BIEREAEANE S oI S

K4 R #R5)

3 T FATAT. FERMES
EE PN SCE DR P ey LEXIRRTFRE M=
D DALHR

(FH) | AL 30 4 12 A | ML HHARLOEMECTHD, (286 H)

ﬁj\%k{%ﬁ% BOZE (BEDARSE, fib 22 4)
UG B2 R S - 5 10 BRSO A WA R B
BRBREORTT 7V A Ml C & (B 23355
Afh (pp. 247~257)
(FE) ) ) 2z SR2H3 A | ML BT OERETH D, (626 H)
ENTAYN L o (HERZE S, fih 27 4)
—@%&fﬁiﬁ— HAEES - F 10 ERMERE RMEE A ~D
BET 2 AR (pp. 191~211)

CAhn 0) _ % | Pk 31422 /1 | Arch. Biochem. AT RFER TS FE /=L (THC) I, PPARa 241L
Aq-Tetrahydrocannabinol Biophys. TR 2K B (LRESR (FAZH) 27538 5 52 L5
upregulates fatty acid 2- 662 L (7 E)
hydroxylase (FA2H) via PPARa pp.219~225 T ] )
induction: A possible evidence for Elsevier (Hirao-Suzuki M., Takeda S., Watanabe K., Takiguchi
the cancellation of PPARP/3- M., Aramaki H.)
mediated inhibition of PPAR« in FE[RIFZEIT D EAR N LR Sl AR AT RE,
MDA-MB-231 cells.

(a0 J% | SERL 31453 B | Mol. Pharmacol. ERTx/—)b A DIEVER#W) THD MBP Z 1%
Eipgéte(‘i Exposure 0 4"|\)"eth>i"l ?)g 2260~2268 BT DLz AN LR K B 20 L CHLAAMIIED

/4-bis (4-hydroxyphenyl) pent- 1- . ~ N _ 1 e
ene (MBP), an Active Metabolite Elsevie bk%%ﬁj—‘_k%aﬁgﬁ kL7, (9 )
of Bisphenol A, Aggressively (Hirao-Suzuki M., Takeda S., Okuda K., Takiguchi M.,
Stimulates Breast Cancer Cell Yoshihara S.)

Growth in an Estrogen Receptor FL[RIFFEIZ D AR N 2R Sl AN AT B,
(ERp)-Dependent Manner.

(S0 $% | A2 4E 1 | Toxicol. Lett. HRIY AOE /T AR L ELTORBNEIF=
Mgtal_loestrogeglc etﬁ_‘eclts Oft 33922 20 AN BB AT TS AN MCE-T CIE RLbh
cadmium are absent in long-term L2~ 7 - ] P EA s 7
estrogen-deprived MCF-7 cells: Elsevie &?&Jhk?% EANCLIRITHS, (9 E) )
evidence for the involvement of (Hirao-Suzuki M., Takeda S., Kodama Y., Takiguchi M.,
constitutively activated estrogen Toda A., Ohara M.)
receptor o and very low expression FE[RIFZEIZ D AR NP S h A AT HE,
of G protein-coupled estrogen
receptor 1.

(=47 30) s | SF24:7 H |Biochem. Biophys. | FA2H 23523 A MO R (2T BIR T TihH b
Fattyte}CIdI2£hydroxlylaszla (FA2H) ?36; Commun. EHONICLER T THS, (8 H)
as a stimulatory molecule . . . . "
responsible for breast cancer cell pp.215~222 (leao-Suzukl M., Kog.a T, .Sakal G., I_(obayashl T., Ishii
migration. Elsevie Y., Miyazawa H., Takiguchi M., Sugihara N., Toda A.,

Ohara M., Takeda S.)
FERBFFEL D EAR N LR A3 AS AT,

(Sl C) o % | F34E1 A |Toxicology HRIY LA TETL FREL, T MBI O B E s

Cadmium stimlated invesion of - WA LR LT T, (8 ED)

iv uri i . . .
transformation: Evidence of the Elsevie (H|r.ao-Suzuk| M Tékeda S.,Sakai G., Waalkes M.P.,
involvement of oxidative Su@hara N-,ML »
stress/TET1-sensitive machinery. SE[RIF TR DA NS E o34 A 7T RE,

(BHT3RST) % | 4134510 A |Bio. Pharm. Bull. | .73/ ¢ MBP %3 ER- 8 %#4LC GPERL D5
4-Methyl-2,4-bis(4- ‘1‘;‘2 41500 BRI QOB LR LI Chs, (6 H)
hydroxyphenyl)pent-1-ene (MBP) N (Hirao-Suzuki M., Nagase K., Suemori T., Tsutsumi K.,

H AR

targets estrogen receptor 3 to
evoke the resistance of human
breast cancer MCF-7 cells to G-1,
an agonist for G protein-coupled
estrogen receptor 1

Shigemori E., Tanaka M., Takiguchi M., Sugihara N.,
Yoshihara S., Takeda S)
JERIDFZET S EAR N L0l A WTRE,

SfM4HES5H1 7H BTE



https://www.ncbi.nlm.nih.gov/pubmed/30553767
https://www.ncbi.nlm.nih.gov/pubmed/30553767
https://www.ncbi.nlm.nih.gov/pubmed/30553767
https://www.ncbi.nlm.nih.gov/pubmed/30553767
https://www.ncbi.nlm.nih.gov/pubmed/30553767
https://www.ncbi.nlm.nih.gov/pubmed/30553767
https://www.ncbi.nlm.nih.gov/pubmed/30553767
https://www.ncbi.nlm.nih.gov/pubmed/30552153
https://www.ncbi.nlm.nih.gov/pubmed/30552153
https://www.ncbi.nlm.nih.gov/pubmed/30552153
https://www.ncbi.nlm.nih.gov/pubmed/30552153
https://www.ncbi.nlm.nih.gov/pubmed/30552153
https://www.ncbi.nlm.nih.gov/pubmed/30552153
https://www.ncbi.nlm.nih.gov/pubmed/30552153

