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Table 2 “ABC” score for AD neuropathologic change

WN = o

B Y

[“A” Thal Phase for Ap plaques m Braak and Braak NFT stage | “C” ERAD neuritic plague score
[57] [14,15] [41]
—
0 None 0 None
1or2 lorll 1 Sparse
3 Il or IV 2 Moderate
4or5 Vor VI 3 “requent

Table 3 “ABC” score for level of AD neuropathologic change
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Mas alla de las placas... ...la angiopatia amiloide cerebral (AAC)

Cortex

AAC de tipo 2 cerebeloso

AAC de tipo 1 Isocortex
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Acumulacion progresiva de B-amiloide en las arterias leptomeningeas, arteriolas

penetrantes y capilares.
Presente en 20-40% de personas mayores sin demencia y en 50-60% de los pacientes

con demencia.
Se asocia a marcadores de enfermedad de pequefio vaso en RM, y entre ellas las

mxhemorargias lobares son altamente predictivas de AAC.

AAC es una causa principal de hemorragia lobar intracerebral espontanea.

AAC contribuye de forma independiente al deterioro cognitivo.

Se presenta como enfermedad esporadica, genética y yatrogénica. (ApoE como gen

de riesgo)
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« Hemorragia subaracnoidea
atraumatica de la convexidad

* Microinfartos corticales

+ Siderosis cortical superficial

Cortical
microinfarcts

« Hemorragia intracerebral lobar
» Reaccion inflamatoria
» Espacios perivasculares dilatados

 Hiperintensidades en la sustancia
blanca

» Microhemorragias cortico-
subcorticales

Carmona-lragui M et al., 2019



¥

£R XXI REUNION ANUAL DE LA ASOCIACION 5 6 OCTUBRE 2023
MADRILENA DE NEUROLOGIA (AMN) HOTEL SANTO DOMINGO * MADRID

Mujer de 62 ainos.

Crisis comiciales
generalizadas.

RM: Lesion en

|6bulo temporal
derecho, insula,
compatible con
neoplasia vs.
esclerosis mesial.




_ XX REUN[ON ANUAL DE LA ,ASOCIACIC')N 5Y 6 OCTUBRE 2023
' MADRILENA DE NEUROLOGIA (AMN) HOTEL SANTO DOMINGO ¢ MADRID

doi 10,1093 /brainaww2 14 % & ! BRAIN 2016: Page 1 of 13 | I
A JOURNAL OF NEUROLOGY
Vascular cognitive impairment neuropathology Low Moderate ngh

guidelines (VCING): the contribution of
cerebrovascular pathology to cognitive

impairment
Olivia A. Skrobot,' Johannes Attems,? Margaret Esiri,’ Tibor Hortobagyi,** Likelihood that cerebral vascular disease
Sy i oy - s
James W, Ironside,’ Rajesh N. Kalarla,” Andrew King,' George A. Lammle,"David:Mann, contributed to cognitive impairment Low (<50%) IModerate (50-80%)| High (>80%)

James Neal,'® Yoav Ben-Shlomo,'' Patrick G. Kehoe' and Seth Love'

One or more large (> 10 mm) 4 i b
subcortical cerebral infarcts d + + + +

oderate or severe occipital
ESC3|a de AAC (0 - 4) r:ptometningeal CAA - - i & - + & - +
Escala de arterioloesclerosis (0 — 4) il cxsyer cndlli i
= - + - + - + +

matter arteriolosclerosis

Figure | VCING model estimating the likelihood that cerebrovascular disease contributed to cognitive impairment.
Combinations of the three main determinants—at least one large (> |0 mm diameter) infarct, moderate/severe occipital leptomeningeal CAA,
and moderate/severe arteriolosclerosis in the occipital white matter—are used to assign a low, intermediate or high likelihood that cerebro-
vascular disease contributed to cognitive impairment in an individual case. Scale bars in the top, middle and bottom photomicrographs represent
| mm, 250 um and 100 um, respectively.
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LETTER 00 MONTH 2015 | VOL 000 | NATURE | 1

d0i:10,1038/nature15369 ition but do not co-localize with AP deposits. While there is no sug-
gestion that Alzheimer’s disease is a contagious disease and no
supportive evidence from epidemiological studies that Alzheimer’s

Evidence for human transmission of amYIOId_B disease is transmissible, notably by blood transfusion®?, our findings
pathology and cerebral amyloid angiopathy should prompt consideration of whether other known iatrogenic

routes of prion transmission, including surgical instruments and blood
Zane Jaunmuktane', S].m(m Mead®3+4, Matthew Ellis?, Jonathan D. F. \\ adsworth??, Andrew J. Nicoll>? Jnmn\l\mn\ :
Francesca Launchbury?, Jacqueline meh:m Angela Richard-Loendt?, A. Sarah W :11] er’, Peter Rudge®* PrOdUCtS’ may also _be rellevant to AB and other proteopathlc Seefds seen
John Collinge®>* & Sebastian Brandner'3 in neurodegenerative diseases. AP seeds are known, like prions, to
adhere to metal surfaces and to resist formaldehyde inactivation and
conventional hospital sterilisation®.

Amyloid 3 AmyI0|d B Prion protein o AmyIOId B in p|tU|tary gland
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Lancet Neurol 2023
. . . Published Online
Progression of cerebral amyloid angiopathy:
g y giopathy May 23,2023
a pathophysiological framework
Approximate timeline Vascular disease stage Clinical
Emma A Koemans*, Jasmeer P Chhatwal*, Susanne J van Veluw?, Ellis S van Etten, Matthias | P van Osch, Marianne A A van Walderveen, ()'t.al‘sbefﬂreﬁr‘-* manifestations
Hamid R Sohrabi, Mariel G Kozberg, Zahra Shirzadi, Gisela M Terwindt, Mark A van Buchem, Eric E Smith, David | Werring, Ralph N Martins, d:::;:::::)

Marieke ] H Wermer*, Steven M Greenberg*
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CORRESPONDENCE
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Multiple Cerebral Hemorrhages in a Patient Receiving
Lecanemab and Treated with t-PA for Stroke




5Y 6 OCTUBRE 2023
HOTEL SANTO DOMINGO ¢ MADRID

XXI REUNION ANUAL DE LA ASOCIACION
MADRILENA DE NEUROLOGIA (AMN)

Tioflavina S

Inmunotincidon

para
B-amiloide




0.4, 8% XXIREUNION ANUAL DE LA ASOCIACION 5'Y 6 OCTUBRE 2023
M MADRILENA DE NEUROLOGIA (AMN) HOTEL SANTO DOMINGO ¢ MADRID

iGracias!

Web:
http://bt.fundacioncien.es/

Fundacion Twitter: @banco_tx_CIEN



http://bt.fundacioncien.es/
https://twitter.com/banco_tx_CIEN

MN




	Diapositiva 1
	Diapositiva 2
	Diapositiva 3
	Diapositiva 4
	Diapositiva 5
	Diapositiva 6
	Diapositiva 7
	Diapositiva 8
	Diapositiva 9
	Diapositiva 10
	Diapositiva 11
	Diapositiva 12
	Diapositiva 13
	Diapositiva 14
	Diapositiva 15
	Diapositiva 16
	Diapositiva 17
	Diapositiva 18
	Diapositiva 19
	Diapositiva 20
	Diapositiva 21
	Diapositiva 22
	Diapositiva 23
	Diapositiva 24
	Diapositiva 25
	Diapositiva 26

