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Cerebral Embolic Infarction Caused by Aortic Arch Thrombus with Iron
Deficiency Anemia
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Atherosclerotic lesions at the aortic arch are recognized as critical sources of embolic strokes. However, there have been few
case reports of aortic arch thrombus occurring without atherosclerotic changes, especially those related to iron deficiency
anemia (IDA). A 44-year-old woman was admitted due to rapid-onset right hemiparesis and aphasia. Etiological
investigations for cerebral infarction revealed no abnormality other than IDA. This is a rare case of cerebral embolic
infarction caused by an aortic arch thrombus with IDA in a middle-aged woman.
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Figure. Brain MRI and angiography of patient. (A) Sagittal image on the neck CT angiography showed thrombus (7.4 x 10.6 mm) in aortic arch
(arrow). (B) Axial image on the neck CT angiography showed same thrombus (arrow). (C) Diffusion weigted MRI showed multiple acute infarction
in the left MCA territory. (D) Digital subtraction angiography showed no stenoocclusive lesion from the left internal carotid artery to MCA. (E)

Follow up neck CT angiography after 1 week, thrombus was not seen in aortic arch. CT; computed tomography, MRI; magnetic resonance image,

MCA; middle cerebral artery.

of
o,

J(diffusion weighted image, DWI)oJ|A] T}ibAg Q] 2k
A% o u) g v Fefof] HthFig. C). oAl A
A 7.2 g/dL, AE-82E(hemotocrit)S 28.9%, W=
,580/mm’, AT 400,000/mm’©]T. H-A BIE-2(mean

N
<
=

i)
x

K

e

corpuscular volume) 64 fL, oAt A (mean corpuscular
hemoglobin) 16 pgo|3ltt. H|2|El(ferritin) 6.53 ng/mL, A4
17.8 pg/dL, EdAH2 (transferrin) 2.26 mg/dL-2 Hglc}. Cohina
ZA(protein C activity) 60%, StHH2AZ(protein S activity) 40%
2 AE A4S HYon, 11 @] gFEEH(antithrombin 1II), &7}
] 2 2] T3} (anticardiolipin antibody), }214]&8}A|(antiphospho-
lipid antibody), F3FA82-11Q1%Klupus anticoagulant), & HA]AH|
Ql(homocysteine) A= H5= oA} §I3Ict IDAS] o1& 2] &
B /R0 A4S slelont AgaE ole] ok e ws
4 gisick

o] DAL 48 o] 545

(cilostazol) 200 mg: H-85}9c. 4} UhAY 48A17F FE] B4}

s >1

2
o
=
=
rie
ne,
-z
o,
et
I8
ah

156 CHSHMEOOIRIN| NI35Z NI32, 2017

TElE HArk S T4 olF TUA A HCTEHRYE
oA szl fAled 2 WEEA] QRQITKFig. E). 22

g Al A -3 223 (transesophageal echocardiography)
oA sy @He wolx ggton] JTEFTH(patent
foramen ovale)> ISt} o5 TA= SAto| BS S o] EA|

Sleflelld A Foln] 5> 719 gl AJEelh

2 59 s St 22 Sgt HRlglo] theswgo
o] CTE RGP EolA &} H e} T3 4718 IDA 23S
Helom o|& ¢la) -2113}2A e (hypercoagulability state)7} -5
W1, s wgol o] WA S AeRE Azteitt” T1e
oA AYdH FHolA HolA Uzt A2 FHOoR el My
7ol WAt B 4= Qlrk



AAEL] et GARsIAl Fe olAlollA] IDAR Qlgh tisuly-
o Fro Qe MHxF o] wAgst A7t YUk o] H¢-
FE AL tE AgEA A /e, de 52>
gimo] Fatolut HAe: Koz ekgkrt. E3h o]} v
F ofd=olA °J¢h+cl~_£ 0lgt IDAS BHlsl= A9r) w

11, Ao M= AgdF 32 Aba4l el uterine fibroids)7} 4
o7} 9lojrh giEmae] AL AlE Ao

A1 5ol Aelshs 20 DA, & —24194 4

==

A ek iz cheIo) Sl el MR B
o) 7 g AT ot delA i e

EHE o];7]3L_E o] OH 1;HEUH 3}
g FAdoll s 2 7HA 7}@% Azl & 4= e, A F
2l

ES
7R 71A 0@ o] & 2= 9ir) A Bkl AAIZ 9] IS TAK

7o) @3 @Adol dofd 4= Jlrks 7 F A SEd
2 QIgk Wigd e 4S5 (thrombocytosis) W AT
(platelet adhesiveness) 2712 7FAS = 9131 o] 2 Qo] =AY
AJ(thrombogenesis)o| 2= 4= QJr}= Aot} o2 7MdRE= ¥

& 9lgl| ZefAn| AR A Q1A 1(plasminogen activation in-
hibitor-1)0] Z7}=|n], o= 25} 48483l 5(fibrinolytic activ-
ityo] @i%o_% Al ol 4 ek Aol - i
e gol Al Hl

2 fusiol g

& 24|71 & JsHAlol(hemodynamic disturbance)
71 WA B -
dothelial adhesion molecule genes)2] AFaFz
S0 2 o] FARCHE Zolck

2(shear stress)
-2 (upregulation)©] -
olz ¢Qlste] HeHA ¢
HES{(immunologic-inflammatory reaction) 0 2 ¢13f FHAYAo] &
o 4= qltkal 7P 2 9] A WA ARSI (reac-
tive thrombocytosis)> Ho]x] 9kgFou), SthzIgkAlo] ko]
SRV e AR sl 4= QlSinh AREe] S
9 TR HE0] GRS B il Azl Sk
ol% 7Y oufje]l wfsln| o]% FHkIth(ligamentum arterio-
sum)i thE s ofol] YIX|SHA E=t, skl F2F 9]0
A3z AQleAl &8] WAH AL, Yo7t 55, 43473t ke
2 b Nl gtk mabs, thgugo) s thE K

of vl A/do] v 2 I = Qlrkal AL 2 S0

745 SRl F2h Fe1of Aok HolA] aolet I e

¢l E}% -‘:}-?‘]Oﬂ Hls) disullao] dxlo] & A7IEA] of o] gk
g 7E dasital Az

AEAor, A4t Wide tiedls Ed Aol Satt ¥l

o] & 47} ek whebA] A ES cryptogenic storke) ARl A]

IDA7} 4 ¢ teWs 4 2= AS 1Esfof sh, &

3] &2 olAolM IDAVE Q= B9 AedF 59 =8 W=

Hot &P WA Ro] Fa3 ZloR AzEr

-

Acknowledgements

L=
e

o] =72 2017d % RAEY
8ol AE S

Bz sl o

REFERENCES

1. Amarenco P, Cohen A, Tzourio C, Bertrand B, Hommel M, Besson G,
etal. Atherosclerotic disease of the aortic arch and the risk of ischemic
stroke. N Engl ] Med 1994;331:1474-1479.

2. Laperche T, Laurian C, Roudaut R, Steg PG. Mobile thromboses of the
aortic arch without aortic debris. A transesophageal echocardio-
graphic finding associated with unexplained arterial embolism. The
Filiale Echocardiographie de la Societe Francaise de Cardiologie.
Circulation 1997;96:288-294.

3. Kronzon I, Tunick PA. Aortic atherosclerotic disease and stroke.
Circulation 2006;114:63-75.

4. Bukharovich IE, Wever-Pinzon O, Shah A, Todd G, Chaudhry FA,
Sherrid MV. Arterial embolism caused by large mobile aortic throm-
bus in the absence of atherosclerosis, associated with iron deficiency
anemia. Echocardiography 2012;29:369-372.

5. Yakushiji Y, Terasaki Y, Otsubo R, Yasaka M, Oe H, Yamada N, et al.
Brain embolism caused by a mobile aortic thrombus with iron defi-
ciency anemia. Cerebrovascr Dis 2005;20:475-478.

6. Di Tullio MR, Homma S, Jin Z, Sacco RL. Aortic atherosclerosis, hy-
percoagulability, and stroke the APRIS (Aortic Plaque and Risk of
Ischemic Stroke) study. ] Am Cardiol 2008;52:855-861.

7. Shimamoto T. The "emergency reaction” in thrombogenesis and in
atherogenesis. Am Heart | 1963;66:572-573.

8. Turpini R, Stefanini M. The nature and mechanism of the hemostatic
breakdown in the course of experimental hemorrhagic shock. J Clin
Invest 1959;38:53-65.

9. Nagel T, Resnick N, Atkinson WJ, Dewey CF Jr, Gimbrone MA Jr.
Shear stress selectively upregulates intercellular adhesion molecule-1
expression in cultured human vascular endothelial cells. J Clin Invest
1994;94:885-891.

10. Ampanozi G, Ruder TD, Hatch GM, Bolliger S, Thali MJ. Incidental
findings in post-mortem CT: Calcified ligamentum arteriosum. Legal
Med (Tokyo) 2010;12:313-315.

J Korean Neurol Assoc Volume 35 No. 3, 2017 157



