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Abstract—— Cancer cell selective injuring reaction (CIR), which is
standardized with non-specific injury by HgCl;, by non-pathogenic bacteria
or those extracts is now being established by our previous reports.
Suggesting the first action site of CIR on cell membrane, some marginal
evidences were accumulated.

In an attempt of the confirmation of these ideas, electron microscopic
studies were undertaken by using three cancer cells injured by sfrepiococcus
hemolyticus (Su strain), extracts from ,. Bacillus cereus (Y-27 strain) or
Bacillus brevis (Y-30 strain), and HgCl,. Ehrlich ascites cell (ES),
cultured human bone giant-cell tumor cell (G-2) and its HV] virus carrier
cell (G-2-H) after CIR assay were treated with the mixture of ferritin and
colloidal gold solution, and submitted to electron microscopic observation.

These observations generally showed the partial defect or obscurity of
plasma membrane, the reduction of cellular ribosome, and the intracellular
invasion of ferritin and gold particles. An unique electron microscopic
observation in injured G-2 and G-2-H by Y-30 extracts was the large or
small protrusion of cytoplasma showing amorphorous structure without
clear damages on plasma membrane.

In the comparison of injuring patterns among three cancer cells, ES
showed more cellular damages at an early reaction time than cultured G-2
and G-2-H. A similar higher sensitivity to cell injury was obtained in
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G-2-H than in G-2.

This higher responsibility for CIR in G-2-H might

be derived from. some effects of HVJ virus genome on cell membrane or
cell conditions suggesting viral modifications of cell entity. HVJ virus
particles in various stages of virus maturation were clearly observed in

every G-2-H cell showing a proof of viral persistent infection.
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BIfE, I » 94V REEEYORTHES
12 gonwTik, TOERL VIZIZ2 2k
Kolghs, =0 192 HEESEwr lipo-
polysaccharide ic & 575 D5 KEE, FrcHl
WAL RO MERRLEY A U T ORISR TIES
TH o5, o 1o, RBFEDO vANVARK
OB X B oncolysis, H) B A3 A SlIAE #
B EERAc L 5 bOBREFbR S,

#, MbRAMBEEENEEENLRTD
DOHT, FK, BIEOREL T LRRE
PES A HSERE GAMBY Su #5°) 12, 0
ERBERRIEESCEN I A TR WL E R
%, BEiZ2=—7k—-m2ALT5, COf
W EIEL CiTbhic—dioER T, &K ¥
FHET0 1, RIWEOIERREMEDO S on
AHIFRE Y, BRic X B IR RETS
EH e L®, in viro S TERMIC
%B LB CIR (Cell Injuring Reaction)
assay %PAR L, BRLOENRIGEE% T
TE3cESR. *OMrAMIht CIR B
B —IAIEE & R R G2 R — OBk L ~v

=
=

TOHA MR EY: DBRGEic— Sk » &
n, BERT (s CIR BF) 2%, mEEkbL
SR OBEEE L VMIHBBEShEB B &A%
*ﬂﬂ}a L tw—zm.

4k, zhd Bacillus cereus (Y
—27#k) , B. brevis (Y—30§k) 5 Ol
A% CIR RFo, fERBERAO 1 onHE
ELT, in vg'vo free cell <& % Ehrlich [
KRAHIE (ES), in vitro FAIERANAM
G-2, Rot#x® HVJ virus carrier 4
(G-2-H) RrreitsHEQ0BHMEK
2V, EO—XEEAEZHEDL rcei LR
B, L, FROSARERCS 5 2{{ETS
kb, ERcthicdd sn < ohoHBIEs
BbhTnw312 ) CIR ORETHTH
% 5M®ﬁfj\hﬁmﬁu,ﬁmo%mm:ikhorse
spleen ferritin (3 FE&#110A) K+ colloidal
gold (i FE50~400A) o, HMIMBERIAHL:
BT 2RABRPAREAROAS ZERT S
TH55. »irdEERHEEEHYCENR
THRDI, UTOERET-%.

EBRMES L UERSE

1. CIR assay

zhic oW CORMBELICRE ST B2
18 2 O, ROIWOIEKFHEMNEHE
Z O HMPE D b o534 FRGERIREG B F e &
D, MRANKHE LD MjEP RNA k&

CIRf# (%)=

UBHAdSE Y, BGLEFEo OD 260me {#
X orcinol BJifiie LTRIEL, FEHROTE
% b oRK (HgClh) OXhlHBEt e
5K ThH B, -7, CIR fARROm< F#E
Bshs.

((Cell +Sample) — (Cell +DBS) — (Sample + DBS)JOD260m £ % 713 OD670mf&

((Cell+HgCly) — (Cell+DBS) — (HgCl,+DBS)JOD260mx i % 7 OD670muty = 1%

EEcly, 33® Dulbecco’'s buffered
saline (DBS)® & X % 2 EHRRFI% E0,
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FOHREDONT HiLD ME—RE LTk
ES—ie 3% % CIR flieko, Zhnb0% iR
THEREE2 > THxORO— B A7 & E 5|
L, CIR unit/ml t%bl k. X, REBCEL
THREloA O BEfRimEkic X35 AMmiEiE s &l
FEE-®, Bk siEmiEe HEEL T,
HA unit/ml & LTERBL~,

2. Ehrlich K234 #lE (ES) 2k o R

Li2 CIR EH o0& R £ 0FAHAVWL R
7z ES Mlam#gx ffsrcix, dd Raf~y
A ($kE20~24g) ic ES 0.2ml (5 x 105cells/
mouse) #*EEAER%, 8~100 Bk
IR L, DBS i 3 [yk#, DBS ¢#5x107
cells/ml 723 &k S cHBiR#EL k.

3. AFEMEEdR&RR#EMR (G-2)
Kt # o Parainfluenza virus-HV]J carrier
Ak (G-2-H) off#ksE®
Ml L &, Eagle jic 10 % fF 4 i # in

medium ¢, FEAM (4.0x10.0x4.0cm)

*Hv, 3~5 H#ic monolayer L3k >

IR L iz, T OBEFMRRERBRR, EFO

trypsinization ¥t 5 2.
t3 G-2-H #fifaw, HV] virus 2 3EEE

Y S wetk, BIEEHO0RMRL R TR,

T7AEEEBL T3 G-2HIRTH 528,

mitary virus Rk [T 5 cytopathic

effect (CPE) WAHRIIEA EEDBRT,

WRLETTW3. Lnd HV] virus o

& Y24, 53, hemadsorption (HAD)® & L T
MAMIED B, G-2leo viral modifi-
cation BNFHaIh=flzTH 5.

4. FERMEOERRY CIR E3WES S

M4, %S0 Streplococcus hemoly-
ticus (Sukk) , Kyt CIR assay k35X 7
y—=vsc, CIR BHEeLTRH Shx
19 Bacillus cereus (Y-2Tkk) & B. brevis (
Y-30#) ¢H 5. shbod, Su kikkiZE
BYEAZLECHEIR T Wi, BET
4 3 vic X % semi-synchronization!® % 2 [o]
fFofkcth, 743Xk TS W ¢ 37°C

14hrs @R, DBS k< 2[@Ek#k, OD
660mu=1.000% i DBS THIZHEL LEA
Fobox Aw, Y-27, Y-30kk ko, %
CIR EM:PELHBL T, FEBRRTbhk.

Y-27#% X bo CIR EUYESEFRER,
BHEBEORRN: T2 RFEOY £fE-T, 14
FefiE e 0Bk % French presser i 227,
Z @O _k# % 5, Batch 3z (DEAE-cellulose,
pH?7.8 phosphate buffer {t, 0.8% NaCl) i
L 5RWERC, BENRMEILEL TRkDD
iz, X, Y-808 X b ofiifizk, FEULEF
HAA W E® ¢, culture fluid %% pH
8.4 fEEH, 1/100 Ao active carbon K TF
DEAE Jju®, k¢ collodion tag B X v
Bohik, 21 TY-27k, Y-30fkiiHPER
Jtie, Es i35 CIR ks 4 ~8 CIR
unit/ml © 3 OREEICL Ik,

6. CIR kit 3 ferritin (Fe.), colloidal
gold ¥ F (Au) OIXVAL.

AiEE ES, G-2 RsG-2-H #ifaic, Su #
Bk, RUY-27, Y-30BkiASIE B
FricfEA& L, ElEEiktc & Y Kt k2
Wik, —B DBS €\, TiEoOBEAKLMN
2 Thb 4°CCl0HIRE L 2.

BA¥ : DBS 4 ml+ferritin (N.B.CH4, 2[d]
BRI
3 ml+colloidal gold (R.C.C.#) Iml.

ES oA, CIR #hofifuiki (#2.5x
10%ells) %4 b LEREAK % | ml fnz k.

BRMRoSE, Bt 2o rchige
FAWME DHEET B, RIS LR &k
Ul L iefliia s o, RAHK 2ml iz
L TTED bottle kRL, 4°C-¢ 10 4R
Wl B, coMBEEmOBEPELoCh
LN FOR VAS R % RBEEE, Seeman
ONEEET modify LkdboTh 5.

6. TERIMARER

BAKIMER%D ES ik, 2 % glutaraldeh-
yde-DBS 1543, 1% osmic acid-phosphate
buffered saline (pH 7.4)6053 @ ZHEEEA 1T
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Vv, BpgET v a—Ciikig, Epon 812C¢aiE
Liz. BEREANOBITR, BEEELZHVET
PR P EIEF Y -

BRUE AR OB A, _hﬁa)c &<, CIR
®iBA¥ % /EMA &4, glutaraldehyde EEH,
rubber policeman CHIfE% # 5 AW & D
iiL, BOERED, Ll ES L FEko
BIERT 5 k.

ML CHMAERYE, BEFRERNERY 7
=R e, ferritin i F & OEHIZ AL e
+ % 7%, Karnovsky B staining i & 3 —&

£ B

1. ES Ry G-2, G-2-Hwr &i+3 CIR

assay

CIR assay kv b Y-27 HRU Y -30
Bty E R, ES kil Fig. | kR
¢, %4k 6.4 CIR unit/ml (2.1mg/ml
), 8.0 unit/ml (i <) ® CIR EHEHniED
bht.Lnd Y-27 #ihE (Y-27-FDL)
o o cEmEE (HA=5.7u/ml) %7R
Lieas, Y-30gii® (Y-30-CD) ki
rEp bk oz (HA=<2.0u/ml), CC
¢, zht Y-27-FDL,Y-30-CD i, #&#A
HAMKE (THEL) Rustg ALEEMRE (PH
EL) ik, BERUCKMOZHFHCEMER
32, NAMMEY X DBRRECHET I A
BEic iR BT 319,

Fig. 1. CIR assay of Y-27-FDL and Y-30-CD in
G2 (R=Q) and G-2-uvs §.:Q

e (cm(ts)—s lu?n:

(.li((E:) 8. nu/xnl
=5 7ufml | VHCD (i

CIRvalue] = £2.0u/ml
(%),
1001 | Salindind plu); g

[ 7 Soe: 20 1dealls
I 'y AA L 120pug/ 10 cells

I

30 60 %0 120
Minutes at 37C

X, THEL & kRR2ABAMRKERMIET
$5G-2 kU %0 HV]J virus carrier G-2 -

bR x L, SRLE.

¥, HVJ virus carrier state &iﬁﬂjﬂ'%fc
», G-2-HHIRE U G- 2 418 (control & L
) Kk 0.26% guinea.pig red cell-PBS %60
S 4°CefER¥L®, HV] virus Ji FO&E
7, FmBRo G- 2 -HiEm~ o R & REx #
2L, virus carrier g (HeERGMK) o
BHOHERLAS &, THSERERBE, B
EHRHFORVALEFHT, £0frs M
BROBIERIT- .

wm &
H gz v CIR assay % {7-%M, Fig.
1o R B L. GHROGEELLET
%&, hcBERERBOEASEHGTHAL I
BWHE YT 5, Hic RISKR 90 £
2, G-2-HMEoEREr X vEw CIR {4
FRLE®DL.LOC 2k, virus HEERYAIRE
L LToG-2-Hr i}t 5 viral modification
L BslitEsEs b, Fhah CIR responsibility
OE{LELTERLOAEELZDN S TH 5
5,

2. ES ffsicxdids CIR %oBTHR

o DBS Lo indd 3% 'C‘?i (Photo
l-a, -b), MMBREEKC FHIEA /J\%%’g (endopl-
asmic reticulum, mitochondria %"j:) @ unit
membrane 3% X{RFF X h, AIERK rib-
osome DM BITEA &S, Fe, Au KT O
BARDABREL HbhRh ok,

CIR o standard & UTORFRIC X 3}
Ry, (Photo. 2-a,-b) kRTML,
Kt 16 4 0 Biflic 3\ mitochondria VX
L, &0 cristae REELEFEL SREELTS
E ok, X, ribosome OFHHFL <, Hl
JREMNKE vacuole %% L, Fe, Au KF
RELHDAER TR, MIREEDL M c—
BRBAL, TOWAH»HO Fe, Au HFOR
ABBEEE .

. Su ¥ki# k305 Kin#ivx (Photo. 3-a, -b, -c,
-d), fihs HERELL, TOHRBNRRE
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& U T Oz O — /X4, ribosome DM,
Fe, Au i FOMDVASHD 3 2OE{HEDD
Nz, fho HAcd, BEES MR EE
contact L #HMBRRELRT, HKOIERSRE
Hie th s LELEHORMER, Behitt®
+2%T%55. Photo. 3-a ®fn{, vacuole 23
RO~ e L CEHMEBEL =REXEL,
multi-vesicular body @8 (Photo. 3 ~-b)
%, mitochondria Wific ribosome D kL
Fr@E»bhbc &ddb -k (Photo. 3-¢). X,
photo. 3 -d o<, virus-like particle (&b
¢ murine leukemia virus &£ % bh 3) A3
matrix 5L & 0% B LTED, latent
virus 23 Es o [&YeRE L 7o §5 R, carrier
virus?? . L THIRIN D TH B 5.

Y -27-FDL & o K154 ik 5\ Tk (Photo.
4 -a), Hic ribosome OFE WA B, MEE
HNicik, electron dense body @ (N B & »
7. 464G % ¢k (Photo.4 -b), M ¥y
organella OEHHERIEA Ekbh, vacuole
3L, ribosome @FHIZTIAEST LT
%. $£- T, Fe, Au i Fi¥ vacuole DHic
¥FTHBOAER, R HAERREDBR
.

Y-30-Co CIR #-¢ix (Photo.5), Y-27-
FDL ¢ X 3 5& B & FicF L W ERR v As,
FOHERER, RIBRKMI L T/ o8
RTHBELR., X, HEOXRMK, lysosome
LHBih 3 electron dense Jr/NMEAE D
bhik.

3. G-2 it 31+ 5 CIR %o EEZ

DBS 604 K [in#k © x4/ % ¢tk (Photo. 6-a),
MBER/NBRE ORRIESIC B &, ribos-
ome OFHMBFEALFDLNAW. X, Fe
Au ¥ FrREE L Ao/ EBRICBAD
AL Twieds (Photo. 6-b), HIIEWICIIE
CRBRT, BAERMBICEEL T,

ES ofALHU L, EFROGELRTHE
RxI53REiEeL» 5 (Photo. 7) #HIlRER
1% vacuole B3fBRIC DR > THL, WikD
M, Fe, Au i FORVAZBRERICEDLR

iz,

Y-27-FDL [ Jis604} ¢tk (Photo. 8-a, -b),
W E M electron dense body #ERL,
ribosome OFHIHEL L, WOHY RHIRER
HRU 208D Fe, Au HFORAR

(Photo. 8-b), KE&0ZELbEDLN.

Y-30-CDC #6043feEflwL®» & (Photo.
9-a, -b), ES fifsn & ¥ L4 Ry, MK
ARSIl TEREEL, ORI
dEkis ¢, ribosome Hkoig—infk T M
BIEL Twie, B LEhr o il v lkay &8
<, Fe, Au $i FOWRDALRS ¥ hEP TR
hotk. X, HEREVREEGERTERRRK
W SERRO I =) vEsHERRD
bhszdkbd-o-i (Photo 9-b). flif, #i
FatoERFL L, MEEALS Fe, Au i
FeHE IR (Photo.9-¢) 313 b h &
5, SEo—#EeEtL, Wb s FHE
N B ET30RIEL Thi,

4. HV]J virus carrier #iig (G-2-H) 0%
{1 S

i G-2 e ok slRAR, HV]
virus HEHERROILTHRAEL, H BFHTT,
HIED WL Binie virus BREEL, Th
Mk T 5k, Hic20~30%0 HAD
NEDBLIABZ L THB. Lrd HAD »3#D
BRI 35w T, virus genome FFEFEIC
I 3E, WMOHOETELTWEEELZD
h3. #o—me LT, Hjid CIR responsib-
ility o EREmRBI bR BH, BHHIEEEL,
DT o4tz bhik. 15, HV] virus ©
iSO S > 2 Bbh s G-2-H fillz
OHAE D —# ek, myxovirus O =—7
fHasi il 2 — v & LC® budding %3
¥ 5% (Photo. 10-a) D LML, FE
FfFcit, Wik Lk 5E4 mature virus
particle 23 &N, FIFEE NI, virus 5
© matrix 5L EHOBREDHLNBPA LD D

(Photo. 10-b), filhd virus OFELER BHH
hETER., HierEey bERO hem-
adsorption »HHMIC IR THBLE, HE
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EEEEORMBRGARMKOEERL L - T, G-
2-HEmlERcEmL, oM HV] virus
HFLBbh3bOMREEL Twic (Photo.11
). X, HV] virus #3 (virus ki F® mat-
uration OHEFT) OPP #HAKHD (Photo.
12-a, -b) W Tk, HRA/NEEDOIZY
Vit RE» b h, virus kX 3 CPE ~D—
BREEEZbREZ. .

5 G-2-HVJ filfgicisit s CIR %O®ER

%S e LT DBS L oRG%R (605)) %
%5 &, FunmoG-2-H ek (Photo.10-
a,-b) & HiZL T, HiEd virus maturation @
#FE ik > T, EF ribosome Ot d %
OO, ks kB g Rich, Fe, Au
HFORDAZZED WSO (Photo. 12-b) &,
virus #5tio CPE itk & Bbh 5 Fe, Au
R OiALO HETR DB S 4 (Photo.
12-a) Hdb -7, LiLinhd, virus matu-
ration OHEAT W HO TR, FHERELT
DhBOFAEZR bOBREH T,

B% L o KIK154y ¢t (Photo.13), budding

%

L1k, Ehrlich JE/kaAM0le (ES), 3akA
HRAHNE(G-2) Rus*d HV]J virus carrier
e (G- 2-H) v, Bacillus [BHNEHH
WEic X 5BNMGERET O, BBV <V TO
R A RS, —RciEiimigk bb ES ©
F%, BILABET L oRHediEs 5307
Bote, Thik, #7REESHEREY S
Whih T3 ERMR X b, 5542k free cell
LULTo ES @kA, BUGERERN KEWE
tk30LELZBNS.

—ftic, LEFTwBHMRE, 2LEd Fe
Au S0y FRERTIEIXETHL VD
nTw B0, MR e LcokEiiilao DBS
RIbHx & 5L, BAEFRERRES, BiEL
BRI £ TADRAALTHW- T, A
Hicik&< Rohhhot, #-1T, LR
BT, k&xBEH HREEGERRA

CH#HEL o0 % HV] virus 7235, HgCl,
ik 5 CIR O#HRE U MRRRIEBALLD -
BHEhson@EDONRZ, X, ribosome ©
BHIZEL ¢, Fe, Au BFRRE—BHEIK
DAERTKZ,

Y-27-FDL X 3 RIco#H (304) ik
\WwT (Photo. 14-a), Hif@E ik ribosome 53R
Rt #mL, %k polysome 5L &0
M BE L C\wik. Hic mitochondria %2 .
BFr+soLlniz) VRV BRESh, #
iy, HV] virus FOEFEELEDD
i, #A T6043 K EHk ¢k (Photo. 14-b),
MK O KIERFE L, W~ T ribosome Hith
3 &ficbie b, vacuole XHic virus RF
5 2ATED, Fe, Au BiFOMDAHSEN-
T, FOHERABEC BRATHE,
Y-30-CDC #3043 fEHl 2 # ko icik
(Photo. 15-a,-b) %o G-2 #ido &&
Rk, MEEO—Hic 2 =—7 RIELRHRED
&, Fe, Au 5 F OB VAL diffuse icFe.
L4 (Photo. 16-a) &, HIEKE DWHa:
(Photo. 156-b) iR bhiz..

®

BhidTh, BHFOMRALVIAZIEL,
FRmE /RS e O MRk 522 b
h3, X, AReksdbYsfiltcdd sk
ERMGEGRE, hoME HEX oMM CIR
WFeXsboky, RIEKEZMNDELTE
OGS ETBE S Ricd 5 Hhb, HU
OD 260mz HEAMEAN RHIAZ LW
<3, HEr s CIR offABIERESLD
L k5. oz bk, HeCly & Su BkEfk
k3 ES vo CIR oRERIED LED, R
Uil ey E CIR %o ES fijg
% toluidine blue Zun L Z)LEARYRR %@
b TFHRINTW, SEOBHL <
TO BRELL D, ThREMNT bhking
3.

Y-30pEH R X 38BER T, G-2RU
G-2-H filao & ic 4528 7r— MRE Ok
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{tBBBDbN7eDi, | oeidilEos (=
Y RE ANDOFIE, in vivo L in vitro iR
WOIRES) kk3b0:ELbh, Xk
W, ES oM Ihic Y-30 BRWE S, B
HOFDO D DER Wicicd, FEHFT 548
B, HETF<R73hkedfekdExbh 3.

X, Y-30 sample nBEErOHHErOF
¥&5 2% NaCl OFEK ik X 5 SRR
HHR, 2B REEER LD DA
hiinSEMIERET b e, FELH
REG COMRICIE, HrBEREIADS
Rinds o> efinnd, ZhRPrv BbhkY-
SFEMEIC X 24eRBERLEX LS. H
Ladh 2 HEBREREOEMGTeEG 3 Y-30
B EOEREELZx RidkbhrbLh
T, bkrasic, Stuphylopoccus ® c¢-toxin
T red cell 2AMELD 2L, ZBEORE
REBL, FOHMDO step RBERET, %
DORREIEO T L { BROBMBEBDHO LB
LS EHENRD B, EoT, Y-30 FHYE
%, TOBEMIFERBROBENS S 5 LMD
REYE LT, BRELTBLIS 3T
HEd->Tn3BE, Bhew>ERAERR
OHBICRHROFHERLEDLE S 1 EDRA
THENORMEH5 5.

ERMIIc 313 5 CIR assay %% % & ,G-
2HfE X b & HV] virus carrier G- 2 {filgo
HovEeEnw CIR fi%xRLk. B, CIR K
B HESPIIAETY, virus carrier cell ic3s
WTRMBERK, T EnS BB
hic, ZOF, EBORE %Y VEE %
Y gakn s lypophanérose 23Ry, #H
AhS OB LY VIRESR, Kid-TEL
LT 2BETIONEEL Wbh T 3%

, i
Ehrlich fk#4#8 (ES), G-2#i(G-
2) RU%xo® HV] virus carrier #ifa (G-
2-H) ikt 5. Bacillus BigimyEic
& B BROGEE O—REHERA LT b e T
BEMT, Thbo BERE. (Cell Injuring
Reacfion=CIR) #, &#ifa~ ferritin (Fe),

5, CIR X 3%H BERY virus ©X 3
cytolysis (CPE 0 —&BEL LT itk »T,
MR DKM Bef e 3013 B BT LM BBl L
THERELLLDEERIRE 5.

T, G-2kcikL € HV]J carrier G- 2 -
H 1, virus maturation {5 MRz K
UHIBEBOZERE > base Rk 57, B
By CIR BER2 G-2 X b Bk s
b, chifiiRo CIR assay ik 3845
FHoErUIHTWBdDLELONS, ©
e HVJ virus @ persistent infection % 5
Ml R &h % CIR responsibility oz
{t, EEMGEROZSOMMMZ, BiFW<
%@ oncogenic virus (SV40, adeno %)
XU non-oncogenic virus (herpes, vaccinia
%) oRFPVMONBRKCHET s wbh 3
viral specific surface antigen®® <+, vira]
heterogenization #% 537 transplantation
antigen®,®? L {E 2 AR DL, FRILKH
HINENEFMERSD LWL XS, :
- HERBBELTELSE, WIhOEEYY
Breowtd, £offkmgSmaEoris
»bifE Y, MKEAIK lysosome, Iz Vg,
vacuole ENERL T, HIBA/PNEEOERE

RIBILT 2 E Y, K ribosome OHIfISL
FHBHEITL, RICRE E SRR 3d
DEEZBNB,

fThelTd, ThbHMREROEE R
54T, CIR RFHMIEER GBER—REAE
AETtHBLwrs. CIR ©ont, k3
Fhtkz b - e EHBERER, MR—RoR
WROZOMITCHRTH b, FHICBIREER
e OREL 55 AT, BRA  FEHRAMBEL <
NVCORBBRE TR WL k5,

]

colloidal gold (Au) KFRYRASRUMIED
s by, EHEMCHEL, ROKR:
B, , : .

1. G-2 kU G-2-H #ifi® CIR assay %17
ol TiHE dEBRGHEE CRGE S
X ah, ~EORKEIEE ¢k, G-2-H
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BosnErekb Hw CIR iz ;RL, &Hun
CIR responsibility 2ZFIAX iz,

2. CIR #oMiszBHMCHELTS5L,
A& LTo DBS ¢ OoREFRTE, fhoM
fefd b RIGHK ORBIc i » THA & bHIRA
INRE DRGSR & 7 5 2%, MR
137 <, %> T ribosome DK Fe, Au
NFOHBARVAZRELRbhkd k.
3. FRROHBEELIORRELRIE IS
&, RERMISS CR SR EER (KO
SR, ribosome ¥k, Fe, Au WTFOMK
VABE) B3’Hbhik,

4. fIhofiltcis\nwTd, Y-27 iy (Y-
27-FDL) iz & % #5E#: 0TI £ IRRM O
—®WREAKE D, M@Kk lysosome, I T
) v, vacuole &4 autocytolysis D
BARFH LR, - THRRN/NREOBIL,
ribosome FHHAEILL T, RicREBR EC
BERRSBHEHRES il - .

5. Y-30Hii% (Y-30-CD) ikt 3 CIR #%
DOEFE ©, ES #Hiftic v Tk, Y-27-

3
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E . B

Photo. 1.

Photo. 2.

Photo. 3.

Photo. 4.

Ehrlich ascites cell (ES) incubated with DBS as control at 37°C fer 15 min (1-a) and
60 min (1-b), subsequently treated with ferritin (Fe) and colloidal gold (Au) selution
for 10 min at 4°C. 7

a) and b) X 20,000

b) Membraneous structure of cellular organella is not so clear as a), but no reductions
of intracellular ribosome are observed.

ES incubated with HgCl, as standard of CIR for 15 min and treated with similar

colloidal solution.

a) Thickened membranes of mitochondria. X 25,500

b) Invasion of Fe and Au particles on lacked part of cell membrane. X 25,000

ES ingubated..with, native..Streptosoccus - hemolyticus - (Su-strain) -for 89- min.

a) Junction of many vacuoles on cell membrane. X 18,000

b) Appearance of multi-vesicular body intracellularly and three cocci extracellularly. X
25,000

¢) Mitochondria-like bodies containing ribosome-like particles. X 20,000

d) Mass of virus-like particles supposed to be murine leukemia virus. X 21,000

ES incubated with- Y-27-FDL for 15 min (4-a) and 45 min.- (4<b).

. a). Appearance .of . electron dense bodies and reduction of intracellular ribosomes. X

Photo. 5.

Photo. 6.

25,000
b) Vacuoles containing mass of Fe and Au particles. X 20,000
ES incubated with Y-30-C for 60 min. X 20,000
High electron dense body supposed to be lysosome.
Cultured human bone giant-cell tumor cell (G-2) incubated with DBS for 60 min.
a) Membraneous structure of cell organella is clearly preserved. X 28,000

i b) Ferritin particles are observed at intercellular space but not in cytoplasm. X 20,000

Photo. 7.

Photo. 8.

Photo. 9.

Photo, 10.

Photo. 11.

Photo. 12.

G-2 cell incubated with HgCl, for 15 min. X 25,000

Space of cytoplasm is filled with many vacuoles. Intracellular invasion of Fe and Au

particles is prominent.

G-2 cell incubated with Y-27-FDL for 60 min.

a) Numerous Fe and Au particicles in cytoplasm. X 17,000

b) Invasion of Fe and Au particles from the lacked part of plasma membrane,
X 21,000

G-2 cell incubated with Y-30-CDC for 60 min.

a) Partial protrusion of cytoplasm supposed to be unique for the action of Y-80 extr—
acts, X 13,000 )

. b) Appearance of myeline-like body. X 21,000

c) Amorphorous structure of electron low density in cytoplasmic protrusion. X 23,000

Non-incubated HVJ virus carrier G-2 cell (G-2-H).

a) Partly thickened cell membrane supposed to be budding of HVJ virus. X 22,000

b) Mature HV] virus particles on cell surface and virus matrix-like structure in cy-
toplasm X 24,000

Hemadsorption on G-2-H. High electron dense body is red cell of guinea pig. HV]

virus-like particle on cell surface. X 20,000

G-2-H cell incubated with DBS for 60 min.

a) Virus maturation in cytoplasm. X 25,000
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b) Virus matrix and myeline-like body in cytoplasm. X 21,000
Photo. 13. G-2-H cell incubated with HgCl, for 15 min. HV] virus particles on budding. X 25,000
Photo. 14. G-2-H cell incubated with Y-27-FDL for 30 min (14-a) and 60 min. (14-b).
a) Myeline-like body in cytoplasm and HV] virus particles on cell surface. X 22,000
b) Vacuoles containing virus-like particles, and invasion of Fe and Au particles in
cytoplasm. X 25,000
Photo. 15, G-2-H cells incubated with Y-30-CDC for 30 min.
a) Cytoplasm is filled with numerous Fe an Au particles. X 20,000
b) Unique protrusion of cytoplasm without membrane destruction. X 18,000
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