4R) Ph2 2024.02
ik Lu AF87908 Lundbeck p-taus396/404 Phl 2019.11
APNmMAbO05 Aprinoia Therapeutics tau oligomers Phl 2022.04
MK-2214 Merck p-tau413 Ph1 2022.07
VY-TAUO1 Voyager Therapeutics C-terminus of tau Phl 2024.05
s AADvacl Axon Neuroscience Tau (294~305aa) +KLH Ph2 2015.10
= H ACI-35.030 AC Immune/J&J p-tau396/404 Ph2 2024.05
LY3372689 Eli lilly OGA inhibitor Ph2 2021.09
PEEAL ASN51 Asceneuron OGA inhibitor Phl 2021.02
BIIB113 Biogen OGA inhibitor Phil 2022.01

ZERISRIE: ClinicalTrials, EMSIEHZFMRMEIE ¥: OGA, O-GIcNAcase, HZEPLHE/KFRES

BEUFIZEXZENERERREN NRERASR
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?$géimtﬁ‘g: %4 # GUOSEN SECURITIES

B EADHUA LR EHAME, S TERNEBSAPHH, HYALRBEEEANESER (THEHESEMHER. SEAH) MIEREEREIRE. EADEEH
EiR&I, PIREEZRGHIEABR (Acetylcholine, ACh) FEET RSB EEE (Glu) KK EHSHSIFLAMMEEERFS.

o\

RN, FARMADFETE &y =5

« AChE: CZEtRBIEEEES (Acetylcholinesterase) R CEEABRR K BEAE B PEIHAN ZER IR B FHIS UK EERS, ZEtAEMESHIHIFI (AChED BidHNH] 2 EtAB Rk
i, WINPRMZERGE D BRI S B4, NMKEINTIIRE;

« NMDA: FIRHZ RGP IESHGIUKFELSHN-FE-D-XKL &R (N-Methyl-D-Aspartic acid, NMDA) S 3 EHE, BEEETFAREFRSHHELS
M, NMDAZ {3515 (receptor antagonist) FIFHETNMDASR A, MMERMEZSM .

F: AChE&NMDAEEZAI%ILE

R Z &R FIRTHORR/ R BRIT = E &R ZRST+E SN
=9h (Donepezil) (Rivastigmine) (Galantamine) (Memantine) (Namzaric)
LS Eisai Novartis J&J Forest Laboratories Allergan/AdamasPharm
:uf =1 AChE AChE AChE NMDA AChE+NMDA
i& M fE AD 12 EAD/MAE AR AE 2R EAD HhEFAD hERFAD
5 US (1996) . JP (1999) . US (2000) . EU (1998) . Us (2001) . JP (2011) . US (2003) . EU (2009) .
RIETIE CN (1999) JP (2011) . CN (2018) CN (2020) CN (2010) . JP (2011) U5 (AL

e A ersm DR RREL5MG qd, BATE - eime  REMEERINBE RSN
i i T B omg; mmR: RN Eemo od, BUARMETRER joon w0000 BRIRA. mg nomg ad, mxmE
—AAEE k'ﬂiﬁﬁ’23mglm 4.6mg / 24/hBt, EpITARR EFIE, |ARHEEI2Mg. =2 4E20mg ’ 7' 28mg/10mg; E&RIFEEFERRY
= % A AT o AN Z9.5mg, £ KA E13.3mg. ° BET LA E KA 28mg/10mg qd.
10mg qd;afriZ R EAD 24Fvs Damaldia: = SR,
Hifcsis S | 24mg/dsETFRTE AD 21-26/8: e e AT A
D ;ig%f[igf:’oz‘@hﬂvg_‘{f‘gggo- WA F R (ADAScog: oo VRTTRREADIEZI AN 5 & mioomorare & 5 srsATT
Bl MD-128) , %35HN (ADCS- 1 & (ADCS-ADL: Mp=193) MD=223) , 1 (ADCS-ADL:Prpie C s P i, FRMAD 24-28: S50 %
ADL: MD=b.35) TGS EISUEE FB i (ADCS.COIC, MD=020MD=213) MEHEE (CIBiC. o L0 WPt AT iRt A, Bik, (Al
' _ ‘Plus: OR=1.63) , {THIERER s TETPEISIRL, FH3ESE~5H .
%ZE (CIBIC-Plus: MD=-0.44) , ¥JAI3k#H. AL THEERAT A AR

AR H6-91 A <t WPl =L
\ N &EEK{EE:FZ% Zj . 1/\Ikbl'-'E\
cap LBR Glow) S BL  BBEES, aEBiwE, & saro W W AAE S8 LAREE ALER0L HEMRS, TRETTERED,
=1 < £ EL— /sETZE% IJ.Elﬂﬁ&Hﬂ]Eﬂ = E\ 10/ EFE" Hﬂ,'}kjjia—l;l—\ uEui\ ﬂlZﬂi\ EIE%Iéitﬁr%
= J%ﬁ.\ IJIXIJ:I:f—"}o K\ ﬁ%ﬁ@éﬁﬁ

BERR S o
FRRIR: &@RAE, BREIESEFMRAEE

BEUFIZEXZENERERREN NRERASR



GUOSEN SECURITIES

MZETINEE: AHARURERIRMAE &Y EEi%

B 202447H29H, Alpha Cognition# O0RZERFEZAZunveyl (benzgalantamine) 3XK{3FDA B: hnfb#&BenzgalantamineZEHIxtEL
HEETHRTRTRPEADEE, BMAIATFEREZREFDAHLERNADOMRITE (L
— M A2014F LHIZERIRF+=ENMEFHIF]D . /
B NEADORTENEERENEIRN, ASSUMADEEERA—EERBATEMEEER
MERMIFIEAZE. Zunveyl2 M= MEEVRTEAAY), SEWIEIHFESEAES IEWRILET)

Galantamine

ERFAIBENBIAES, NRADXNBHERERZNEM, NMmAESRET O, Kit, H= .
EEEEHERRE. \///
B : BenzgalantamineZZfighiz S 8l & R JRTE ¥
- HO
& g
) e g \
- X 8 N

--Q
! ; . i
INTESTINAL WALL @ . Binds to AChE, Q >
Qb — increases ACh levels - B | t .
S R ST ALPHA-1062 is ' ' enzgalantamine
7 . local neurons
~ absorbed as an 2 '
\9 & inert drug ‘
»x .

Q <“---"7 R Dy P ¥ % % O

Nausea Bioavailability l # O ‘E‘-
=

Vomiting of ACHEI is /

Diarrhea reduced . gq - H

' Nausea % Bioavailability
' Vomiting of galantamine

" Diarrhea ! isenhanced

No activity in
Gl nervous system

ZRIKIE: Alpha CognitionE M, ESIESE 5T EEIE HHRIKE: Alpha CognitionE M, ESIiES L Ko EIE

BEUFIZEXZENERERREN NRERASR
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WESHERR: GLP-IRAMESRIRAK, Ph3lERTT202564iRiEH P BISIEsS

B T2D (28U¥EFR®) —RADBIXEFz—, ZHHIUWERREZEIPT (insulin resistance) ZFRIB4FE, SERAEMELL, T2DEEHE
& (dementia) X [EIEE~1.6x, £IkE~7T00AERFEZ R EHAD. FEADENH)IERIG, GLP-1RAZAY A REEMMARRIER N
(neuroinflammation) . &R (oxidative stress)  ABRSLIE WA K taurlid B 1L 55

B X FLEADER. SUSRAIN-6X%PIONEER6ZF=INGLP-1aK#M %= (§IANE~1.6AAN) HEMESHTER, EREBLNIESNERTE
RimEED, FHAGLP-IRAMBERFREERRAEXZEERTRENE (HR=0.47) ; F—IEAZHARNEEMNIIHAR (ANEH~12
R ¥EZ 24 ERRITAE2SF T INE) , GLP-1IRARIZM P E—aE B B EEEARXICFI 248 KFTTE (HR=0.89) .

B Novo Nordiski#t &R, 2202158 BaIAmMPh3IEAMFEVOKEREVOKE Plus, Ai+)\éﬂé’\137oo%§ﬁ% (55~85% HIMCI=k
ZEADEE) , BRIRA—XOMRBEZHEER (RIKEE14mg/d) , #FEE173F, RIETITT2025F 98 MISHIAER (FEX L1044
CDR-SBIRELLT L)

E: EHAGLP-1RABRZEFIS H b2 R R a0 BERME L RN

100

1.0 4
90
s Treatment Hazard ratio for dementia (95% CI)
3 80 4 0.8
= 170
g:, 60 . 0.6 - GLP-1 receptor agonists 0.89 (0.86-0.93)
2 g [ = 1= o T L e
£ 40 il 0.4 - QOther second-line diabetes treatments
3 4
£ 30 0.24 Insulin 1.01 (1.00-1.03)
[} et GLP-1RAs
"(_i' 20 0.0 _'“-‘-:_r T T T T T T T 1 anvl 0 o7-1
o 10+ 00 05 10 15 20 25 30 35 40 45 S SR = L]
:; I ' DPP-4 inhibitors 0.98 (0.85-1.00)
0.0 0.5 1.0 1.5 2.0 ?.5 3.9 . 35 4.0 45 Meglitinides 0.95 (0.89-1.02)
Years since randomization | |
No. at risk 0.75 10 125
GLP-1 RA 7907 7852 7763 6479 6064 4441 4373 4312 1716 483 Batter for dementia Warse for dementia
Placebo 7913 7843 7740 6438 6016 4394 4321 4251 1700 460

EBRISKIE: Alzheimer's Dement, doi: 10.1002/trc2.12268, ESIEHLZFMAHAEIR F: ZEA=MIGKRMRAEHIE S HEIE, AERIAGLP-1RAKR Eith 225 ¥E R R TT 35 X5 XS 520

BEUFIZEXZENERERREN NRERASR



MBRIER N : GV-97 118 IBAH EE P RHE R G RIER N

EFRNE=;

GUOSEN SECURITIES

4

B GV-971 (Sodium oligomannate, HEFFAKE) HIERS/PRE LSHMFR/PENSFAFEHKEH A, 2019F/EASBKEMESX CHFEERBUISIEH
Koy FERMHEENEY) ZHIMADBFZARENMPARLEM ZH £, BTFATRPEAD; 2021585 XMANERBR, NEEE206T/E (BAEA—E,
Aiair#&MA11847T) .

m A% (gut-brain axis) : ADEEMERKX/MMREFHEIMFENRM TSRS, EXRIBRNRTRERF NS =YW@ Th1il R #INE K ER &

(Peripheral inflammation) , 7EfRIE/RIEFRHT, MAKEFE (BBB) STEMMWKIS, BIAMMEFERSZHAKR, SREMAMEEER, #—THEIMHE
RIERN; GV-971B I BB pEE TG, MHEERHR~IH B OINE RBERER N, AMEERENAINEE.

B Ph3IGEAREIE: ST AE~8002FiXE (50~85%, MMSEIFH11~22M02hEADEE) , @E: GV-971iEBd MiAHaTT R

FRAGV-971 36 FADAS-Cogl2iE i R A F4H g =E-2.5449r (-2.70 vs -0.16) ; &
MMSE#4320~265> . 15~19% . 11~145 {93 ML A, FM#36EEGV-97148ADAS- e S
Cogl2itr i ZE HlA-1.66 (-2.97 vs -1.31) . -2.96 (-2.23 vs +0.73) . -4.55 (-2.65 T QN -
vs +1.90) w4 e T | & %% 5‘{’ RS
. ’ Inﬁltr;ed peripheral i?n%ga?:'t'i':?‘n m Infiltrated peripheral ig‘:ga::'i:'i':?“*
immune cells 4 immune cells ¥
E: GV-971RLEFLEADAS-Cogl2EREEA/12/24/36 BAES HiiE Tﬁ
3.0 - -@- Placebo & Gv-971 ose | 7 o6
L ko)
-2.70 e@ e o ® o0
= 2 e L n Corphary 2 r—
g p<0.0001 =
wl & p=0.01
“3 E 15 - Difference = -2.54 /-F-[-I—
=l 2o E i Disordered fomsges
§ 0s t | o/\0/10/19/19/10/19/10/10/10/10/18/10/10/19)|0/|0 oo\o?oooo{oaoo]oooo\o:oooo\o
-~ : | e | ; m;,“, kb
- e ol Voot A R S - - 3 GV-971
g - ; . ; . . i i . ; ’ ofDrxiscbrlgt?ilgta (3 o??r(l:i?:?gtl)tilgtg l | I <« (A=
= . 0 4 8 12 16 20 24 28 32 36 40 -
Number GV-971 391 378 Mo 363 337 9)(9)10)(0)919)/9)81(0)/8)(9)(0)9,(0)[0,,0)(@ ..‘.:...j.i...‘.‘.'..‘.....i.
of subjects  Placebo 404 384 361 347 AD-associated Gut-Brain Axis GV-971-reconditioned Gut-Brain Axis

BRIKIE: Alzheimer's Research & Therapy, doi: 10.1186/s13195-021-00795-7, E{SIEHLZFMREAEEIE

S
1]

SHFEEXZEN G EERREN NRERAER

ERlskiE: Cell Research, doi: 10.1038/s41422-019-0216-x, E{SiF&£Z

ST R IR
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EiSitH

GUOSEN SECURITIES

F<: EBkTauf SMEXADHIELRIHR

7% BRAAMKS it =R s p[EiHE rh E 8]
Lencanemab syl AB fshi] 2024.01
Donanemab Eli Lilly pGlu3-ApB NDA 2023.10
Remternetug Eli Lilly pGlu3-AB Ph3 2023.02
AB SHR-1707 1EEREEZS AB Ph2 2023.12
CM383 BRisT AB Phl 2024.05
RP902 HEEZ ABBREE NI Ph1l 2023.02
varoglutamstat/SIM0408  Vivoryon/4cE 75l QPCTL/QPCT IND 2022.02
FI Hr B9 BRI 5 LRIt Zh AChE EH 2023.10
I\SERTE BHeD AChE NDA 2024.07
WMETINEE FIBNRST BRI AChE Ph2 2021.08
QD202 Byt RMATPEg: 128 H Phl 2024.03
BrAD-R13 b3 PSR ) NTRK2 Ph1l 2023.11
HEFHRE Laga Ko7 FEEEETEL S a7l 2019
T RIEMEEMR (DA Novo Nordisk GLP-1RA Ph3 2021.02
WERER N TG103 Kz H)/Genexine/ A5 & H GLP-1RA IND 2022.09
OAB-14 FAETIZh DUL B THTE Phl 2023.03
ZK50561 2YEY RAC1 Ph2 2023.01
ol haMPC-Exos [iil=de Xy S TANYS Phl 2020.04

ZERKR: ClinicalTrials, E{SIEHZ 53 REIE

BEUFIZEXZENERERREN NRERASR
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BHEEIN &Y EEi%

GUOSEN SECURITIES

B ADERBHIENE. ADESERNMNERERE, RIB20164Global Burden of Diseaseshfizs, £IKADKE H thEIFRAE B E HH19904F /4920207 AE
ME2016FHI4384 5N (+117%) , BERKNEEKFEEHTAOZRUAY, BERESREFEARNTENKTEANETEREZ—, %
TRRHIBULEI238A AN, BREKETARIEE; 2016FHEADREMBMRIEREBILEI1043A AN (KRE+5.6%, EIESTEEREHKE) « kT
ROIAT.TEAN, BERGIBETHSLIk~1/5, ERAETE.

B ATN)STARRZESTE. ADE—NESEFBILE, AHINBERERA20%E, WAAMAEEELLE T —RINFREEEKTET, SHNIEITH
NIA-AATEFSRIAFIRR GRS E GER/MAMME) NEERNEYFE (REZF) #amiA, ERKRERNSER, MIESHERTYLE, Fi#H—P7
ZEATINEVFREN D LA R, ADISHISETTRE SI28T. B, AB-PETRiCH &irE, Tau-PETEERTSHES EMTNERHRE; &£T
CSFRIAB. t-tau. p-tauFiRSHTERSERMY, SADSHINEESE,; SEFEKCSFSH~miELL, MEMANBEERAMR. KN E
HFm, EAATADRATGE, EERFAAMEEKX, BIMNGTADINE MM =5 L, Bl FEBI SN0 = BB B &R ERENARS,
EAE B ZHMETRAKN/ELISAMLE & S ARRIADIN E 46 i 57 & BRAF 7E Ak .

B HTEE—8, ABRIAEHYREEM. BEMESALHEREEEMADNLHFINHIPRALMMNEDN, ZBRITIAANABRESHADKRIELIENITME
EIEoIE &, 2010FHE, ZPARIMKEH ZPh3IEAMEL, ERXZLIKKEL . Lecanemab (Eisai/Biogen) X Donanemab (Eli Lilly) 433l
F2023F7H K 2024F 7R K 1SFDATT £, ADHNERIERATHMEL .

B TaufEITERNERED, HMOEWTERERTH. TUEBSADEFIERSEHEX, BESEAk. BEVNFEAREKEEHAVES, ZNEWRT
ERET, BINHERTARBHEXAY. Ik, GLP-IRAFH S TADRITHRINE T—E/EH, E/MEHFHRIGEESXE.

B OENKE: 1) BN B fERESE. BRIZHEF; 2) B2 BKEETT; 3) BT EREZ (ARHAZAa FPh2iaAM
)

B RERTR: MIATEMAEIRNG; FRlEAREME AR R TN ; RN IATIHIB X ; FARARIEN XL

BEUFIZEXZENERERREN NRERASR
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GUOSEN SECURITIES

B Hi=EFEMNEIRXE;

B ST RllEERE M AR TR EARY XU ;

B FERE A A TR EAR XU ;

B B ARALIELXE .
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HiF: ADIEXHMELERR &

GUOSEN SECURITIES
F*: ADEXHMEZLIERRITEL

BRAW E {0 FERRF SNBSS H

043: TTINFIfERE
B SN SUs (212 El\l. FIBFS 0.5~44): WIELAENIZ IR

CDR-SB e I
(Clinical Demgg)’iigsl)?ating-Sum of IR AR FRTEEFR A)@;;—;S E%I%i m%?ﬁ%ig;gﬁgéq 4.5~957: BEHR
P 9.5~15.557: FEHIR
16~18%3: irﬁﬁﬁ%
27~30%%: INEATHAE
o FERTISRFEREOWAIRE, 815 51 965, gérwuggﬁv_r
(Vini-Mental State Examination) BB BRRTIP E R BRI, B R BERSAR e
0-94y: EEIAFER
ADAS-cog

FEIHEBENICIZ, 1n=.ﬁEjJ PITIH ﬁ?ﬂl EE0~7057, AEESRRIAFL

(Alzheimer's Disease Assessment F/RBFER R ER-ANPER A6 20 51 2\ AT G arimoiyn e

Scale-cognitive subscale)
ADCS-MCI-ADL
(Alzheimer's Disease Cooperative  F/RKGERIEMEM -2 E NI EERE FE TR EANEREEAEZ T HER 7 8CEE0~53%, FHWRETRAEE

Study Activities of Daily Living Scale BEREEFRENER s RYRI EBIEREME
for Mild Cognitive Impairment)
iADRS =& ADAS-cog 1 ADCS-ADL %, H s
S . - vt BT IR ZEFEMRKERRES, 7
(Integrated Alzheimer's Disease PR BBRIESSIEDER l/,(ﬁﬁ[i"ld"{,x/ﬁ%xﬁ$%‘E’Jw)k%lﬁﬂ HED
Rating Scale) seam HOBAR R A FFN I BEPERS bk /™ B
DAD e g A iﬁﬁﬁmﬁ%ﬁ%m%mﬁnﬂ\ TEIERN g e s 2= = 1 s g 7 i 1
(Disability Assessment for Dementia) AR IRFE R MAREEEE R BN BEED PRERR IR B
PACC
oo o O /—,-H— E —|:||:| II ﬁll H > N0

ARIRIE: NIA-AA, ESIEHR T REE

BEUFIZEXZENERERREN NRERASR



kel AY EEILS

EfSiEF R FITR

BRI %5 &5 B
RIS RITR () HHRE HF AT BNEIAT AR RN 109 |
FRRTUFE (HERPEBI) . Fme , T T A S 1006 |
o152 %75 /RG24 A MR RR AT, R TR it BN FIRA T HARRMIEN L 10%2 9
AR 275 HE 06BN AR (3 BF A BN EIBT AR RIIER10% |
RS AEXRAMRXIES DR BN - N a—
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