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The Expression of Cell Cycle Regulators in Primary and
Relapsing Nasopharyngeal Carcinoma
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Abstract: [Objective] To explore the role of cell cycle regulators in nasopharyngeal carcinoma (NPC) re-
lapse. [Method] To assay p53, M DMy, p21™ and p21“**! proteins by LsA B immunohistochemical technique in
69 cases of primary and relapsing NPC tissues. [Results] As com pared with primary NPC, the expression rate
of p53 or M DM2 protein in relapsing NPC was similar (78% to 80 %, 84% to 83%), and the expression rate of
p21™ or p21™*! protein in relapsing NPC was obviously descended (73% to 93%, 52% to 84% ); the high-
expression rate of p53 protein in relapsing NPC was similar (42% to 51 %), the high-expression rate of M DM,
protein in relapsing NPC was obviously risen (57% to 32%), and the high-ex pression rate of p21™ or p21"*"!
protein in relapsing NPC was obviously descended (16% to 65%, 17% to 46%). Among of them, the signifi-
cant rise of M DM protein expression level in relapsing NPC mainly occurred in the patients of group 2 which re-

ras

lapsing-interval was shorter than 34 months, P<Z0. 05; the significant descent of p21™ or p21™**" protein ex-
pression level in relapsing NPC occurred in the patients of group 2 and group 1 which relapsing-interval was e-
qual to or longer than 34 months P <C0. 02, respectively . [ Conclusions] The overex pression of p53 and M DM,
proteins and the low or negative expression of p21WAFI protein after clinical cure might still play an important
role in NPC relapse, the obvious rise of MDM 7 protein level and the obvious descent of p21V ™" protein level

might further accelarate the process of NPC relapse.
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Table 1 The expression of p53, MDM2, p21™ and p21 ™" proteins in primary and
relapsing nasopharyngeal carcinoma with different relaplse-interval n (%)
High-expression ~ Low-expression Negative u value P value
Primary NPC 1037 11¢4D 6(22)
p33 Group 1 0.97 >0.05
Relapsing NPC 103D 9(33) 830
Primary NPC 25(60) 9(2D 8(19
Group 2 ; 1.76 =>0.05
Relapsing NPC 19(45) 15(36) 819
Primary NPC 5019 18(67) 4015
MDM,  Group 1 1.13 >0.05
Relapsing NPC 13(48) 7(26) 7026
Primary NPC 1741 16(38) 92D
Group 2 ; 2.18 <<0.05
Relapsing NPC 26(62) 12(29) 410
) Primary NPC 19(70) 6(22) 2(7)
p21™ Group 1 ; 3.80 < 0.001
Relapsing NPC 1(4) 18(67) 830
Primary NPC 26(62) 13(3D 3(7)
Group 2 ; 4.00 < 0.001
Relapsing NPC 1024) 21(50) 11(26)
WAFL Primary NPC 17(63) 7(26) 3(1D
p21 Group 1 ; 3.46 < 0. 002
Relapsing NPC 519 14(52) 830
Primary NPC 15(36) 19(45) 8(19
Group 2 ; 2.51 < 0. 02
Relapsing NPC 707D 10(24) 25(60)
Group 1(27 cases) relapsing-interal == 34 months, Group 2(42 cases) relapsing-interal << 34 months
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