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Carotid artery stenting for symptomatic stenosis of cervical carotid artery
with a persistent proatlantal artery: case report

Nobuo HIROTA Hiromu HOKAKU  Akihito KATOH Takashi SAKURAI
Takayasu MIYO Matsutaira TSUYUMU

Department of Neurosurgery, Yokosuka Municipal General Hospital Uwamachi

@Abstract@®

Objective: To report a case of symptomatic internal carotid artery stenosis with a persistent proatlantal artery (PPA), which was treated by
carotid artery stenting (CAS) with a filter device by means of proximal occlusion of the common carotid artery (CCA) and the external carotid
artery (ECA).
Case presentation: A 77-year-old man suffering from loss of consciousness was referred to our hospital. Diffusion-weighted image showed
a left cerebral infarction and MR angiography revealed a PPA. PPA type 1 was confirmed by 3D-CT angiography and digital subtraction
angiography revealed the carotid stenosis, located just proximal to the origin of the PPA in the left internal carotid artery (ICA). Since the
stenosis was more than 50% and the patient was elderly, CAS was scheduled. To protect both the ICA and the PPA, a guiding catheter with
balloon was employed to occlude the CCA and the ECA simultaneously and to induce blood flow from the PPA to the ICA. Under such
conditions, a filter device was positioned in the ICA and CAS was done in an orderly manner without any complications.
Conclusion: To our knowledge, this is the first reported case of PPA treated by CAS with a filter device by proximal occlusion both of CCA
and ECA which induced blood flow from ICA to PPA.
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Fig. 1

A : Diffusion weighted MR image shows high intensity area in the left occipital lobe.

B : MR angiography demonstrates a persistent primitive artery derived from the left internal carotid artery (ICA) (arrows)

and stenosis of the ICA which is located just proximal to the artery (thick arrow). A thick right vertebral artery is also

observable.
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Fig. 2 Stenosis of the ICA is shown on both 3D-DSA (A)
and DSA (B) images (arrows).
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Fig. 3 3D-CT angiography visualizes the PPA running
through the foramen magnum to the brain (arrows) and
the hypoglossal canal (thick arrow).
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A : The schema shows the guiding catheter with balloon occluding not only the common carotid artery (CCA),
but also the external carotid artery (thick arrow) and induced blood flow from the PPA to the ICA under

the condition of proximal occlusion (thin arrows).

B : The intraprocedural DSA shows the inflated balloon (thick arrow) and the laminar flow from the origin of

the PPA to the ICA (thin arrows).
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X30mmiZ & 0 predilatation % fifi {7 L, Precise (Cordis,
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Fig. 5 A DSA image shows complete resolution of the
stenosis and the opacified PPA.
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Z UK Usecond intersegmental space % @ 5 first cervical
intersegmental arteryh 5§ 5 Z & TH U % @IS
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N 5. F 7zproxymal occlusion!Z THNFEEIR A 5 PPAN
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K D ITNFHBINR & PPA IR ELHT Cld 2 <, M DI
B> & 5 IZH BRI BT T d B 558013, 73—
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D FIFHERT AT A 729, Parodidza HW5 Z &
FLWEELS.
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FThDEMEFEEELS.
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[B&Y] persistent proatlantal artery (PPA) %#&HFL 23 EBIRIAIEISWH L, NL—VNHA T4 v o HhF—FLE
Angioguard!Z & % carotid artery stenting (CAS) % 4T L 7-5Efil &4 5. [FEF] 77K 80, FiRIEHEMEE. MRIT
FEMtETE 2 5860, MRA T3 7 SHESZAFNRINAE 35 & O RIHLEIKIF MG EIIR % 5880 7=, MG IILAE HiRE T II N ZHBNIRIZ 54% D IEAE 3
w6, 3D-CTATPPA, typel &gl L7z, FRAEERIZNHENR & PPAD S SRELRT C & 0 lH O F5: TIEPPADE
PEERPHIER T E 720, 73— VI THFEEIIR I 2 & MR FAEIIR & Wl L, PPA2 & NFEFIIR N\ Dflow reversal &
FIF L, WZEBIIRD AngioguardiZ & % embolic protection FC, AHHEL < CAS%E it L&57-. [#FE] PPAZ&Pd %3
EHBIRIAE IS 2ARTIRIC L HCASIE, FRLGFEEE LS.
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