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[Abstract] Background Dominant venous sinus drainage of the brain is a common anatomic
characteristic. Cortical venous partial retention that is due to slow non-dominant venous sinus drainage can
increase local cerebral vein pressure, and cause related neurological impairment. This article is to
investigate the diagnosis of local intracranial hypertension caused by abnormal non-dominant transverse
sinus drainage and the effect of anticoagulation treatment. Methods From February 2008 to February
2016, there were 12 patients diagnosed as abnormal cerebral non - dominant transverse sinus drainage.
Among these patients, 8 patients presented as dizziness and brain swelling; 2 presented as subarachnoid
hemorrhage (SAH); one presented as cerebral cortex bleeding; 2 presented as blurred vision; 2 presented as
ipsilateral pulsatile tinnitus; one presented as narcolepsy. Cerebrospinal fluid (CSF) pressure of 2 patients
were > 280 mm H,O. Nine patients were confirmed no abnormal characteristics by MRI. In DSA
examination, 10 patients were confirmed non - dominant transverse sinus drainage and contrast agent
retention on the left side, and 2 patients were confirmed on the right side. All patients were treated by
anticoagulation, and 2 underwent stent implantation, 5 underwent thrombolysis through carotid artery.

Results  All patients were greatly improved after 7-day treatment. They were discharged within 2 weeks
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and were continuously treated by anticoagulation after discharge for one year. There was no recurrence or

aggravation in all patients during the follow-up period ranging from 6 to 34 months. Two patients were

confirmed less contrast agent retention by DSA after 6 months.

Conclusions Abnormal non-dominant

transverse sinus drainage can increase local cerebral vein pressure, and presents non - specific clinical

features such as dizziness, headache or tinnitus. Anticoagulation, thrombolysis or stent implantation can

promote local cerebral venous drainage, relieve potential blood stasis and edema in the brain, and improve

clinical symptoms.
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Figure 1 Head imaging findings Axial 3D-CISS showed scattered patchy high-intensity signals of right midbrain and left pons (arrows
indicate). There was no infarcts or mass effect (Panel la, 1b). Orthophoric DSA of left carotid artery showed left transverse sinus non-
dominant drainage and poor visualization in sigmoid sinus (arrow indicates, Panel lc¢). Orthophoric DSA of left vertebro-basilar artery
showed contrast agent in left transverse sinus was detained obviously and irregular filling defect in the external segment, considering
arachnoidal granules (arrows indicate, Panel 1d). Lateral DSA of bilateral carotid arteries did not show visualization of basilar vein
(Panel le, 1f). DSA of bilateral carotid arteries showed there was an evident drainage to cavernous sinus in deep venules 5 months after

discharge (arrows indicate; Panel 1g, 1h).
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Figure 2 Head imaging findings  Orthophoric DSA of left carotid artery showed that evident external segment stenosis of left

transverse sinus with non - dominant drainage resulted in contrast agent retention in internal segment (arrow indicates, Panel 2a).
Anterior tilted DSA of right carotid artery showed stenosis in the junction of right transverse and sigmoid sinuses (arrow indicates) and
some semi - circular filling defect (considering arachnoidal granules) can be seen at local position. Straight sinus drained into left
transverse sinus (Panel 2b). By the apporach of right internal carotid vein, stenosis segment of right transverse sinus were given 6 mm X
20 mm balloon dilatation (arrow indicates, Panel 2¢). A 7 mm X 40 mm Precise stent was planted for shaping and the stenosis was
corrected immediately on DSA (arrow indicates, Panel 2d). Orthophoric DSA of left vertebro-basilar artery showed left transverse sinus
remained contrast agent retention because of stenosis (arrows indicate; Panel 2e, 2f). Guided by road map of lateral left carotid artery, a
dilatation was given with a 4 mm x 18 mm balloon (arrow indicates) and a 6 mm x 30 mm Solitaire stent was planted (Panel 2g).
Reexamination of orthophoric DSA of left carotid artery showed a good morphography on both transverse sinuses and contrast agent

retention of left transverse sinus disappeared (Panel 2h).
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Solitary fibrous tumor/hemangiopericytoma
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Figure 1 Optical microscopy findings showed local high cell density, with thin-walled branching vessels in solitary fibrous
tumor/hemangiopericytoma. HE staining X 100 Figure 2 Optical microscopy findings showed STAT6 was strongly expressed
in tumor nuclei. Immunohistochemical staining (EnVision) X200
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