#XF-19 B ot &

N H |

HEHREPRER (FINARBAEZBIBE) RARBES

V2 54 6H 10 HE/E

HEIES - 34417

MRER . HFHR B

BFZREARE - 2011~2012

RREES : 23791506

MRFEER (FIX) FLEMEKkRICHT S MIEMT S FFOEDERVV-EHNAGIER
EDRFE

FICiERE4 (ZEX) Development of new strategy of breast cancer treatment using human
chorionic gonadotropin

MRRRE
A &#\ (YURT TAKASHI)
EAEERKE - EFH - HEm

HREES : 50330212

WFZERR RO (Fa30) : b MEEMETT R b e e (hC6) 1%, (EIRMAR OMEMIE L FEA S
NAMERNE L Th DI, KEEVEESI S LIRS R 2 RBET 5, A TIIMX — N~
U At MBI Z AL L hCC 2 G- L= & 2 A, RTHREE L ik U CRIEE O B8 I3 A
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S ARSI N IX IR B S ORI 2 il L= = A b a7 U W TtENRE S L Tnbd Z &n
R X7,

e RO EE (9532) : Human chorionic gonadotropin (hCG) is one of a sex—steroid hormone
produced in placental trophoblastic cells. hCG possess anti—tumor properties, and we
examined the anti-cancer effects of hCG in female BALB/c transplantation assay. Daily
hCG treatment significantly inhibited the growth of transplanted human breast cancer
cells. In serum hormone analysis and histological analysis of target organs, elevated

secretion of estradiol mimicking pregnancy may be related with the anti—cancer properties
of hCG.
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(@) Wet tumor weight at termination
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Yuri T, Lai YC, Yoshizawa K, Tsubura A.
Human chorionic gonadotropin inhibits
N-methyl-Mnitrosourea—induced mammary
carcinoma growth in female Lewis rats.
In Vivo (ISSN:0258851X) 26(3):361-367

(¥R G311

1. A &H, EAMT, AFETF, A5
—, FEWE, REER

NI B E T 2 R L E T L A B IBIED
ATREME : hCG (2 d D b b L R ek HE 5 i i
Zh R

55102 [B] H ARWE P E,
H, (FLIR)

201346 J1 6

2. A &FE, B OEZR, ANET, xR
M, RTFHE—, #EZ, BEER

Growth inhibitory mechanisms of human
chorionic gonadotropin on MNU-induced
female rat mammary carcinoma.

55101 |l HAREL R, 2012 4E 4 H 27
H, CRR)

3.\ &FEl, M 2R, ANET, xR,
KB E, BEER

b MRS T R e EIC LD WU ST
> NI O BEFE I S R B3 B Mt
55100 [B] HASE RS, 2011 4F 4 A 28
H, (i)

(X&) G144
A EE], BARERR

KIRPEWIZ X DI A DALFE T & 1B~
DIGH

RR Dy FIHESE 293-295, 2011
HARRGR > T EREFS

PR AT

(ZDfh)
R B U

(1) BIPERI RS BB HIE — A
Ny

http://www3. kmu. ac. jp/pathol2/

(2) BWEERKY HEFHH®
http://research. kmu. ac. jp/kmuhp/Koza?ky

oinld=ygodgo

6. AFFERRE

(D MFgEREE
A W] (YURT TAKASHI)
BV ERL RS « ES2HS - Gl
WF9E& %5 : 50330212

(2) WFge sz
L

(3) HHERF I
L



