AR 7R AR FE

8 445 1 LR P S0 2 R O

@ L&z

B4 (Cyanobacteria) M7 9 JE& I & D #iEk |-
DEERREN LT 2 cBmEAFAL AL F —
EEAT DEY (FREEY) HHEEL T,

NV aA—-A1ELDODABIZL DB SR S
Adenosine triphosphate (ATP) 43 73 B4 /Y5>
fi# (Embden-Meyerhof pathway) Tli2 €L Th
L3, PRI (TCA cycle) TIZ 38 ELTHY
IR F B2 B L TREFAMEEY D B g
EWEDENTH 2, EPNINERIC LD KT %
LE¥F—EZEMUBREEEL, FRMEEYIIREERT
WICE D TANF—RBEHEL TWDE (K1), BE
dEFEITEZRI TR 282 (K2) TEL 2
5+F (Oz, »OH, H,0,% &) EARRERDTFET
H D RISHETEN Z & LD ESEER LTINS, 4
PIDIFRHIRIC L D BT AL F— 21557201013
COWUBRIZLI2EBEE» SHBEFILELH
s

1969 4£ MaCord & FridorichViZ &£ H O; # 4~
eI (dismutation) 12 & O£+ 28 %, SOD

(superoxide dismutase) (X 3)»3FbH &7z, =
DOFER 2T ENRESR L AR T 2 1 73 R
FHUCHER L 72,

&M AZFER (chronic granulomatous disease,
CGD) \Z/NEDOBERB TR EE DV IRT FHROBE LK
Bl THIsSNTWE, ZhiZHIMEKOBEREEICIE
REPZOPBRERMBETL WA I LIZ L3,
SOD o & R LART & D ek o % & F 12 i3 H,0,
OEESHEETHZ Z LS5 T2 Holmes
533 CGD BFDO MR IZMEFE 2B REBOMmER
#MoOTTHEE HO,DFEENROIN VLI L2 RERBL
7z, Baehner %% £ & ¢ ® & T & NADPH
oxidase D KIEIZ L 5 Z £ 2 W L 72, Babior

HibsER R O fXes
& T & %
7 &% &
=2 B B —
B A &
z B E R

53 S0D 2853 5 L AMEROZEFEAE T T
52X OBRFEMFRAICIEH,0,720TH <00 &
HTHd I erxFER LI, LEORRIZLVBAET
ZHIMEKORE I IZEEB R ORGSR TH 2
EEZONTWAS,

monocyte-macrophage SAMIIE. ZFAL S MK 1%
EERERIC L DIEEME O T < EBMN L EE
T5IenMs T2, FEMZIC 5V T SOD
EHEAME T L TOAEFEDRH SN THE D | &l
FIEFHICENEEBRICEES AP T L EEZ
54T %, Bleomycin % X O flEFIOEH G E
BHERENLTERI S LHE ST 5Y Nathan
5993 BCGIZ X D FE 2 iz~ 7 ARENE macro-
phage. %% fl1EkAs phorbol myristate acetate

(LT PMA) @ #3# F iz fifd 4+ T p 388 lymphoma
cell & ¥ OEMMIfd#HET 2 2 &, 2 macro-
phage #3 H,0, AT 2 = & #E15#Hk 2 H,0, 12
SOVEELZITLE I ER2RLT,

L2 LIEEE 12 8 17 2 monocyte-macrophage
R, IO MEKOE LR RIS & 2 Mk
TR OLTomEID AV, 22 THEL #Hik
s (Wi, IR, KR ARIm 4.
HIK, ZEEAIMER, BRE (B, KBE) fA
Bk, WEFIRMSMm, HEK, SELEAMERO G
Bz AR & luminol (IAFELFEFBRIC L 0§l
TE L. & ST AR I B ER (229 S ABhIR.
T FRARIMIMAE 2 0 2§02 L, 2 4o M4 o HEKTE
MR REARIC T THEII OWTRE L KD 2
HREELOTHRET 5,

137
O;+4H" +4e- —— 2H,0
LA K

1

17—
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BEORITICL 2 EHMEOER  |HO
OO H:O- HOOH
Seposoride Hydroryl rdical Hydrogen peroxide
Singlet oxygen Oxygen
GEHBEE BRSSP TOETRE
2
102 ‘02
snglet oxygen oxygen
N\ XOD
‘NADPH oxidase
\
[ O2
superoxide  asion
n' f 02
SOD m—p
H202 \’02
3 H202
2H20 + O o punndrj_—_> 2H20
catalase o glutathion
AH2 f peroxidase
myeloperoxidase
N J‘K&"
.OoH |
bydroxyl ndml‘
2H20
/ LH
¢\ L
H20
3

— 18—

MR & FHE

(H x &

KM, #Ek, FEEOMEROBETIE. H
NSRBI IC B0 T ABUEE L 72 iE R EEER 29
SEBI (B REAER 15 FERF], IR ERHEER 9 FEFI. K
Ao s Ed) 5 JER. Bk 21 4ERF]. 2 8 MER]. Fin
63.5+10.5 (mean+SD) %) &R L L 72,

FERERABIR, TR 2Mm, BEK, P&
HIMERORET T, #RA+FRbtic s TF %
METT L 72 BREAER 16 FEH] (B0 10 ER]. 2ot 6 4E
B, E#59.7116.2 %) . KEREERF 14 1G] (B
10 FEF, 2P 4 ER, B 56.1+10.4 7)) 2 R =
L7 285 DREFNIATATIC L SR E . BEHER L
BEYREITERTE ST, BEES EOH S G
HELEED oL o7,

(2 F &

i) $Rifn

KA, HEK, ZPEAMEROMRE T, &
BERE D ~NY &M (10U/ml) L7z,

FEIR B ABINR, IR em, Bk, B
HIMERO RS T 2 EMEB TORBEFMICB VLT,
FERSEICHAT 2 BR s B L D T 2 IR &
DAY SERMU 720 BRIMEBALIZ DL T AR O
Mk DITo7, RENBERBNEELET SHBEE
KB EEIR. BRIEL : RS AEOHGITEE K
WEEIR. SBOHE OGRS, HITREEBD
L5 AR ERIR, BITHEOSE LB
k. FTrklBosea R ERBEREIK. SIKEBOS
&3 SIREERBENIR = TSRS, EiE0HE Lk
ESENR = TRBRIRERRR & L7z, £ 72— 8D RERIE .
RAYIM & FATATIC REEBIFRIR £ /- BB EFRIRL D
A8 UERML 72,

i) EIMERD S8

dextran, Conray-Ficoll 12 X 0 HEMIlE 2 &t
S & S 2 LI B L 7o, HGHIRY
% &4y 3 PBS 12T 2 MMk, B
1 x10%@/ml & 72 % & 2 HE#EW (RPMI 1640) (23%
WL, HEMEE & &5 IZ0.09%NaCl &
1.8%NaCl #F\>, RIEKAEM S € 72, PBS (2
T 2 B2 M2 1} 10°E/ml & 2% % X
2 &V (RPMI1640) (38 L 72, BRI,
FOEHFEAZER L, 3-3'diaminobenzidine % H
v» % Graham-Karnovsky % 12 T peroxidase % {1
L. BT O BEERDILEAGHAIL 72,



i) {EMEERELEOHE

W ME B8 % PE /E 6E 13 Berthold Lab. (J54%) o
luminescence analyzer, Biolumat LB 9500 % F >
luminol K AL F R AT RICL D EEL 72, A
T I 200 ] & FECESEEWE 800 ] % B2 .
37°C. 5 47ff] incubation # ., luminol 80 xg/ml % fill
Z KT & 0 4 U 72 photon % 4 43 background
& L T photon counter = THIE L 7z, #liE#H & L T
opsonized zymosan (LA I zymosan) 1,25 mg/ml %
7213 PMA 0.2 pg/ml % 0 2 #ll7E %%t 7. Z D peak
fifi # 4 1f110> chemiluminescence peak f& (L1 F ChL
) & L7z, MO FHERE A vy v iZ 1 ml $£
H. 37°C. 5 4rf incubation . luminol 80 xg/ml,
zymosan 1.25 mg/ml % 7212 PMA 0.2 gg/ml % fill
ZHEL, %D peak i % ML O BERD L
2k D EER 1 X10ME 27 D IR L BERo ChL 8
LTz, HEMIAOFER % ALy Y i2 1 ml
H . 37°C. 5 %3 incubation #%. luminol 80 xg/ml.
zymosan 0.5 mg/ml £ 7z (3 PMA 0.1 gg/ml % Ji
ZHE L. D peak % LA AIMER 1 X 1044
reDICBE L SZAmERoO ChLfE & L 7z,

iv) JE B RN

T, R ICHAT 28R L i T 2 R &
DSy ML 3,000 RPM, 5 4MElEyL L M %
B, ARRICEBHEREEFHIREL D~ %) VML
miEx/{r, —FH, BEEREMAZRLL L& & [F
FRIC B & o B L BSEE RIS 1 X 10 /ml & 7«
2 X OREL o, JOMIIFER 0.5 ml 12 EELEH
IfiL 4% 100 &1 2 I 2. 37°C. 5 47 [ incubation %
luminol 80 xg/ml, PMA 0.2 gg/ml % Il 2 R I
& 0 4 U 72 photon % Lad & Rk #l5E L ChL fif
AEHL 7,

3 t&

(1) RWmemoFZEERELLE

A1 41D ChL {83 zymosan I T3 EEH A
24.2+4.7 count/ 4 X10%sec cell (mean+SEM) (2
wf U, $H 5 5 #1132 57.6+13.6 count/ 4 X 10*sec
cell. HH#Z 42.6+6.9 count/ 4 X 10%*sec cell £ &
EICEEERL(P<0.05),PMA Rl T &/ A
45.3+4.3 count/ 4 X 10%sec cell \Zxt L. THIEEERF]
I3 124.3+20.7 count/ 4 X 10%*sec cell, & #& &
124.8+33.3 count/ 4 X 10%sec cell. JEFEMEAT#E 1%
131.9+35.2 count/ 4 X 10%*sec cell £ HEIIE{E %
L7 (HEEER P<0.01, B, EFEEHEP<

i At R BT TR

0.05) (X4)

(2) RIEMEBIROFHEERELRE

FRIYIMEEKD ChL {3 zymosan R TIZHEEXR
B xR n ol h, PMARIB T I A
46.5+3.9 count/ 4 X 10*sec cell lZxt L. FHEESEH]
1% 75.5+8.5 count/ 4 X 10%sec cell, H#ElL 80.5+
9.6 count/ 4 xX10%sec cell Lt HEIZEE %~ L 72

(P<0.05) (K5),

count
2001 —P 05—
—P 005

P 0.0h

P 005—

0 AL

]

control cancer gastric HCC colon
cancer cancer

453243 1432207 1248-33313193321090-402
n=8 =0 n=l  n=8 n=)
P M A

control cancer gastric HCC colon
ancer cancer

247 571136 426=69 6762376 8834
n=8  n= =4 n=9 =5
Zymosan

B
SR
Hi

L

X 4 Peak chemiluminescence activities
generated in peripheral blood of
patients with cancer and normal sub-
jects on stimulation with opsonized
zymosan and PMA.

count
x10°

200

control cancer gastric HCC colon control cancer gastric Hce  colon
cancer cancer

96778 11421201159+ 1341543231068+ 149
n=l0 n=2 =1y n=9 =5
Zymosan

cancer cancer
165739 755785 805-95 788263 544119
n=ll = n=l5 =9 n=5

P M A

T e

5 Peak chemiluminescence activities
generated by monocytes of patients
with cancer and normal subjects on
stimulation with opsonized zymosan
and PMA.

(3) RIEMSHALEMIR D EEEL T E 4 RE

RIIM %A% EMEKD ChL (&3 zymosan #li4 T
IZEE A 31.7+4.5 count/ 4 X 10%sec cell IZxL .
fEREAERZ 21.2+£2.5 count/ 4 X 10%sec cell, [
PRI 16.1+5.1 count/ 4 X 10%sec cell & &2

—19 —
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EfEix L7 (P<0.05), L/ L PMA #I# T3
12 fHEE A 22.14+3.9 count/ 4 X 10%sec cell IZXFL |
FEFZEFIZ 44.1+11.9 count/ 4 X 10%sec cell X 5
BlraEerL (P<0.05) (M6),

(4) XKW Mmemo FEMEEREERBE & clinical

stage

[ 7 T closed circle 13 K% T, BIEHIHFIC
ZET L 7 EFITH %, open circle 13 HIERF 4 SRR
DILER A BAFICR o T WL I IERI T H %, zymosan
FH TR & g A 2B 72 o 7255, PMA #I#
T ChLERZHCHTEREIC LA L T (P
0.01),

count
x10°
100/

P 005
=%

[
50 P 0 ——

’ﬁ

control cancer gastric o colon

cancer cancer

317 =45 212215 M2=33 161=51 20064

n=10  n=8 n=15 n=9 =5
Zymosan

control cancer gastric HCC colon
cancer cancer
21239 M1=Z119 501174 16649 756=440
n=10 n=8 n=15 n=9 n=5
P M A

X6 Peak chemiluminescence activities
generated by polymorphonuclear
cells of patients with cancer and
normal subjects on stimulation with
opsonized zymosan and PMA.

®Terminal State =

count %
.

® 365

2001

1004

1
|
1
1
1
1
)
I
I
|
1
1
1
1
I
|
I
I
1
1
1
)
I
1
|
I
1

control cancer control cancer

] [

>

Zymosan P

*P-0.01

7 The relationship between clinical

states and peak chemiluminescence

activities generated in peripheral

blood of patients with cancer and

normal subjects on stimulation with
opsonized zymosan and PMA.

(5) BREMABRMSM. HHERLSMOOE
MHEEREERE
£ ChL % %% TILEIARIMN 432+ 187 count/
4 X10%*sec cell (2% L §#ARIMTIZ 246+ 64 count/ 4 X
10%sec cell . K#5#E T3 8k M1 249+53 count/
4 X 10*sec cell 1zxf L #HRINIE 236 +40 count/ 4 X
10%sec cell L BIFFIRMICEES EZ 2T DL o172

(B 8),
6) BAEERABARMBER, JiHARRODEERDE
R RE LR

B2k o ChL {# 12 H # T3 3 A 80k 11 32+6
count/ 4 X 10%sec cell IZ®f L #i i IRITIZ 23+ 4
count/ 4 X 10%sec cell &, KBTI A Bk M
34+ 5 count/ 4 X10%sec cell \Z%f L, i EIRILIZ
20+ 3 count/ 4 x10%sec cell & #HiRIM»H E 125
fEx2 L7 (P<0.0D) (K9),

(7) BREERABRMLSFAZBMER, 7t H &R

ZRZBMIRD BB R E LA

L IMEK O ChL B 13 B 42 T3 i A Bk m
84+19 count/ 4 X 10%sec cell (24 L . i HEAIRIMLIZ
81+21 count/ 4 X 10%sec cell & . K& TIZH AH)
AR 99+ 10 count/ 4 X 10%sec cell 1Zxf L | i H! &8k
IMi% 103+ 16 count/ 4 X 10%sec cell = ByEARAIICH
BEhEAEOE» o (K10),

8 MBERWERMEIR, ZHZAMIR, K4H

BIRMEIR, SHEEAMIROEUHEREER

B ¥ K5 B 3 KA M 8 2k © ChL & 13 $ ik 1
25+ 3 count/ 4 xX10%sec cell (Zxt L ERIRITIZ 28 +
4 count/ 4 xX10%sec cell X, FIEABERMIM LT
BHMmER D ChL {13, BRI 154 +29 count/ 4 X
10%sec cell (23 L | B#RIIT 162+26 count/ 4 X 102
sec cell L EFIRMICEEREZ 2B mro72 (M
11),

Q) FEEEMABR. it ERARM M DR EE

HEMBMRELRECRIZTEE

f& & # H B3k o ChL i 13 7 A By IR I i 4% o4 A0
141+24 count/ 4 X 10%sec cell 12 L, ¥ H# IR
MEEFRINTIE 13021 count/ 4 X 10%sec cell & Eff
MR & D IR RMC S L EECS
HEz2EL7 (P<0.05 (K12),

10 BEERMEODMFORDERIKEEMEES

BELLRIZTRE

% FHHIKO ChL {813 SR M M4 7R 0 132+ 36
count/ 4 X 10%sec cell 1=t L. #IRIMIMAEZRINT I
140+ 32 count/ 4 X 10%sec cell & BRI M HER 1o



TERERXHD Lo (K13),

count/4 x10*

1.0004

5004

sec*

cell

i7d

I 1 I
\.
artery vein artery vein
4321187 246164 249153 236140
n=7 n=7 n=9 n=9

X8

|
|
|
|
|
|
|
!
1
1
|
|
|
|
|
|
|
|
|
|
|
|
T
|
|
|
|
|
|
|

Gastric Cancer Colon Cancer

Peak chemiluminescence activities
generated in whole blood from the
vessels which are near cancer lesion
on stimulation with PMA. The bars
indicate mean*=SEM.

count/4 X107 sec-cell

100

50

P<0.01

\ P<0.01
—— =y

count/4 X107 sec-cell

200 4

100 A

]
BN

] AR BERT 7

Gastric Cancer

10

count/4 X 10? sec-cell

100

artery vein artery vein
84119 81121 99410 103+16
n=8 n=8 n=8 n=8

Colon Cancer

Peak chemiluminescence activities
generated by polymorphonuclear
cells from the vessels which are near
cancer lesion on stimulation with
PMA. The bars indicate mean*SEM.

count/4 x10? sec-cell

400

—
[=—1

200

T 1
}: —

- - 0 0
artery vein artery vein artery vein artery vein
32+ 6 23+4 345 20+ 3 25+ 3 2814 154429 162126
n=16 n=16 n=14 n=14 n=12 n=12 n=10 n=10

Gastric Cancer Colon Cancer Monocytes Polymorphonuclear Cells
9 Peak chemiluminescence activities [X]11 Peak chemiluminescence activities

generated by monocytes from the
vessels which are near cancer lesion
on stimulation with PMA. The bars
indicate mean* SEM.

generated by monocytes and
polymorphonuclear cells from the
peripheral vessels of patients with
cancer on stimulation with PMA. The
bars indicate mean®SEM.
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P<0.05

count/4 x 107 sec-cell

200 4

100 4

vein
130 + 21
n=6

artery
141+ 24
n=6

[¥]12 Peak chemiluminescence activities
generated by monocytes of normal
subjects which are incubated with the
plasma from the vessels which are
near cancer lesion on stimulation
with PMA. The bars indicate mean*
SEM.

count/4 x 107 sec- cell

200

1004

artery
132 + 36
n=4

vein
140 £ 32
n=4
X113 Peak chemiluminescence activities
generated by monocytes of normal
subjects which are incubated with the
plasma from the peripheral vessels of
patients with cancer on stimulation
with PMA. The bars indicate mean=*
SEM.

(1) #EBEBRETHEMEEELE C BBEOERM
RN

BRI (FEAS SO A BIAR M & 7 B & SRR iR
HER ChL fiFf & #RIR I (2975 SE.5% BB AR I & B AR R
THERIRIN) HEK ChL 0 b & BRI (B2 345 A B

FRIM & 8 58 AR BIAR M) M4EARINEER ChL {8 & %

99

ARIM (RS SR AR I & B BB KA BRIR ) (A%
ZNNEEK ChL fE D b & OFEBEIIC D THET L 72, 4
BIfEEr=0697 Lt 2DV BEOHEMEA2 RS (P<
0.05). X #cH#ek ChL {EEb, Y & MAgRnE sk
ChL fEtb % & 2 & 2 EIFERIZ y=0.257x+0.725
otz (K14)

Plasma
ChL
AN

y=0.25Tx+0.725
r=0.697

T T X
1.6 1.8 2.0 'Mono ChL A/V
The relationship between
chemiluminescence activities' ratio
(arteris/veins) generated by
monocytes of patients with cancer
and peak chemiluminescence
activities’ ratio (arteris/veins) gener-
ated by monocytes of normal sub-
jects which are incubated with the
plasma of patients with cancer.

peak

£ ®

Kitahora &'V Crohn #%§ 8 #& o & i If 8 Bk #
PMA. opsonized zymosan |2 £ D & L luminol
KEFHEEFRATERICL D BEROEERBEESEY
AEL ., BEHCHLAERCAELTVLS Z LA
L. BERMIOES T 2 EHBENRELICB VT
HEEECEHEL Tws ZLERBL L, 17
Suematsu 5?1 luminol IKEMLEREAFT R IC B
WTHIALAIMNER & D #8E X 115 photon O 4 Bk
2 DL TR L. Ca?*-ionophore. PMA 12 L h %
B MRS RE %20 5 & 7 X — V5RO Bk
AL ZOFEE myeloperoxidase-H,0,-chloride
F %/ LHIfES4 12 354 T luminol % &1L L . photon
EHEEET A ERE L, EESRIANESR, T
ZbHHERMBLO luminol IREMALFFLHRIC &
% #l &€ T 12 myeloperoxidase-H,0,-chloride % I=



FERIEAHEZENTVE L EZ T2,

RIE M LM O iR 3 2 4 88132 zymosan # T
FHHEEEE, BEBRE T A CHE LAEICSHE
ZR L7, PMA BT o fHE B, BiEBE. HFE
HEERE IEEACHELERCSMEETL 72,
RAEMEER O EERE R A 6EIZ PMA HI T30
BE, HERBHIETACHKLEECSHEELTL
oo RIMIMZ A MERD WG 8 X E LG
zymosan R TIZIHFE B | R AT R 2y
NZHB L ABIEE %)L 7245, PMA #3TI3
HEREIREACHELEECESBEE R L, 2
DI X DHBEEOHIROELE T 2GR £ E
TSI 55 1 2 BER O FUMBSWETE & (1 & 2 0 BfR %
B2 sEZont, EREAMEKICONWT
13 zymosan ##. PMA ##C X D #HEEHE OE N
M REERIC AN S D HEARIC BT 5 $REEAM
HKOBRENI OO TESHBOBFBLE L Bbi,

ARAE MM O EERE R PE A 6E I PMA RT3 R
HIRE TP RO BEOIER2 2 SIREE A LLE R AT IR
EATOIHER L D EBICEEE R LI ELDE
BB O PEA T 2GS RO BRE L BER0 5
5 AJREME D R S Tz,

HIROEERR R E ARSI RR SIS H AT 2 @R
PR T 2HIRME D ERICTEL TV, L
LARHEOEFIRME T DL ) R EELEZRITD S
N m -l B EAIEROEMERE R PE RS 3%
BUABINR, IHERIRME. KHEEFBREICBVLTE
BREEERD LMo, 2O L X DHERED
HERIZIER R 2 EAT 2 2 LI X DS DO BEEER
BEEECLAEEENEZOND, Z0 LD
BEEL 2 E AL L T DO HREMENE 2 5
N3, =23, Ihs>OERMIEO ML EREIC
R s, EMEBEREEN L DERE L L oS
DOBRER R T 2 LI L D ERICHEEEDETL
e BB HEIRM AR T2 & w) wTRE TH
b, b —Dld, BT E L IEMR AR BB
BLOEESOCIEMEYEOFERIC LD B&#i
OEEENE T T2 LI AJEEMTH 5,

BRMEOEMERERIC X 2 PUEBEEIC OV TIX
AR D Nathan 519D #E LISHZ B\ X B0,
Clark 52, t b &AM, Concanavalin
A (Con A) OFHEIZ LD 7 A lymphoma cell,
LSTRA # halide (OCl~, OI") DfFfE F CEE T 5
Z &, myeloperoxidase (MPO) KIBZ A% FIMER.
CGD (BMRFEERHE) OZSHZAMEKS MPO

] 7R R e e e

% 721 glucose oxidase DRI TIEIBE O MIfAfE =4
3 2k #EEBA L 7z, Mavier 5%, 12-O-
tetradecanoylphorbol-13-acetate (TPA) O #li#E T
Tt PEEKAE b myeloid leukemia cell, K 562,
t b histiocytic lymphoma cell, U 927 #[&%+ 2%
Z & 2 L 7z, Flescher » 9%, paraffin oil (25
Btz ~ 7 AfEFE macrophage 78 TPA O ##F
T~ 7 A lymphoma cell, EL 4 7% £ ORI % &
ET LI exHoICL, UEORERZHTHY
E YO AR in vitro I2B W T PMA 7%
CORBTCEEMEARET 2 2L 2R L TO
Bis

{5 LR 1k s 3 2 A HE VR B A B R LI
RN X0 FHSIRMMAE RIS LIS
B2 L 7ch ARMEEIIRILI AT R0 & AR R IR
BRMTRIAEOEF 2RO 5T, TDI L L
O JEfr S A BRI A 3 H SR I A 0 13 e
HHEREMERE R AR INE T 2 WE £ 721005
TAMENGIET S Z LR,

FHRIN (s 30 A BRI & J8 B3 AR Y Bk )
HABRIG PERE AR PE AL & FRIRI (R 38 3 LE IR afi &
FE B EARMRRIRIT) HEBRIE MRS FEEREDLL & BIR
M CRE 35 A BRI & 52 B H AR BRI MR
NI ERIE E RS FAE AR BE & BRIRI (s 340 H Bk M
&g B RN IR AR DI B R M 3 A BE
DHPWEEOMME AR LI, 2O & LD FBEIC
B TR BEIEERFREA G M oMty E
ELFEECYECLOREEZT., ZhAs0YWE
D RCEDYER B ABMRIMEER, FHEFIRIMEERO
WEMERERPE AR IC R S LTV A EJREMEAVRIE X L
1zs

COXD R HIREEBREARICEEL LT T L
EZoNAYEIMBTICEREET I EEZ SN
T3,

Bettetini 5'®(%, & MEIKA HT 29 &  Ki5E
MR E 723N E EEICEET 5 210k & b #ER
DELT LEEER (0;) PEARKT2ILE2RL
720 —7. Tsunawaki 5713, FEEMIKESE Fid
IZfF1E L. respiratory burst <> & &I E 10 o4 2 5%
FHE 2K N &+ 2 #)E £ macrophage deactivation
factor (MDF) & A 72, Nakagawara ©'® (3,
Con-A, BCG % X £ D &8 & 172 lymphokine 12
L AR AEZITS e P HEKROEAT B H,0,0348
KT 2% Z &8 L7, Michael 5913, & b BBk %
M E O E 4§ % muramyl  dipeptide (MDP),

S|
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lipopolysaccharide (LPS) IZB&ZE 32 Z LIC X D B
HKOEAT HiENEER (07) AT ZL%2RL
72 Phillips?® 1%, < 7 A O ‘&&EH ¥ macrophage 13
PMA flC L 23EHERHR (0;7) EACKEL T,
GM-CSF. TNE-a. INF-y % £ ® cytokine O ##%
POLBLTEZEERVHL 2, Nathan 52013 15
1k macrophage (2 & 2 $7U A4 77 14 I 755 1 el e 55
WCHEMBENSES T A2 2 L2 RB Lz, BlbhickD
HEROIEERERELRICHE R KIZTAREDDH 5
PIECx, RR o BERE oYE, Bl L 0 E
ASNAEBCHRH S N AYE, EE L X D E
4 & N 298 (lymphokines, cytokines) . fifAZE s
EZoNb, EESTHERKOEEBEIC L 2PEE
EHEIZDWT, EE SO I L FRERE 2 RE
LTI 0 &5 5BREEEL TWwd,
EHLINSOBFRERES»IZT 2720121, &
fH# D macrophage # 3B L . F OEHBEES
REAHET 2 EBMLEBETHEEEZ TS,
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