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Wister %7 v F(C estrogen 2 KB #EHE 533 &(C& Y prolactinoma ZFHEHL,
T&AEE, M PRL &, *¥ (H-E @), X*EEFRAEZSIVCERZAVTER
L. E5[C RAEFTIL £HWT bromocriptine, tamoxifen, aclacinomycin A Q%R
[COoW TR LUTORKRER..

(1) estrogen @ kEB#H5 (C kYT v MC prolactinoma HFER Ehi=. LHL,
estrogen %Mt % LB IHERTH - 1.

(2) bromocriptine 58Tk, T=EHEE, m PRLEGZEHCEKSL, Bk
BT BHET S HEMI E0H(C ML T /-. bromocriptine O{EA#EF & L TE
PRL iHEEL RIS .

(3) tamoxifen #% 58 TH bromocriptine %58 (F & TlF AVNTEHEE, m
PRL {#(E#4 L=, LAL, BEFRTEHASARELEROShizm > 7. tamoxifen
OEBEFIEH estrogen (ERICLBRILECAREELEIOAL.

(4) aclacinomycin A #587T(¢, m PRL HEOHETL, MR TEMm,
BEELHTHCEHOALD, BEFARTCERBLALBY TR EEERO - .
aclacinomycin A OEFA#FZ PRL 4RICHE T IRBEARBENESLTULIHDLEE
Abhic.

Experimental prolactinomas were produced in Wister rats by administration
of high dose estrogen. Then, the effect of bromocriptine, tamoxifen and aclacino-
mycin A on these prolactinomas was studied by light microscopy, immunohisto-
chemistry and electronmicroscopy. The results were as follows,

(1) Prolactinomas were induced by high dose administration of estrogen in
female rats. These prolactinomas were reduced in weight and in serum prolactin

level by cessation of the administration of estrogen.
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(2) In the group treated with bromocriptine, the weight of the pituitary gland
and the serum concentration of prolactin were markedly decreased. Electronmicro-
scopy showed that secretory granules ‘increased fully in the cytoplasm. The
mechanism was suspected to involve releasing disorders for the synthesizing pro-
lactin,

(3) In the group treated with tamoxifen, the weight of the pituitary gland
and the serum concentration of prolactin were moderately decreased as compared
with the group treated with bromocriptine. But pathological findings showed
little change as compared with the group which was administered estrogen six
times administration and rested for three weeks. The mechanism was suspected
to involve an antiestrogen effect on the synthesizing prolactin.

(4) In the group treated with aclacinomycin A, there was no change in
the weight of the pituitary gland. But serum prolactin level was markedly reduced
as compared with the group administered estrogen nine times. Hemorrhage
was observed only in the limited area of the prolactinoma and necrotic cells were
partly recognized by light microscopy but electronmicroscopy showed almost no
change. The mechanism was suspected to involve inhibition of the synthesizing

cellular nucleic acid.
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(® Bromocriptine

I & L & (C

7 v T estrogen % KE#fE#¥ 5 L T pro-.

lactinoma @& F 1% {ESl4 % = L%, Furth
b R Lo Clifton 5 oA LK, X <45
NICEETHY, ZO0ETLEHNTEL O
TR IN TS, L L estrogen ofy5ER
R, REERLOCRGEMHOME, Lo
T prolactinoma & 33203 B8 B 2 Tidig
V. B, ZOFETHERINIK prolacti-
noma NIRETH 5 Dh, BEKTH B DrI
DWTHEDE N ATHD. ¥, pro-
lactinoma DOEBECEL CHLEHT LI A K
DFEART H B bromocriptine &5 » FDH,
HowEHET 2 1ERAARSHR,P v b pro-
lactinoma = %f L T% prolactin (PRL) 43y
MEER L &b B IR LEbh B 2 L
MBS A& 7e b, prolactinoma T3 % 1o
Fgtiz k& < &L L. LaL, prolactinoma
Zx}3 % bromocriptine DOZHRIT FEFNT L b
e h HENPZRD bR, T OEEREORREC

@ Tamoxifen

® Aclacinomycin A

DT RSB SR TV 7R,

Z 2T, AP TILS » MT estrogen &K
BHt ST 5% 2 itk b prolactinoma % {E
B, BRI TEGER, @ PRLHE
BT R, JEBRBERBUALERT R X BB Ao
HBA BEL . 51 HFEERE LT bro-
mocriptine, tamoxifen ¥ J ¢% aclacinomycin
A O ZFEHK) % estrogen THFFKLA 7 » b
prolabtinoma 5L, #5580 B by FiE
DIETRHEL, ZhLIEAORROREEAER
DWW TH BT & Nz 7.

I £ 8 5 &%

1) estrogen 335 » + prolactinoma o
TEflYs X OVERERIR Y
KRBT, £ 8 ~128, fA&E 200 g it
DOl Wister 85 » & {# ] L 7=, estrogen
13FFiA estradiol ¢35 Ovahormon depot
2.5mg %A 1 EFRPCHESTL /2. estrogen
oOFEEBuL, 2[E], 4B, 6@ 5k O8 [EE
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LRtl L, FEEGRA control & L. #HEL
hFEh4~5m% FHL, PRLJAED 72D
BRI, % v 7 a2 —ARREET TOOBER C T
fFotohs, M PRL O HRZA# % £/ L T
R 10D 12 B COMCERM L 7. i
PRL {EORE L, $17 » + PRL Hithkz AL,
radioimmunoassay T4T - 7z (LB A1+
AT AET MY =) B, TEER T
L, EercBEEY WNE LERFAPIBRRO
DICTEAEE 2 HEIL 7o, —HITEER X O
PR X 5 BER1T5 BT, 1051
W<y v EEE, <774V 88T To
fo. GCEERERPUARE, #EtUR BT, fie b
PRL w ¥k, #ie b+ adrenocorticotropic
hormone (ACTH) v+ F¥§ifk, Hie b growth
hormone (GH) w+ ¥ #i{k (DAKO CORPO-
RATION) #H\TfTo7z. 7ok, B PRIT
Z 5 PO TFEMT cross reaction 23T 5 T
EEREACHER L . M7, BEEEORR
T2Y I/ NE—ATAT e FEER, =RKVE
BETG, =RV T ey 2 X0 @EEY T2 FR
L, ZEETFREE, HI2U T TG T8
211,

¥k, EYRHGRBEO FHRR L L T, es
trogen Fjrhk# O 2Ly BIET 5 BT,
estrogen 9 [o] Biyh $r 5.8 L estrogen % 6 [0]
BH Ut 3BRIRE L o 2BF R fFBIL, T3
thEE, 1 PRL 8 & X O AERFEHT R
BRET L 7c.

2) HEIEFNC RS D EEBE RS
(1) Dbromocriptine, tamoxifen ¥ X OF
aclacinomycin A Byr5 25

bromocriptine ¥} X ¢f tamoxifen O #5131,
estrogen % 68 (6 @F) &5 L THFEL
Mt 5 » b prolactinoma |z, bromocriptine
1.0mg/kg/El & X ¢F tamoxifen 2.5 mg/kg/
1% 3 EME B KA ESTL 7. % 7 aclacino-
mycin A o #5131 5mg/kg/ 8l % ;@ 2[4,
38 GE6 ) EENE S L. 7tds bro-
mocriptine, tamoxifen } X O aclacinomycin

A #5h, estrogen 08 1 [aIFP PITESHE M

feltc. L7catoC, estrogen % &it 9 [EH
Btz e’ fod, control (3 estrogen
B O EBMTHE Lk L. ThbD 38
oW, Bk estrogen #FF 5 » b pro-
lactinoma OfE#LEs X OB & REOT
Bk b, TEGHEE, M PRL kX 0
BFHPT R RBHRES L e,

1 & R

1) estrogen #FH 7 » b polactinoma D
BERIRRES

TEAEROKEHNZ{LY Figure 1 12 /R7.
TEAERGIFESH1.2+1.1mg, 2[@E5
P£18.4+3.7mg, 4[E#EH25.0£3.0mg,
6 E#H5EE 45.9+10.5 mg, 8 E#HEGHE56.5+
16.8 mg & estrogen O EEFLHT LI
LML, b PRL fEOZ{L S TEE
wEL AgEomEmy =L (Fig. 2). JE&S
2£117.2479.8 ng/ml, 261 #5-7£149.0+£75.6
ng/ml, 4 [6l#5-5f 432.2+69.7 ng/ml, 6 [E1#
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Fig. 1. Changes in weight of pituitary gland
after injection of Ovahormon depot.
« weight of pituitary gland (mg)
$mean + S.D. (standard deviation)
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Fig. 2. Changes in serum prolactin level
after injection of Ovahormon depot.

e serum prolactin level (ng/ml)
$mean + S.D. (standard deviation)

5.#£1824.041050.1 ng/ml, 8[E# 5-#£2548.1 +
682.7 ng/ml L EL L 7.

TEAEOHEARZ, 2EEERT T TIHkK
BIZ 5 51l T 7o, 8EIFERETIL b 28,
PHRECEREL, RECMEDINRELRD
b,

YeEERT Rix, 4 BI& 55 ¢34 T2 Hematoxy-
lin and Eosin (H-E) 4:f& ¢, chromophobe
cell »\##%in, AL, chromophobe cell »fF
BRIz 1% eosinophilic cell D EEINAIEED B ATz,
Lo L, SEACkim, F%, $Ek 0T
Ra@Baobhd, RSB LIEEALTRF
LD oo, MEROKIGE L Tk, EHM
FOWRN EL < 4BEH T Tic “ blood
lake” L2 BT REEL T\ 7 (Fig. 3).
LEEOFT Rk estrogen O R GEIF AT L
K-%% PES 5@@’6% ST,

EERRYLELE TUX, estrogen O EHIH
L b 8EIBREICE S ¥ THEMIEDO RS HH

(B813% #£1%5 1987)

PRL $e@af2iCtH - 7z. PRL DFEEL, FEH
Epci3gioE B “ cap shape ” #RICHETET
DXL, estrogen FEFE TIT KX XL
L, L AIABCEEL Tuwio (Fig. 3).
—%, AN ACTH @AMl X O GH &
HMERE o $ix, estrogen ¥ E AL » 8 [EHE
EBCELETHAL T

EETRIL, BuiEARL, MRETIEOM
FicE L QRELIACEEBER X OHE /M
BTN DB, ¥z, PRL O EE
2 b B HWERIL L L ABAEREYRL, &
MAIMLE R FC 1 exocytosis NEEERD LT
(Fig. 4). '

2) estrogen B DZE L

TEAEERL, Figure 5 (o732 & <, estro-
gen 9[o] Bk #y 5.7 68.8+9.2 mg, estrogen
6 [El#5- 3 @R KR 52.5+£13.9mg L7eh,
3AM estrogen FAFIETH LD T
BEHEERIBRAT HEAIRD LRI, FT,
i PRL {# (Fig. 6) I, estrogen 9 [a]|Eijk
B 5428.341568.6 ng/ml, estrogen 6 [@]
e 3 EMIRIERE 2686.5+£979.4 ng/ml T,
estrogen Bl#%x k35 2 L X b PRL
i AEC(ET LA (P<0.05). LAaL, &
BITR T BT K& ZL BDbhich o
7.

3) HREERCKT 3 RICHEDOBE

(1) bromocriptine #5.1z & 51t

THAEEER L OMm+ PRL {Eix, Figure5
BLO6 DL LELD estrogen 9 BB
£ control BT <, bromocriptine #&.5f
Tit, Fh F£h31.043.5mg L 282.2+
144.8 ng/ml & HEZHED L1 (P<0.001).

H-E 4vf&-cYEEFT R, bromocriptine ¥
LTk control i e ~HERMEAR D IF R itk (25
U Tuiess, i, #E, #thdibh
FTHIBIRE T b B e e ns o fo. RBEEERIUE
BTk PRL I & biciiiel, AMEAN
IR FAEL T\ (Fig. 7). ACTH,
GH iz o\ control & 2 (X 7chotc. —
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Fig. 3. Pathological changes of rat pituitary gland on after injection of Ovahormon
depot for eight times.

Left: Each cells have relatively uniform size and most of them are chromo-
phobic. Eosinophilic cells are also increased. The diameter of capillary
is enlarged, and shows “blood lake appearance” (H-E stain x200).

Right: Immunohistochemical stainning shows that each cells are diffusely stained
for antiprolactin antibody (x 200).
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Fig. 4. Electronmicroscopy shows that nucleus is enlarged containing
one or two prominent nucleolus. In the cytoplasm Gorgi apparatus

and endoplasmic reticulum are strongly developed. But secretory
granules are decreased. Bar is 5 pm.
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Fig. 5. Changes in weight of estrogen in-
duced rat prolactinoma.
a) nine times administration of Ova-
hormon depot.
b) six times administration of Ova-

hormon depot and resting for three
weeks.

c) group treated with bromocriptine.

d) group treated with tamoxifen.

e) group treated with aclacinomycin A.
o weight of prolactinoma (mg)
$mean 1+ S.D. (standard deviation)

¥, BEPIR T, control & fr~ bromo-
criptine ¢ 5 8Ci%, Ao EBECHTE /MK
THLABHEL, EE 200~300nm o 43
Ko™ Ml B BT 5 L 5 HHHAL,
exocytosis OFTE LA L T 72 (Fig. 8).

(2) tamoxifen 51k 5281k

THEAFEREL, Figure5 o =& < 47.6+4.6
mg & control ¢ estrogen 9 [ABAYhEF 55f &
HE L THEBIIET LA (P<0.05). %7z, m
i PRL {#iix 3120.0+406.8 ng/ml * & T HE
L7 (Fig. 6).

MBAT Ry, H-E gefa, BRRIUAER X
OVEBEFT B & 41T control o estrogen 9 [a]Hs
M 5RfE, estrogen 6 [mlix5- 3 B (KR
WA S0 B LIRRD bR ish - o (Fig. 9,
10).
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Fig. 6. Changes in serum prolactin level.

a) nine times administration of Ova-
hormon depot.

b) six times administration of Ova-
hormon depot and resting for three
weeks.

c) group of treated with bromocriptine.

d) group of treated with tamoxifen.

e) group of treated with aclacinomycin
A.

e serum prolactin level (ng/ml)
$mean £ S. D. (standard deviation)

(3) aclacinomycin A #5512 X 321k

TEAERL, Figure5 0 & { 62.6+14.1
mg T HYH, control o estrogen 9 [ HEfl#
SR ish o, Lo, i PRLfE
(Fig. 6) 131506.4+199.3 ng/ml & FHILIE
T LT e (P<0.05).

LT R, BIARPTR T prolactinoma D%
2 7o bh, H-E ffao B R T
(T prolactinoma o J&500 H Mk & faEEE

AR HhT (Fig. 1D). HEHEERTUAETE,

Hifnds Bk o ER67 T control ¢ estrogen
9 [B] BERE 5B & R PRL A M ONE
pre@o b, LaL, BEATRTIIBRL
TR D TS AL TED bl 1o (Fig.
12).
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Fig. 7. Pathological change of estrogen induced rat prolactinoma treated with bro-
mocriptine.
Left: H-E stain (x200). Right: Immunostain for prolactin (x 200).

Fig. 8. Electronmicroscopy shows that Golgi apparatus and endoplasmic
reticulum were markedly reduced, though secretory granules are
increased fully in cytoplasm. Bar is 5 pm.
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Fig. 9. Pathological change of estrogen induced rat prolactinoma treated with
tamoxifen.

Left: H-E stain (x200). Right: Immunostain for prolactin (x200).

SR

7
{

Fig. 10. Electronmicroscopy shows that there is no significant change
in the group treated with tamoxifen as compared with the estrogen
induced rat prolactinoma. Bar is 5 pm.
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rat prolactinoma treated with

Fig. 11. Pathological change of estrogen induced
aclacinomycin A.

(a) (a) gross specimen
— @ (b) H-E stain ( x400)
) (c) H-E stain (x100)

Electronmicroscopy shows that there is no significant change
in the group treated with aclacinomycin A as compared with the

estrogen induced rat prolactinoma. Bar is 5 pm.
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v = 2®

v b prolactinoma » EE =57 & LT
estrogen T ZEF L /- prolactinoma 5% < B
WHR T3, L OREIKRIN TN 5.
4-[E o prolactinoma FHFFEETIL, estrogen
ORE#EGHREGIC L THERERERRE L0 MF
PRL {Eix B mL, AR L estrogen
2EFEHETT T TERFIS oML TS
RAZobhic. Xbic, HBFMRTY,
4 EIFERECLe Lo diffuse type o chromo-
phobe adenoma = 3Ll L7 FTR%E 2L T\
#-. F » biC prolactinoma 23EEFE I B K
TOWTHE, 1A PRL (B2 6 Bl #2585 CEH
CERYEL LD TEAER, ABTRE
Hh¥T, 75 b0 IEFWTEIEL estrogen
6 @ # 50 flHic X b prolactinoma & LT
O BELT Wb EExbhiz. Lal,
estrogen b L4 T HMAER, M PRL {4,
MBI RA BT L, BT T RELE
{LIXBD B ieh o leh’, FTERMAEREIX8.8+
9.2mg 3 52.5+13.9mg L RAEIE L,
I PRL {11 5428.341568. 6ng/ml »32686.5
+£979.4ng/mlt BEIWC KT L TEWILT 5HE
mAED b, LD TR, estrogen 3
%5 ., b prolactinoma (% estrogen |Z X %3]
Wikt 5 BT bD0EELLR, B
HE S CEEBERE L L TOMRIIE, T
EEOBYRIEVREBEE L bRz, Lo
-, estrogen %% 5 » b prolactinoma %
AT R o5 RERY 175 %13 estrogen
DOFFFRIB T TIT > OnZ B L EL bR,

estrogen %% 5 » b+ prolactinoma DFE4
B OW TR R b &0, BELY 1L
estrogen ¥ 5 » b prolactinomao DNA &
BUXIER 7 » O 465, PRL-mRNA #HiEix
5.5 ERL TwicblRTWw5b. Lichis
T, FABK L L QKBRS X i estrogen
S TEAERTEMBEA O estrogen receptor &
fEaLl, Thhrpo acceptor IfFf$ 5 C
Lizx b DNA S%E{EL, X Hhic mRNA %
BIEL, 2 HEER S OCHE/DMIGETRED

(13 $1%5 198D

PRL % EATHLOLHER SRS, U

Lix, SEHOBEFTRATER S » PO TFTEMEC
-~ estrogen 3FF 5 » b prolactinoma Tik
BOER, FACEE, HEIMIEOE LR
EE IV HHBREBEMGIOhDLLDE EX
bhic. SHLCBEAREERT » M X
estrogen FH 5 » b prolactinoma TiX B
AT IR AT &, exocytosis DFTR 3
L CuneZ & X h, KEWESE IR PRL
HRERCWERE LTI Ih D Lt
<, HMfast~ exocytosis & L TF B
NTLES LD LRI .

WM PRL fEHIE 1< & 1F % radioim-
munoassay DR L CT-scan DBEARCL
prolactinoma @ Z¥R T ZEL < @ ELEL T
b, TOWHBEEE L TL, AREOBERE LR
BRI microsurgical technique % fi\u»
prolactinoma % fH+4 % Hardy F4#f» W
BHOREE L LTI F—o 3 v SRERHEE <
%% bromocriptine DBFIC L h K& 7o
LT\ 5b., LaL b b prolactinoma i
bromocriptine # #¢ 5.1 7-3#44, prolactinoma
O REAERD % B BRI X £ 50~80
% EMELC LD IELDEN ZDHLR TS, 07
Z =T estrogen #FF 5 » b prolactinoma i
bromocriptine % # 5.4 % & prolactinoma 7%
EOREMNL, FEBRFENCEDL S TeE
L2 3 Dbk BlET 5 BT R5ERY
47 - 7-. prolactinoma {Z %}-3 % bromocrip-
tine D ERERD HERIL, TEFHERE BSIV
i PRL i & 31 control ¢ estrogen 9[d]
BMEER C X ThZh 8L £ 128X
1/20 2L S KT L Cure. ST R YeER
P H (H-E YHufs) C prolactinoma FpEHHA D
HFEEOBWIMARD b, FIERIEE T
KREFOMABANC PRL 2ZER S he.  BEAAT
RT3t e vGREELELOIRD A%
&, HEMIFIEL GBfEL T iohd, PRL
DIFRIALE E2 b D SR £B RD
b, ZThHORRILFRLY OfFERE —F
LT\, FADL X bromocriptine ¢ pro-
lactinoma f/Neh R OB & L Ti, FE—
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iz bromocriptine »3 PRL o fifg /i & #1
HIL, Thic X h kg iy o PRL B EEAH
FR4% L X b “intracellular negative
feedback mechanism” 234 U C DNA O&
BEMdT5E #EL T WA, &b, bro-
mocriptine 23EH: PRL &% 3 #EIEC 3
Ml EEORMBLIIERIL, Chbif
ZDVEFHIC X » T prolactinoma 23\E/NT% &
WEL 50, SEOERFER,D L RERO
B CHNTH LD EEL bR,

Eoff, & bo prolactinoma 3 X Y & PRL
IfFED B#F T bromocriptine # L. Z D%
B2 WAL BE, tamoxifen % FRp#EST
% L bromocriptine DOZpE L Wil X5 LW
5HEN BB, 07 fekD tamoxifen o
SE(EA] & L C estrogen receptor 4L T
¥ estrogen fEH AR & MG ShTEY, W
¥-IE%7c PRL BE © Ba ik Pl 5z
ey, 19 5 PRL IMERE TIIAEE s PRL K
TERY 73 SRhT V5,19 22T KBS
T3, estrogen %% 5 » b+ prolactinoma 1
tamoxifen # Bt 545 &, DX 5HR
DRDHNDB Dk BELL 1. estrogen FE%E
S, b prolactinoma & tamoxifen % 53
5E, TRARRIFRCHD L, Md PRL E
LIETTAEAEERLI. UL, FTEAERR
X oo PRL ffivL estrogen 6 8¢5 3 BRI
WL IR CETH - 7. Fio, EBTR, X
FEREHEPUAERT R B3 XL OV EEHT R b estrogen

6 AL 3 EBIRIER L HRERIRD L RIS
Mots. ZOZE XY, tamoxifen DffE/ IR
O¥F & LT X tamoxifen A% prolactinoma
WBap o estrogen receptor ZEMIT5 Z &
1z X b estrogen } estrogen receptor D5
HEHFHEL, TOHRLEL T PRL ARiiEME
F LT prolactinoma »GEHE$ 5 & D & HEHI X
hi.

T R VORI E TR O A
BIEBCEELRERY DL 3R TS, &
e s\ T A L ko aclacinomycin A %,
7Y RIYA 7Y VREUEEIAMETH D,
FOBMEHRIEL L TERARIEE, Fc

DNA & N RNA % 3 < HET 5O
DR E X TH 5 1071 F i R B\ T
BRRIID &Y /=4 >V, TEYV T2V
LWL TLEES IS8R, BlE
HERE B X O AR e L IR AVWHRT
WA KT BB 20D estrogen FHFEF o b
prolactinoma = aclacinomycin A % #4& 4
5 &, TEMAEEIL control @ estrogen 9 [A]
BB L ZIERA U TH - e’ s PRL fE
HECALT Ui, Fie, MR cix—ic it
M 3 X OF Miflaisen o bhic, 2O L&
1Y, bromocriptine ¥EF# kX ¥ tamoxifen
BEFLIHLNCRLDFTRTH -7 L
L, GBEBERPUMALET BT 5 & Hily 589
o LML Lk, RSB Ml T control ©
estrogen 9 [o] By #5558 & Fkgc PRL OfF
M RD BTz, aclacinomycin A 5 X
b PRL E2NEF L 7 Bl @ 20T,
prolactinoma PRI Hiifi 3 & OF MIRREESE A 3R
bhtfeo & kv, PRL EAEMED BT X5
fih PRL fEDE T EZ HNDEH, LDIRM
DL 5~10% BEL JREMH Tk ishote. %
7z,  bromocriptine $r 58D X 51 PRL Ok
HEEE A R+ 5 W BRI O BN & TR R8s
LBkh o, B, aclacinomycin A 5
FEO MM U 7o AL LA o BEAFT R T control
o estrogen 9 [AIHME SFAC LA K& T2k
BB R ot A, RERTRTRD LR
7o EEFEANAE A BB T BEEL T W\ g\ AR
BEIh TV, BEATHZELL fExOHM
Favx BERHUATE T A% MRS control o
estrogen 9 [EIH M 51 & Ak D PRL EEZEH
€ Hote 2k X b, HREFRT PRL EAM
Fagtke L CRRERENLBIRTHH S L FE
2 bht., kDX 5, BEEEBEG ok
LRSS R, Hifldk X OHfaEE b IKH
F7cd O Thols & & A3k, aclacinomycin A
B 5 oGO A PRL EHE T AR OELD
WHERTH D BEAREEC XY PRL ARESE
PECRZ LT B0 LRI, 4HE,
TERAFERITFHCKL TE T Lgh o1,
aclacinomycin A o 6 [BI#5-C Hifl 3 X O
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HasEEnRBD bz & X0, REICAKBRHES
3%z &1tk b prolactinoma &fkA M, B
LI EENETTHLOLHERINS.
KRR NTS » MTKRED estrogen %
By&. 1, prolactinoma DEEEEF LA {EEIL,
[ 5 A% B\ T bromocriptine, tamoxifen,
B X O aclacinomycin A ORRE AL 72,
bromocriptine, tamoxifen & 3 & prolacti-
noma X3 5 RRAED S hich, £OIEH
B L LT, Bigihr e vOmEEC X %
LDTHY, HEIIH estrogen {EHICL S D
DTH5HEHERML . Fhe, aclacinomycin A
5% & M PRL [EOZ 2K T L 7223,
ZOEREERF & LTk PRL ARUC B0 % K
HREENHER S, Lich - T, tamoxifen
1% bromocriptine O¥LERNEE/IHBEE, HH

X

(GE13% 15 1987)

BRHROWA L Ic BECEE L TH o EEY
B2 cE 5L Bbhi. LaL, aclacino-
mycin A (¥4 [EIOFFRIC I Tikifi PRL fE
ETERHOARALLBED LRI Tc 2 &,
bromocriptine ¥ X ¥ tamoxifen & H-~EIfE
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