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The following corrections should be considered.

(i) In the text on page 3, replace the number of reference
[26] by [25].

(ii) In the text on page 3, replace the number of reference
[27] by [26].

(iii) In the text on page 3, replace the number of reference
[28] by [27].

(iv) In the text on page 3, replace the number of reference
[29] by [28].

(v) In the text on page 3, replace the number of reference
[30] by [29].

(vi) In the text on page 3, replace the number of reference
[31] by [30].

(vii) In the text on page 3, replace the number of reference
[32] by [31].

(viii) In the text on page 3, replace the number of reference
[33] by [32].

(ix) In the text on page 3, replace the number of reference
[34] by [33].

(x) In the text on page 3, replace the number of reference
[35] by [34].

(xi) In the text on page 3, replace the number of reference
[36] by [35].

(xii) In the text on page 3, replace the number of reference
[37] by [36].

(xiii) In the text on page 4, replace the number of reference
[25] by [37].

(xiv) In the legend of Figure 1, replace the number of
reference [25] by [37].

(xv) Please consider the following corrected reference list
for paper.
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