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[ Abstract] Cerebral amyloid angiopathy associated with inflammation (CAA-ri) is characterized by an
inflammatory response to the vascular deposits of B-amyloid within the brain that is a very rare subtype of cerebral
amyloid angiopathy.The most common clinical manifestation of CAA-ri was headache, epilepsy, and cognitive
dysfunction. Magnetic resonance imaging (MRI) showed focal or multiple white matter lesions, lobar intracerebral
hemorrhage, extensive cortical or subcortical microbleeds. We reported 6 cases of probable CAA-ri diagnosed and treated
in our hospital from January 2017 to September 2019 according to the revised diagnostic criteria in 2016.We found that 5
patients also had microbleeds and cortical superficial siderosison T2 and fluid-attenuated inversion recovery (FLAIR),
suggesting that if the patients had a long course of disease, older age and heavy microbleeds load, the lesions could be
found in the routine MRI, which is a clue for the diagnosis of CAA-ri. Clinicians should attach great importance to this
phenomenon, and can further verify by susceptibility weighted imaging (SWT).
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Fig 1 MRI before treatment (A-C) and after treatment (D-F) of patient 1

A, B: On T2 and FLAIR, extensive asymmetric white matter hyperintensities (WMH) and a lot of microbleeds were seen in the temporal, parietal and occipital lobes,

respectively; C: SWI confirmed extensive cortical microbleeds; D, E: On T2 and FLAIR, WMH in temporal, parietal and occipital lobes disappeared obviously, but there

was no change in microbleeds, respectively; F: The meninge was extensively enhanced
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B 2 EE289MRI
Fig 2 MRI of patient 2

A, B: On T2 and FLAIR, extensive asymmetric WMH with cerebral softening focus and a lot of microbleeds were seen in bilateral temporal and occipital lobes,

respectively; C: SWI confirmed extensive temporal and occipital cortical microbleeds
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Fig 3 MRI of patient 3

A, B: On T2 and FLAIR, extensive asymmetric WMH and microbleeds were seen in bilateral temporal and occipital lobes, respectively; C: SWI confirmed extensive

microbleeds in cortex and subcortical of bilateral cerebral hemisphere
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4 BEARTH (A~ C) MR E(D.E)KMRI
Fig 4 MRI before treatment (A-C) and after treatment (D, E) of patient 4

A, B: On T2 and FLAIR, extensive asymmetric WMH was seen in frontal and parietal lobes, respectively; C: SWI confirmed multiple cortical microbleeds in frontal

and parietal lobes; D, E: On T2 and FLAIR, WMH disappeared obviously, but there was no change in microbleeds, respectively

R, IO AE AL BT, 408 it 3 TN
ARV, B A R R R IO AN [ R 04 i, A R ORI
R N ORI R 2 RE, AR TR BN EE A
B, 2JH TR K I E IR, BB, 12U
BT SR DIF R MO o WEAEAT 1R MG S 748, 1t R4 il
ANFHAR, WE DU i, WO Hs % 2l F 150 ~ 160 mmg, 75K
B3I T70 ~ 90 mmHg, BEIRI 2 5ARAE, MOBESE i i Al
WRHE R TCRRIR . LR IR: #EVE 2, FiRmA, Jid
1CITT R TR B, B 10 Ty G . R B S5H . Sk
P MR 735 BUI T - B2 e it KR B XK 1 B s £ 5, 7T
DL s kL CRifE— 2P AT SWIKE AR ), I K% J& 12
Wi A RA AT RERICAA-ric 25T H BESR WA B 1 000 mgi
THRFEE3 dJE H IR AR IE 2 Wi, 1A Ak AN Rk
=2 (SRR VAV Wi 2 KT S

Jtle: BF Bk, 555, B SEIZ 1R 14F, i A
TSN A7 AR . VAT, B 32 2o L5 5 85 1 )
W, A T mGaR , R RO 0 TAEAS 28
Pl G E I FEN . BikEES, RER. 5
H, B IG5 TR, RV 5, s

5 BESHKIMRI
Fig 5 MRI of patient 5

On T2 (A) and FLAIR (B), extensive asymmetric WMH and microbleeds

were seen in temporal and occipital lobes, respectively
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6 BEGHIMRI
Fig 6 MRI of patient 6

A, B: On T2 and FLAIR,extensive asymmetric WMH and frontal cortical superficial siderosis were seen in frontal and parietal lobes, respectively; C: SWI confirmed

extensive cortical superficial siderosis and microbleeds
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Table 1 Radiological features of 6 CAA-ri patients

Number CE-T1WI T2WI

FLAIR SWI

Case 1

Case2  Nothave
asymmetric WMH

Case3  Not have Hemosiderosisin left occipital lobes;
asymmetric WMH

Case4  Nothave AsymmetricWMH

Case5  Not have
asymmetric WMH

Case6  Not have Corticalsuperficial siderosisin frontal and

parietal lobes; asymmetric WMH

Meningeal enhancement Hemosiderosisin temporal, parietal and
occipital lobes; asymmetric WMH

Same as T2WI Extensivecortical microbleeds in bilateral cerebral
hemisphere

Hemosiderosisin temporaland occipital lobes; Same as T2WI Extensive cortical microbleeds in bilateral cerebral

hemisphere

Same as T2WI Extensive cortical microbleeds in bilateral cerebral
hemisphere

Same as T2WI Extensive cortical microbleeds in bilateral frontal and
parietal lobes

Hemosiderosisin temporaland occipital lobes; Same as T2WI Unavailable

Same as T2ZWI Extensive cortical superficial siderosis and
microbleeds in bilateral cerebral hemisphere

CE-T1WT: Contrast enhancement T1 weighted imaging; T2WT: T2 weighted imaging; FLAIR: Fluid attenuated inversion recovery; SWI: Susceptibility

weighted imaging
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