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Alois Alzheimer
Psykiatriker + Neuropatolog

Presenterade 1906 pa en konferens
“en ovanlig sjukdom | hjarnbarken”

* Auguste D (1850-1906)

* minnesforlust, desorientering, forvirring
och hallucinationer

* “jag har liksom forlorat mig sjalv”

* Obduktion:

* Senila plack
* Neurofibrillnystan



Vad vet vi idag?

* Alzheimers sjukdom
* neurodegenerativ sjukdom
* vanligaste kognitiva sjukdom/demenssjukdom
* ca 100 000 personer i Sverige
* aven vanligast hos yngre personer med kognitiv sjukdom
» overlevnad mellan 4 -10 ar

* tillganglig behandling idag ar symtomlindrande

* Basutredning inom Priméarvarden
» Utvidgad utredning Specialistvard =>yngre personer med misstanke om AD



Alzheimers sjukdom
Symtombild = paverkan av

Episodisk narminne
* Lappar
* ”"head turning sign”
* Vilsenhet

Inlarningsformagan

Orientering i tid + rum

Spraklig formagan

Praktisk formagan
* |-ADL + P-ADL




I-ADL + P-ADL

* |Instrumentella ADL (aktiviteter i dagliga livet)




~ADL + P-ADL

* Personliga ADL

* Pa- + Avkladning
* Dusch

* Hygienhantering
* Toabesok

 Ata och dricka




Neurodegeneration - Patologi
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Neurodegeneration - Patologi

Beta-42-Amyloid

Cerebeal
Cortex

Amyloid
plaque

Neurofibrillary tangle

Phosforylerat Tau
PTau




Diagnostik Alzheimers sjukdom

* Atrofi CT hjarna / MR hjarna



Medial temporallobsatrofi (MTA)

MTA O




Tolkning av neuroradiologiskt svar

Fazekas — forandringar i vit substans

Grad o Ingen eller enstaka punktformig forandring

Multipla punktformiga forandringar, ses i alla aldrar, vanligt om aldre an
Grad 1 65 ar, litet antal saknar oftast klinisk betydelse

Begynnande sammanflytning (konfluens) av punktformiga forandringar.
Grad 2 Patologiskt om yngre an 70 ar.
Grad 3 Patologiskt

MTA — medial temporallobsatrofi (Scheltens skala)

MTA 0-1 Normalt

MTA 2 Patologiskt om yngre an 70 ar
MTA 3 Patologiskt om yngre an 80 ar
MTA 4 Patologiskt oavsett alder

GCA - global kortikal atrofi

GCA o Normalt, ej vidgning av sulci
GCA 1 Latt vidgning av sulci
GCA 2 Volymforlust i gyri

GCA 3 Uttalad vidgning av sulci med uttalad volymforlust



Diagnostik Alzheimers sjukdom

* |dag:

* Lumbalpunktion

Beta-42-Amyloid => lagras i plaques => laga halter i likvor

P Tau => frisatts vid celldod => férhojda varden i likvor

 Amyloid — Pet + Tau — Pet (Forskning)




Nytt inom diagnostik — Biomarkorer i blod (BBM)

* |dag:
* Lumbalpunktion
 Amyloid — Pet + Tau — Pet (Forskning)

| Framtiden:

 Biomarkoreri blod => P Tau 217

— Dubbelmarkor

* Tidig diagnostik for personer med
— Lindrig kognitiv nedsattning + AD patologi
— mild AD




Atypiska former av Alzheimers sjukdom

e Posterior kortikal atrofi, PCA

* Logopen afasi



Posterior kortikal atrofi
(PCA)

e Debut i 50-60ars alder

* Symtom:
* Visuella och spatiala problem
* Apraxi
e Svart att stava, lasa och rakna
* Fingeragnosi

 Svar angest/oro, depressivitet
* Minnet valbehallen i borjan




Posterior kortikal atrofi - ovanlig
demensform som drabbar synen

Alzheimers sjukdom vanligaste neuropatologiska bakgrunden

Vendela Berglund, ST-I3kare, enheten for klinisk mikrobiologi, Gavle sjukhus
vendela.berglund@regiongavieborg.se

Sibylle Mayer Standar, overlakare, geriatrik, Gavle sjukhus

Lakartidningen januari 2021




Logopen afasi

- svart att hitta ord, omskrivningar

- svart att upprepa langa fraser

- tappar bort sig i en langre mening

- talet ar [angsamt, men inte anstrangt
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Radiologi vid PPA, logopen variant

Inferiort temporoparietalt atrofi vanster

FDG-Pet




Behandling av Alzheimers sjukdom =>aktuell

e Livsstilsfaktorer



Ny forskning kring Riskfaktorer

med 45 %

Fysisk inaktivitet
Hypertension

Hogt LDL-kolesterol
Horselnedsattning
Rakning

Traumatisk
hjarnskada

Overméatt av alkohol

RISKFAKTORER
Sentilivet
Tidigt i livet Mitt i livet:
Lagre utildning Lepression Luftfbroreningar
Diabetes o _
Social isolering
Fetma

Synfdrlust

14 riskfaktorer kan minska risken for demenssjukdom
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Livingston et al, Lancet 20024




FINGER Modell
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Sociala aktiviteter
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Illustration: Martina Krona
fran boken "Hjarnhdlsa"
{Miia Kivipelto, Mai-Lis Hellénius)

Interventionsgruppen jamfért med kontrollgruppen

Exekutiv funktion

83%

stérre férbattring

Total kognition

25%

storre forbattring

Komplexa
minnesuppgifter

40%

storre forbattring

Processhastighet

150%

storre forbattring

FINGER-studien,
Ngandu, Kivipelto et al, Lancet 2015

Prof. Mia Kivipielto, KI




Behandling av Alzheimers sjukdom =>aktuell

e Livsstilsfaktorer

 Stabilisering av den sociala situationen
« Kommunala resurser
« Demens-Ssk/Team resp. anhdrigstod
« Godman? LSS?
« Korkort? Vapen?
« Boendeform, dagverksamhet.......



Behandling av Alzheimers sjukdom =>aktuell

e Livsstilsfaktorer

« Stabilisering av den sociala situationen
« Kommunala resurser
« Demens-Ssk resp. anhorigstod

« Symtomlindrande behandling:
« Kolinesterashammare
* Donepezil
* Rivastigmin
* Galantamin

« Memantin



Lakemedelsbehandling
inte botande + inte bromsande

=> symptomlindrande

1. Lakemedel
hammar
enzymet. . po .o
2 : Specifika demensldakemedel:

R s \ 2. Acetylkolin _ . - — T 2

it s Kolinesterashammare => mild — mattlig AD

* Doneperzil

* Rivastigmin
e Galantamin

4. Hog akﬁvitet', — NMDA antagonist => mattlig — svar AD
fler nervsignaler. * Memantine

3. Receptorerna stimuleras
och antalet okar nar
acetylkolin binder till dem.
Manga jonkanaler dppnas.




Kolinesterashammare - Biverkningar

e Vanliga Biverkningar:

lllamaende och krakningar
Diarré
Minskad aptit (anorexi) och viktnedgang

Muskelkramper
Somnloshet

* Mindre vanliga/Allvarliga biverkningar:

Bradykardi (Iangsam hjartrytm)
Synkope (svimning): Kan orsaka fallolyckor

Forlangd QT-tid: Hjartpaverkan har rapporterats

Okad salivavséndring och svettning (hyperhidros)

tas tillsammans med maten

tas pa morgonen

OBS: forsiktighet i kombination med beta-blockerare

OBS: ej kombination Donepezil + Citalopram




Kolinesterashammare — Forsiktighet/
Kontraindikationer

* Hjartproblem:
 Svar hjartsvikt
* Bradykardi, AV block > 1

* Astma/KOL av svar grad

* Magsar
* Blodande magsar
* Gastrointestinala problem



Kolinesterashammare

* Doneperzil (flmdragerad, munsonderfallande, [6sning)

* 5mg—10mg => ren acetylkolinesterashammare
* Redan pavisat effekt vid 5mg

* Rivastigmin (kapslar, plaster)
e Kapslar: 1,5mg x2 —3mg x2 —4,5mg x2 — emg x2;
 Plaster: 4,6mg/24t —9,5mg/24t — 13mg/24t

 Hamning av acetyklkolinesteras + butyrylkolinesteras
— Biverkningar: lokal irritation, rodnad, kldada; minsta magbiverkan, ........

e Galantamin (kapslar, |6sning)

* 8mg— 16mg — 24mg => acetylkolinesterashammare + modulera nikotinreceptor (forstarker
effekten)

* Upptrappningsschema
— Pavisat effekt vid 16mg
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Acetyl-cholinesterase-inhibitors
slow cognitive decline and decrease
overall mortality in older patients
with dementia

Marco Zuin*, Antonio Cherubini?, Stefano Volpato®, Luigi Ferrucci* & Giovanni Zuliani**~

We evaluated the effect of Acetyl-cholinesterase-inhibitors (AChEIls) on cognitive decline and overall
survival in a large sample of older patients with late onset Alzheimer’s disease (LOAD), vascular
dementia (VD) or Lewy body disease (LBD) from a real world setting. Patients with dementia
enrolled between 2005 and 2020 by the "Alzheimer’s Disease Research Centers” were analysed; the
mean follow-up period was 7.9 years. A 1:1 propensity score matching was performed generating

a cohort of 1.572 patients (786 treated [AChEIls +] and 786 not treated [AChEls-] with AChEls. The
MMSE score was almost stable during the first 6 years of follow up in AChEls + and then declined,
while in AChEIs~ it progressively declined so that at the end of follow-up (13.6 years) the average
decrease in MMSE was 10.8 points in AChEls- compared with 5.4 points in AChEIs + (p <0.001). This
trend was driven by LOAD (A-MMSE:~10.8 vs. ~5.7 points; p<0.001), although a similar effect was
observed in VD (A-MMSE:-11.6 vs. -8.8; p<0.001). No effect on cognitive status was found in LBD.
At multivariate Cox regression analysis (adjusted for age, gender, dependency level and depression)
a strong association between AChEls therapy and lower all-cause mortality was observed (H.R.:0.59;
95%Cl: 0.53-0.66); this was confirmed also in analyses separately conducted in LOAD, VD and LBD.
Among older people with dementia, treatment with AChEIls was associated with a slower cognitive
decline and with reduced mortality, after a mean follow-up of almost eight years. Our data support the
effectiveness of AChEls in older patients affected by these types of dementia.

Dementia is a major health problem in older populations, involving approximately 47 million worldwide'. In
the U.S. the prevalence of dementia is about 15% in people over 68 years ofagc;, and Alzheimer’s disecase (AD)
represents the most frequent type, affecting 5.5 million people?; late-onset Alzheimer’s disease (LOAD) is the
most common form of AD, with an onset over 65 years of age. Despite the recent and much-debated approval of
Aducanumab by FDA for AD treatment, Acetyl-cholinesterase-inhibitors (AChEls), such as donepezil, galan-
tamine and rivastigmine, represent the first line pharmacological treatment options in patients with AD, with
the aim of treating symptoms and slowing the natural course of the disease™ . Although the efficacy of AChEIs
has been evaluated in different randomized double-blind controlled trials (RCTs) conducted in subjects with
AD®", as well as in patients affected by vascular dementia (VD)” 1%, their efficacy in the real world setting has
been questioned™"'. Doubtless, RCTs represents the “gold standard” method to evaluate the treatment outcomes ',
but their results may be difficult to generalize in daily clinical practice due to the highly selected cohort included
which only partially represents the real-life population'***. Conversely, observational studies have the advantage
of evaluating the effectiveness and safety of drugs in non-selected cohorts of patients. At present, only a few
observational investigations have investigated how AChEIs treatment may influence cognitive decline in patients
with LOAD or other forms of dementia'>-'*. However, definitive results were not obtained, especially concerning
the effect of long-term treatment. Therefore, the aim of the present study was to evaluate the rate of cognitive
decline, as well as the overall survival, in a large sample of patients affected by dementia, treated or not treated
with AChEIs in a real-world setting.

Nature, scientific report, 2022
Marco Zuin et al

- Mindre kognitiv nedsattning (AD)
- Lagre mortalitet
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Featured Article

Acetylcholinesterase inhibitors and risk of stroke and death in people
with dementia

Edwin C. K. Tan™"*, Kristina Johnell”, Sara Garcia-Ptacek™"’, Miriam L. Haaksma"™,
Johan Fastbom”, J. Simon Bell*, Maria Eriksdotter""'

Long-term Eftects of Cholinesterase Inhibitor:
on Cognitive Decline and Mortality

Hong Xu, MD, PhD,* Sara Garcia-Ptacek, MD, PhD,* Linus Jonsson, PhD, Anders Wimo, MD, PhD, Correspondence
Peter Nordstrom, MD, PhD, and Maria Eriksdotter, MD, PhD Dr. Xu

® hong.xu.2@ki.se
Neurology™ 2021;96:e2220-e2230. doi:10.1212/WNL.0000000000011832




ORIGINAL ARTICLE
@ E S C European Heart Journal - Cardiovascular Pharmacotherapy (2024) 10, 128-136 : : :

) ) ” Prevention and epidemiology
European Society httpsydoiorg/10.1093/ehjovpipvad 102
of Cardiology

Cholinesterase inhibitors are associated with
reduced mortality in patients with Alzheimer’s
disease and previous myocardial infarction

Bahira Shahim 211, Hong Xu (2%, Kristina Haugaa'-2,
Henrik Zetterberg :*5%7:8% Juliane Jurga'?, Dorota Religa®1®
and Maria Eriksdotter?:1%*

Hr_ t, Vascubar and Meuro Theme, Earolinska University Hospaal, 17177 Stockholm, Sweden; Lkp_ trment of Medicine Solna, Karolinska Institutet, 17177 Stockholm, Sweden;
IDepartrnent of Mewsbiology, Care Sciences and Socety, Division of Clinical Geriatrics, Karalinga Institutet, 17177 Stockholm, Sweden; *Institute of Meurascience and Physiology,
Drepartrent of Prychiastry and Meurachermistry, The Sahigrenska Acaderny at the University of Gothenburg, 41345 Malndal, Swederc *Clinical Meurochernistry Laboratary, Sablgrenska
Universty Hospital, 41345 Molndal, Sweden; SUK Dementia Resssrch Institute st UCL, Landen, UK: '-'L)up:rl'nunl of Neurodegenerative Dwease, UICL nstitute of Mewrology,
Londen, LIK: *Hong Kong Center for Meurodegenerative Diseases, Hong Kong SAR, China; *WWiconsin Alzheimers Disease Ressarch Canter, Lniversity of YWisconsin School of

Medicine and Public Health, University of Wisconsin-Madison, Madison, W, USA; and ™ Theme Inflammation and Aging., Karolinka Univeraty Hogpital, Huddings, Sweden

Feceived § Sepeernber 2023; revied 13 November 2023; occaped 18 December 2023 anfine publish-gfwad-of-priat 15 january 2024

Background Chalinesterase inhibitors (ChEls) are the first-line symptomatic pharmacologic treatment for patients with mild-to-
moderate Alzheimer’s disease (AD). Although the target organ for this group of drugs is the brain, inhibition of the
cnzyrnc rnay aﬁ'm:t carduac {un-:tmn thraugh vagm.omc and ariti- mﬂammamry chr:cLs

Objective To assess the impact of ChEls on outcomes in patients with AD who have mcpcnr_\nccd m}-ocardnal infarction {MI} prior
to thc AD duagnosus

Methods F'aLucnts who had cxpcncnccd MI bcr'an: thcy were duagnoscd mth AD orAl:hcumcr 5 muxcd demcntn br:twcm IGDB and
2018 were identified from the Swedish Dementia Registry (SveDiem, wwiw.svedem.se), which was linked to the MNational
Patient Registry to obtain data on Ml and mortality. Cox proportional hazards regression model among a propensity
sCore- matched dataset was pcrﬁ:rmed o assess thc assaciation betwccn ChEI treatment and clumcal autcomes.

Results OF 3193 patmnm wn.h previous Mland a duagnosus c{AD or rmx\cd dcmcnm 1?05 (53%} were on treatment wnh ChEIs
Patients treated with ChEls were more likely to be younger and have a better overall cardiovascular (CV) risk profile.
The incidence rate of all-cause death (per 1000 patient-years) in the propensity-matched cohort of 1016 ChEl users
and 1016 non-users was 168.6 in patients on treatment with ChEls compared with 190.7 in patients not on treatment.
with ChEls. In this propensity-rmatched cohort, treatment with ChEls was associated with a significantly lower risk of
all-cause death (adjusted hazard ratio 0.81, 95% confidence interval 0.71-0.92) and a greater reduction with higher doses
of ChEls. While in the unadjusted analysis, ChEls were associated with a lower risk of both CV and non-CV death, only
the association mth non—CV dcath remamcd sgmfcant aﬁ.er acmunung ror haschnc dnﬁcmnta

Conclusion Tn:atment wu'rh ChEIs was assm:uatcd wnh a sngmfn:antly n:ducr:d risk of all cause dcath drm:n b:y Imw.'r rates ﬂf non- C\."
death in a nationwide cohort of patients with previous Ml and a diagnesis of AD or mixed dementia. These associations
were greater with higher ChEl doses.
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Studie pa SveDem data 2024
Signifikant minskad mortalitet for personer med tidigare Ml
och diagnos av AD eller Blanddemens och behandling

med kolinesterashammare

Pos korrelation med hogre doser kolinesterashammare
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Forskning — Alzheimers sjukdom (2022)
Lecanemab (monoklonal antikropp mot beta-42-Amyloid)

Beta 42 Amyloid
Healthy Alzheimer’s Disease Progression Clinical AD
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Le%‘onemab binder till:

Neurotoxic AB aggregates

ecanemab binding profile




Verkningsmekanism

Brain
AB oligomers o 4
\ v
./ " v o neuron |
. microglia
A Y, Neumnal dysfunction & degeneration
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AB fibril e
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Lecanemab => infusion var 14:e dag

Antibodies clear

Antibodies can promote
removal of amyloid
before it forms plaques

amyloid from the
body and the brain

Anti-amyloid antibodies
are given by infusion

p

Antibodies can bind
| to plaques that have

Antibodies can trigger
immune cells to clear







Resultat Lecanemab: effekt efter 18 manader

“Biogen

BIOGEN.COM INFORMATION REQUEST  SIGN UP FOR ALERTS

SEARCH

OVERVIEW NEWSROOM EVENTS & PRESENTATIONS FINANCIALS STOCKINFORMATION CORPORATE GOVERNANCE

ADL at 18 months of treatment with lecanemab in all subgroups of disease stage (MCIl due to AD or mild AD), ApoE4 status (non-carriers, carriers),

presence or absence of concomitant approved AD symptomatic medication, and region (North America, Asia, Europe).

0

0.4

0.8 4

1.2

Adjusted Mean Change from
Baseline (+SE)in CDR-SB

LS mean
difference at
18 months: -0.451

27% slowing
by lecanemab
at 18 months

= Placebo
= |_ecanemab

1.6
* p <0.05; ** p <0.01; *** p <0.001; **** p <0.0001
| I | I I o
0 3 6 9 12 15 18
Visit (months)
(N) Placebo: 875 849 828 813 779 767 757
(N) Lecanemab: 859 824 798 779 765 738 714

Figurel. CDR-SB as Primary endpoint change (18 months)

Safety Results of Clarity AD




Resultat Lecanemab: effekt efter 36 manader
AAIC 23-7-2024
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N (Early start): 859 824 798 779 765 738 714 659 613 569
N (ADNI): 436 410 401 121 301 173 173



data Lecanema
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Subkutan underhallsbehandling

Vad ar Leqembi IQLIK?

Legembi IQLIK ar en subkutan autoinjektor for Iecanemab.@

Det anvands for patienter med mild kognitiv svikt eller mild Alzheimers
sjukdom. @

Lakemedlet ar ett resultat av ett samarbete mellan svenska BioArctic och japanska
Eisai.

Hur anvZinds aet?
Efter en initial 18-manadersperiod med intravendsa infusioner kan patienter dverga
till den veckovisa subkutana injektionen. @

Injektionen, som tar cirka i5 sekunder, ges pa framsidan av laret eller i buken. ¢

Detta kan minska behovet av sjukhusbesdk och gér behandlingen enklare for
patienter och vardgivare. ¢

Godkannande och tillganglighet

2025. @
» Lanseringen skedde den 6 oktober 2025. ¢







2024-07-25: Biverkningar

* Biverkningar i form av ARIA 6vervager effekten

e Vad ar ARIA?

— Amyloid Related Imaging Abnormalities

ARIA-H(ematoma) ARIA-E(odema)

Mikroblédningar Vatskeansamling i hjarnan
Blodningar



ARIA — Amyloid-Related Imaging Abnormalities

* ARIA-E(odema)

Riskfaktor Apo-E 4/4
* ARIA-H(emorrhage) iskfaktor Apo-E 4/
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* Fokala neurologiska symtom
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Kostnadseffektivitet => SEK 33 886 / ar

PharmacoEconomics (2025) 43:1251-1266
https://doi.org/10.1007/s40273-025-01527-7

ORIGINAL RESEARCH ARTICLE 1')

Check for
updates

The Cost-Effective Price of Lecanemab for Patients with Early
Alzheimer’s Disease in Sweden

Xin Xia'® - Sandar Aye' - Oskar Frisell?3 - Emil Aho' - Ron Handels'* - Yunfei Li' - Anders Wimo' - Bengt Winblad'-3 -
Maria Eriksdotter>® . Tobias Borgh Skillbick”® - Silke Kern”®® . Henrik Zetterberg'®'"'>'3'%15. | inus Jénsson’

Accepted: 15 July 2025 / Published online: 29 July 2025
@ The Author(s) 2025

Abstract

Introduction We sought to estimate the cost-effective price for lecanemab for treating early Alzheimer’s disease in Sweden
from the perspective of formal care payers.

Methods We developed a Markov model with states defined by disease severity and care setting. The model was populated
by integrated clinical and economic data from Swedish registers. We included patients with biomarker-confirmed Alzheimer’s
disease and fitted survival models for transitions between model states. Costs in 2023 Swedish kronor (SEK), life-years
(LYs), and quality-adjusted LY's (QALYs) over a 10-year time horizon were estimated for standard of care and for lecanemab
in addition to standard of care, assuming a maximum treatment duration of 3 years with lecanemab and no treatment effect
after treatment stops. We also explored the impact of different assumptions regarding treatment efficacy and duration.
Results Treatment with lecanemab over 3 years resulted in 0.13 LY's gained, 0.17 QALY gained, and a net cost increase of
87,146 SEK (€1 = 11.5 SEK, $US1 = 10.6 SEK) due to administration and monitoring, before considering the cost of drug.
The cost-effective price of lecanemab at a willingness-to-pay level of 1 million SEK per QALY was 33,886 SEK per year
of treatment. The health gain, net costs, and cost-effective price of lecanemab varied significantly by treatment duration,
potential residual effects, and patient characteristics.

Conclusions The future price of lecanemab in European countries is unknown. However, treatment with lecanemab is unlikely
to be cost effective in Sweden at the levels of current list prices in the USA.
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MRT undersdkningar

For Legembi (lecanemab) rekommenderas MR-undersokningar fore infusionerna 3,
5, 7 och 14, samt en baslinje-MR innan behandling pabdérjas. Ytterligare MR-
undersdkningar kan kravas om patienten far symtom pa amyloid-relaterade
avbildningsavvikelser (ARIA), som svullnad och blédningar i hjarnan, eller om patienten
ar en <ApoE4>> barare av <ApoE4>>-genen. @

Rekommenderat schema for MR-undersokningar:

 Baslinje: En MR-undersokning kravs inom ett ar fore behandlingsstart. ¢

 Infusioner: Féljande MR-undersokningar ar rekommenderade fore doserna 3, 5, 7
och14. ¢

» Vid symtom: Ytterligare MR-undersdkningar bdr géras om patienten uppvisar
symtom som kan tyda pa ARIA, sasom huvudvark, forvirring, yrsel eller
synférandringar. @

» Vid behov: Ytterligare MR-undersdkningar kan ocksa genomféras beroende pa
patientens riskfaktorer, som barare av <ApoE4>>-genen. @




Hur blir det nu?

* EMA =>ja => november 2024
— Bioarctic/Esai: kontrollerad program
— MRT hjarna: fore behandling:0-5-7-14
— Checklista och traningsprogram for vardpersonal
— Patienten far ett kort (typ Waran)

 EU kommission => godkannande april 2025

* Sverige: planering, pris, upplagg
— Lakemedelsverket => godkannandet (effekt + sakerhet)

— NT radet (radet for nya terapier) => nyttan <> kostnader / alternativa
behandlingar



Beslut av NT radet => rekommenderas inte

NT-radet rekommenderar
att inte anvanda Leqembi

NT-radet avrader sjukvarden att anvanda alzheimerlakemedlet Legembi
eftersom det inte anses kostnadseffektivt.

Fre12.49 (M Delaartikeln

Lakartidning 17/4 2026

Foto: Mostphotos

Radet for nya terapier (NT-radet), en expertgrupp med
representanter for Sveriges regioner, kom med sitt yttrande pa
fredagen. Dar skriver de att rekommendationen ar att inte anvanda
Legembi (lekanemab) eftersom det inte bedoms kostnadseffektivt.

NT-radet skriver ocksa att en forhandling med foretaget bakom
lakemedlet har genomforts, men den inte gav »tillrackligt resultat




Donanemab => EU godkannande juli 2025

Donanemab induces microglial-mediated clearance of amyloid plaque

\il W microglia Q Amyloid plaques

Amyloid protein

Donanemab For Alzheimer’s: Mechanism of Action &
Key Clinical Study Results Explained | Pharmacology

Skillnader:
- lite glesare anvandning
- terapi avsluts nar beta amyloid nivaerna har sjunkit




Trontinemab => Brain Shuttle

Trontinemab Endothelial cell
’% — 8 Graincapitary)

3"’

\

Anti-A[} binder

IgG1 Fc domain Transferrin
Receptor

(TfR1)

Aggregated A

Brainshuttle™
(amyloid plaque)

module

Transferrin
Brain parenchyma

Tront Transfer. Trontinemab features an anti-Af8 dntz'body with an anti-TfR “Brain Shuttle” attached
(left). Binding to TfR on brain endothelial cells ushers it into the brain via transcytosis (middle). It then
engages plaques in the parenchyma, where it exerts full effector function (right). [Courtesy of Luka Kulic,

Roche.]
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Livskvalitet vid demenssjukdom

* Personen onskar:
 att bibehalla en meningsfull vardag
 att fa stimulans efter egen formaga

e att kanna sig trygga, respekterade och
delaktiga

 att fa hjalp pa ett satt som bevarar
sjalvstandighet sa mycket som mojligt

* att fa behalla sin identitet och kdnna sig
uppskattat

* att fa valmojligheter och inflytande pa sin
tillvaro

 att uppleva karlek, samhorighet och fysisk
beroring i en trivsam + stimulerande miljo




Personcentrerad Teamarbete

Nytt inom diagnostik — Biomarkorer i blod (BBM)

* |dag:

SJalvstandlghet * Lumbalpunktion
* Amyloid — Pet + Tau — Pet (Forskning)

Personcentrerad Kommunikation

Kognitiva férmagan

* | Framtiden:
* Biomarkorer i blod => P Tau 217
— Dubbelmarkér
* Tidig diagnostik for personer med
— Lindrig kognitiv nedsattning + AD patologi
— mild AD

Em pati ( ﬁespgi{t

Talamod)

Liakemedelsbehandling
inte botande + inte bromsande
=> symptomlindrande

Personens Autonomi

Specifika demenslakemedel:
— Kolinesterashimmare => mild — mattlig AD
* Donepezil
* Rivastigmin
* Galantamin

— NMDA antagonist => mattlig - svar AD
* Memantine

= Behandling for:
=Alzheimers sjukdom

; Framtiden =Blandformer med Alzheimer inslag
Trontinemab => Shuttle 3. mmmmm":"uhf-s =Levy body sjukdom, Parkinsons sjukdom
inati acetylkolin binder till dem. med demens
* Kombination av Manga jon & !

* Livstilsfaktorer

* {Nyare) Kolinesterashammare / Memantin

* Gamma sekretas modulering

* Sjukdomsmadifierande behandling med Amyloid antikroppar
* Subkutan applikation?
* Peroral behandling???




Tack for uppmarksamheten!
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