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HI. Transplantation studies
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Fig. 2A

Fig 2. Rat®] A o] §4 A3l TS o]4]
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ductal units AFEY glucocorticoid} A%

o Avxe glucocorticoid9Jr LFE9] prolactin AE Y

o e Bt © 8§49 ductal TR FU

A=}

A d 2gg 3t JN A% milk w A H
ghe}.20m9n o] 9} @" TEES AN 27 A=
3439 ratd) 4% A T4E ke single

cellE2 B 9§ OI% AZES AT 84sle] A4

ool HEE 0161‘6}D4 AUY DU7F A4 e 7+ )4

e AZ(E)7E AR NAAEY 49 100% 9 SHEEH

olE AUUr DU7} *M g ol Uy Z3lst Axvt &

FE AL Aol L o] 44T Ao}, o] T Ao
A

b R4 *OUM] =& F7HA9 marker5& o] &3}
subpopulation®.2 +§+8t1 ©]E subpopulation9| clo-
nogenic potential & ZAbs} Uthd AMvbe & st
NAAE(E)E 294z 22T & Ag Ao ¥4
7FA] & peanut lectin® anti-Thy-1. 1 antibodyZ o] &3]
et os JMG 7 flow cytometry2™ sorting
S b 4 AINEE WEHY AEToz #3Y
F U o|F peanut lectind] FAWHES HolE HE
aol 7hg ANAHES FAE 715S 7hAE Sl Aok

A 3he

Fig. 2B

& o B4 5= alveolar unit(AU) (Fig. 2A) 9} ductal unit(DU)
31?1 F 9 glucocorticoid®t 75 %9 prolactindl A A4 ¥
=9 prolactin®ll A} 44591

e T Peanut lectindl %432l AE 80oi/ME B4
2l %9 glucocorticoid®} 1L %9 prolacting 7HA&
ratel] o]t AUZE BAETL BIHAG o2l x

£ cell surface markerE& 7HA 3L o5 HYXES ¥4
g A4 7E 371 9] clonogenic cello) GojA| Al 2 Zo)
o] @M MEoAM clonal structure’} ”L%OV]E A
AT+ AE Aok

Lo 8]
inhibition& WA% @S wHe YFHd 243 A9
TYE F2EH V% HAe RoR Mol FYMEY
NAHZ} ofF fASHE & & QUok® % oy ¥-3)
SAlo] Q= M EE] WtE A wZya Edwo|r}
Aol fixationolehe HAE AXNA = waag o
initiation #’g0] 13 ©]§ promotion WAE A A

g8 Fgoz A4Ed oled Adeld 2 o vgy
oo AZUFE Pua b Aol Frhn 42¥ 0,



HA ratd B9 HiFgHol 2~3dd], 4F 7~8Fq
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