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125]-cortisol (FE—F5 v 4 T4V F—7%ERT),
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27 iBE 7 ACTH T incubate L 72[&, #EgAN
CAMP BBICITILA BB LML E 2820\
ik EN ACTH I k - T §, cortico-
sterone NAEFE LA L ICTTEINTWB T &
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mEe 5 ACTH 8% & steroid £ AR % R
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ACTH 12 &k % CSG * cAMP %41 & nREiciZ
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72. Yanagibashi %203, 125.ACTH 2L,
ACTH o) receptor # scatchard plot %47 L &l
B EEMigo ACTH receptor # 2 Dic$EL
7z. 13 high affinity ¢ low capacity 7 re-
ceptor (dissociation constant Kd;=2.6x1071°
M, 7350 sites per cell) TH "M, L 51213 low
affinity T high capacity % receptor (dissoci-
ation constant Kdz=7.1X10°M 57400 sites
per cell) TH 3. HiHI3, ACTH o4 5%
SLHELED L&, Ca?tinflux * BET 2
steroidogenesis ICf5-L T8, £BR¥RLIE
BENACTH CRIB L 2BRICEBET5LE2T
W3, #%Ei1Z, ACTH ¥ 2 Rl HK],
adenylate cyclase & couple L 7> receptor Th
N, FEEBLBENACTH 2#FHL 2BIC
cAMP o % &/ & F4T L T steroidogenesis &
AAITHDHI eI BEZIT-72, Thbb,
ACTH (c i3 Ca?* % second messenger & § %
steroid £ A EEEY H 52 L 2 LI2RRT
55,

— i Ko migd o Hi BEIZ, FEEITELC
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EEETMRATHBEEZLND,

Aminoglutethimide % cycloheximide * i
Aic & » T Hi 0 CSG Ml SNz &b b,
Hi (2 cholesterol {3 $4 B 2B & %>, cyclohex-
imide sensitive protein 4 & LLR] D ERFE T{T
LrDEREE LD LB b S,

Hiiz &< ofigcizMiamicenzznyg
WEEZLNBNT, ARZTOERRIUCIIE
FK I receptor XFETHEELHND, ZD
&I BB NEEFETH 5 antagonist DA
EBI- BT, Hi blocker T4 3 pyrilamine
BRI & N EELHHA RS SN2z, He
blocker T # % cimetidine ## B T3 74 & &%)

THo72, E->THic k5 CSGizix, Hire-

ceptor 5L T3t BbNn b,
Hi o) CSG #F & L THROWHe»H»H 5 L &

— I

2 bz nid, cAMP # second messenger &
ToMETHL, HidiziI Lo, L2 TRE
7 cAMP level # EiF 3B IMLENTVEH2 5
THoY, ZORHINDELMEELRETT H10,
phosphodiesterase inhibitor T & % theophy!l-
line % 3-isobutyl-1-methylxanthine NFLE %
Fotzdt, HHOCSGRRICIZFAEHEN R
Honkho72, L L, BIBEEMREAN
cAMP & & &I >w i, incubation time
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Anti-inflammatory effect of prozime-10 (P-10), a proteolytic enzyme
IIl. Anti-inflammatory mechanism of P-10 (II)
Kazuo MAKI
The First Department of Oral and Maxillofacial Surgery,
Okayama University Detal School
(Director : Prof. K.Nishijima)

The adrenal glands were excised from anesthetized dogs and sliced with a razor blade.
In each slice the medulla was removed and was minced. Aftre trypsin digestion, the dispersed
cells were collected and preincubated in medium containing lima bean trypsin inhibitor. The
incubation was carried out both with or without test drugs for 2hr, and thereafter cortisol
released into the medium was determined. When histamine (Hi) was added to dispersed
cells, cortisol was released in a concentration-dependent fashion. A significant release was
noted at concentrations higher than 10-8M of Hi. When various concentrations of ACTH
and db-cAMP were added to dispersed cells, both brugs exhibited dose-dependent corticos-
teroidogenesis (CSG). Hi-induced CSG was inhibited by pretreatment with Ca-blockers and
pyrilamine, but not affected by pretreatment with phosphobiesterase inhibitors and cimeti-
dine. These findings indicate that Hi-induced CSG is related to Hi receptors and Ca2* influx
but not with cAMP and H: receptors.



