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Abstract

To study the relationship betw een the abnomal behavior of calcium (Ca® ) and the pathogensisof recurrent aphthousul-

ceration (RAU) by measuring quantitatively the concentration of platelets cytoolic free calcium ions ([C&* 1)) and tissue
calcium W c2*), the patientswith RAU (n= 50) and the healthy volunteers (n= 30) were chosen radomly. Then platelets

[Ca® ]iwas determ ined in calcium fluorescent indicator Fura-2/AM loaded w ashed platelets by gpectrofluorophotom eter and

tissueW ca?* wasmeasured quantitatively by OCPC autoanalyzer method T he results show ed that the concentration levels of

platelets [Ca®™ ]i in patientsw ith RAU in attack stage and attack-free stagew ere significantly higher than that of the control

group (P< Q 01, P< Q 05), and the concentration level of the ulcerous tissueW c2* w as al obviously higher than that of

the nomal control group (P< Q 001). Therew asa significantly positive correlation betw een the platelets [Ca®* ]iand the ul-

cerous tissueW 2t (P< Q 01). The results suggested that the influx disorder and overload of Ca®* might play an important

role in the pathogensisof RAU.
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