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[ Abstract]Objective : To investigate the cancer signal pathways which prolylisomerase (PIN1) may regulate. Methods :PIN1 overex—
pression NP69 cell line was established by using the leti-viral system and the PIN1 expression was proved by q—PCR and Western
blot. Then PINI regulated cancer signal pathways were analyzed by using cancer 10—pathway reporter assay and Western blot. Results
PINT over expression in nasopharyngeal epithelia cell may activate a serial cancer signal pathways including MAPK/JNK signal path
way, NF—kB signal pathway and Myc signal pathway. Comparing with those control group, Western blot results showed NP69—Lenti—
PINT group had higher quantity expressions in ¢—Jun,c—Jun Ser63,c—JunSer73 and CyclinD1(:=-7.295,P=0.002). Conclusion ;The
over—expression of PIN1 up—regulates CyclinD1 expression, activates the MAPK/JNK pathway,and increases phosphorylation of ¢—Jun
at Ser63 and Ser73. Therefore PIN1 may contribute to the tumorigenesis of nasopharyngeal carcinoma.
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Fig.1 Stable PIN1-over—expressed cell line in NP69 cells under

fluorescence microscope ( 400 x )
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Tab.1 Comparison of PINTmRNA and protein level between
NP69-Lenti—-PIN1 and NP69-vector

a3 AT CT Ho 9%k = PIN1 25 [FUAHXHE
PrifEZE (PIN1/B-actin)
NP69Lenti-vector 1.000 = 0.003 0.376 = 0.006
NP69Lenti—PIN1 21.259 +3.821 3.311 £0.051
t i -9.813 -57.565
P 0.012 0.000
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Fig.3 PIN1 regulated cancer signal pathways by cancer 10- pathway array
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Tab.3 Comparison of PIN1 regulated cancer signal pathways between NP69-Lenti-PIN1 and NP69-vector

p53/DNA
Vaxa:| Wnt Notch

NFk B Myc/Max Hyposia ~ MAPK/ERK MAPK/INK

Damage cycle/pRb-E2F

NP69-Lenti-PIN1 0.797 £0.129 1.412+0.291 1.302+0.301 0.915+0.818 1.281+0.239 1.416+0.141 1.218 +0.134 0.945+0.081 1.303 +0.383 1.650 +0.092

NP69—-vector 1 1 1 1 1 1 1 1 1
8 2.726 -2.456 -1.739 1.794 -2.035 -5.139 -2.818 1.181 -1.370 -12.285
P{E 0.112 0.070 0.157 0.215 0.179 0.036 0.048 0.359 0.304 0.000
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Fig.4 PIN1 can activate JNK cancer signal pathway
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Tab.4 Comparison on expression of c—Jun and CyclinD1
in NP69-Lenti—-PIN1 and NP69-vector groups

AreH c—Jun CyclinD1
NP69-Lenti-PIN1 0.534 £0.018 0.335 +0.017
NP69—vector 0.339 +0.034 0.225 +0.020
A -8.649 -7.295
PAE 0.001 0.002
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