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Fig. 1 Ultrasonography of the right carotid bulb in longitudinal section on admission (A) and 2

weeks later (B).

(A) Wall thickening and severe stenosis of the right internal carotid artery (arrow). (B) Regression

of wall thickening (arrow).
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Fig. 2 Enhanced axial CT image shows wall thickening of
the right internal carotid artery and soft tissue enhance-

ment surrounding the vessel (arrow). Asterisk, the right
external carotid artery.
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Fig. 3 Coronal (A) and sagittal (B) ['**F] fluorodeoxyglucose
(18F-FDG) positron-emission tomography (PET)-CT fu-
sion images demonstrate increased FDG activity in the
area of the right carotid bulb.

mm) L Cw7z (Fig. 1B). REEH 2L CGREEL722%, €
DHRBMEIFZEELTED, WAERL AL D L7

e =
Carotidynia & 1%, —HISHEOER % 29 AIEMRETH ),

1927 4EI2 Fay [2 X DI L THE S W, JHHEMICIE,
MAESHED RN 2D IR 2 SOETT R & &, Bl



50 : 716

DIME RN LI RE R ERESN TV 2 BHE L
T, FEAT A FEHIEESLAT A FEIL LWL
52ELH D0, AT 2 BB HRBIRYT 52 &%
W2 4R, carotidynia O EIEEZRTICEY S 2 S AMHR VT
By, wihd CT, MRI THEIIRIRE O MAEEERE B X O,
M B PR ORI REH T BT s L D LR TY
BV F 7. PET-CT & b bW -5 Tld, WEII—HL
SRR A LD, RBITORIEICL B 73— AR OTLHE
ZRMELTWA EEZ 5NTWEY, REF OFGE B X UM
BRI, Shosofiihe EboTEBLTEY, BIlRFEE Il
Bk, EE R SMEB D BENTH 722 &5 5, carotidynia
LB L7

BN, 2 AEHTS W ER, A5/ o0 % FEVE AT 28 % 5
fiE LT\ 525, REJIRSE QBB T 7 — 7 DA, 15 B
L OBGIEBRICFRFICHES X721 ) 2IREZ AL DR o
728X, KBAREMRER L BB S Tw b, Caroti-
dynia R ME ROMG- 2SI & 4 575, J834, FEE, S B
JUBBEEEIE DR ->TEL Y, FEMEBTEICBIT S
GSEFR ST R > o S5 BEAR 22 28 (X B IR AL S & LT )R
LBV R TH ), REEIR, 805 TEIRICHEIZ 2o 7.
VLB XY, 2 4ERT 0 MBESEFAERE 1213 carotidynia IZIZRE L
THELHT, 7o, SR EMIEBIIR % 2 & ol KOG bk
dbhweEEzbhi.

ARG DN, SRR - [HERE O RRFTRE AL, I AK T A5 A
S5N7z M, carotidynia OFHHICZE b 7% - T, ME OIRAEEN
KELSELZZHTH 5.

SBIREBOE & 1F, BRI PIAATE T 5 B2 B RO g
BRI X Yy, Z<CBEEOHEBIRN O T D A REGEED.OI
BT 72 3ME KT 2 & -9 RETH WY, KBTI, $
EBIEGE - BIRA B9 I & THLUEAMKT L7214 (CHR AT 5
PHHLTB Y, SHIRAEREL G L TWwb EE 2 Hh.
bbb OBRE L 2 7-#T, SHBIRBEE % &6 L 72 ca-
rotidynia D#HE XV, Bl & & L ICHBIIRBEIE Z A & O
Bl o/l E25 DT, EbOTIhLHELEZ LN
% SEHBIREBOE X, IN#EIC & D 7 ) BIIRTE(L & o B 23 Fa i
ENTBY, SBHRFADOI L T34 7V AMEKT D70, EZE
RICEHREEZ BT B RO 22OV A5 L, BSR4
¥ F T AR B ZBARD up-regulation AL TW5B &
EZHNTWEYY . F7-, SHIEERLEEY » iK%
&, I XY SHENIRIA O 2 A ARSI S B BB CHE)
WRBBREZ LT 2 Z EIRASN TS, KEITIE, T4 AL
L 7-SHBIR O BIAREEIL LS, carotidynia (& X 2 SABIRI o 11 %
BENUE & %S PR O RAEATN D 5 Z & T, HEZBARNOR#
MEAWTHE D, SHEIRBHCE L SIE L7 LS B,

Carotidynia O35 WA A B3 2 s Cld, BSABIRE L
87 & SRR 535 5 o> M5 T B AR = o — B o Wk AL %
KOV MENEOBREOP/MEE L) Lbhbb L
WESNTVDY. oL, REFO LS ICEHEOREICE
TWizo 7289 it 7 . Carotidynia FSEERT 2> & 45 PISH
BIIRICARARIRZE DAL L T2 2 8%, ARBIC B CTREIEERR

ERREHEE 5045105 (2010 : 10)

emrLOZHREEZONSL. T2, RHITIE, FRE LD
77— DIREHRA L, PRI MREE TdaEL
72. Woo B, =2 —THB % BHR L 72 carotidynia JEBIIC B
F% 75— 7 OBk EHE L, carotidynia (281 5 KIEDIR
ML L L 72T CTH 5 ) LBRRTW B, ik O T
1%, ®&E CRP, serum amyloid A(SAA), soluble intracel-
lular adhesion molecule-1 (SICAM-1) 7% carotidynia (2381} %
PEGHEOBEIC R 5 &) WERH LY. RBITH, Ak
FRIZEHTdH - 72 BIKE CRP A% 2 AMZICIZIEEILL TH
D, PRz B DYGEE I RIE DIRIERAE 2 A T 2 1 REEDN R

Carotidynia 1&, PHRREIFZEBTH 55, AFlo X 5 IS
BRIz R A 5 BEISTE L2 I3H WITiE, PzeotEfrse
SHBNIREMUEC & A MERTICE Y, Btk EfhoFER &
%5HEEED 5. HRWALERETF 265 8HI2B0T,
— ISR & A 721X D\, carotidynia d #EHIC A L D72 H{%
TMEBILIRETHS.

R X OE G, 4584 [l H AR AW ) £ (2009 4 3
H, fifa) TREL.

X W

1) Burton BS, Syms M]J, Petermann GW, et al. MR imaging
of patients with carotidynia. AJNR Am ] Neuroradiol
2000;21:766-769.

2) Upton PD, Smith JG, Charnock DR. Histologic confirma-
tion of carotidynia. Otolaryngol Head Neck Surg 2003;129:
443-444.

3) Kuhn J, Harzheim A, Horz R, etal. MRI and ultra-
sonographic imaging of a patient with carotidynia. Cepha-
lalgia 2006;26:483-485.

4) Arning C. Ultrasonography of carotidynia. AJNR Am J
Neuroradiol 2005;26:201-202.

5) Kosaka N, Sagoh T, Uematsu H, et al. Imaging by multi-
ple modalities of patients with a carotidynia syndrome.
Eur Radiol 2007;17:2430-2433.

6) Amaravadi RR, Behr SC, Kousoubris PD, etal. [18F]
Fluorodeoxyglucose positron-emission tomography-CT
imaging of carotidynia. AJNR Am ] Neuroradiol 2008;29:
1197-1199.

7) Woo JKH, Jhamb A, Heran MKS, et al. Resolution of exist-
ing intimal plaque in a patient with carotidynia. AJNR
Am J Neuroradiol 2008;29:732-733.

8) LI T, mHE—F, HEH F 5. Carotidynia O ¥ %
B L O CT iR, HH 5 2005;108:168-171.

9) Taniguchi Y, Horino T, Hashimoto K. Is carotidynia syn-
drome a subset of vasculitis? J Rheumatol 2008;35:1901-
1902.

10) Taniguchi Y, Horino T, Terada Y, et al. The activity of ca-
rotidynia syndrome is correlated with the soluble intra-
cellular adhesion molecule-1 (SICAM-1) level. South Med J
2010;103:277-278.



SHBIIR B BUE % A Bk L 7-SAEIIRE (carotidynia) @ 1 50 : 717

11) Biousse V, Bousser MG. The myth of carotidynia. Neurol- 1852) BIHHAE BR B4 B 1. 2007. p. 304-308.
ogy 1994;44:993-995. 14) L 0 MHERR, REBES. RMOZW - BT A N
12) Emmanuelli JL, Gutierrez JR, Chiossone JA, et al. Caroti- Z 4 . Circulation Journal 2007;71:1049-1114.
dynia: a frequently overlooked or misdiagnosed syn- 15) O'Mahony D. Pathophysiology of carotid sinus hypersen-
drome. Ear Nose Throat J 1998;77:462-469. sitivity in elderly patients. Lancet 1995;346:950-952.

13) A% 1l 4 B, AH S HF—. SHED IR I 38 i e, B AT R (0047-

Abstract
A case of carotidynia with carotid sinus hypersensitivity

Shoichiro Sato, M.D., Yukako Yazawa, M.D., Ryo Itabashi, M.D.,
Kenichi Tsukika, M.D. and Eisuke Furui, M.D.
Department of Stroke Neurology, Kohnan Hospital

A 71-year-old man presented with acute, right-sided neck pain and marked falls in blood pressure in response
to cervical extension/rotation. Enhanced CT of the right carotid artery showed wall thickening and soft tissue en-
hancement surrounding the vessel. Ultrasonography demonstrated wall thickening and marked acceleration of
the blood flow velocity. [*F] fluorodeoxyglucose (18F-FDG) positron-emission tomography (PET)-CT revealed in-
creased FDG activity in the area of the right carotid bulb. The patient’s symptoms resolved in 2 weeks with non-
steroidal anti-inflammatory drug; regression of wall thickening and decreased velocity were observed on follow-up
ultrasonography. A carotid inflammatory process due to carotidynia in addition to atherosclerosis may increase
carotid sinus baroreceptor stimulation, resulting in the onset of carotid sinus hypersensitivity.

(Clin Neurol 2010;50:714-717)
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