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Fig. 1. Posterior communicating artery with perforating ar-
tery. The arrowheads indicate the premamillary artery.
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Table 1 Variations of the posterior communicating artery
_ Total number (%)
Variations Systemic anatomy  Forensic anatomy
Normal type 246(58.6) 31(57.4)
Hypoplastic type 71(16.9) 7(13.0)
Fetal type 91(21.7) 12(22.2)
Absence 8( 1.9) 1(1.9)
The others 4( 1.0) 3( 5.6)
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Clinical anatomy of the posterior communicating artery
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Purpose: We analyzed the incidence of vascular variations of the posterior communicating artery (P-com) in cadaver brains.
Material and Methods: From 2010 to 2012, a total of 210 cadaver brains of systemic anatomy (Male/Female 97/113; average age
84.4) and from 2011 to 2012, a total of 27 cadaver brains of forensic anatomy (Male/Female 14/13; average age 53.7) were dissected.
The incidences of variations (e.g. normal type, hypoplastic type, fetal type, absence, others) of P-com were examined in the cadaver
brains. Variations were noted and grouped into different categories.

Results: In this series, there were 58.6/57.4% normal type; 16.9/13.0% hypoplastic type; 21.7/22.2% fetal type; 1.9/1.9% absence;
1.0/5.6% others, in the systemic/forensic cadaver brains, respectively (Table 1). Intracranial saccular aneurysm was present in 20 of
210 and in 1 of 27 brains (9.5/3.7% ), respectively.

Discussion: Incidences of variations in this study were mostly the same as those of previous studies. Regarding the diagnosis of the
disturbance of the consciousness, it is important not to misdiagnose the locked-in syndrome, especially patients with basilar occlusion
and the fetal type circulation of the P-com. Moreover, it is necessary to be careful not to overlook strangulation in patients without
petechiae of the conjunctiva due to absence or hypoplastic type of P-com in the forensic autopsy.
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