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Telmisartan induces growth inhibition, DNA double-strand breaks and apoptosis
in human endometrial cancer cells.
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telmisartan i angiotensin II type 1 (AT1) REFEREARB)E LT, LLFEASLTHWDRE
Flo—>TH D, PPARy (peroxisome proliferative activated receptor gammaliE¥{bERAZA LT
W3, ITFE, HBEIEIZEV T telmisartan BAHIERIREZ R Z LA in vitro DR THRE S TH
Do TOWEE LT ATLZFEREZ AT 5%, PPARYEKEN « JERFEHEOREAMEEN TS, &
WET, PFEE DI FENEBICXT 3 telmisartan & X A HEES RIS W THRHET o 72,

FE NEREAIREE & LT HHUA, Ishikawa, HEC-59 #ile % {FER Uiz, — OZfEEOMMak % H
W telmisartan Z X L ® &35 ARB 2F L, WST-1 assay 12 & VD HIBIBIMERNHI R 2/ L,
¥ 72. PPARy antagonist GW9662 % FIV T, telmisartan OHIEELIR DORFIC DV THRET L,
TRV ARZETEERE LT, 78 b= AFEZR ORI flow cytometry Z AW TITo 7,
TR M A S Ry BRBOMNTIY Western blotting 58 L U8 ELISA 2RV, £7-,
caspase 3/7 {EME &M E L7, DNA double-strand break (DSB)IZ->\»T % pulse-field gel
electrophoresis (PFGE) X Uy-H2AX O ERAFITVET Lz, in vivo DEBRE LTX—F=
ADE T HHUA #l 2 L, telmisartan % 100 pg/day. 5 B#E, 2 HHRETIR 7P a—
T4 9 BMBEENES L,

telmisartan {X=-2>0OFE NIREMREEKIC BV CIRERTFRICHEIRNENHE IR 228D, 2O/ER
i GW9662 OFMIZ > THES =, LiL, ZOMD ARB O ZANCITHIEEZ RT3 O 22 HY
o7, £z, flow eytometry TiE 7R F—3 ADFEBHER S -, BHUA #EEEIZ B8V T Western
blotting {53 X ELISAEIZ T AR b— REE Y N7 B ORBROELERD, caspase 3/7 &
HOEMBH o7, &BIZFRMBEKIZBVWT PFGE 1 Y broken DNA DN, Stz kv
yH2AX R OMEMER D, BKiZ, X— Fv U 2% W EH ¢ HHUA &Moo R &
B,

AR T telmisartan BFEPEEICR LAIBEZIR Lo Z LR, PPARyZ )
HHMRABFEONT, FUEEHROERABFEL LT R bV XOFERBEE L TWAZ EBRREN,
2 5z, DNA double-strand break BFHE XN THKY, INOLDOEABFICLIVEHFEZE LI
telmisartan BHIEEHREZR L TWE EE 2o, AFEBERE LTEI<MENEBEITH DR,
b NFENBEROBRREL LTHERISWREEEZRLERITHY ., BEROERKIC L VAR
ZNERTIET 2 bDOEHELE,
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. PREE 50, 100 pM X ED L S ITENST TN B D0,
. in vivo DEBRODBIERA D a — T ED L HICRELT=DD,
. RRICAWE ZREEOMBRBRIEEME UTEITW BN,

. PR T =N ROAVEBRIKENE D FEERIEIZ-DWT,

. X—FeyRAZ&kESNEEERE FOBRERE LTHEBSWSBIZHE L, M{EEH,

. EEFHHOFERIZONT,

. telmisartan OZRITFNEBREORE OBEIZH D LEZLND D,

. ARFEEIZ AV 3STREOMIEE TO PPARYOREAR L HEt Lich, 1, EFHHETO PPARy

. early apoptosis & late apoptosis ZHE L TUNS 23,
. BETRVWTW S {EEHOMGERMEDMRIZOWT,
3. Fig 2 T 100 pM telmisartan 48 FFJE T Bel-2 ORBAEOE T 2588, R4 T DNA SIEH

. PPARy AL FafE Ik~ 2BFRE X b TR D, BFHE S Bel-2, BelxL OFEZH L DNA

. xenograft {2 & 2 M OEBEIEAES telmisartan 2SHE L TWA Z IR LT A A,

. FRREED LI OB OTEREIXE 5725720,

. TUORAOERT, BONFEEOFERENIIH 20,
. Ki67 1375 U OV D IEEME T < T TIIZRME ),

. B,
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DA,
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fEbipo e din,

DRBERL AT, BAIETORREITHRITRDLNE3D0,
FORBIMIIESNH Z &b,

e (Fig 6) B X CHIBRESEML T3, —F T, 100 uM telmisartan 24 FFEAE T DNA
BErEH (Fig 6) REAIZEFLTWAIZ LD 5T, Bel2 ORBBOBELETAERDT
WY, TOMBROEIRIZEDI I TE B0,

Wrhibip ERBHE L TWA R,
E) ORFIRBBEIT ST

PPARy BN 2R OB S (Death receptor %41 L 7= iR K72

TR
& <720 T BEBHZ R 2 RRT Ul e,

BETAIEMERO Z L 2E 22T bRV, FigS4chi L Hiz, E¥ETH
HEC-59< bW DR H A58, EFMETODSBRT A h—3 R IEt Lish, EEasE
Y72 Zn,
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Telmisartan induces growth inhibition, DNA double-strand breaks and apoptosis in human

[# 5] Telmisartan |Z angiotensinIl typel (AT1) SZRMAFEHLE (ARB) & LT, JASFEHIN TV D EE

activity Z & L 7-,DNA double— strand break |22 T X pulsed—field gel Electrophoresis (PFGE)



B Ly —H2AX O Eyetd 2470 aE L7-. I n—vivo TlE nude mouse (Z HHUA % FZ FIZRA4l L .

FRICBWTT AR h— ZA BB BGOSR 288, caspase 3/7 activity O¥IMAE R 7=, PFGE
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