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9L K PFS'®" ) 7E PALOMA - 3 MONALEESA -3
1 MONARCH -2 #f 5 WP HIESE T X% F P 49 6 Tiif 24 B
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G #% 5855 0 ] Dk 440 f51F0 292 5], 24 DL 22 b B 7% Oy
F HoH DL E B L 7%

X T A I ZH B 43 A e, 7 A0 TTRIE T 0S
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Ribociclib ¥ & P 40 WA 97 A Wl W 1) PFS SE, H Y7
XUk H UL R B 43 22 fi# (partial response, PR) . Hth
MONALEESA -3 B 5% Hh KA 2H F1 B 25 2H 1) PR 3247
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HFNEAZGH ) PR Z 50500 49. 3% F1 33. 8% , %4

. 9.



- ERIEIE -

J Med Res, October 2020, Vol. 49 No. 10

PEJ7 T, £ 9 RS B8 4 Ribociclib 864 N 43 R
J7 R A 3/4 GO R R H ) 5 AN BE—3X . Ribo-
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