RS . ) .
ALY (Folia_pharmacol,_japon.) 13, 881~89% (1977) ,‘““‘ 11 % 887

PCB Wik i 5 v MR F5em L et oy

DT R N I 11 I | R
FrkoIERK, KA AT
KRR SL28 R i
(BRI5241: 3 J]2311)

WO H 20— 500 (KG-500, 55% KR 2 &t PO SRR %2 210, 1580, 5 4
hiT 1, 10, 100 mg/kg ONIATHLILLSL, & DOUHEEE, LILPHELLRILE. 20
8 AL U TISERIMA 2 IR L, FIALY 23~ p:. KC-500 % 158IE s LTS e
WBEE - A AL AL, F4Z 100 mg/kg KYISTETA S, 10mglkg ¥ ipE T
DALY 0 o NIROWE KRB BILE EF ot 7, FFE 20/ — s R TIBEHLE
HRECT, pemobarbital (2 k2 BREWSINZ, KC-500 K!3WIR0H 1 mglkg DR FIICS, » T
SHMBLL HGRTRD LI HF 5 0/ — L DMOTIGIX, BTN 5T 50T R
DRYDNR - ifEDM A5 glucese 6-phosphatase— [GEEDIET T - 1z, —3-45 1CHIM . .
HIREINCIE, BVE % M7L - 1T RHLAS KC-500 DY SR &1l etz B
I3 HL U TISRIRRBLIZ S » FTH - Tit, BAOMBFN, M, $AemRitis
B R ds, FE'3RD L 100mgrkg BETIE, £ OFBLIBNARYTH > 12, G
D PCD UWIIMINHERTIE D25 . XV TIFROME 76 5. KC-500 ORLLGA kg 5 &
KD PCB NLEIMDT 505, FOMOWN IS 5V RTIHRTRIBENT, E10
IR TIZ BUF D DORERTUG RIS L 5. 36 1T KCH00 iz gns PCB /s
IR, BP0 0~ ARERBAEMICE DAL RUCTVEELONIENVALH, &
% PCB (UM & IR 2 XWIT 5 C & HRETH S &b,

Kievdibiud, BroR by 2 =~ A (PCB) BAWE, 2o xHHLN5 5 HIZI@ARSL, X
1L PCB ek HTI AN ANBAFE H 0/~ AMRBBAMAMMEL T, KALLERLRELI. LOL
BT, Fy HICBOTIR, KIRARORES PCB i3 &kl 5 ik HYSEL, 2 OMMBINNESH T
W PCB OFBUALHINT 5 & 2. 35, LML SMILLI: PCB OF Ao v Y57 (—IT
& BN, BTN BOD L PCB (1 £ EKHH S LR TVBIATH B, (%D PCB O
Mz, MALOPVIRAOSH 5L & 2, 4 PCB ORMEBAEOBMSART IHHOH ST L 2R
L1,

LTI, AFE 2o/~ aMEERBAMYMC, KARKEOTR D 2 » 0 — 2 500 (RC-500) %5 »
FICIERINUR IS U, RME PO RM 10y, ADR TR 2HIEL T, LIEMEORIIE % B L roo THY
T5.

R M A X

SDJOL BT » b (KR 80~100g, NAZ v 7 KK Z4BUSHT, 2 Y — TMITHMULIZ b A2 v —
A 000 (RC-500, 55% oRidi %l PCB 3N, MHEER) % 1, 10, 100 mgrke (KR (14R 100g H1:
BOSwl KL IRNR OMAT, M2 (KINELTAMAE DML, 1580, drR s
LMOTHWP Y GULL RN D LBRZE, 49— TADH RS, SRS L.

RGN IGO0 ) SR B S, X GIZRLERY S Al L TISEER CHROEHEI0N ) TFeh oMty 4

* ©597 ARGBACIKHiD 3 69
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B8R nom VIR O D

N 3 ERY TR L, EE O B - .

BB R VAT DY Ch S BERE - CHRIRS (b -7 KK W, d 2utanors—), ~
Vot (Feeyn? OLIR), ~e k295 L (F~7 KK W Electronic Hematoerit), [l (Lowey
O DN, Faue A (A ROOSR), v RF u- it (Zurkowski® O, i LR0E (Rap-
papont® OS5I, w3 Y 7 4 X7 7 7 - Eililh (Kind-King? &>/ji%), GOT, GPT itk (Reiman-Frank
D Nik), Leucine aminopeptidase Ktk (Goldberg and Rutenberg® oAk,

MHi2o/—0OXN, 1 2u-—-u P450, 512 o—rn b (Cyt. P450, Cyt. bs) &I, 70,
CFIC pentobarbitad (& & 3 RERUSIUOWEE GHZAIL 2. NADPH cytochrome ¢ reductase JG¥EL0 (92
glucose 6-phosphatase JGHOMEIE, Williams and Kamin® 0>/, Klaassen and Plaaw’ @)Lz g
nme. -

R0 & OMTIOMITIX Foleh HWOLIHL, RNITION RIZ Bragdon™® Dfip il » 1. HIER
HHO POB MNLLFRHF R 20 b 557 4~ (GC) KL BHRIANE L RTH 5.

MEHRPMRMRTIAC T, vy SMERK 2 05 7 O, YN eNRL, T~
LPTRER £ 1S a1 1N

X K &R
HRIIIAD S » b DURTRIBME L% Fig. 1 AL 1z. KCH00 2 1, 10mg/kg OIRTRTLL 10, W
M %l TMBEE BRI, — 100mglkg KrHmCid, B30t € EBI ) 6, (Ko
AN, EEKYS 2R T 6 IDRIREIOSEE 2. .

Tresiment
600 »
- 1
o *
'
£ :
) 400 | !
b ! Control
H "1 0—0 Tmg/kg
.
> \a——a '0mg/kg
9 200 '
° ¢ D=0 100mg/ Mg
@ . . e
: ..
I
:
0 N - i N —
0 5 10 AL 20 5 50

weeks
Fig. 1. Average growth curve in rais teated with KC-500 for 15 weeks.

Fig. 2 4248, pentobarbital {2J 3 RAACKINNC I XIZF KC-500 DR Ll s KMEWIHI R -
TMIDGWID LRGN D30 040, 3, 10, 100 mg/kg $LLiME0 & NETUSTIEOAT0, 10, 200 Wi %4 LT Py
Gt 5 &, ), 10mgikg PGB TNIGMIN &L, 30 BENCIUAEIEE (ISDX LR 380 Lot
100 mg/kg K2 '3 R TIABRRERIRG RGOS D T & h38 <, RIRIOER0ZON LI BiL 12,

Tuble | (2 KC500 2 VAR5 LD 5~ OIRBET R, Table 2 UG ARBA, Tabie 3
MG A R NEQLE LI KCA00 griiek Hit x4 240s e, A& ) sk
BT S VADHEE, RETCRORIA, iR e et v 25 0 - A IR, Y i
YL FAL L) eweine aminopeptidise SWEGOEUN G s 2 0GR R 100 mglkg PRz qube.
Tash, W0mgkg PUMHTRHYIPIIATZ 0 E RO FLEDHHAC, bk YIETIOI o
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Fig. 2. Pentoburbital induced slecping time in rats treated with KG-300 for 15 wecks.
Control rats at cach point slept for 60 to 90 min.

Table 1. Hewntological findings of rats treated with KC-500 for 15 wecks.

RBCw WBCv» H bi H. it

Control 1003 166 115+42 18.3+1.1 48.9+0.1
1 mg/kg 1011489 83116 17.9+0.4 49.0+0.1
10 mg/kg 882 +:24% 92423 15.840.7* 49.310.2
100 mg/kg B892+ 87 79412 15.1+0.8* 49.0+0.1

) Red blood cell counts, x 104mnwd, b) White blood cell counts, x 10¢/mund, c) gidl, d) %.
* p0.05. Each value represents the mean for 3 rats and S.D.

Table 2. Organ weight of ruts treuted with KC-500 for 15 weeks.

3‘:’;‘:; Livers>  Kidney  Spleen®®  Adrenal®> Thymus — Testisr)  Braine

Control 545437 22.443.0 1.73+0.32 0.70+£0.03 29+3 0.63+0.09 1.664:0.08 2,03 +.0.07

Imgikg 577466 21.843.3 1.81+0.20 0.79+0.16 25+2 0.63+0.08 1.74+0.19 2.08+0.13
10mg/kg  566+29 25.2:£2.2 1.63:+0.03 0.85+0.10*° 25+1 0.66+0.11 1.70+0.28 1.98+0.01
100 mg/kg 423 £45* 30.5:42.1% 1.5140.18 0.786+0.18  23:2* 0.44:£0.0* 1.69+.0.23 1.91+0.09

a) g, b) mg. * p<0.05. Each valuc represents the mean for 3 rats and S.D.

Table 3. Biochemical findings in scrum of rats treated with KC-500 for 13 weeks.

Prowin® Glucosen  CROS®  BUN®  ALP®  GOT®  GPT®  LAPD

Control 7.781:0.08 197419 123+24 29.94.7.5 34.4413.9 74.8:45.8 36.2+2.6 147430
ITmglkg  7.63+0.25 194214 123135 32.81:3.1 41.7+ 5.1 73.6+2.3 36.3+2.5 151+10
0mg/kg  7.49+0.33 20321 134+28 35.2+3.8 37.2+ 6.9 70.946.1 39.0+4.7 168+11
100 sug/kg L33* 155430 231::29** 30.5:2.137.5+12.4 74.343.3 38.9:-1.2 19719

teogen, wgldl, ) Alkakine phosphatase, unit, d) Glutamic oxatacetic
i, f) Leucing aminopeptidase, uait. | -
an for 3 rats and 8.1,

a) g/d), W) Dlood ure:
transuminase, unit, e) Glutamic pyruvic teansiminas
* 2005, #0001, Fach value represents the »
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Table 4. Liver microsomal parameters of rats treated with K500 for 15 wecks.

NADPIT cyeb?

Proteins? ¢ red Cys. P-1500  Cyt. e Sleeping time®  GeG-Iasent
Control 22.14 5.1 55.7.419.9 0.8810.19  0.462.0.)} 7148 2524 62
1 mglhg 92.140.2 61,94 5.1 1.223.0.17  0.59+.0.05 Sia.700% 214245
10 mgfky 2.8 1.6 834+ 42 £.59:x0.16% 0.6+ 0.05¢ 294 Goew 147+ 7¢
100 my /g 27.840.8 135,64 0,7% 1.793.0.32% 0.7510.16* 154.6%%* 83 5:14%e

a) mgg liver, b) nmfmgimia, <) nmfmg, d) pentobarbital (60 mgikg, i.p.) induced slecping time,
min, £} yP formed)mgli0 min, & pL0AG-4+ pL0.01, *¥* p0.00(,
Each value repeesents the mean for 3 rats and S.D.

FARITINT MM B DX AR 8 20

KC-500 /5 #1514C4313 B0F T 2 0/ — a Db % Table 4 10,505, CCTWH 2 X 4z, RO,
Cyt, P-450, Cyti. by 3Nt 64T NADPH cytochrome ¢ reductase i{GHELRIITEORIETI » TR AEH HL 1L
WEYEAIAL, X172 pentobarbital (2.5 B0RAIEINT D A4 i3 glucose G-phosphatase (¥, BIXGORIILE -,
THRLEBEERTCEH 12 OB 5 oS/~ LT X2 KC-500 O, Wil mBee, tu ey
WRE S LBMITL S bh, 1 mglkg BRI H T 6, WIUIHCHE~TERD KLU

Bl KG-500 %3 o bic ISRIMELF U IR ORERTEL T 27085, BTFE 3 ul: LT 1580 (1100
H1th 30 KEAL 225 5 BRIV BB EILT. 2215, ), 10mg/kg QUGHTH > Tid, (HEAEDMTHY
MBEOL <At b & > THh, DL 10mglkg FITARCHENT Gyt P-430 JIRAOMAS 5L RGN
KD HRIZICT . Lrcdi-T, Fig 3 12i3 1M mglikg BYGRHTHU 0404, IDUINEY L TR
MULS» FOBRLERLTHOG DU RS LAWOMLL L, BEAEDH £ — 7 — 2 MUK %1
T, MY - ARSGIGEAT Ly 0/~ AWEARY, DMARGLIBAL YIMORRE LTHL bR

AN 15 wesks
73 50 weens

Body weight (g}

Liver weight /Hody weight
Hemoglobin (R4}

o-Protein (x7dl)

4-Glucose (mg/d1)
s~Chulesterol (mgs/d1)
Microsomal protein tmx/x liver}
Cyv P 450 (n moles/mg protein)
Cyt. by (n mnies/mg protein)
NAUPH Cyt € red (n moles red /mg pratein) iy ey
Sheeping time (min) i

G-8-Pase (3 Ps/mg protein)

——e JEN SV U
100 50 0 50 100 150
. % decreased % increased - o
Fig. 3. Kifeet of KC-500 (at a dose Juvel of 100k on various prameters of rats treated
with KC-H00 for 15 weeks (15 weeks), and of s after 15 weeks of treatnent followed
by 1% weeks of o treatmwent with KC-500 (30 weeks).
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PCB @itk & £ Ord{y - 8

fo. 283, MEE 20y -on Gyt P50 20kd St NADPU cytochrome o reductase (SLL s, 3000 0
SRV R AT -F L OITH L, pentobarbital 12k % BRESRGTIO G QS A F 150 E 2ty e,
PTH-1
BLY RUD00 055 5 MG § GVETE), ALV L T Y 2t s Chlltiahier Pon

WOMUAGYHT TRl D (Table 5). KCG-300 gy iz b ) IMIGRUER R boses O 'v':. (KN nl
124y 280 ppm OWICh 512 DANTAFSE, RIOVE M OMIE e~ 1o Con% DAY e L ELTIAL
POW QUEOILA & Z L, il s MY M= 107215080 OBIEHM R yz j ""l' !

TISACAE L L LG ORI 17 130 0150 L4l DERREIIGIIRT PO o tittonn

A%, 360, BEHNOHERDIO PCB guE 2 1008 LTINS L L, 30N, fige,
%, NRETLI0~60%, RINAECII0~607% (I mglkg MTRENIBTHS) AUENL TS o bini s, 3
to, QUHRRE MU O POB GY & IR, BB TROWTNOMENIINT S 11105 100 by
10520 k2 Hhd, J0RIENTIRMM, YHRRE 18036, NFERTIE N 1420, HWifGA TR 1272 820y,
B ROMNIE PCB QMR Lo izl 5.

Table 5. PCB levels in tissues of raty treated with KC-500 for §5 weeks (35 weeks) and of rats after
15 wecks of teatmeut fullowed by 19 weeks of no treatwient with KC-508 (30 werks).

15 weeks 30 weeks
o " Liver — T Liver
. i . " - . ! i
Blood®? Kidney® Liver®  micro- ’l‘i‘:‘s‘m‘ Blood® Kidncy? Liver?  micro- '\“'l"::‘
somese> ue . somesed e

Vwghg 042 075 LB7 054 1L3 0.0 004——144 - 0.07 -+ A4
0.03) (0.02) (0.04) (0.22) (0.02) (0.01) (0.01) (0.02) (0.02) (0.0D)

10 mgfhy 0.51 4.47 8.33 2.23  38.9 0.17 1,14 5.04 0.64 249
(0.15)  (0.10) (0.12) (0.47) (0.06) (0.05) (0.03) (0.11) (0.18) (0.04)
100 mgfkg 3.7 21.4 49.1 10.3 28 0.72 5.10 23.5 3.05 105
(0.82) (0.53) (0.77) (2.4%) (0.45) (0.21) (0.12) (0.37) (0.58) (0.16)
- .) /;g_l’(.m per i of blood, b) sg PCB per g of tissue, ¢) ug PCB per g of liver.  Figures in
pareutheses indicate pg PCB per mg of cotal lipid. Lipid contents in tissues of control raes
were: blood (mg/ml), 3.52+0.35; kiduey (mg/g), 40.9:£4.1; liver (mg/g), 53.6+8.3; liver micro.
somes (pg/mg protein), 2544215 and adipose tisue (mgig), 572105, respectively.  Each value
represents the mean for 3~4 rats.

Table & (1@ # 5 IWIIRRTL 1 mg Biz )0 PCB 4t (1g) #RDLThS. L TWS DL S22,
Tihtoh@ PCB AUMEE, T, WRHUSCIBEAEWUMART S, BFE s oS —u, HEVIIFNT
WTHRL, BHEAO RS fure.

ROWERLNT, Mia KC &7 5 FRFFLE, UMD PCB &) GC /e s —whinfiUpieiiy T3
CERET B & iUt BOAMT, 1HCS KLY EIRE LD B o2 25 4 L0 peak 15 DRD
MREE ARz, 2 L0, Fig 4 RGHIRE peak 19, 16, 18 OIBRASILI. 243, T GC -, A
AL L 12 & ORUERZ LT L MIRAHEO 4T D0, S TIRREE LTIEDIS G 2SS DL iRy
Wi, B KC500, 1 ppm % GCIZIEALITO) peak I8 O — 23 21008 LTLDLTH S,
FATORILIL, prak 15 AVEIAIS O S THIXIMIIE CIE B0, L ORGIEY S A LTS (
GG 1IN, 100mgkg FYG IR D peak 1) 0553 10mglkg {3 D E L
LY RIS AN

RIG SIMMRIET IO DO TIC T 5. KU-OW i SRR, TN T
O, VUSRIHASZ VTINS5, KC500 TiiLre T » M2 TiY, BRGSO i Ll 4 1
E UL G, BRI T D, MR E L SO ALY B A 0T, 10 0 my Ry
IR TITARIOREA (Balloon cell DIBIEE) B HURFED ANREIODW B 5 111z, ) gk
Kt O LG vEe 8 29 S0, MBRIAL bROY 0L > 12 sz, 10, 100 merkg g0 = UE L]

o=
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KC-500 1mg.ng kg 100mg kg

Dosis
Fig. 4. Gma-chromatographic pattern of PCB in blocd from rats treated with KC-500
for 15 weeks (15 weeks), and from rats after 15 weeks treatmnent followed by
15 wecks of no treatment with KG-500 (30 weeks).

VRN N A e

5L TS AINRE L 22D » ITORRIREZNERE, ERRRYSITREFERLTLY, b
iz W0mglkg K0 | PICEIMRANG & MEIRINTE & L2 - LBURL A RD I DATH S, —Fi, 100
mpikg KR h T, 53U GATEROMMIRLIRIAL TS ¥, 1S MEIZASNIIZGICMA T, Alm
BT Y A R 7 L WD U 1.

fhotR%Tir, S ROECOTHIOMGIERALE , BRI SH/UN MEMNOMDY) Oisihiy
DAt 248 158010 10mglkg PRI AT, BIRMEINII S S X 2 MEORIN AN, LHIZRVDY L
Ceape cell OENEeE 5 LOMH 1

.. % . e

PLEL AR piT RGO00 MG UL THONHA L2 e H 5L, 1) KO0 5 8ic 200, 158
s TN T 5 &, 100mglkg BEGRES OO TR RO 20, B A0ub U TIANRMEL 1
T MThe T h, COMBINENIER . 2) KCS0D 4 100 mg'kg OINTRGY b &, AR, kit
PR TURR OBAGAE L a0, AN I TURAOWHE TS > 1 R bl L TUMINE L 727 5 12
I, 20l DA MDA EAEORATHMMOL A L E A0, MY v a—-2idhi0idar 2
S A RIOBHEI A SARBRI L 3 LRONZIEA, KCH00 ORF T 7 oS- LiTEIET
S, (AL peaolarbital 2k LARRCITIIE, L mglke PRIERTIS - T O XN ) i
Ul A0ESRGIEE 2 0 S~ LOBAEI, 15 200E 0 TIANHTE, JEAE P I LD Tk &
MhhE S WK gk 1Y BT T OMELS AV 4) DO PCR s I A CR LT L O TTIE
BULORCR W 12 10 PO G4 L & LTINS 5 8, i s A8E L ATRA  RUHUROIIN L, 15U

o< JES
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1 PCB 034511 & 2 by 8

B0

IR<TA R A FEy Aol LTINS T3 & 1070300050 & e hy, IF, MiBhigt
PUIL DAL OALKC N E YN0 PO D OWIRA A D X, BRI G D B
EIONIPEDIN YO fo Bt SRIVT A Y 0 PUB SRASIBT S &, e, VL Wiy LiEa
EULHE e A BEE s 0 S b S0 el RPN E YL PUB (X, 2o T
BRHC IS W VT D O[REAT AR X UL 5y GG R F = ldy guce 1 59 K100 peak 15 wngsy
(2 KGO0 Py D ST i Ly 326 KIF @ 2 0 — L CAIE LD AT L 2 L0
LXAGA 6 WTIURFIRIO, WL HERCOR I UT I BBk L DN AT L L )
KBTI C b 25, 100 ik YYD BALOEREL T, SOMILAL V)~3) 1530 2T A fopy
GRO L E BB LB VDS UL POB (2FIRE Ml 6 4D interaction % FH w504 = - -
BYBLOEVR D,

AWy KCGH0 ARR 2P F 5 &0 ) RRIGEL, ADDODLRORL TN T, KG-500 4 Ly
e p&, peatobarbital (2125 RBERRTBYLLRE B 35 HITRUEIZIET B L VD D SN T S S0TL b,
WRCORGHNCTIICS L &, peatobarbital 12 b SERRRUIREDINE, BEGWIRM AR P LIsaa s ¢ -
WL T S, DERARIHE, Chen and Dullois® 12k o T B4 3TV 4. 2O LG, Sl
RO DRCERIFZE DRy = 2 = iV RRIE L TOBC LM BALN, Uizhia TR 54

AL T R OMBNI M D L E PR LD D

ADEEDITEH >k D1, P TIMIEELIZ T » FiTB o> Tid, a0 9 4 — 2 — 1200
JRKHUECIXIBLL 23103, 100 mgrkg 12 GREZH > TR EQEUMBENIRR CH > 1. NS DT,
ARG PO R BLA 6O O E RS, AN D PCB IS Mo S T SRR L I
Sugiuen G079 R, 3,5,3, 5 Kb e 7 2 =~ (TCB) 22 LMTBMAIIL, (EHD TUB 1%
YRHLAC NG, TUB 2 00MI) ) AR THEBMI PO TCB it 280t 5 &, MikDss R >
MGG AT 5 T E ARG L TV D it Bune Sl 2EMD PCB Lyt e 100 ppm DM
Rcher, G I » 1T ALDE, PCB 2 ERVMLIUY PR T, HIRPD POCB SUE S S04l
RPHRL DDLU LR A LT D BORTN, B2 hiE L TE # /{8 b kil U414
DO, BUBHURSEUL PN D 10~20%06) PCB HBRT 3 C & 4D TV D, TS HEDYS, (KN
TR POB QIRSHTRN 3112, SRR, BIITH I > TEKCB LT LT 5 Eb 4R
fifL 3.

KOCH00 83t 5 1 ONFRR D PR Ry itiat s T8 <, 89 200k U T E il i 7
v b T, POMIRIE Y U CHNIL 22R5 0080~ 60200 SN TO BRI TS o 1. § 5 TS 12
Hoy PUN QARDDE, Wi 2 uy = A3V RI2), PCB MHRMTHILIIMG I
WAL L MU RERE, PUB (IF ¢ 2 0 = 2 BIHOHALIGRIZE D RM 1, PEIRL R4 MR 2
wif =t nacromolecoles SLJCTRIN S S & RRET Lo, Slils vz PCB pUFRGS ISR IRWT 5
LSRR, PUB X BIFGIESEM L S -

M L CORIARIS 212 POB O\ Gl s, IMIE AR S BTRCN TN B R 1L S
U RIS - C PUB RIS 0T L3~ 30T 5. IR (L0, s e/ —aitdh
(RRLN LTI U (RATIDE IR b AU ORIHE 2 A N 5 2 L AGEY ST DL LIt Uik POB
R b, (SIS GHEOBIM ALK ] A MBS LD EMAS.

U KTV LB f Y
PR Y RRRIDNY Bt S HET M W 3
B OB T NI RS CHANG 1979 220 D 2 pRES e 2o b A v

N
S0 De s (REG, 1975) 1T IR LT

MO BINHBRA I 2 KWL R

Wy, bR

AR T 6

X
=

DRI A i) b R AV R - HERPIE T2, 955 (1976)
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Abstract- Tsutomu SIHIIMADA, Yoshiki NUNOURA, Eiryo KITANAKA, Shozo IWAGAMI and Yasuko
MIZUTA (Osaka Prefectural Institute of Public Health, Nakamichi, Higashinari-ku, Osaka 337, Jupan).
Recovery from toxicological and biochemical effects of rats intoxicated with polychlorinated biphenyls,  Folia
pharmacol. japon. 73, 887~89¢ (1977).
Kanechlor-300 (KC-500, a polychlorinated biphenyl mixture ining 53%, chlorine) was admini "
to rats at & dose Jevel of 1, 10 and 100 mg/kg, twice a week for 15 weeks. At 15 weeks, the rats were sacrificed
to determine toxicologicnl effects and to analyze polychlorinated bipheny! (PCB) residues in tissues.  In other
hi i ion of the tre ct During the administration period,
the enhancing efleet of liver microsomal drug-metabolizing enzymes by KC-500 was more evident than the

hematological and serum binchernical alterations.  Histopathology of the liver included degeneration of liver
i ) and such was dose dependent.  Afier

groupm, rats wore sacrificed 15 weeks after

cells, single cell neerosis, and lipof 1 in cytor
cessation of the KC-50 trestment, several parameters reverted toward control values particularly in animals
given lower doses. The order of the PCB levels in tissucs analyzed by gas-chromatography was adipose tissae ..
vy kidney>>blomd. Following a recovery peried of 15 weeks the residue fevelds in adipose tissue and liver were
AO~00",, and W~60", of thuse observed after 15 weeks treatment period 1o KC-O00, respectively.  Further-
muore, storage fevels of PCB in adipose tissue decreased more ripidly foll of administra-
tion of the low dive levels as compared 10 thuse given the highest dose. From the findings in the gas-chromato-
Iyses, it is likely that some of the components are metabalized wmore sapidly than others whea the
botizi is enl d by KC-500 uiself.
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