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Role of peripheral P-glycoprotein in predicting efficacy of antiepileptic drugs in
epilepsy children
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Medical University, Chongqing, 400014, China)

[ Abstract | Objective To observe the dynamic changes of the expression of P-glycoprotein( P-gp) in
peripheral blood in children with epilepsy, and to explore the relationship between P-gp and epileptic resistance
and its value of predicting efficacy of antiepileptic drugs (AEDs). Methods A total of 70 inpatients and out-
patients in our department from January 2011 to July 2012 were subjected in this study. These children were di-
vided into refractory epilepsy (group A, n =30, age ranging from 13 months to 15 years) , and newly diagnosed
epilepsy( group B, n =40, age ranging from 2 months to 14 years). Another 30 sex- and age-matched healthy
children (group C) served as normal control. The expression of P-gp in peripheral blood was detected by flow
cytometry before treatment, and in 6, 12 and 18 months after treatment, respectively. The expression of P-gp
and its relationship with epileptic frequency and therapeutic effect of AEDs were analyzed. Results The ex-
pression of P-gp in group A and group B at every time point were all significantly higher than that in group C
(P<0.01), and that in group A were all significantly higher than that in group B(P <0.01). Significant
difference was also found in the expression of the P-gp in group A at difference time points (P <0.01,P <
0.05), but was not found in group B. Among the 19 cases with positive P-gp before treatment in group A, 16
out of them (84.2% )were invalid after changing or adding AEDs, but only 3 out of 11 cases (27.3% ) with no
P-gp expression became invalid, and there was a significant difference between them (P <0.01). In group B,
9 out of 13 cases (69.2% ) with P-gp expression before treatment became intractable, but only 2 out of 27

(7.4% ) with no P-gp expression became intractable, there was a significant difference between them (P <

[(E£WMB] TP PAREBIEH (2010-2-170)
[BI51EE] % #1,Hi5:(023)63621892, E-mail:dr_jiangli@ 126. com
[f%EHAR] http://www. cnki. net/kems/detail/51. 1095. R. 20121106. 1905. 020. html(2012-11-06)



35 EH2 M % =
154 2013451 A 30 H

E BE R ¥ ¥ M
J Third Mil Med Univ

Vol. 35, No. 2
Jan. 30 2013

0.01). P-gp expression was stronger in the patients with high frequent epilepsy than those with low frequency

(P <0.01). P-gp expression was also stronger in patients administered with 4 kinds of AEDs than those with 2
or 3 kinds of AEDs(P <0.01). Conclusion The high level of P-gp increase in peripheral blood of children

with epilepsy predicts refractory epilepsy. The increased expression of P-gp may play an important role in clini-

cal drug resistance. It also can be used as a predictable marker of evaluating efficacy of AEDs.
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