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Fig. 1 Progression of CAA:
mild, Ap depositions in
abluminal portions of the blood
vessel wall; moderate, abundant
AP depositions 1n all layers of
the blood vessel wall with loss
of smooth muscle cells; severe,
blood vessel wall replaced by
AP depositions, additional
double barrelling and/or
dyshoric changes may be
present (for dyshoric changes
see section Morphology of
CAA) (CAA cerebral amyloid
angiopathy, 4Af B-amyloid
peptide)
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Vessels affected by CAA
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. : B-amyloid deposits in veins in patients with cerebral amyloid
ACapIIIarleS angiopathy and intracerebral haemorrhage
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Review

The Venular Side of Cerebral Amyloid Angiopathy: Proof of
Concept of a Neglected Issue

Marialuisa Zedde *7, Ilaria Grisendi 1 , Federica Assenza ! » Gabriele Vandelli 1 » Manuela Napoli 2 ),
Claudio Moratti 2 . Piergiorgio Lochner 3 , David ]. Seiffge 4 , Fabrizio Piazza *'", Franco Valzania 1
and Rosario Pascarella ?
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[A particular type of senile angiopathy of the central
nervous system: congophilic angiopathy, topography
and frequency]
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Short Communication
Dyshoric capillary cerebral amyloid angiopathy mimicking Creutzfeldt-Jakob disease
L.S.M. Eurelings %, E. Richard **, A. Carrano ®, P. Eikelenboom ?, W.A. van Gool ?, AJ.M. Rozemuller >

* Academic Medical Center, University of Amsterdam, dept of Neurology, H2-225, PO box 22660, 1100 DD Amsterdam, The Netherlands
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Two Types of Sporadic Cerebral Amyloid Angiopathy

DiETMAR RUDOLF THAL, MD, ESTIFANOS GHEBREMEDHIN, MD, Upo RUB, MD, HARUYASU YAMAGUCHI, MD, PHD,

KELLY DEL TrREDICI, PHD, AND HEIKO BrRAAK, MD
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Capillary CAA and dementia?

ABoyle et al. Neurology® Sl
2015;85:1930r1936 —
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cogn itive outcomes werenot correlates with Alzheimer pathology - a pilot study
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Capillary cerebral amyloid angiopathyr 84-
year-old with dementia (noneuritic plaques)
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Prevalence of cerebral amyloid angiopathy: A systematic

AZZ% |f based on IObar review and meta-analysis
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amyloid angiopathy was found in ~ Clinically Diagnosed Alzheimer’s Discase:
every brain showing Autopsy Results in 150 Cases

h. |St0 path O I og | Cal ab n 0 rm aI |t| es C. L. Joachim, MD,* J. H. Morris, BM, BCh, DPhil,* and D. J. Selkoe, MD

y ? One hundred fifty autopsy brains from patients with clinically diagnosed Alzheimer's disease (AD) were examined
Y n I I I I'O—b I I I pathologically. The brains were received consecutively over a 3-year period from numerous sources as part of a
" research program in which one brain half was frozen for biochemical studies and the other half was fixed in formalin.
One hundred thirty-one (879) of the 150 cases fulfilled histological criteria for AD, with or without additional
findings, such as Parkinson’s disease or stroke. At least a minimal degree of amyloid angiopathy was found in every
brain showing histopathological abnormalities of AD. Twenty-three (18%) of the 131 AD brains had Lewy bodies in
neurons of the substantia nigra, Thirteen of the 19 non-AD cases were diagnosed as other neurodegenerative disorders.
In only 2 cases was no histological correlate for the patient’s dementia found. We conclude that (1) the many physicians
who diagnosed these cases did so highly accurately; (2) degenerative changes in the substantia nigra were more
common in patients with AD than has been reported for the general aged population; (3) amyloid angiopathy was a
constant accompaniment of AD, although its severity varied widely; (4) vascular dementia was rarely clinically
misdiagnosed as AD; (5) neuropathological findings were insufficient to account for the clinical syandrome of dementia
in less than 29% of cases; (6) the histological criteria established by the National Institutes of Health/American
Association of Retired Persons Research Workshop on the Diagnosis of Alzheimer’s Disease worked well in assessing
this large series.

Joachim CL, Morris JH, Selkoe DJ. Clinically diagnosed Alzheimer’s disease:
autopsy results in 150 cases. Ann Neurol 1988;24:50-56
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From: Clinical Predictors of Severe Cerebral Amyloid Angiopathy and Influence of APOE Genotype in Persons

With Pathologically Verified Alzheimer Disease

JAMA Neurol. 2014;71(7):878-883. doi:10.1001/jamaneurol.2014.681

Table 1. Distribution of APOE Genotypes in the Study Population
Relative to the Presence or Absence of Severe CAA?

No. (%)

Severe CAA No CAA
APOE Genotype (n = 165) (n =194)
e3/e3 54 (34.2) 104 (65.8)
e3/ed 53 (45.7) 63 (54.3)
g2/e3 4 (36.4) 7 (63.6)
edfed 47 (73.4) 17 (26.6)
g2fed 7 (70.0) 3 (30.0)

Abbreviation: CAA, cerebral amyloid angiopathy.

ay2 =31.03; P < .00!.
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Published in final edited form as:
Lancet Neurol. 2022 August ; 21(8): 714-725. doi:10.1016/S1474-4422(22)00208-3.

The Boston Criteria v2.0 for cerebral amyloid angiopathy: A
multicentre MRI-neuropathology diagnostic accuracy study

A full list of authors and affiliations appears at the end of the article.

Definite T post-mortem examination
Probable 1 Clinical data and pathologic tissue
Probable T Clinical data and MRI (lobar hemorrhagic lesions)



nature medicine

Article https:/jdolorg/10.1038/541591-025-03574-1

Microglial mechanisms drive amyloid-f3
clearance inimmunized patients with
Alzheimer’sdisease

Lynn van Olst®'?, Brooke Simonton'?, Alex J. Edwards'?, Anne V. Forsyth'?, Jake Boles'?, Pouya Jamshidi?,

Thomas Watson'?, Nate Shepard?, Talia Krainc?, Benney MR Argue ®'?, Ziyang Zhang'?, Joshua Kuruvilla'?, Lily Camp®'?,
Mengwei Li*, Hang Xu?, Jeanette L. Norman®, Joshua Cahan @ '?, Robert Vassar®®, Jinmiao Chen*”%, Rudolph J. Castellani®,
James AR Nicoll®@ 5%, Delphine Boche ®° & David Gate ® 2
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