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This study focuses on the cancer-related gene c-myc and its transcription-related factors. The
c-myc gene is considered a critical factor associated with cell proliferation and the division
cycle of cancer cells. A splicing variant of FIR, FIRAexon2, which suppresses c-myc, is
frequently observed in many cancer cells. This variant invalidates the suppressive effect of FIR,
maintains high levels of c-myc, and strongly suggests its role in promoting tumor development!.
On the other hand, we have previously reported a nucleic acid photomanipulation method using
chemically modified, light-responsive artificial nucleic acids. DNA containing the light-
responsive artificial nucleic acid 3-cyanovinylcarbazole (“NVK)? forms photochemical cross-
links with pyrimidines in complementary strands upon a few seconds of light irradiation,
successfully suppressing the expression of target genes.

In this study, a probe containing “NVK is transfected into HeLa cells and irradiated with light to
bind to the mRNA of FIRAexon2. This process is expected to suppress the expression of
FIRAexon2, further inhibit c-myc expression, and induce apoptosis in cancer cells.
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ARAFGRIE. BNABEEGE S TH D c-mye K OZE DG EERF21EH LTW5, c
myc B s 1%, R OMIEEGE & 3R Y A 7 VBRI T 2 EERFFThH EFE X
HNTWD, cmyc Zil 925 FIR DA77 A v 7R FIR Aexon2 (X, %< D
ARG CIIAREIZ AL S, FIR OIHIIR A EZNIZ L, & LU ® e-myc ZAfERF 4
52 LT, EEORELRET DL LE2MIRBLTWD L, —F, FxldInxk T
{EZEHNAER % s U 72 IR N TR & F W T R BB A S LT 5,
ISEVEN TR Td 5 3-cyanovinylcarbazole(“NVK)? % & e DNA [ZEFD D YRR S CHH
WP OEY T Dr LG L, EE G ORBEZIHT 5 Z LITkh LT\ 5,
Z O, YK G n—T % HeLafifglc N7 v A7 =7 va v L, HRET
% Z &% LT, FIRAexon2 ® mRNA [ZfEE S, FIR Aexon2 OFERZIMHI L,
51 c-myec DFERZIHE L, WAKILO T R b —2 R Z2FE4 5 2 LS Tn
%
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