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FL®IC

TERRED RBIRED—DL LT “yr =g K=o R”
DA B AR AR e Y v AR v A0 E LT
IR h, HENTebic DIXER444E 4 B oREhc
BT THORP, Uik, RIS B R ST 5 rare
diseases D—2>TH DAL, 10EHEDSH CLL, W
GAREBARC S TRIZIEB T 28E e, LI
%> rare disease TIZ7a 72 TETW52,

FEGROMINE & L2, 2 \ECBT AR T
I ORBHIHEREN L b IR TW5E, ZhITE, &K
FEHBAATAEL SR E A B E R B AT DX 5
BUbP LR O—BEI I D, SCEERREDE
DFFCIAR SN TAHEDPFIRC AR MT i b T

FrZ ENEDTREVWLDTH O ML IR
IEE B WEETH DY,

FEPRIOIC, AEEIMT “ERRZC IOoTEAIRS
Mo X#EE F BHL % B4 5~E" L\ 5 720 T l,
BRRZE, DIBIRZE, MHERE L VOSSR R Y ET
DIEGIDVY IR T T &, E IR B AR R0 %
Va2 S UEBCER L 7 I R A R L T A
BERERREBIZEIN L2205 5 & & T EAE D EREH BT
B IR TE-Z &L, b ECs W T{Thebhic%
COBELLW O TH LY, —F, HBRETOME
DEHE D &, BIEISEDIXET S, BRTEoT
70, BHCHEBENIMB O TE & D DHREE]

RTHHIELHEETH D,

B “rrad F-oA” L LTRBTANEFELS
WY, FEIRENCBE LTk, 3Tt & MTicbh
TWHDOTIhBIZHESD Z &L, ARCHWTZ, +
A N =2 AR % il OFEFERPIEHE CTOMERE D
FOERRE & LT, “Immunology in sarcoidosis” “Angi-
otensin converting enzyme” "D DIEFEAE D FITF
New York i¥sid 5 HEE v =4 F—o2L3 (1975
410 H)® oWt 0Ef L FLE LT, TOMBME
RuBEELI,

HLaq F—2RCHIT B REFHEME

(Immunology in sarcoidosis)

VL2 ) v RIEOEEAL, [E -7 7Y v EERT
Rz, HSXvmbhicyr =z F—oACRITHEE
TeERIRFT R CThoic, £ LT, DL 5 e EEH
“HBe e BB AR T + AR M S R R RETTHE” DRk %,
A F - O AEDFRAERMF LR TE B LT
DY, a2 F—o A2kl 5 R Immunology
in sarcoidosis” DIRETH DIz L\ vz 5O

VL2 ) v ROGEEE DR A BT 2 FB & LT,
B X b mmEde Yy <2 ) v RSO EmE S -+
B DTk & 5 2 Jip5, Pickert, Ldwenstein
(1908)™, Jadassohn (1929)®, Stirling(1950)?, Ros-
tenberg, Brebis(1954)10 Magnusson (1956)1 51z X
OCHIE X “Antincutin” “Procutin” “Tuberculin-
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neutralizing serum” DFEENER I izh, FBLEIC
BUMRIE bR TITHIA LTI,

19604E R, V v RS TH 5 = &
LA ER, B TI70EMCAD T, BY v BRkOF
2 IR R EA S BT AT MR
FEHAEIE T + ARG e " o B3R T
cell HEREMETF +B cell BEETLHE” &\ ) BHECE S
zbh, T cell BREDIET 2K HF DM H1 25, v
24 =2 AT BREENPIRORLREE LT
BEX R T & (G 19722, 1974, James et al. 1975,
Hedfors 1975!9)

L, TOERDEBFIZEDT, v af F—2AD
TR TR SR D TR D ELME & 70 2 =D DT
LWEENHBILTE R,

s 1121%, T cell subpopulationiZpg-3- % WF5E D4
wxh, T cell wixfaEmiEiEoRtBlci 5 32
effect or cell B\t B cell DFiffiEA% help +5
helper cell D& T <, Zhbod cell EREE2IHIT 2
suppressor cell 35 X0 effector, helper, suppressor
cell =% % amplifier cell DFFEEST 5 2 L BT
Xhtzo & TS (Shortman et al.1975)10

#2121, Macrophage DRI HU9E © B
T %, Activated macrophage %, V v <EROHHE
FHENDIIE~E)  DH Trz { suppressor cell & LT
DOEELFIT cell THAH L LB ERIIZ L
T& % (Nelson 1976)17

5 3020, M R TE 4 o FUEERETE YA (immune
regulator) ZMEET 5 & 2%, BERSHTE2Z&TH
% (Cooperband 1975'®, Nelson, Gatti 1976'%), -,
24 F— 2 AR T Pickert Ao anticutin 73
D DEZ TN, REFNFROER I >THFEL LT
BB S D & 51/ T&E T %,

DX 5T, TR OEKEEFOEREEY S 2T,
B3 K- O AR B REFMEC VT, G
DHEV VB TUTETOEELRNL 2L L L
Uy

1. YL F—SRICSHITBRMMm ) /8B

G A R = AFEGNC ST BRI Y v ERDEH
BRIRE OB oW, B XVBEHE L b T
Xich, BAEE T DR A B LR D T,
LR, EWE TR OTO 5 &3#Ex bhisl,

1) v vSEHE, T,BY v BRE

Hoffbrand (1968)2® o#i&df, 124 F— o AT
BUOTERBM Y v BRI LT 5 & ofddii s
Uy,

chr T,B cell il Ta Lo #] & L Tk
Papamichail et al. (1972)2V LISRE < O MERDH 5

(Ramachandar et al. 197522, Tannenbaum et al.

i OE 53 E BT

19762 Fernandez et al. 19762¢, Topilsky et al.
197629, Veien et al.197620), T, B cell ¥tz
B LOHESHGHERIZ OV TO—F L REA G b T
LG TiERiews, T cell BoBETOHED,
BOEMI—IGEBL TRD LR TV AHETH %,

2o T cell B DF & LTk, 5 112iXBullock
et al. (1976)27 DFEH LT 5 L 912, U vtk
THEE FBa A EEIE R D 7o i circulating lympho-
cyte $HZ T cell 23 trapping S H7cd & 5 FHMN
BB H21T0%, MEROREZNHIERYE DI DIZHR
HOBEHET T cell HDBEAIVRER TS D TER
MEVH BB TH B, Daniele et al. (1976)20 1%, M
RO EDEIC £ 2T T cell » SRBC iz x4 %
receptor 7% block 579 T cell #DiE4d, null
cell oMMaR LT EME LTV, AHKOHFESE
F, EELAITD®, FAELBIEEL TV 5,

L7 2T, Hradf F—o AREFORBMZET
T cell DA ORE LTUL, ETOHEOWAHLEZL
LI ATHA S, %<1k blocking factor i X % detec-
tion D VS TOFEDTHAH S EFE2 b,

(2) V) v EROPIE, mitogen ([TxfT A UG

FaA K= ABRERW Y v BROPUED 5\ VLA
fiio> mitogen iz PHA, Con A 752 T mitogen 2
A RG22\ TE, EFLTV5 & T 08HENS
WS, R TR RS E T A L7 < 7o (Hirsch-
horn et al. 196430 Buckley et al. 19663", Topilsky
et al. 197232 Horsmanheimo et al. 19743 Girard
et al.1975%, Fernandez et al. 19762%)  F7/-{KF L
TW5ETHRECLTL, TORIGHEDETILMER
SREBERIZ A bR D X 5 IR T Tk,

A F— AR PIORBMTIE, HTFOT cell
DAL D D THH S0 D, V) v BREKRE LT
T mitogen response ##iaf L7z & I HME T TR OE
bhdZLRMRTHS 5, FFE, T,B cell 253 T
T mitogen response » il L7z Fernandez et al.
(1976)2° DL T cell © mitogen (=545
PEDIETIXERD T gy,

#7-,Belcher et al. (1974)3, Mangi et al.(1974)30,
FRIED (1977)°P 2 2o CTliEShCw 2 L 51T, v
24 F— o ABEMBFIZ Y v -5k © transformation
RIGEH S B EWENFEL TS & eB2 b L,
Yoaf F—oABERMIMY v 35 © antigen,
mitogeniZx§ ¥ 5 SUSHITET LTzl ) v -3ERD
“intrinsic defect” | IFEE LW EHET XX TH 5
5

(3) 1 vk lymphokine FEAHE

ooz K= ABEORMBMT v v -38kD lympho-

kine “mediator of delayed hypersensitivity reaction”

null cell
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PEAFEICEE L T4 D HH » (Horsmanheimo et
al 1977)%®,
macrophage activating factor, leukocyte inhibitory
factor, leukocyte mitogenic factor,lymphocyte trans-
forming factor, transfer factor, skin reactive factor
7n EDEEC OV T OB BEMTIobh T 2, B
CIDTETOERID A, KBE L TULEEEDE
TERED T BHREID I,

(4) v v -EkoD spontaneous transformation & F2H

D) ‘//:sz

Hirschhorn et al. (1964)3, Kataria et al. (1972)3®
DL Y, g F— O ABERBMY v KO
spontaneous transformation ﬁ;‘@&w&)o}ﬁ,ﬁg 1L\,
%7~ Biberfeld et al. (1974)40,
(1976) 211, FiBMmANCEE Y v FROESEEC B
5L HRWLE LT 5. Biberfeld et al. (1974)49 %,
CZOREMY voAREOWCTHRE L, BEREDRVEIS
7> B monocyte TiL7a\ > & &, BHA, MlfA{ks:, receptor
VA TOHENT RSB T,B O cell % origin &
HHlETHAH S LRBEL T2,

Spontaneous transformed cell, B Y v <BRAH, W
P % activated lymphocyte IZH2Y43 % & D TH 55>
BONE—2DIES TH B, ZDV v FRE EREAI
CEEBTTAMRTH D DD, BH %5\ % macrophage
D b pek EI}]’U’\(D@TTKBQE‘@”;’ flfTH 5D Do e &,
Fradf F— P ADREMFEEL D 52 TDL DR
BEEEATOHMETS %,

2. #)L3a4 F—LX[CEH1TD  monocyte, macro-

phage DigE

Foaf F— o AREGFDOFRMEIM monocyte,
phage JEREIZ DT, \WAWADIIEL BRFER L B
NTWBR, Hrag F—2 AR B\ T monocyte,
macrophage BEAEIZTTHE Z T T HETIL L TWhigb &
500, —IED, —HLARMTHDGEREDL 1971,

(1) e ﬂ'ﬂ\—(ﬂlﬁfb§ﬂﬁ_ﬁﬁ”’zibfb\5(Kurt1
et al. 1972)42

(2) # 7 AEANDOERMITTEL TV 5 (Rechardt
et al. 19654, Mlczoch et al. 197049)

(3) Macrophage @ lysozome DpEH:4 HEHE B-
galactosidase (GEEED 1975)4%,
et al. 197349, Z&F  1976*7) 25 AL T
5,

(@) BERmE D I1gG, #ifAcxd % receptor DIEMEIT
ENFRD B (Douglas et al. 1974)48)

(B) WEENTE LT % EED  1975)49,

ZDXS s rad K— 2 AREMTRT
macrophage BERE L DA & L Tk, (1) Sarcoid
S AHEERR, (2)Monocyte, Macrophage

Damele et al.

macro-

lysozyme (Pascual

agents(?)1Z

Macrophage migration inhibition factor,

% monocyte,
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AMED TS agent R A MBI AT X B K
JG, (3) T cell 1= x> TS lymphokine 12 X

% activation, (4) Immune complex I % activation
7o &0 route AR INTWHH, TRTERBICEI
TV ABERETH 2,

3. WL k—SRICHT2E LRI

FAa A FAZEE LSS UGB & R L
TR TIE, FEREREET TR, AT T o KRR,
Y v AERO B OB, AFEHR-TLEEL
LR E RSB & W 5 0BRSS DI LT,
Fraf FREETE, Vv BRaiE s LB
fakzez AHIRREAD D, ROTY v HRen BT
% 1 = OFF bR My 2R A SR O R p e ny
FEEMBT 5 EVHIBEBEDOEND L Z ENHESINT
W CEFE 197, v ad F—o AZRTHEER
Mk, BAI /R SwiMETss ik, €D
kRS DR B2 & James (1974)5%, Jones Willi-
ams (1977)V1 IO CEEIR TV 3,

Frag F—= P ARRTAEEEMIZZOCTY, ©
@ precursor cell (L EEifED monocyte, macrophage
THHAD ETHELTT N B TH % (Van Furth
197052), LaL, (D¥rag F—o Xm—_ﬁ DIEETHAIZ
ETTEHHH, KBV v BB LB E &b
EIELTLSAZE (R 1973)%, Qv+F, =r ey

MGl L 2 A FIERESER T, KLY v o8ERD
WY, EEEMRo BB, EioE R ERpFEOHES,
KIBILY v S ERBDOEEZ B (R 1975)%,
B) B oy = 4 FRFFEC BT 28 EEMiao H 3
W CEIE mwyw(nﬁw:/p—yxﬁﬁoxﬁ
ML, EEEEAOSH S ) v~ HRdbhd

(Hirschhorn et al. 19643, Cowling et al. 1964“’,
Mankiewicz 197150), (5)EiE(b ) v <BRki, TEREY:
B9 1L normal lymphocyte & epithelioid cell DA
BT A REZEL TS & (Jones Williams et
al. 197457),  (6) Chromosome marker Dz L
T, =Y ATY VWIS HWILIE Y v A ERAMERES X
Ui~z »7 7 =BT 2 205D bRTH5
Z & (Howard et al. 1969)%®, 7n 2 %% 2 A L, 1Y v <
B, ¥F 5 11X T cell 1 activated~atypical lym-
phocyte DR, T

l___

monocyte, macrophage D3E

BAETH L Livie\ 2y, epithelioid cell |2 trans-
form FTHWEEMELE L TREIREZLRVTHAS S,

Loehnen et al. (1976)5 3,0 = 4 F A ZEE D
histiocyte (X Fey receptor LT\ 5 L #HE LT
BT EX, TOXSRERTIEERS ZMATHD L
z2 &5,

F A FRFEAL KT 2 M 2R, E
RAGGEOREILHOTHEVHER L T i 725,
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Tannenbaum et al. (1976)2960;3 T B cell 232 Uh
DHOTHL 24 F= O ADFFERTRHALADLS = 57
BFIRRLTO S LKL T 3,

4. Hlaq F—CXBEMERORENHERYME

(Serum immunosuppressive factors)

In vitro T mitogen % A\ MNIAHD antigen Halyey
% lymphocyte transformation HH T2 9E A,
IR N= O ABEMERCEET S 2L, 22 T
cell iwb4 24k, T cell ® SRBC ~NDBEM IEHE
DFET D Z L2200 T, ) v ARBROETRZE D
THb,

FEDE, ~ 72D SRBC 12i+ 2 K& ERIG
DIFEEE LT, wo=Af F=oABEFMF L, BEMKT
IS, PUERBEAERIGE SIZHGERY B T2 2 L2l T
WD, F/oZiLD serum suppressive factor ofEfIEE
FFCBIT 2 REBUED B foot pad I, PFC Kig&
L CHIEIARZ
TERL TV 2D TZich 2 & OFER BTV 550,

5. #la4 FAFEOEBERF
P F—O AT B W T,
DNA ] a8 {ba k3 &1z & > 7 precursor
cell 7% epithelioid cell iz transform Lcé&Ezr b
%, D epithelioid cell 23 —EEF4HZL L=z, ]
Hh?D feed back mechanism 23§\ CTHZLAE L L,
TACDTIECHES, TOBBBITERE, FHEESDEE
TMD I LI AR CBBEEhS T L TH B

Cadk 1977)4,

Z @ precursor cell ® DNA #28b 3% 2HFE L
T virus bURE L SR DHBT TH DA, BHE<Y VY
A, SHEEET VoS — MRS T X RIS R X
HAFEPHOESE, HOWNEF L =4 F—2 AT B
TUE, WAL SR BB ER IR 2R oD
TWBZ&%aELDE, fAlHAD sarcoidosis agent(?)
2R % B RIE A Bl & Lo AR E 2 bh
DA D,

Sarcoid agent = T lymphocyte NS L, 4D

4,72 suppressor cell @ activation # )

precursor cell @

lymphokine %P4 %, =@ lymphokine 73 mono-
nuclear cell % activate L epithelioid cell =B &
LDDHEVIDBFELELRPT T r e ATH S, Lo
L agent »3EEE mononuclear cell [Z{Ef3 2 FHEH:
LEEXTER,

6. fREFMZT({ impaired cell-mediated immu-

nity and hyper y-globulinemia &4 igr

Yol K= O AEFICRE T, U vRER, =2 =
77 =2, BEEMEOWTFRD U Sz 350 T g
activate T TWAEFEM:ILH D7 1, intrinsic defect

REFNBROLE LT (+) OHA»LHB 2R

# B E53% FE9F

AT DIRNC i s, Tishh, Fraf F—-ox
TR 5 a5 EEEET %,
factor dpELE: & suppressor cell DEEAETTHE L v 5 —o
HETHML LS L T5E2HTH 5B,

Immunosuppressive factor DAL LTl acti-
vated Shic TN CTOMBENEL SRE,

(1) T cell 7% sarcoid agents DFEI Z>T lym-
phokine &> —ff & LT suppressive factor % g4 LT
W B AREMIE R &V, Loehnen et al. (1976)591%, -+
N2 A V= O AREFID Y v oSEREESE BB, in vitro
TIE® V) v EROMBEE 7' w 7' ) v pEAE, mitogen & 7-
IR 2 T cell DRISA BT 5 EST 0
WENEET D EREL T 5,

(2) Activated macrophage 17 X % EEA: DFHENE & %
%% I activated macrophage F k7% suppressor
cell & LTEAL TV ATTHEME S 5 & B 2 hudTn b
(2

(3) Jones Williams et al. (1977)50 i < #255 L T
W5 X 51 epithelioid cell BN WEMEE LT
suppressive substance ZPEA LT\ AT RE M & K &
[

DX
LT,

(1) Factor 23EHAC,

(2) Suppressor T cell /LT,

(3) Suppressor, macrophage %/ T,

A SIS DT s D v S e IR e LT
WhEEZBRBD, FEMlIT suppressor cell DfEKE
R B 2 2R SR D A T duE s His o & o
AL, FiZ, 2 B Immunosuppressor (3, Bz
SEIERI SO IVHIRNAER 3 % D & T s <, sarcoid
granuloma WD H 5P % step IZfEfH LT spontane-
ous regression D@ A 31 % feed back mechanism
D—BAEOTHHLIERBHEI N L2 & TH
%o

Sarcoid agent & J v RERDORIGIC LD THEAINS
lymphokine »—f#, activated macrophage DEMHIZ
LT,
globulinemia 234, 7= 5 XN 2D THA 543, =D hyper
7-globulinemia DEEF & LCi%, B cell activation #=
FC7a < helper $#4E, suppressor HAEZSFHD T EH S
LBRIINZ DTSl bicnthAH 5, 1o, F
EBRHEL T B2 g F— O ABEMBEDO~ 7 A
DHEEEIHIERE, RECST2E -2 7Y vift
REZ LT self control HREANHIIT 2 = & % 7% 377
RTdinnend 1%z 6h 59,

Fo 24 FAFEDOTR & Al G 0% T8 B+
SEERL, Fig. 1 @R L > THB, —>, D

immunosuppressive

7% Immunosuppressive factor DEFHR &

polyclonal B cell stimulation — hyper 7-
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Sarcoid agent (?7)

Monocyte; Macrophage

i .

Sensitized .
Lymphokines

Activated macrophage

T-lymphocyte

L

Sarcoid granuloma

==,

Epithelioid cell

Activated lymphocyte
Spontaneously
transformed?

Atypical ?

B-cell

Hyper y-globulinemia

Humoral
immunosuppressive

]

factors

DTH-antigen
(ex. PPD)

Suppressor cell groups
(Suppressor T, Macrophage)

4

Sensitized

Monocyte, Macrophage
Mononuclear cells

Lyvmphokines

T-lymphecyte

DTH-reaction

Aggregation of
£8res © — <ex. Tuberculin >

Mononuclear cells reaction

e Confirmed, relatively, stimulation routes

————— - Suspected stimulation routes

~~A~~~—~~~~~P Suspected suppression routes

...................... > Production routes

——————— Transformed and/or resulted routes

Fig.1.

—2—D20 line [ZDOWTOHFII D, FLr=a F—
A DIIERFF & REALOEF ORI Eh T T
555, Linl, AROMELSTH S sarcoid agent D
MBEHEERD E, B TEELFEN» D LB T
TRNEWS Z ST L TR RIER BTV EA S,

;& Angiotensin converting enzyme(ACE)

ACE 2, FhioI& P EifacFaE L, angiotensin I
ZVER L CESET D angiotensin 11 12 Z8 8 L7 D,
bradykinin NEWALIEADOH 2BEH TH 22, AEBEA
TREELTFTEBLTW S EEZ DN THELDD,
T DEMAEERE, RBMIC ST S EEI DT
RN

City of Hope Medical Center (Duarte, California)
o Jack Lieberman (%, fS8#:FZEMEIBEE KT ZIK
MEREOREBEROMAAY ARy & L ToME ACE JilE
ST, A4 F— U ABE TS ACE (s LR L
TnBHT ERREH L, 197445 B Cincinnati (Ohio)
B X s American Thoracic Society D E562[E1A

Schema for suspected granuloma formation and immune reactions in sarcoidosis.

427 “A New Confirmation Test for Sarcoidosis” &
LTl vas F— o ABEMENSETRLE
U722 & B3E L, T, 754108 New York ¢
B S TEHYy v 24 F— o AEBAHRC B TE
B v = 4 N~ 2 A64BIRE30 (83%) 2t il ACE
EEA R Lic S L,

LISk, miE ACEfEDRIEL v aA F—2ADH L
Wl E LTS TIA CBRIER AT S X 5T
7c b, USA %, Downstate Medical Center (New
York) o Emanuel Silverstein HiZ X2 CAHIERR
it &, ACE AR 2 ME 2 Tieboi e
®, b ETIE, H16E A ARTRESSEE (1666
R) @i a kH, sELOREDTEITH 590, £
D, FE, Bl GLERIIN™, I, FEECGTER
PED™, [T GERNEN ™, &I GERTISETD,
A, ZT(@HARAED™, 216, EHE CRERAFIREE,
FERARD® H0% 71— Az Lol ACE fED
Y=g F =2 ALK BB ERC OV TORE
NTTHHRT D,
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B FE 3 E EIF
Table 1. Serum ACE Levels in Sarcoidosis
Authors f Healthy control i Sarcoidosis
Active  15.76+ 7.4 (64)

Lieberman et al. (1976)

7.60% 2.0(172)

Resolved 6.87% 2.4 (17)

Fanburg et al. (1976)

28.2+11.3 (84)

52.7+25.4 (36)

Silverstein et al. (1977)

32.2+ 1.3 (58)

Total

Child
Niitsu, Nagayama et al. i

16.6 %
Adult 11.5+

55.2+ 3.6(116)

New 67.6+ 6.1 (27)

4.1 (27) 25.1%+ 5.0 (17)
3.4 (17) 23.8%+ 4.9 (14)

. Male 20.14+ 7.84(17) 44.12+13.27(18;
Morikawa, Ito et al.

Female  19.7+10.34(30) 20.04+ 6.92(17)

Yotsumoto, Kitamura 18.9+ 4.8 (20) 33.0% 9.8 (38)

Iwai et al. “ 14.0(5.7~21.5) (10) | 27.5(6.0~38.3) (18)

Yamamoto, Morishita
et al.

11.9%2.17 (14)

28.68+£12.04(28)

15.0+ 0.9

Tachibana, Ueda et al. ‘ | 38.2+ 2.3
( ) :No. of cases
1. M ACE {EORMi¥rERE (Table 1,2) i, SCRAEEL, PIE, OV AMERIE EBIZEE

PHEBC I OTETOERIB BN, HEMEr L= 1
F = ARG ACEH 1 X3HRER AMED 2 (55
DEAER R LT\ B0 S EFEF DR D I B
BB, = al F—o A TE50% L EDREFI S
fEZR L Coic, EROME T, FiaA F—2 AL
SEOPRBTIE, BfSEEEFNC IS T OB EEGI H 1,
Lieberman Dif4s LT\ % Gaucher it PUAMCILE
EFT R AR TRENIHRE ST, RE, 1=
A F—=2ALENAET S ) v E, FREEG CEiEr
TRTREBNE, BDTERTH 5,

L7e232C, i ACE [EREETh H%5E, =
A4 K= ATHDHEITE A, KEETHLras K-
CARBETH LI TER Y, ¥, BHL O7nWR
JREDZDY 24 F—o2DBlnc i ACE fEo i
TENERTH D EIER LS b CTEEGRETH
%o LinL, Stage Il @ a4 F— o AREGID MG
ACE fins Stage THEI X D xR R360 & = A5
LEXDND X5, Ml ACE HARHA R 7 0ic
BHHBEDHEEDILD NI/ X 5 THD, BIKED
DY F— o MEFOBENC G ACE E0HIE
THGDZ LR X 5 TH A, HE, i, Rl
X, a A K=o 2058 bh HIREEEG O ACE
% IE L2 2SS ERT B3 Dhiensofc S LT
%o

% ACE BEEE R OWTIL, 4%, ZEok
BIOWTHERHAT bR T THA S, —EDl

FEGI B D ENHONTETN S, F98BETIE,
Foz A V- oA FRRIE R A TR E T
»HEMEY )Y AT, A ELITR
BROE CERIEGINFET S L2 ER T 5,

2. AEMRHEAFELLTOMmME ACE EORE

Silverstein & (197666, 19776®);2, 1% ACE {HEDfs
KRBT OV COFMIs R 2 A A7,

(1) 1miE ACE fHimioftes - 1.2,
TWLHADH S =

(2) AT wmA FEERNEL L
i ACE [EIXEEAR LI &,

(3) Ifuiif ACE ffii%, v =4 FAFEL S LIoT
FDONATERNRLDTHS Z &,

(4) A7 mA FEHIZ Lo, fuE ACE LK T4
TRT DN, IRAEDFEMA R LicSaizizmEF ACE fEiz kL
ATHE

PExiEfL, miE ACE oBIEE, —r=A ¥ —
CAZRT HIEREOYE, AT w4 SEREDLER,
FHEOHTEZEDT, WD THERATHZ Z ExRAELT
VB,

ERIZ W TTebhia % DREL,
tein LORIE & AHEORMTH v, MmiF ACE [HofldE
X, g F— 2 ADRKBBOKTED 22D T
FRE LT, SBEVCHACDhAEKREED—THE &
mHTHS5,

Y= A N—=

D L

(2% Silvers-
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Table 2. Prevalence of Elevated Serum ACE in Patients with Various Lung
Diseases and Miscellaneous Diseases States

Authors | Licherman et al. (1976) i Silverstein et al. (1977)

. o . Total 45/116 (38.8%

Sarcoidosis | Active 53/64  (83%) New cases 27;46 E58.7%;

heredlosic i | 2/62 (3.2%) | Active  3/40 (7.5%)
| Atypical 0/4 13/128 (10.2%)

Lung cancer }A 1/60 (1.7%) i 0/15

coPD 1/167 (0.6%) 0/23

Asthma 3/85 (3.5%)
Cystic fibrosis (0/32) 4/38 (10.5%)

O-her lung diseases

Pulmonary fibrosis (0/7)
Pulmonary emboli (0/8)
Coccidioidomycosis (0/3)
Histoplasmosis (0/3)
Cryptococcosis (0/1)
Bronchiectasis (0/19)
Eosinophilic granuloma (0/2)
Lymphangioleiomyomatosis

Wegener’s granuloma (0/1)

1/1)

Miscellaneous
diseases

Hepatoma (0/1)

Cirrhosis of liver (1/9)
Hodgkin’s disease (1/24)
Lymphatic leukemia (0/11)

Regional enteritis
(Crohn’s disease) (0/4)

Ulcerative colitis (0/9)
Granulomatous hepatitis(0/3)
Granulomatous uveitis (0/1)
Scleroderma (0/2)

Cat scratch disease (0/1)
Degenerative arthritis (2/2)

Hashimoto’s thyroiditis (0/1)
Gaucher’s disease (6/6)

Normal 3

3/58 (5.2%)

3. ACE DEL£ERMI

Silberstein et al. (1966)6®3, ACE jEM: 1 24
F=2AD Y vAEICIXED bR DM, Y v <
HDY VAFTEED bR 2 &, Floe P OKMM
EmERC LD i & &R L, TI#H k
T#H %5 macrophage Tll,
unactivated macrophage OZ T oil ZHW
activated macrophage 123 ACE jEMEDIEINLFRD
Ric\, F7c Freund’s complete adjuvant % i\ 7c52
Eaffy granuloma T3 ACE JEMIIEMHETHD Z X T
v FD VL THREL TN D,

M precursor - cell

Heemiiziy, ACE % precursor cell 73, epithelioid
cell 1z transform U7=LIE, =@ cell i© X2 TEAX
N% enzyme THDH &\ M THIREWVG R 2 2R L
T\ %,

¥ 72 Silverstein et al. (1966)69, [H 5 (1978) 770
L, =4 KEZmE O ACE, iAo ACE, ik
o ACE i oW CIblsies A il%, oF&, Z# pH,
hippuryl-L-histidyl-L-leucine = % -3 % 5t HE,
angiotensin-I < brdykinin #H/EHiz Lz & & OKEE
B, ABEROHERNC T 2B LT 20 Tiaa ([
UHBEAH S LR LI LT 5, R 5 (1978)7
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%, ACE ofifaliRErc o\ C#i L, EFe MiiT
1% ACE D782 BB FAEST 2 DI, =4 F -
DV ASE TR B NPT B D, = A R Y
VgD ACE iifasheE i Lo VIRRETH D 2 &
BT LTS,

o X5, ACE XM TOMRD 5FEEE
W5 7T K, precursor cell 235 epithelioid cell
A~ transformation &35 FARA S FEECEE ST 2R
HEAT AT, B TEELWIRBEETHS & v 2 X
5

b YIS

RSO MSL, SERLOBREHR 2 2 T o
Fo A =0 AT 5 REEAEREO B R &
angiotensin converting enzyme O -ODIEIEZIRE
LT, ¥adf F— APERDRIT DRSOV T OME
SE AR,

Frad F— oA, KT, B TEYRiET
HDHZERPALCEND & b, RRKHOET
1%, #® approach ~® route 73, F3F LKL E
EERTELE LBV I ORVERTHZ, “vi
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cription 23FTIEI N 5 H AT FERO BICiifs+ 5 2 &
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K49 A Wales » Cardiff ¢ 8 BERE+L =2 A F
— O ASEPHEI NS FEC IO T 5, MESDOFH
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A K= O ABRIE, F L O—D 0 RAE
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fFEL « MBGRC BT 288 “r A F—~2 R TH
BHLLE, $iE 2 A F— 2 2 OB O TER
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Foo A (R SEE—E) B8 1o,

X ik

|
i

1) A - R - SHEE - R - Sk - =
RER—HE - 5K, 44 333, 1969.

2) ZERE—HP - MER - NER  BARERR, 32: 276,
1974.

3) = RE—AR: 9R}, 38:423, 1976.

4) SZAERER : PIB), 401947, 1977.

5) Siltzbach, L. E. ed.: Ann. N. Y. Acad. Sci.,
278, 1976.

6) Chrétien, J. and Saltiel,J.C.: Mémente immu-
nologique de la sarcoidose,Masson & Cie, Paris,
1971.

7

~

8)

9
10)
11)
12)
13)
14)

15)
16)

17)

18

N7

19)
20)
21)

22)

23)

24)

28)
29)
30)
31)
32)
33)
34)

35)

E3E FEIE

3
aif
S
Xt

Pickert,M. and Lowenstein,E.: Dtsch. Med.
Wochenschr., 34 : 2262, 1908.

Jadassohn, J.: Brit.J.Dermatol., 41 : 451, 1929.
Stiring, K.: Amer.Rev. Tuberec., 62 : 112, 1950.
Rostenberg, A. Jr. and Brebis, G.: J.Invest.
Dermat., 23:3, 1954.

Magnusson,B.: Acta Derm. Venereol. (Stockh.),
36 : Suppl. 35, 1956.

IRZEIE RHESE, 270 1317, 1972,

JRETE : BRIREEE, 6149, 1974,

James,D.G., Neville,E.and Walker, A.: Amer.
J.Med., 59 : 388, 1975.

Hedfors,E.: Scand. J.Resp. Dis., 36 : 1, 1975.
Shortman, K., Von Boehmer,H., Lipp,J. and
Hopper, K.: Transplant. Rev., 25: 163, 1975.
Nelson, D. S. ed.: Immunobiology of the
Macrophage. Academic Press, New York, 1976.
Cooperband, S. R.: Immune Depression and
Cancer p.135, Grune and Stratton, New York,
1975.

Nelson,D.S. and Gatti,R.A.: Progr. Allergy,
21 : 261, 1976.

Hoffbrand,B.I1.: Amer.Rev.Resp.Dis., 98 : 107,
1968.

Papamichail, M., Holboren, E.J., Keith, H.Z.
and Carry,H.L.F.: Lancet, 2: 64, 1972.
Ramachandar, K., Douglas, S.D., Siltzbach, L.
E. and Taub,R.N.: Cell. Immunol., 16 : 422,
1975.

Tannenbaum, H., Pinkus,G.S. and Schur,P.H.:
Clin. Immunol. Immunopathol., 5 : 133, 1976.
Fernandez, B., Press,P. and Girard, J.P.: Ann.
N.Y. Acad. Sci., 278 : 80, 1976.

Topilsky, M., Shohat,B., Spitzer,S. and Joshua,
H.: Ann. N.Y.Acad. Sci., 278 : 108, 1976.
Veien,N.K., Hardt,F., Bendixen,G., Ringsted,
J., Brodthagen, H., Faber, V., Genner, I,
Heckscher, T., Svejgaard, A., S¢rensen, S.F.,
Wanstrup,J. and Wilk, A.: Ann. N. Y. Acad.
Sci., 278 : 47, 1976.

Bullock, W.E., Evans, P.E., Wyatt, C. and
Vergamini,S.: Ann. N.Y. Acad. Sci., 278 : 19,
1976.

Daniele, R. P. and Rowlands, D.T. Jr.: Ann.
N.Y.Acad.Sci., 278 : 88, 1976.

REEE - HEER - REEIESE - BEEIER] - BUATE .
- FEELREEEE © HIPRASE, 15 3§TI128, 1977
Hirschhorn, K.,Schreibman,R. R. and Siltzbach,
L.E.: Lancet, 2: 842, 1964.

Buckley, C.E., Nagaya,H. and Sieker, H.O.:
Ann. Intern. Med., 64 : 508, 1966.
Topilsky, M. M., William, L.E., Siltzbach, L.E.
and Glade, P.R.: Lancet, 1:117, 1972.
Horsmanheimo, M. and Virolainen, M.: Acta
Path.Microbiol. Scand. (Sect.B), 82 : 122, 1974.
Girard, J.P., Poupon, M.F. and Press,P.: Int.
Arch. Allergy, 41:604, 1975.

Belcher, R.W., Carney, J.F. and Nankervis,
G.A.: Int. Arch. Allergy, 46 : 183, 1974.



19784 9 A

36) Mangi, R. J., Dwyer, J. M. and Kantor, F.S.:
Clin. Exp. Immunol., 18 :519, 1974.

FRMATESL - AR - KA TRAN - EHS - B
e RERRHEE - @iME - THE - FHRF - 75
FE - BEgBEATE, 16« 35T 124, 1977,
Horsmanheimo, M. and Fudenberg, H. H.:
Mount Sinai J.Med., 44 : 752, 1977.
Kataria,Y.P., Bromberg,P.A. and Lo Buglio,
A.F.: Clin. Res., 20 : 807, 1972.

Biberfeld, P. and Hedfors, E.: Scand. J. Im-
munol., 3:615, 1974.

R - EHER - LHEIES - HE T - hE e -
EERS T - IR, 40 : 931, 1977.

37)

38)
39)
40)

41)

42) Kurti, V. and Mankiewicz, E.: Canad. Med.
Asso.J., 107 : 509, 1972.

43) Rechardt, L. and Mustakallio, K. K.: Acta
Pathol. Microbiol. Scand. [Sect. AJ], 65: 521,
1965.

44) Mleczoch,F. and Kohout,J.: Wien Klin. Woch-

enschr., 82:229, 1970.
BB - AR - B0 ERE - REES - BERE
- BT - FEEER - MRS - AIeRARE,

13 : 263, 1975.

Pascual,R.S. and Gee, J.B.L.: New Engl.]J.

Med., 15: 1074, 1973.

BHTRE « IRHESE, 31: 1473, 1976,

Douglas,S.D., Schmidt,M.E. and Siltzbach,

L.E.: Proc.6th Int.Conf.Sar.,p.186, University

of Tokyo Press, Tokyo, 1974.

ESHERIRS : PIBE 40 @ 911, 1977.

James,E.M.V. and Jones Williams, W.: Thorax

29 : 115, 1974.

Jones Williams,

149 : 75, 1977.

Van Furth,R.: Seminars in Hematology, 7

125, 1970.

SRETE Ak, 11: 559, 1973.

RER A2 ¥ = O ADIEKR—F ORI & ER,

p.292, &I5E, TER, 1975.

55) Cowling,D.C., Quaglino,D. and Barrett,P.K.
M.: Br. Med.J., 1:1481, 1964.

56) Mankiewicz, E., Kurti, V.and Belard, J.: Canad.
Med. Assoc.J., 104 : 684, 1971.

57) Jones Williams, W.,Fry,E.and James,E.M.V.:
Proc. 6th Int. Conf. Sar., p.280, University of

45)

46)

47)
48)

49)
50)

»

51) W.: Z. Erkrank. Atm-Org.,
52)

53)
54)

60)

61)
62)
63)
64)
65)

66)

67)
68)
69)

70)

71)

72)
73)

74)

75)

76)

449

Tokvo Press, Tokyo, 1974.

Howard,J.G., Christie,G.H., Boak,J.L. and
Kinsky,R.G.: Br.J.Exp. Pathol., 50 : 448, 1969.
Loehnen,C.P., DeRemee,R.A., Tomasi, T.B.
and Stobo,J.D.: Ann.N.Y.Acad.Sci.,278 : 117,
1976.

Tannenbaum, H.,Rocklin,R.E., Schur,P.H.and
Sheffer, A.L.: Ann.N. Y. Acad. Sci., 278 : 136,
1976.

SRV - 8%, 531172, 1978.

SREYE . BFIBEETE, 15 ¢ H§TFI29, 1977.
Erdos,E.G.: Circ.Res., 36 : 247, 1975.
Lieberman,J.: Amer.Rev. Resp. Dis.,
1974.

109 : 743,

Lieberman,J.: Ann.N.Y. Acad. Sci., 278 : 488,
1976.
Silverstein,E., Friedland,]., Lyons,H.A. and
Gourin, A.: Ann. N. Y. Acad. Sci., 278 : 498,
1976.
Silverstein, E., Friedland, J., Kitt,M. and Lyons,

H.A.: Israel J.Med. Sci., 13:995, 1977.
Silverstein,E., Friedland,J. and Lyons,H.A.:
Israel J.Med. Sci., 13:1001, 1977.
LRI - TR —2 - AFERS - ERFER - 7
TERESRE © B RZESEE, 14 @ 3152, 1976.
BTEEAREE - RIS - )IIRES - MATESR - BA
n\‘ug’q TI_EK\( 2T - *E”/%i:*i”“ !””ﬁ@ E”]f_'rxuu
15 : #7160, 1977.
RN - FEH - STFREAME - ZRFR=
< fRERBES - RTHR « BMolRESE,
1978.
WIEH%: - ARG T - bk - = BE—ER -
8 - SPHED - BIREAEE 15 : 3TI159, 1977.
Bk - HFTREE - IWAREE - 9K« A
£3E, 16 ¥§FI190, 1978.
Fanburg,B.L., Schoenberger, M.D., Bachus,B.
and Snider,G.L.: Amer.Rev. Resp. Dis., 114 :
525,  1976.
LML B - A —F - IIEETTRER - MRiEER] - BT
FEAR - HFHFET - SLTEmER « BI9RARE, 161 90,
1978.
EHIEZ B - PR —ZE « JIEETTRER - ﬂiliﬁ_] - EI¥
AR - FHART - LB« BEIRAEE, 161 94,
1978.

- AR E—
16 : ¥§F219,



