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Interferon (IFN) {3, 19574F Isaacs &HV%
FERLIREUT 4 W RVERY, HLAMBaRETEVERY,
< 7u7 7— I DB NKHIB S LrER S,
Antibody-dependent cell cytotoxicity (ADCC)
WEHEALVER™Y, B E RS ORI e,
IFHER Fe V277 —IMER Y F @2 D%
WFEANEELGHLPICEN TS, B2 TLH
TEEsEICEI L Tl Gresser 5 PY0#HELIk %S

COMRPERLNY, RESHEUEEH
FES, BT, FEMIEE LR, BT
B pF2+2 7% LIz BV THEERI & L Toir
PN L 2O dH B, F 723K &, Biological
response modifiers (BRMs) M E 7z 5 ERH
IFN RfbiciEET 5 2 L L I Ty
555, #N—23TH 5 Ge-132(—Carboxyethyl-
germanium sesquioxide, 4 F®&339.34) >
WTCHHEN % IFN SFREZ RO I Ly HLPIC
AN, TOREFEEL LD /a 77— -
NK #ERaiEMEILER, 7 4 VRAIER, BUES
fERIZZER IFN ic& I 2 ergmE3ntyw
6 24—26).

S THARHEEIL IR, FROPEK
B2 o0 LB AN, KoM, Mgtk
SEINE, ThbbZoELIE, Fhk &
B—e/a77— KL BRMH 5 IHED
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RALW) RN HBENRE» S T 1) >~
7B, B ) 2o SERADHUREETR L v ) —ENB
Bick s, LdTh [EE—EMWOEH—R
BE—RE ML) L) —EOBEEZ L > TH)
oA EBEICEET 2 iFPROBEEIT A E
W FTIclR2e T, IFN 3£ g
YHEEEALTBY, v 7u77—YiHEUNG
NK #fanig#E{t, ADCC iE L, BIERBE
RKIE~DBE-& 62 8FHEk Fc L+ 75 —n%
B CEERBE~NDUD A WEErREI LT
L%, HHRERERERE, RCBREFEORE
BRI 2RI DL, FoREHI
EEREFEIC BT 5 IFN D EDU % & 0 BIREIC
T2LnERbNS,
SRZFHEIIL FOB R, IFN iz IFN
ZRE| N PER Chemiluminescence (ChL) iz
Bz THE 7 BERAIC B W OREBMICRETT 2
Ly invitro P AT AICBWTLRET 2
2, ZFDERPHE~NEELHFECTLE LD
ICEERIGEAD—B A & L7z,

HAMBEVISH &

1. X & % 6l

IFN #&58 9 6, Ge-132#% 5-B£ 11617 52041
EMRE L7, ERORBARBERLICRT S
ECT, IFN BERIBEM) » < E 36, %
A HEAE 3 U, B MAGSE 2 41, ¥ LERRE 16T,
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F1 IFN #hic Ge-1328& 5551

CRP*
FEB) No. #4% # £ #Eq7 1:8H 1~A8
IFN &
1. 52 g EgYoooE 6+ 4+ 5+
2. 50 2 EHRY MR 4+ 5+ 6 +
3. 70 B OB o0E +
4. 67 ) SRV EREE + -
5. 66 % SEREENE - + +
6. 60 3 SRMEFHEE =+ + +
7. 73 2 BHERE 5+ 5+ 4+
8. 79 5 B RIS - - +
9. 29 £ HEEgE 6+ 3+ 4+
Ge-132 &
1. 69 B BHEERE A Mm% (CR) 2+ 5+ 4+
2. 58 5 SMEENRMEE 0% (CR) 6+ 2+ +
3. 22 B SMsk#4gnhm(CR) + 3+
4. 56 % ASEEFHES L% (CR) - - -
5. 38 g AMWEWHESLE(CR) - - -
6. 17 *  REEHEAn%CR) 2+ 2+ 2+
7. 53 B SMETERMYE S (CR) 4+ 3+ 4+
8. 43 5 FREOLK 4+ + 3+
9. 67 5 LR FHE - - *
10. 63 5 JF A R + - -
11. 30 L T 7 5 + + +

*  #FohEk ChL BlxERHC BT 5 CRP fE

BAiaE 2 Bl RIGEBITH D, Mo 7631k
ERERIGH ThH 5, —F Ge- 128 EHNER
R SERREA M (AMol) 341, &
EHEAOE (AML) 35, SEREHEan
% (APL) 1%, REMHE 1, 2REEHE
14, Fr#fifasE 160, Wikt 140T, AMoL,
AML, APL o 7Bli3E£EMRKEICHY, %
R ERIES I LFREDGH, KA, K
SEIES T RIGRBY, IR PURERA + &
ShnEfTH L, b, EFREANS (B
1861, iE13M, F4HER21~924 (EHE
42.4F)) EXMBEL R,
2. EHREE
IFN (% Burkit lymphoma (Namalwa #k)
HRARKE IFN—a (HLBI, ER{bFTEK
Re#) #Hv, 1 H 1ES00FEAZEAGHE
BicT1 7 AU LR E L 72, Ge-132 (8-
carboxyethylgermanium sesquioxide, &4

CR . Complete remission

Vo= AR Z1H3ME, A 7EN

(2,250mg) #EHZOIZT 14 AU E#kERS
L7
3. ¥k ChL O#llzE

ChL m#lzEix IFN & 5 2T Ge-132#: 571,
#E5% 1A, #5%17A8BICELL. &
ECBEL TORMIZFHZEREIIT, ~¥)
CNERRIL 5 mlic 6 % TX A 7o EAKES !
1nEE&TmE, FiBIZTH~450HEEBEL 2
1%, buffy coat 277 X F v 7 EILFICLN 4T
I T150 g, 10MELL72, 512 EERET
enb, WREICS5mnkREEKEMZ, £
I pipetting L -0 DR MERNKIRME % 1T - 72,
60#R 7 pipetting N1%1.8% Kip Ak 5 ml%
MZ&ERCEL, 4CicT150g, 105RELL
7218, 0.9% K% &EK %2 10mlim 2 ¥k L, BE
4CIT150 g, 10 RELEIT-7:. LiE2E
T BIEIC Medium 199 (pH 7.2) #inz,
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MM 2R L 72, ZDRBIER tube 2
FHERiF B0 N2, & &I luminol &E
#1072 M %Iz 10WiRE L7214 5 57 IS EL,
Photocounter (Biocounter 2000, Lumac #%!)
AV, REAMLFEFEN (Baseline) ##IEL
7z, e B, BIEH tube ADMIEATS5 X 1058/
mliz % B8RIC, B &4 LM # Medium
199% H\CH%E L 2. £ND%% concanavalin A
(Con A) %200 ug RIiGHCNZ, RN
KSR (Peak level), Hl#ignmAILE
ZNEERRR (Peak time) % Bl%E L &8 Lok
BRETL 72, iFpER oo 4B B EIC R E L, ChL
RIEIXFEEITBWT37C, pH 7. 20K E T TIT
v, BAEDEALIIFPERL0MEIZ 3T % relative
light unit (RLU) T&HBHL 7.
4 . 3FEk ChL 2 BT ¥R ESE O RERK 74

2% 53]

IEEEEAN4PI(BY, F4HEK29~31 (R
RAE30F) ) & D ATR L 2 HEkic ToBEL 225
Bk# ZBED IFN (10°u/ml, 10% u/ml, 10*u/
ml), Ge-132(10"%mg/ml, 10 'mg/ml, lmg/ml),
OK-432 (10~* KE/ml, 107° KE/ml, 10-2KE/
ml) £ 37°C, 60REHEA Y, ZNH0.9% &%
KizT2E#lkL, FHEkChL #BIET 52 &
2 & - TiFHsk ChL (239 3 BEKFHEIZ OV
THRET L7, 228 L 22 Fpek % IFN (10° u/
ml), Ge-132 (10~'mg/ml), OK-432 (10~*KE/
ml) &304/, 6040, 1204RI37°CIc THf
+, #¥Ek ChL ic#¥ 5 IFN iz IFN &%
R DORERUKFFEIC DV TRETL 72,

B, AEEREIR Wiloxon ¢ non-
parametric #% 72,

B %

1. EEREACBIT H5k ChL DRE

EFEBEANNE (BLIL18:13, F4BK
21~92%) BT HEREBEIR LiIcRT L
{ T, Base line 199141 RLU, Peak level
5,482+1,697 RLU, Peak time 443" 106"
Th-Tz, EBELHED LWIZESF] (20~39
7, 40~6974, T0FLLE) RETTHEENEILR
Do oz,

2. IFN #5560z 31T 5 1792k ChL O#BES

IFN #55Eflic 51 2% 501, %54 188,
1 AEnFPeR ChL fEiz& 2, M2 IRy =
E{TH3, Base line 22V TH5 LHEE5H
1,250%1,713 RLU, #51% 1:8H1,461+2,466
RLU, #5# 14~ AH1,255+947RLU ¢ —%E
NEmIZEDH LMY, #5% 1VBRICRSHE
INERL 17 ABIERERED 5 izENL
TIRETLZLOH» 146, 1 BERET, 147
AEHICEEZRLL D546, 1 ZIFAETH
525N 3B, HzZ N 1BIFERSRIIZHL 1.8
Bl RBEVIE@EHRL, £/oa> bo—
WBREDHETIICITNIAZRN LA »BDH S
nr,

D&z Peak level o DWW T A5 L, ##5H]
17,456+15,275 RLU, #57% 138 H25,958+
20,194 RLU, #5414 HH19,463+10,108
RLU X 2icLdd & ( B 5RTEICH LIRS
#1BEHICHEN LA BH LN, HBEFlIc
WTA2 &, IFN #5569 Bl 7l #& 5%
BRI ERZRLTEY, 2o 78+ 345

fE Ol % 31
F/a% () 21~92
#3 (B : &) 18:13
Base line (RLU) 199 + 141
Peak level (RLU) 5,482 + 1,697

Peak time (min) 4’ 43" £1’ 06"

(RLU)

8,000
7.000 Peak Level

6,000 /‘/

5,000

4.000
3.000 Luminol

2.000 Con A
1.000 l

-5 0 5 10 15

—_—
Peak Time

20 (min)

Base Line

X1 IFEEREANCHIT 2+ Chemilumines-
cence
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%2 IFN ¥tz Ge-13200#F 3k Chemiluminescence (- BiT B
IFN # Ge-132% Control &
Base line
587 1,250+£1,7132 469+758 199+141
1:88 1,461+2,466° 1,174+1,7868
14+HH 1,255+£947° 396+424
Peak level
#5857 17,456+15,2752 8,563+5,358° 5,482£1,697
188 25,958 +.20,1942 13,515+7,064*
1+AH 19,463+10,108° 9,785+3,705%
Peak time
H#E58] 428" £1°01” 4'08” 106" 443" +1°06”
1:8H 4'37" £0'44” 338" £1'12”
1+~REB 403" +031” 3'35" £('48”
a:P<0.01, b: P<0.05 VS Control

Base line

~P <005+
)

( EMEREA)

Peak time

(2 IFN ek Chemiluminescence i2 &iZ$

=2
o

17 BB L EEERLY, Mo 4 Bliziks
BMEH 2 VI ZFNLUTOESZ TET LA, &Y
28105 B 1HIXIZIZAETH N, L5 18I
1ABAETIYREET®2RLA2, 22>
PE—AEEOHETENTRLEED LAY
3 X2% (AN

%3, Peak time |3B¢ 2 EE &AM * 8L
P
3. Ge-132# 5%z BT 5 1F ek ChL 0%

&

Ge-132#2 5 R BT 5 5.51, #5118
H, 1 ABnEPsk ChL fEiz& 2, X3 iR

T TH5B. Baseline lcDnTAh3B L5
B1469+758 RLU, #51% 1:8H1,174+1,786
RLU, #5114 A H396+424 RLU * #51%

1 EBABEN L@ oz, FERMICD
WTABERSIZRT L L, Ge-1328 556
115 10F 5% 1 BRI LA RL, =0
10800 1z 1 v AHD LR ERL 2D, o
9B TR ERHIED 2 I FNUTHEE TR
TLe 2N 1HNIIZRBTETH 712, 12
A be—LEHEORKTIIER5% 1BEDA
HENERBH LN,

Peak level iz DWW T & 3 & % 5-7i8,563+
5,358 RLU, #4514 1 8 H13,515+ 7,064 RLU,
#5414 HHB9,785+3,705 RLU +#5%#1
BEHICEEN EE»BH LN, KERlIZOW
THBERIICRTTEL Ge-1328 5-5EFI1151
F10FI 5% 1 BRI LRAZTRL, 106
R1flE 1y ABEL ERERL 245 i 96l
FREHIED 2 VIEENUTOMEE TRT L.
DN 1BIRZIAETH 72, 2, 3> b
O—NEHLDEETIWTNELEENLE
PRH LN, B, Peak time (382 EHE
BANEEEL 72,

4 . in vitro (= BT 25T

IFN, Ge-132, OK-4320#Fw#Ek ChL ~N#
BLBENCREL, Zo#FRIEH4, 5,



Base line

P <0019 P <005
(RLU)
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P <0014FP <005

( : IEMEREA)

Peak time
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[
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]
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0K-432
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X3 Ge-1327#FfEk Chemiluminescence = BT
TRE

IFN Ge-132 OK-432

gyl

0 0
108 10" 10" (u/me) 107 10" 1 (mg/mp) 100 10" 107 (Ke/me)

X5 #FEk ChL i2x49 % IFN #Eric IFN &
¥ BEKFEDORKRET (Peak time)

6 iR T & T, Base line, Peak level &
{2 Control IZx3 2 t&F % { > TERILL /-, Base
line, Peak time (B8 L Tix IFN, Ge-132, OK
4L LR BERTEEEZEZRD U - 720(F
4, 5), Peaklevel i3 IFN EicwWwT, BE
wEEERL AR LN (K6). kb,
Ge-132, OK-432ic iz Z fEmIZRBSH L e -
7z, BRRMRFFHEIC W TRET L B RIR 7,
8, 9izR¥ =& T, Baseline, Peak time
Bl Clr—ENEf 288k dr - 725 (J 7,
8), Peak level i3 IFN Bz B\ T, EREKRE
HERLERLZ (K9), %, Ge-132, OK
-432iC i ZDEMIZESH LN Lo .

% %=
IFN 37 4 WAE E L TRREN, £D
1Bk 2 7o MR IE RS9, Lo Ch PUIE IS
HEHEN, HAESRETHES, BEY, &
EME S MR, B R M 2L L

M4 #FpEk ChL o3ty % IFN dwric IFN i
K BEKEENOKET (Base line)

IFN Ge-132
(%) () (%)

200 200 200

OK-432

SR

0

. 0 [ 0 . 2
10" (u/me) 100 10" 1 (me/mt) 100 10" 107 KE/mD)

B6 IFEk ChL icxd 5 IFN Horic IFN #Hie
K BEKELEDHKRET (Peak level)

ToReTD}

HET 5% DEEBEEBICN L 2 DRI RES
AN T 31419 IFN oFifEEEEIcE L T,
R sEZENEHRHE LI 797 7—
Y% NK #MilaZ oo &g imfgz AL
TBEMERNERIERIC I HLAE-TEY,
ZOEWMENSEESRALPICENE X5 T
biological response modifier (BRM) & L <
DMEBEITHEN —BHEICENE LD EEZ
2% (-

iz TIFN &l &L NBEIC DWW T,
2 7u77—VREARONEIrRESNTS
0 4=, FFRIRIC OV T H EAERRD, [ E R,
RARE234-0, EREY, IHLRE®Iz D
THEROBEYVH S, HFPERIZOWTR, 20
BEACPEREELZEELLZETELNTH
5%, TOREHE % RIZS ehr -z L DRE
LB, REHE—INLRBICE-> Tid e,
ko EERREEFNICEE, 5%,
phagosome ¥4, phagolyzosome ¥i%, i41b
Enoslz—ENEELTELZ N, 2
DIBIETHRENBR OB, F4ERDTTHE, hexose
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IFN - -
o0 () Ge-132 %) OK-432
200 200 200

m}§} ”} §{

30 60 120 {min) 30 60 120 (min) 30 60 120 (min}

X7 $FsEk ChL icXd 2 IFN dwriz IFN 22
FOBREUK I ENIRET (Base line)

o0 1FN o0 Ge~132 ™ OK-432

200 200 200

o] 3 wl 5§ } wol 3 3 {

o l4/——rr
a0 60 120 (min) 30 60 120 (min) 30 60 120 (min)

X9 fFsEk ChL i2x+$ 5 IFN I fic IFN &i2
B OERUK I OBRES (Peak level)

monophosphate shunt (HMPS) #ig#AL, &
##K (0z, OH-, H.0,, '0,) NEEL LN
(OPNEEHRGEZRTZ LML T
3. B TCHLHEEBREDEEIIRFER L DEHE
IZBWTEHREN T2, IFHERDOBRERRL,
EHBREAREL (BRKGREHR] &, B
BANEZETLE L TBFEIEFREE]
ST sBhs, T Lkl 1% FRkid Myeloper-
oxidase (MPQ) %2/ L 2BBRIKTFRTH 5%,
ZORIIERES 2 I RAFEIC L D MR
ICHFFAET S5 NADPH * %3 F—EoiEh S
n, BRLDRA——FXH4 ¥ (03) »EE
BNBZ LIk NtEE B, EESINL O7IFFHN
BARLPALTBLT, EHICR——* %
#4 FYRLZ—+(SOD) iz & ) 2Eiz H,0,
~NEELL, 2D H,0.i3 MPO Z e LT
N4 FERETAZ ik ) HOCI 2
%L (Cl-+H,0,+H*~ (MPO) -HOCI+H,
0), 73 /B+HELTRT 3 / L BREBRG
PEIYT, MEEIET I /gL, 20
TI/EBRESICHOCHIEN 7053 ikk

IFN Ge-132 OK- 432
(min) (min) (min)

(LR R R

0
30 60 120(min)

X8 HFhEk ChL icxt$ % IFN dfwhic IFN ik
H OB UK EFEORES (Peak time)

30 80 120 (min) 30 60 120 (min)

U4 & b (R-NH, +HOCI-R-NHCI+H,
O). ERpicEEE NS FaXxs 7240 (0H)
2—BEHBRFK (0,) K COEHBEL B LR
LB TH 5%, FHM THRT 3 12D FHERD
RERE~OB I RMREN T B, 3R
ChL {2 Z DFRIC & N & L BT 4 FHhhAik i
PLEERBICLIBERO LN I ROHM
luminol iZ & N HIELBEL 726 D TH 540749,
fit 5 T ChL o Peak level i3 iEEBRFZELERD
Peak #7~RL, Peak time (3% NDREHE*/R
LTw3 &2z 51, ChL OflEIXFHERNE
BHDHCIIEHEIC L - TERINBAH
BRI EECRE L IBET 5 —D iR L
LTHWwWLNTW 3,

4-[EEE(T IFN iz IFN FHie# (Ge-132)
D FERBEE~NOHE LR T 2 HWE
L, invivo, invitro icBWTEEHI2HEL,
Fek ChL ##IEL 72, IFN #5Ep), Ge-
1328 55260 & L BEFANERER L ZTORED
ZVEEABHE L VI BRKRERICERH B 00,
KA 5% 1:8HI1ci3 Peak level »<#%5-HifE
N EREL1I5ABIRIRE DBARSHIES
TETTaZea#EHLN. ZBINE T
RPAFHC & 28R ChL O LA »HRES
e, 2 nflEMOTAMICEE L T EicBges
HOWBEEZ BLENHLZLIZITIFETY
T, ZHsICDEFEHEIZ CRP 2#—onBEL
& L ChL BlErsi4TL CRP fE%#IEL72d
JThHBL, HBE5HE, BE%1AB, 5%
4 HB & CRP nEENERNI % {, 4H Peak
level i2 887 —ENZEEE IFN & 5 \» i Ge-
128512k 2bneEZ LN, £124ERED
rBMgIEe 7 v 77— ARRBDTUEERSLT
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PERE RHETLEEAE L 80, IFN KR
BE GOV A nfEEbic k& (&L T
WRZLERTLNEEZEZ bND, /2725FhEk
SRR RE AR TTEMEA A IFN, Ge-132M 3
HoEAREICL2P b o TRV~ % #F
Wi LIGhh -2 Z i, IFN # B RE5EFT
NK iFdHswit=/70 77— BB ERT
L2LNDENRBERMEE TET T b & vz
A L OEE L, MEF 0 EEKBEHA~NES
MR IR, REEEE o BRTRET
5 LCERRHBFRLEBELNS,
ZNTIIVd % 58FIC &L ) IFN 28 hakiE
MEREEERLTIEIE DY, T ER
BEIC L b o THADBEEL XN HHERF S
Nich - =0, IEN OIEREEF % 2H Bk D
BRI IREING, KT & HFhERiEE
BEEEIIARS L \IZERNSIC X ) HEIREE
HicAH 5 NADPH oxidase »*{HHEILE L5 =
LIk WEAE N, FDB—EDECERRIG
22850, F0HEMESICIE Catt, ) 7T
T—¥, cyclic AMP 7 ¥ O BUME N E, &
B\ 3 Ph R # (microfilaments), /&
(microtubules) 7 ¥ DI BHEHEE %%}
L EHERIN TV B4, L L%d s IFN
DEYIEER, TRTHBEZAMNL TIThRT
WEEEZLNTEN®Y, w707 7—2 Fc
V7 =iy, ik Fey V275 —%
DD, HFHER Fe3b v 27 7 —Ho 2,
ZENREL 2T DHLE, TOERIZLV LTS
— 2 EOLHEBEL SV THEMICL PN
EZoNb, iz, HENEEGL A HERRE
BTE o722 Lz D3, HlROEEEE
T4EE, MIAAEER HIEFE, [FN 5tk B3,
LT I—VXUTHBIEND ERADH BnitLv 4
T —BNETErEZLNE, TTIZIFNIC
$B=7u07 7 —PEEGERCELTLRFEE
DEEHERD b, T OBFIZ 2 THIFRO#
BEHOVNREATE 2 LN TV B /23 THOR
& 6 IFN AIHRD BB £ UEFERIZEES
LI g YL LT 20K KT M
BEEnLv 7y —E a0 MENERNHIEK
MIchdDTiR LW EHEEND,

2|z in vitro i BT IFN DEE, &HE

KL RS L7225, IFN &l & ¥ 72 F ik
(3B O BR MK AR 2 7R L DD peak level
* LRI Z LR INE, —F Ge-132,
OK-432iciz o ERIZBH NG o2, 2D
FrRIZIFPEk ChL mEEIcEEL, IFN »5Fs
BRI EEICER T 2 mizxf L, Ge-132, OK-
43203 EHEACIZEA L WEE2RLTH 9, Ge
-132#% 58 CH%k 5 1% 1 BB 7 peak level HH
I3, £EKANTIFN ZE 2N L TOERTH S L
£z bz, 72, Ge-132, OK-432i1358 /1% IFN
FHERENTH 254, FLINS IFN 1)~
7k ENLCHIFN—Y TH, a, yTho
IFN 28T peak level D LHAVERADH 2
rEz b7z, in vitro IcHT 5 IFN ffs
Bk ChL i2x+9 28R & L T Udén 5592 Gyllen-
hammar 593 FR 3¢5 L HREL, Farr 5%
BHEEEZ W EHREL T3, Farr HNE
BRATII MM 300 L, T hreEs
52%WERTE T EEZ LN, F2
Gyllenhammar (2 51K 1 BRI HEMER R LB
EHELTE, Bk H,0.EEE RN HEMIER
2B L T ERROBEH R H N5, SENEH
NEBRICBWTHI0DTIITE A EELIZRD
LNTEBLT, IFNIC L 2HEIFrERT L0
i3 1L E oL E L E 2 L,
LI E IFN 3 ric IFN ZFieH Ge-13213 1+
ERIGMHEBEEERRY LEELL 2 OBE < £
FhssiEicBS L Cwa Z k9 RE& L. L
L %A, IFN #5561, Ge-1328 5S-G
ZBWTLRES 1 7 AT ERkiEERRE
EREDEEALER T L T2, 2 IFN
Feric IFN FEE 2 k5 L 254, w70
77— U EE{LVER, NK MG bem® &
FIRE I P ERIGEER R EEERE DTG L IER L
BTahwIr#RLTEBY, $EHESBER
H5VERHUERMERAOWE Y 5 2 b EFI#
55RE2EZ 50, ERBELNOLAERE
EREZEEENDIRETHDBEEZ Lk,

= ]

IFN it riz IFN FeEf o £ 92 En Gt 2 88
FEIZ 5~ 3FHhER ChL i U228 %, in vivo,
in vitro I TRETL 72, ZORER
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1. IFN #wric Ge-1328 58 Ci3, 5% P EniEsa %8725, 44 IFN Evhic IFN
18 B niFhek ChL @ peak level 3FEIC E FERAOERMRSICHEL T, —cHiRRE
FL7. BIKET B Lo 2RREESHIEESRD 5

2 . IFN ¥ iz Ge-1328% 5Hn #F+ak ChL WIS RARBICHERTII vt E2
o peak level FRERIL, EHESICL 2D Ltz
LB 14 AR, 3IZHR5EIECET
ETL 7. ARXNERIIFE46H B A MAFESHRS (FE)

3. IFN (% in vitro icBW TBEKFHIE lZBWTHEEL:.
Uic BeRKFF I i Ek ChL @ peak level # ek dichi ) EisHy o vicHEMEE-
FRIEBMEMEICH - 7255, IFN BERITH 5 7z BETARNERRRBUKICIRM T 5 & & biC, #ieBd
Ge-132, OK-432ic i Z NEMIIBH b e - % B HIEE LS H - SRR EMHOR
7. 2ET 5.
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Experimental and clinical studies on interferon
and its inducers
Part 1. Effects of interferon and its inducers
on neutrophil chemiluminescence
Mitsuhiro FukumoTo
Second Department of Internal Medicine,
Okayama University Medical School,
Okayama 700, Japan

(Director : Prof. I. Kimura)

To evaluate one of the effects of interferon (IFN) and its inducers on neutrophil functions,
neutrophil chemiluminescence (ChL) was assayed on 31 healthy individuals, nine patients
treated with IFN-a (human lymphoblastoid interferon, 3X10°units/day i. m. daily) and 11
patients treated with Ge-132 (2,250mg/day p. o. daily). The base lines (BLs), peak levels (PLs)
and times to PLs (PTs) of neutrophil ChL were examined before, one week and one month
after the treatment. The direct effects of IFN-a, Ge-132 and OK-432 on neutrophil ChL were
also evaluated by using an in vitro experimental system. PLs were significantly increased one
week after the treatment with IFN-a or Ge-132. However, they were decreased to the
pretreatment level one month after the treatment. In vitro experimental system IFN-«
enhanced PLs of neutrophil ChL showing dose and time dependencies. On the other hand
Ge-132 and OK-432 showed no direct effect on neutrophil ChL in vitro. These findings suggest
that IFN-a and Ge-132 enhance the host defense mechanism by the activation of neutrophil
functions, and also suggest that they have some benefits not only in the clinical management

of cancer but also of chronic infection.



