The Japanese Soci ety of Allergol ogy

7 vaFE— 12 (11,12)
343~ 347, 1963 (8 38)

BR AL

T U E— LEEE

(AW LEZ DL ELT)

EEKYEEREEREE (FE: FIERLE)
x M B =

(%4 : 7 A11H, 1963)

1. FxzhE 3,

RO T Fy (dynamic equilibrium) #{2
LEGHER#EL 0D, ZOBBOEL SEEER
CEDEZFNTWDC EREEMADED L. HUMORAL SENSITIVE

H B I OBR R ML T B2, 2OER B (ot
RRARCEMCEDCZOREFRIEN & 2 > - aLLeraic |77 b1 edigtors | sysTEM
B, BOEDHALEFEFDE LU & b B I R R STMULS |~ [ceLuar].—" |

SENSITIVE ,
ALLERSIC RESPONSE

2 1

DOEBPRATETVND, SYSTEM
T VAF —SDERDE U B BEEORRL S Inflammation

225, BARZHHLIIOC, BEELWEEZLAS Smooth muscle effect

BDRFEAER N, LA LSCOREE R L X CmWS

5 LT LITRBASLRECEXOHBE TR AR

THECTHD.

7 UAF —RIGEHIFEHEE L O REBR B
ICORBHITH L2, M7 VAT —, HDWid
_— ?*V“%Eﬁé’i?{isgz\?ii'iﬁfﬁ%ixaz\ﬁf@a;
TVNAF—DHEBAMBEORIIIRIE, SABR
HBEEB, 7TVAE—HEDLH (Whole cham) DE:

HREBTVAF—RKETH 5.
7 UAF—RFEZAE ARSI S Y EHESC 2D
» PER—HERIGC & ) fas 202187
WY (mediators) DWEEC L HoTms -

Fal VA Bl a2 v 2 i 3 'k r— Ay ~ o3
. -——‘/LPEQ‘U\—:\'\;%]Q'{u L'd"'iﬁv‘ CRAI IV

M2 7vAa¥-ERERABFOEZOESE
(A) (B)

\1
OIS O

%??w X1

Ag-Ab _
ANAPHYLATOXIN As @\‘&’

)
CO
Ag-LAb— PLASMA&. ENZYMES
"ANAPRYLATOXIN" MEDIATORS

Nt
e - - Ab
525, S  OWFZR 7 LA ¥ — A OHE - 1D CELL ENZYMES
mediators DRIE L TNDZ LAHIDCINE, BERH S R |
E N /- 5-hydroxytryptamine (21 +=3) ®iZ 0% A—1909% Friedberger =X M ho 7+ 7 4
D~ 7§ (bradykinin, Kallidin, leukotaxin, ER RS
EY 555, CiLb 2B AT S BRI - L B-lgzzggge ;ﬁ;i PIMET ST AT TSR
i HMICBEFT
— R N X 37 7 L
y“@&b 7YX R & O TREEE R, 7V C—znX>hELTERLTL B,
2 "’R:} ‘}g: L*: < /\. C«T b{r;%,‘ o T e Ungar ‘Ag—ﬁg, Ab———fﬁ:{ﬁ’ C!—Jﬁ%‘l}é:, S‘_‘i?tﬁ?:
BRUENZIRL KRR 2 COML EAKR 2T R—RI&

i
=4

[S1 I
-
dE A

..
W (Y
\Jv

S AN
¥

OF &

-

)

- NI | -El ectronic Library Service



The Japanese Soci ety of Allergol ogy

344 VEREENY +-1

DIFREA PREEFR AL L LT TR,

2. EOS#EFE (Proteases, proteolytic

enzymes)

protease % % U»i% proteolytic enzyme (3 —§3im~
VFEEEGEIMAS T 2B EOBHBC f‘:’h‘tf*ﬂiéﬁﬁ"ﬂ
FEMIFYy, $ b Frvadin, B8
THRBTIEFRER ST TN Y2 » U Bt
LD,

HET, RURTFF PN, 2OxTF PGSR
LOoSKEIEIT 23053 bIcmy FFF 4 —
(endopeptidase) LIE(t, 73I 2 HETZAAEFOIL
AN D 7 I VAR LD > BRBBEEDTD
= DE=F VT F¥— & (exopeptidase) LifA TN

ORIV R RS F S —E5 12, 3Dk Y =T
4ﬁ—ﬁ:Lf\Mﬁ%§:ayﬁﬁmo CDO—RERE
2 oTHhe (X3 R EEAT.

= 3
R, At;ack

!
R, CO—NH—CH—CO—R,

ERRDOEAMEER AL C2EE LS, —
et lichhag=slas e 5%&%&%&5‘@@% (cellular prote-
ases) T, fi2mEH B EfiERicEET S circula-
ting proteases ¢ %, BEDTES LN TS
LD FZ A3V (plasmin) 52 W2 EHEERRES
(fibrinolysin) ##%. rS=z23v Vid MR BN
HACSNT—EDRBMAEOTHEL TnD (F5 %

IVEDSCTIEZREE LY oo s mz)-w)

—a~ \_<~u_

ﬁfiS\Jo?ﬁ\ﬁ
hepsms) ﬁ%’;?“éﬁélr}‘ﬂ‘ﬁé?ﬂ
K% u*azﬁﬁﬁffﬂi
% Z {t1
lRLEaﬁ%_,ifj TS %

h -3 2 Y
3 A1
153 “ Z

= S T TAC R T Y
il PY ]

Al VA ) ’cathepsm Cy

MEERA PR 5 502
DRNS RA P RREE DR L TR < 22
AL L5, HEDRFIZ 25 2 Cin b BRI
Nmkgat“ﬁﬁ%““ MANERN P RERR L0

N P RN A
s ”\’\" v in T

MERPEME S 2 DR ST#A B, —Di
% LS ELHNYRE{y (stoichiometric combination)

CEDTCEDEMEEED TN B,

C DIFBIHRMAE 1 ) 7o ST R —
TUBLA AT 5 5\ 2R ATSRTES (7 T 5. B
TR 1 6 CURES BRI Ik MRS B k1o
£ D RiEET 5.

W DEEA D REEE R 19174‘ Sexmith 33 -7} Peter-
son” Xk hExa, it Beloff 5 k¢ Peters?,
Fruton®, Zamecrik 7 J—'S', Wells 33 k7 Babcock®,
Cullumbine 7", Martin 33 & ¢f Axelrod®~®, #7
;mm?&U%ﬁﬁémmmKiUﬁ&ﬁﬂ(b; 4

MO IRA D RFERED O 0UIIIe S b X
LT b,

3. ME—MHKIEEEHE

Mongar 3 & ¢f Schild'®~** 2HEC %3 2K
SEECIDCUNDC EERLZ. TADLEERRE N
SOMBC LD eAF I VvHlEY 7 VthER LD E
ERE 2 ﬁ%%w\@ﬂﬂéﬁ,étgﬁ®ﬁ —
EDPH RTDA B BT EEIFC KV‘E»L{K

SV&@&M~%CWT@#$ 9, LEpH 7.4
~ 76T 6.5 TH S 8.5 ECHBLHAL,

CHERLAREAY I VEBEWHIC I 2R3
HEBEMERZ D OIVEZV T VB EOTHEKL, X
12CL ECHEED LA LC2OERIZ BN U T <

RO 7 v ¥ —Kiue Ca 2.3 - L, chelating
agent % % ethylene diamine tetraacetic acid & k&

DEECHKEND

LEoEBEL v HFC L SBEME D
I U BRI STnD &R L /- (ﬂ
4). Humphrey® 12212 >R LIRS DMIE R
% 4
Haptens ¥ Antigen
Heat ------ > IEnzyme I
precursor
Cold
H
Tnacti '
enzyme. Y {ictive enzyme]
Phenol, etc. ---~-»
Cold Bou:d S
+ Historine
Free
histamine

NI | -El ectronic Library Service



The Japanese Soci ety of Allergol ogy

% #

X 5
[Antibody] + Antigen

CaQ’ .
(This stage can

Heal Inactivates---» IEnzyme Precursor take place in

t Id
Cold ne cold)

Inactive J _
Enzyme | «——— [Active Enzyme

+
Pheno!, cold, _ . . .
ete 777 > |Bound Histamine | + Histamine
Liberator

Free Histamine

B2 0SS HUREBERDR T e 2y 3 vl
HLDEL, 7UAF—RIA % LD
e =

A X055, EH L L AR ELE
PREICARIEE N2 SR
Richet®i27+>A{ 5o — . vaw ’Zg/}ﬁkﬁﬂ‘

fﬂ%ﬁﬁﬁmﬁfo“ﬁ“’ﬁﬁzééﬁﬁtt.?
TR B E 25 I v lsmIlzy 7 vikho
ﬁﬁ?*iﬁ~ﬁb_7ﬂiyﬂ%i2:2f é l

? ﬂ%ﬁ@@ekcff*Ac;%%WmV@“z-
syﬁﬁ&o_wfcu,.thﬁiimﬂﬁﬁw‘
ﬁ:é FRYC, REMICTEL TRV O FURRE IR L

TADE ZOMBOE TR ce~<c1tab1hty) - HE
?#Hjﬂéoéia 7oARE, LA EH RS *ﬁz-’n. HT 25%R
BHRTOABC L EATHRLTNE

NF — RGBT )ﬁﬁ*fﬁbﬁﬁ.ﬁ?
DHRORE DS, mediators (PR 3V, o b
=SVRE) BEBL, TUAY—HESDnIOT Bk

T UNAF RGBT 2 RA D REEDE

L722R¥D AT Ungar®™ ZITERE=L = v » O
W, B, BokciRz
ﬁmm°77*gﬁt
3%%%Z%§$@~
%%ﬂﬁf?
1224845
P‘-b%"

1, 77N F

\\\

9-?

> -

M2 Tk A&

=~ Arthus ?EE\ 3T

x50 Ungar:; SRR EY h=mamy P ARKE
L, BRIE1IBBE X048 S ensy Plifs =7
HfET \,ém‘“ilﬂix‘?’v\ TP DR M
SRl REN

/11 R S EN

#7o= 345

R v, & OALmIN ML DIND LA %

ATIND,

BLEDIE 7, R —HuRE I & 2R IE 2 el 42 01
DEAZERL CHZE DS 302
BEFAINECT7 v ¥ — 4 JlE L L 285 0w
=Dt Rocha e Silva®® 3,2, -$A-5 ) Fv v
DU 20 C7F 74 7%y —BBR A SC L 2D
IMOECTH L, ENLBE M) F o Vi XR84T,
HEnEy ~%‘;ﬁ Wﬂ*ﬂiﬁfﬁ—.s FUMARAB LAY
VIR EN. REBRE SIS RIVICEAELE
MR ED L A & 3 VR,
RIEADPMEEDTEALR 7 VA ¥ —RIGIZM AT DD
TEAV, THALLENEAM, ﬂ&;avﬁmﬁ%
&, SO EHIMBEBOT R CALNE, TAD
SHEAPARE OiEHE 4K © homeostatic balance
ZRENG S 55 RO A 2 IR TS £ UMK
WRGT 5. TOMFORBLBWIE7T VAT K
CatEsEII T A F UKW R O THh S, o
CME — DARME R BRI R T SR DRIETET B 2.
Ui LR S BRI e R 2 5k R PR b 2 4
SAEFHRBICRIST 2 m EDICESH 22 Eid#%
25D, HnDME0 1 DEHE kRGBS
HY, ERERVCIER M Z L8 E 35, KEGDME iEu
ki 7 LA F — RISTil (L S R OEERFRIERRF %
BATWEPDHINT .
4. Kinins (Bradykinin, Kallidin)
EFMERWHND LAPET D LT IE, EET
"‘ff%‘%‘[hlﬂﬁﬁ'f ﬁg,@»:gq SiEtE A BT
CEE DES DS S, KT S DR
E?%%‘?,ﬂii%ﬁf’rﬁ B Z: :3’\»;;,;%5 NEBEE B O W B
i%¢k?&%@%ﬁﬁ%f@b ZDOHED, 20D
PRCESEE T 3
* kallidin :;155&:@%@*;%53%% 7

2 ‘h-

N

O

v

1
= U

{2

Iy

ud
Y

—~,

bradykinin

adykininogen ; -7r kallidinogen L L THi7EL 7in
Z. Beraldo(1950)°" ZA X D7 F 74 FF o — - v
> 7 TP bradykininogen DHIIRT £
' z. bradykininogen iR BHIE I 1

i, 7= sovbean trypsin inhibitor 7= ;

y\

7 25 bradykinin DRI HID 5

STBIsERHNS,

Kallidinogen Oyfi#thld A FUMATES 2 iR gays N
'i\}y kallikrein v}é’/i T7HIL T 2 RADH
iz, 29 kallikrein (23580490

halhdmogen @h}'(’;g Fift (T 2, © 2 bradykinin

NI'| - El ectroni c’,Li brary Service



The Japanese Soci ety of Allergol ogy

346 7 vAF- LEH

ko kallidin 2=ty Ao vic FOoUBEERN,
UBBETF L —BU L OTHBEEIN .

Lewis®® 134 ODMF[ I L TNE R I RTF F D
hiENGEE SR PIRE BT T R ) = TF RS
kinin &5 2 $H0YF R4 $08 L 72, Bradykinin 35k
¢ kallidin (32 ¥R AR R AN

Kallikrein 3 <= OB W< H 2 kal
LIHFHELCnD, FZRIVELUE

In vitro ¢ bradykinin 1739 4

likreinogen }-

FIRA ARG
BT LTL D,
< @ bradykinin 7319604 Boissonnas®® ik b
BREN, TOMBERIPEZINZS, TOX A ™
M Lewis®® (o k2 L PnslikiE 1, mfyiksEeE
HI, REIAHEETOGEREH, EmMBEENS LU AR
®%ﬁ%mﬁiﬁﬁﬁﬁm*%%.C@bm®MMn§
TRFADY YV, 2
. ED 017 DIRTE
DRI E R
EBZLTLLEE5HNTHE,

Kallidin, bradykinin 23 k75 Menkin #5* 28BS
AREEFAEMI RSN XN 2T L2585 AHEAY
C DR, BAENKTHRIERZ %A%*ﬁfcyk
Hibi T 24 3 =vEEST

HERVCMATHERIC e 22 3 v,

TRV

~ > 7 "
AL EZER b

D& <, @%bﬁ HMIZRES
n%@%%éﬁ?i%@ﬁ?%

LERADEFEDOERE T s 2 %S
LEBRC N L OMEORFEEMTH 5. Arthur 3 X
" Shelley® ) (35 2RI HRBER DV B2 FENEH T
SEEMIIR 2R E TP AL TREABCLTL R
LHIL 002, CHRBEVRZEREREE M-S
VO EHBTHD. P Py v, e
TIAIV, SN B IO SRS
SHPEMEE G LB, ~F > v, carboxype-
s Ieucme-ammopeptidase A= s OV~
MR IR ERIT ST 2 SEFEOFEEER > Ts
COLEL, IRATIHENT 2RAPREHLETD
chemical mediators FEITWD, R ns
QWA R« ORI X > CEkL a2

C &N L TnE, Cormia A X0 2B D

T U F—T

E

ML RARMER Y IC SV BC 20 b ANIEIL T
W5, ZERPOL kallikrein L, BR
ZIVILLDEHAERERK

krein 4t 3 LV(‘O%E‘»;;\ Tz
5334\@5:%“{«*@!4\ T'nd., Z7iii K L bradykinin i

TR LN Eﬁﬁ%ﬁ

R 2530 3 T

KLBE, 622
D& BRI ENeY,
2) KpELBE
Stoughton*® i3 WKL 2 —3EDFER
FERCAFTE S D IRAMRE M & DRI & 38 <
T L ENDC LI LD REWARSIR N2 &%
L2, T AL EIZREPART & SRS D%
Wra SEAXERTHY, —HEE—H RO R
DEHAS EEBBRCHS S E LT D, AHRSH
FOfIGD S-S BA2WMT2LSbNTHWERFBR
VRLTSCCE IV HMBDREEE 3 2L, Xk
BHABRESORE N8 L 2 EA RS 1 U
WA IR R DB < 4 VP DENEN CHEERARR
RELRTWESY, LRI ERL T 2 Lz Xt
BT R 2, TS ARREERCHZ-HDRA
PEREBEEMHLENSC LD SV MBEKG B X
7T E 55 L)L . lewisite iz ﬁﬁ@ﬁm

9~ 2 1) mustards® iz kBRI E L F N
pyruvic oxidase i %7} hexokinase &ﬂ’%] 5T &

FOBZZLEENTND,
mﬁmw“ﬁ%<®%%i;%ﬁ@%ﬁ@¥%%%
i*, CHBHERNC & 2 REARERILAEE ZES T
SRBOR#EEDOH IRETDABLY, XN
ﬁﬂxiéiﬁTm@%ﬁazJK&U&%@zzﬂf
—#%%%3,TCA?—7»®%§*H§b&L A
DROBEC L VRAPEFEOFML &L
<,\_QL%L§W TN D,
ety X 7R 2 EEE D aspergillus oryzae 705,
EOEESFEEE T LD in vitro, In vive THFHY
AR 2 BB L TS,
6. ¥ Eﬂa
HE—HBAKIZC LD AfFS 2 2R TRA
MEOTH AN, EH7 VA &fubﬁbﬁ
AL SREL LORAEREOMECD —8HA
T E— &wkwjyc’bﬁﬁiﬁ%ﬁﬁﬁ7b
AX—DHMED—FEDEERHL TCnBET Ean
'J@7u»#—§$@¢ﬁéﬁgbtmb%@ba

ﬂ"

NI | -El ectronic Library Service



The Japanese Soci ety of Allergol ogy

347

[

x & =

140, 272, 1958,

HIREWER LA LAV RSEOPIRI L oT»
23) Humphrey, J.H.:

Cellular and humoral as-
5. TALBIRDOESRRERMES L UL 0% E criar and

edited

HERDOBMAK LD CEIC—BERETLECHD 9.

X #
1) deHEE—, ZRE= BEEOBEE, 3,797, 88
38.
2) Sexmith, E. and Peterson, W.F.:
Med., 27, 273,1917,
3) Beloff, A. and Peters, R.A.: J. Physiol., 103,

J. Exp.

461, 1945.
4) Fruton, J.S.: ]. Biol. Chem., 166, 721, 1946.
5) Zamecnik, P.C., et al.: ]. Biol. Chem., 158,
135, 1945,

§) Wells, G.C. and Babcock, C.: ]. Invest. De-
rmat., 21, 459, 1953,

7) Cullumbine, H. et al.: Brit. J. Exp. Path.,

27, 33, 1946,

8) Martin, C.]J. and Axelrod, A.E.: ]. Biol.
Chem., 224, 309, 1957.

9) Martin, C.J. and Axelrod, A.E.: Biochim.
Biophys. Acta, 26, 490, 1957.

10) Martin, C.]. and Axelrod, A.E.: Biochim.
Biophs. Acta, 27, 52, 1958,

11) Martin, C.J. and Axelrod, A.E.: Biochim.
Biophys. Acta, 27, 532, 1958,

12) Martin, C.J. and Axelrod, A.E.: Biochim.

Biophys. Acta, 30, 79, 1958,
13) Hayashi, H.: Mie Med. J., 9, 201, 1950.
14) Hayashi, H.et al.: Mie Med. J., 8,329,
1958.
15) Ungar, G. et al.:
16) Yamura, T. and Cormia, F.E.:
Dermat., 37, 121, 1961.
17) &EFE=: 7 v x—, 12, 42, 1963,

J. Invest.

18) Mongar, J.L. and Schild, H.O.: J. Physiol.,
118, 461, 1952,

19) Mongar, J.L. and Schild, H.O.: ]J. Physiol.,
131, 207, 1956,

20) Mongar, J.L. and Schild, H.O.: ]. Physiol.,
135,301, 1957.

21) Mongar, J.L. and Schild, H.O.: J. Physiol.,
135, 320, 1957.

22) Mongar, J.L. and Schild, H.O.: J. Physiol.,

J. Exp. Med. 113, 359, 1961.

pects of the hypersensitive states,
by Lawrence, H.S., New York, A Hoeber-
Harper Book, 1959, p. 14,

24) Richet, C.:  L’anaphylaxie.
1930,

25) Hayashi, H.: Mie Med. J., 6, 195, 1956,

26) Ungar, G. and Damgaard, E.;: J. Exp. Med.,
101, 1, 1955,

27) Humphrey, J.H. and Jaques, R.: J. Physiol.,
128, 9, 1955,

28) Ungar, G., Damgaard, E. and Hummel, F.P.;
J. Exp. Med., 98, 291, 1953.

Paris. Alcan,

29) Rocha e Silva, M. and Andrade, S.0.: J.
Biol. Chem., 149, 9, 1943,

30) EHE=: 7 rax— 10:5], 1436.

31) Beraldo, W.T.: Am. J. Physiol,, 163, 283,
1950,

J. Physiol., 140, 285, 1958,
R.A. Experientia. 16.

32) Lewis, G.P.:

33) Boissonnas,
326, 1960.

34) Menkin, V.: Biochemical mechanisms in
inflammation, Springfield, Illinois, Charles C
Thomas, 1956,

35) Arthur, R. and Shelley, W.:
901, 1955,

36) Arthur, R. and Shelley, W.:
rmat., 25, 341, 1955,

37) Cormia, F.E. et al.:
425, 1957,

38) 1Al gk - Az &k, 69, 1783, 134,

39) KINE : {eBesiEsE, 11, 161, 1981,

40) Stoughton, R.B.: Arch. of Dermat., 76.584,
1957,

41) Stoughton, R.B.: Science, 116, 37, 1952,

42) Peters, R.A. et al.: Nature, 156, 616, 1945,

43) Stocken, L.A. and Thompson, R.H.S.: Bio.
chem. J., 40, 529, 1946,

et al.:

Nature, 175,

J. Invest. DCe-

J. Invest. Dermat., 28.

44) Thompson, R.H.S.: Biochem. J., 40, 525,
1946,

45) Lixon, M. and Needham, D.M.: Nature.
158, 432, 1946,

46) Burbach, J.P.E.: Dermatclogica, 122, 120,
1961.

A7) RHE=, BERR : BERE W, 17, 95, 1338,

NI | -El ectronic Library Service



The Japanese Soci ety of Allergol ogy

386

Abstract of Review

Allergy and Enzyme, Particularly in Protease

Takuso Yamura
Dept. of Dermatology (Director: Prof. Michio Nogita), Nagasaki
University, School of Medicine

Allergic lesions do not develop immediatly after by antigen-antibody reaction, but mediate by
release of mediators from cells and serum as a result of antigen antibody reaction.

In the release process enzyme may concern. The terms of protease or proteolytic enzyme
designate all enzymes capable of hydrolyzing peptide bonds and also activates in allergic reaction.
The activation of protease is- the fundamental cellular and humoral reaction to the all stimuli
which diturb the body’s homeostatic balance.

Itching and blister formation in various type of allergic skin diseases were explained on the
situation of proteace.

Abstracts of Originals

Studies on Host Defences against Cancer
1. Determination of the Bacteriophage
Neutralizing Activity of Sera

Morimasa Sekiguchi
Dept. of Surgery (Chief: Prof. Y. Ishibashi)

Institute for Infectious Diseases, University of Tokyo

In an attempt to evaluate the natural defense mechanisms against cancer in humans, the bacte-
riophage neutralizing activity of sera was assayed in 53 patients with malignant neoplasms, and the
values were compared with those in 25 normal healthy subjects, in 30 patients with tuberculosis
and 25 patients with miscellaneous diseases. The cancer sera showed the same distribution and
range of the activities as the normal and other pathological sera. The neutralizing activity of 2
serum against T3 phage was always higher than that against T2, but the two values were not
always proportional. There was no correlation between the phage neutralizing activiny and the
positive reaction to C.reactive protein antiserum. A limited number of cancer sera showed a tends.
ncy to negative correlation. between the phage neutralizing activity and amounts of serum y-globulin,
but this was not conclusive. The administration of a large dose of Mitomycin-C during a few deys
for the treatment of cancer resulted in a2 remarkable fall in the neutrzliziing activity, but a medium
dose of the drug given once = week hardly influenced the activity. No parallelism could not be
estzblished between the phege neutralizing activity and the zymoesan units of properdin.

The phage neutralization technique was originelly described as a method for assaying serum
properdin.  Recently, evidences have increzsed to indicate that the properdin is a family of naturel
antibedies presert in sera which cross-react widely with various polysaccharides of bacterial znd
arimal origin and zlso with several kinds of viruses, including bacterisphages. Therefore, the
present study indicates that one of these natural antibodies remains even in the advanced stege of
mzlignant diseases without defensive effect against tumors.
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