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MEEEBER (IEX) Development of the new radiation therapy using tumor suppressor gene
NPRL2 for esophageal cancer
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WFFERR R OMEE (Fn30) @ b b AEEMIR IO T, BRIk H1C501%1.58Gy > 59.28Gy
DEPATH -T2, —F. TS OIEEMK CNPRL2E HIIRHARH T, Rad5SIEHIZ. &2TO
SRR T 2380 72, LA E X WNPRL2& 5 VM FRad5 138818 & FUR sz M FE BRI AR 1
Rinotz, b MEERMIERIC S A NPRL2X 7 & — O fEEHEFEIN 0 B 135930% T &H 0 1C20
D EEHFIEE OO T, IHIZRIZ60% /14 £ THR Sz, Fx BSERL L 72Rad51-siRNAS
7 A —I%, RadS1OFBINHINFITIT E A ERBORD -T2, BRI & NPRL2X 7 # — DO ff
FNRICBIT D A= XL ZHatt 5720, Deontrolff, 2)H#RERE(1C20), 3)NPRL2EE,
A)NPRL2HBEHRIEIE D ARE 2 52 TE LTz, NPRL2+HCH IR IERE IR & ki LT, DNA damage
pathway 2N EPEAL S 4L, EIZRGAUSIEE TR F—2 22T,

MR OBEE (J€30) : In 10 human esophageal cancer cell lines, the IC50 of radiation ranged from
IC50 1.58Gy to 9.28Gy. There were no expression of NPRL2 protein in these cell lines, on the other
hand, Rad51 protein showed strong expression in all cell lines. The levels of NPRL2 or Rad51
expression did not correlate with radiosensitivity. Tumor growth inhibition rate of NPRL2 vector was
about 30% for human esophageal cancer cells, and combination therapy of NPRL2 vector and IC20 of
radiation therapy enhanced this inhibitory effect to around 60 percent. We prepared some Rad51-siRNA
vectors, however, these Rad51-siRNA vector did not inhibit expression of Rad51 protein. To investigate
the mechanism of combined effect of NPRL2 vector, we made four groups; 1) control group, 2)
radiation therapy (IC20), 3) NPRL2 group, 4) NPRL2 + radiotherapy. NPRL2 + radiation therapy group
activated DNA damage pathway, and showed a strong G2 arrest and apoptosis, compared with the other

group.
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