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*RARRL R Z4E FIER

PRERERDFT WA EFREFR

B KRS (Wistar strain) B4 0SB ABEEARXEN, £EA 0. 500, 1000
mg/m’® SEEESSR AT, H 8 6.\, B 5K, 448, REFEAANEBBELERR
A2 AEnGE, SRET, REAKABATAH, BETH  ATH. BRATKRE
THE LM 2 WBC #%, MCV EA s+ AST. ALT. ALP A creati-
nine EHBFI G, LR AMEFTHLTHRAERA LA MM, LF2NmR, ME
BBEMETERG, AITHARRPEMEE, WRADLFHLGS, ABHTRHE
IR A A B L IR R e I b L S R AR R F Pu kR A A At B 2k B
RSN, EEapn R ANET X g Pana N LR WRAR XAS S
FHE LR L, I RATERNARLRN O BB R EdaRE, LA
A AIBE G, LRERET, RASTEAREAEASMSA TR AASEL
1%E, MEILGZGEFTENR, [TEEIE., B2, TIERK, BAEEESE ARES
A, PHEBEEGE 21(5): 296-307, 1995, *HE#E A TEL: 04-330 2101 # 508, FAX: 04-332 3073]

i - BB, WA, EoEM, AH
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EHESBEhERERLMOIES TR, B
AR AR, TEWHE, A—RBR
HHEAE, EERRAH, E¢BPENLRE
eI A B A E AT R, H AR
RepE R, BZ2RTUNFEE 5K T¥E
KEEAEK, REREEREEZEREE, M
sIEE AEBREGE, GEAINIERE 2
15 BRI IE Ry RS R R, B ER
RS EEERESFHS, WEREAEEEB
FATEAARIRE (1, 2, 3, 4, 15, 18, 21, 24,
25], BH(ESE,

HARRZLE & E A 0.0005 pg/m?,
152 16 ppm, A H 1.2 pg/L (3, 8], =
HEFRETRMEEE, ZRIHEEMN
BHEEL 15 pg/m®, BARHPEEHE AR
oA, FRHREMEEET, &

mMEANER, SEFEEER 9], &
Wang & (1992) 7B 5 #th [ WL R T 50
AR, ZRPHEETHE 129 pg/m’,
350 ARAHEHEER 4,187 pug/gm {L
% (1984) R A RS R, B (G RE A )RR
BIERPHE BFEH A 5015 pg/m®, HE
B 930 pg/m®, EHMHRERIEESS BT
1,000 fE /e 4, [ B R I 7E 345 T i A 8y i
EEESA 80 ng/dL, T5lEETHE, &
TEZEE 4, 7] BEAARZ EERE
FLEGRR 1 BPPIR 5N, H AR B A ER T R
AR E 30%, B DRESD 365
(15, 16], A0 s 5 I YR R S T 5%
T, AEBMAEEE N REZES 2
B, E—FEBEUABRSHERPFEES
HEEHEEEZ, LIFHER AT EFR,
B 0 R R R B R ER, HARRE
HZR, (FREF ARG RS



PRI, PRSI RR B E R,

Hhat 3 5
(Merck)

fit: 8 #% (Lead acetate), 99.5%

B 6 Ml XKL (Rattus norvegicus,
Wistar strain), B H 2 Kok A B by,
LR, IREME 200-300 w2t
ASE, BMEIRERS 22 £ 1 C HERE
25 40-70%, ARG & 12 /NRE, SRR B R
(Purina Laboratory Chow 5001, USA) k&
— IR KB A

ABLE ABHYoHREREEAK 3
#, A 10 &, MEHES R, W UGELT,
UG LR, EEEBSNIRE 7R O,
500 1,000 mg/m® (#EREEE % 0, 0.5,
I mg/L), E BB & % H ethanol: poly-
ethylene-400 = 1:1 R & @E# P, MM G
HERE A

X mg/mL X 0.2 mg/min

10 L. / min
= K mg/m*

X 1,000 L/m®

Bl X mg/mL = K X 0.05 mg/mL ; X
mg/mL ZZESIELEIEEE 0 K mg/m® AH
e {E AR R IR 5 ME A SHE S R e AR
WOE IR (HEPA-CAP, Whatman), 54
600 L/hour, LA 100 mL FHE 47 (TOP
©) % e AR, [ B MRS (Har-
vard, Instructions Pump 22, Germany) %
G A 0.2 mL/min AF AR AL (special
flask), FFitf A% A% (inhalation chamber),
MR ACEEIN AR IR AR, nT AR
{H I A ZE Y IR PRI R [22], MK B
AR, LA e B, W E R
BB A EPEHIEEE (Rhema-Labortechnik,
Germany) N, FH#BEE 6/ K, FHE5 K,
SRR 4 A, AR E, WA
KH, LAZBART B K B Fom, LLEEF# bt

3

W Tl 4= 2 mL 4o, B M OER G OB R
(Sysmex-150, Japan) #5 I M # #7235 red
blood cell (RBC), hematocrit (Het), mean
corpuscular volume (MCV), white blood
cell (WBC), hemoglobin (Hb) EIHH ; B
LAMER M5 7 BEE e 5 mL 10, B 5O
WELL 775 X g, HEO 15 08, EUMAE 05
ml LH )i 0§ (Vita-Lab100), 4]
i ¥ 4= b {£ &L §& alkine phosphatase
(ALP), aspartate aminotransferase (AST),
(ALT). blood
urea nitrogen (BUN), total protein (TP),

glucose, lactate dehydrogenase (LDH),

creatinine, Na ", K 7, Cl 7, #BEL. I
TEE. M. O . B B OB R

B, EASINEERE ZRHER LAY E
B (WEE/EE) 50 (%), B 1g fE.
BLOBFL ML BEL SRR MRS AR AR,
A BB A A 2R 7K (graphite
furnace atomic absorption, Zeeman, Au-
stralia) AL BV R E 52 [13], Herks
RIR T 10% H iR AR E 1 EE B
MY R, M H & E., Masson K
(trichrome) B{FTEEMESth (5], FCEREEM
f MR R B A L

alinine aminotransferase

EWRA &AM EMEL one way
analysis of variance (ANOVA) B3B8 # Lkt
i, i F-ratio /N % 005, 3 —# L) Duncan’s
test, p < 0.05, MEREFMEER,

LLES

BREKEMNK. MERMBERASHLZHE
H B PRAR A UG A6 BB b FRAE AR, B AR R
ek B RUE IHIRJRAR FRAIBL S, 1K
WA Rk (s, B, A B o b S,
(B AR A2 R, 2, BRERAIE
BHRUEEL, R EY R T AR A 2 T
B BRI R R S B D (p < 0.05),
48 A0 RR BRI 2 A R S E (1)
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1 EPPUOE BRI GBEHABERARERS oL (%) 2HE

B (mg/m°)
ilEz B, HE R,
B
0 500 1000 0 500 1000
foE 330.18 250.22a 295.56 234,32 217.16 223.44
(46.33) (26.86) (10.98) (07.04) (18.05) (07.50)
it 0.59 0.73a 0.62 0.77 0.83 0.77
(0.06) (0.05) (0.01) (0.04) (0.08) (0.08)
T i 0.26 0.25 0.21 0.36 0.35 0.36
(109 (0.04) (0.04) (0.03) (0.06) (0.07) (0.03)
Bl 0.94 1.56 1.37 1.80 2.33 2.00
(10 (0.24) (0.54) (0.12) (0.55) (0.60) (0.36)
Lo 0.34 0.36 0.34 0.36 0.34 0.34
(0.03) (0.01) (0.01) (0.03) (0.03) (0.04)
AT i 3.11 3.60 3.89° 3.02 3.84° 418
(0.15) (0.51) (0.31) (0.22) (0.18) (0.49)
] 0.20 0.23% 0.24 0.24 0.27% 0.31*
(0.02) (0.01) (0.03) (0.02) (0.00) (0.03)
R 0.15 0.21 0.17 0.27 0.31 0.31
(10h (0.01) (0.02) (0.03) (0.01) (0.05) (0.02)
= I 0.38 0.44° 0.43° 0.35 0.40° 0.38°
(A (0.02) (0.04) (0.02) (0.01) (0.02) (0.01)
E:) 0.85 1.01 0.87 — - -
(0.07) (0.08) (0.06)
DR (10 0.32 0.34 0.40
(0.04) (0.01) (0.06)

C HE IR BRI AT (p < 0.05) ; IEIAEEISFEERE (£ SD) U

MmAEBEMFE(EEZZE

1,000 mg/m?

#HAEZ RBC fag L7 MCV {54 500
mg/m” K 1,000 mg/m® A 2EEZ F % ;
HE L 1,000 mg/m® K B 500 1,000
mg/m® 122 WBC E8E FF ; Hb {H&E
HER, BREMBEF - HEE, mEEst
fi % {k, & AST, ALT, ALP if ¥ &
Creatinine HHEHEREAE (p < 0.05) (
# 2, 3).

MERBR S8 AR HEKSTIE
ZEEERS 4 B, MW e EEEERR
B & L7, 500 mg/m® 8 & B
FoEIS# % 35 ug/dL, 1,000 mg/m® &5
o M B F B HIE 2224 pg/dL, HHIE
BT EE 49 pg/dL, WHBEFRIEEE
£ (p < 005) (F 4), BEsdhs B LIRS
&, L,000 mg/m® #gs& &2, M, HEEFEH
9% 3,804 K 3,912 ppb, # 500 mg/m°
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# 2 FUTUOHRREEAMEY 4 BRHABMKER L MEE M EE P8

B

' B F

#eE (mg/m?)

BIE MR (1358
gk 25

0 500 1000 0 500 1000
RBC .37 9.20 12.02* 8.46 8.53 10.44°
(10%) (0.15) (0.42) (2.26) (0.46) (0.09) (0.87)
Het 50.32 52.28 66.84 50.40 48.46 56.94
(%) (2.13) (3.64) (13.61) (2.07) (2.23) (6.96)
MCV 62.00 56.80° 55.40° 59.50 56.80° 54.40"
(iL) (2.73) (2.77) (2.40) (3.00) (2.77) (3.28)
WBC 11.76 9.62 16.90° 7.42 11.20° 9.70
(10%) (1.36) (3.38) (3.80) (0.91) (2.98) (2.88)
Hb 16.82 16.14 15.80 15.25 15.14 14.06
(g/dL) (0.35) {(0.89) (1.30) (0.23) (0.27) (0.60)
Na * 139.10 130.30 165.04 136.72 128.16 159.18
(mol/L) (2.28) (13.56) (30.63) (0.68) (8.56) (35.17)
K + 5.95 4.94° 4,32 5.04 488 347"
(mol/L) (0.42) (0.59) (0.73) (0.27) (0.55) (0.71)
Cl + 106.02 100.66 123.92 110.50 102.62 122.46
(mol/L) (0.61) (13.21) (21.76) (0.42) (4.64) (24.51)

*EEEMHBEEEAR (p < 005) ; HLARERRERE (£ SD)E
RBC: red blood cell; Het: hematocrit; MCV: mean corpuscular volume; WBC: white blood cell; Hb:

hemoglobin

e 3 fEL L (MR EE 4 1258 R
1,055 ppb), FH & AR E (500 mg/m® &l
M5\ F 45 % 144-186 ppb, 1,000 mg/m® #H M
HE B SF ¥ % 989-1, 107 ppb). B (500
mg/m® H1HERE R ¥4 356-424 ppb, 1,000
mg/m” Hf #E B P £ 5 398424 ppb), B
(500 mg/m” #8 #f i B F 5 & 10-16 ppb,
1,000 mg/m® #E#E 5 %5 27-58 ppb). [4
(500 mg/m® 1 HE B ¥ 9 % 1.8-82 ppb,
1,000 mg/m® MEHEFBLFEIS % 18-29 ppb), i
HiniH s 2EERER (p < 0.05) (£ 4).

PIAREE AL &G R IR M R T A U R
AMERE (500 mg/m® #1/2 £ 5 1,000 mg/m®
/4 &), Ml deTm A0 AT # EE E B RS (500

mg/m® #/10 % ; 1,000 mg/m® #1/10 £),
B RSB B (I 1), 1ff 1,000 mg/m® #1A
EImME R A% B, HERBE A
o ) 0 P R A A

HfEE SRSREEKERETR, 74
— ESHE (none) ; + : B (mild) 5 + 4
I (moderate) ; + + + : BiFE (marked)
4 TEEM (K 5)o IEEM P HEERE 500
1,000 mg/m? # A BB il B v 26 2 8 4 BE 1
FrftEmnss (B 2), MR EABR R ZR
& (terminal bronchiole) BERg 37 FiE B
FRR R AE % g Ar 7 L R MR, 3R B L
£ (FH3) ; BEEARTAEFREMBEATR
£, K% a9t 5 M (alveolar
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HIE (mg/m®)

A HER JHEER
fi 73

0 500 1000 0 500 1000
ALP 199 315" 408° 117 2447 379*
( #/L) (70.4) (31.6) (34.1) (41.2) (7.8) (16.5)
AST 182 227* 322 146 209" 328°
( 1/L) (34.7) (28.6) (71.6) (14.9) (13.1) (10.4)
ALT 61 72 132° 58 63 132*
( #/L) (15.9) (14.1) (23.1) (9.5) (4.5) (4.5)
BUN 26 29 26 25 27 24
(mg/dL) (4.6) (2.7) (3.1) (2.3) (3.9 (1.3)
T. protein 7 7 8 6 -7 8
(g/dL) (0.4} (0.8) (0.8) (0.8) (0.5) (0.7)
Glucose 140 147 150 133 190 145
{mg/dL) (15.4) (27.6) (10.5) (12.5) (14.7) (14.0)
LDH 1604 1706 1668 1109 997 976
( #/L) (930) (275) (413) (148) (508) (272)
Creatinine 4 117 16* 4 12° 19%
(mg/dL) (0.8) (1.7) (39 (0.5) (0.5) (0.5)

* BB AR EVE SR (p < 0.05)  FEIMABERFEERE (£ SD)E

ALP: alkline phosphatase; AST: aspartate aminotransferase; ALT: alinine aminotransferase; BUN:

blood urea nitrogen; T. protein: total protein; LDH: lactate dehydrogenase

macrophage) W WA S & =Y, HAETE
A3 Al A IR GO IR (foamy cell) (@ 4),
LIHUEE Y (acid-fast) Buth, n] a4 Sk
ZHRF (T 5), MLHE SFHI AL type-IT #H
fgba A R EB I A (collagen) HERE ( [F
6), Ll Masson I trichrome %4t [ it &2 2
R HE (B 7) 5 Hr Ll 1,000 mg /m® 2 F
HF B 500 mg/m” ReE ., IR A RRAL
100 R B H B S B AE A B A R SR O
TR, M NREEALIERR KB, e
NE b B ARBR P TR R R T M N B T
([# 8 ), (HENE NI AR,

Hh

Y PESEAS T2 F BRI, 45 A8 AN =
TR T (REES, fRER), RaRERZY
GRS HERF 930 pg/m®, RIEEN 1 mg
(4, 7] FHERMFEMIFES LA LIF6
R, BEE 5K, T LIEREREZ 20 5,

FH— Ak SRR A B R B T TESE 5,000 mg.

AT, LI P R 8 5L 8ok AT
Hrl, R AVAE SRS S 5 A 500, 1,000
mg/m®, B0 6/, FHEL K, FHEEE
48, WEAR AR BERARESRE Y
B2 10,000 K 20,000 mg, B EULEEEHYF
S TR RTEOMRE S, FLHMOE
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£4 PP B IRREERSY 4 R A BN SRS B

# 5 (mg/m?)
i PRI 0 500 1000
11873 YN 0.56 5.12% 22.40*
( #g/dL) it 0.82 3.68° 20.32"
gy /N 5.00 186.00° 1107.20°
(ppb) £} 7.25 144.80° 989.60"
B ik N ND 424.00° 424.00°
(pph) ND 356.00° 398.00°
iRy & ND 16.00° 2750
(ppb) £} ND 10.00" 58.00°
it N ND 1055.00° 3912.00°
(ppb) 15 . ND 1258.00° 3804.00°
i 2 ND 4.80° 29.80°
(ppb) 0.50 8.20° 18.00°
ND : R AR ; © S IEHBEENER (p < 0.05)
225 FEIPURE BRERBEERSN 4 8%, KB Az SRR L
e (mg/m”)
Bt 2 0 500 1000
5 Mk
AR A— — (0/10) + (10/10) + (10/10)
ARROR T ] —= (0/10) + (10/10) + (10/10)
i ik
SR - (0/10) — (0/10) +~ 4+ (8/10)
I P 5 + (0/10) +~ 4+ (10/10) + 4+ ~+ 4+ (10/10)
VT L B A B AR — (0/10) +~++ (10/10) + 4+~ 44+ (10/10)
A = (0/10) +~++ (8/10) ++~++4 (10/10)

AR . — . MURE  + B (mild)  ++

B A (PR ER/R B B )

FE (moderate) ; +++ :

PHEH (marked) ; $LANA
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HPE i EE SRR s B E AN RS
(subacute toxicity) #23%, I # HE B
2 oAl RERRE, LICF A A RS M0 E BTG Juit
Wz BERHE,

KBEEFERR AR ERE 4 BE, HE
B, SEEHAFZ MCV {HFREE, 1000
mg/m® A RBC #8803 in, R Sm=
ETE, EBEALEEEHE 0 YEZIHA
B9 (18], B, FrEEFIHEERMAMTI R 24
EALERE B 8 hn, BNBEy P75 [RehLim R
PEIE n, EEEEAEMALNERA AR (2,
15, 23], MEAREBE R AELRES M
%, RHAS PR R R AL AL, TEER
FIRFR, SEE R, MORELEE AR
KECERTE (1, 15].

EEACRENEEEREHEAS, &
ERIR RAES SERR I, HEAIT SRR
09 B i ANBUE RS S BRI B g LAYE R
FiE, 1,000 mg/m® # KB Z M F
¥4y 2224 pg/dL BUSE 49 pg/dL, HUR
i e i % B R SE R AR D B EE 2 33
pg/dL [1] &, TTAEY S R EGE A
I 2 e S SR R R, B R R
VR E SR A 30%, AR K REHIE 10%
(8, 23], AW Collins % [1992] & FH
WESE B IR (0.4) B0 IR SRR (0.06)
i, FEESTESEGE, SENANE
RRE, EWAE SRS R, LR AEEE.
i, moRERNNERES, HRAE
B (1), mtelan, RRBHESRE, BT
EREESERERER, RMETHRNTE
wEE, HREREETHAHIRETY
B (1, 15, 23],

IMm&E+ ALP, AST. ALT A Creati-
nine (& EF, fifi. AT, Ba & RHLEE
M, STiEtERYE TR RERNZE,
MR T R, IThE8HEE
V(A AT BT NE R s R
AR R HERE (AT M A% N LR EE (2, 23,
25], (BEE FBFHEEERETIE N EE
MEEE [1], I+ ALP [EEEEE L7,
TEAEEEEmMMh, &, FECZ3 -

EREMEE, HASRODBKERAR
(1], {Bif# ALP A _LJFR% &5 6h s ss
(nickle sulfate) 2 ZtEMiEE [16],

& ph NI SE R A BEER G G | L 2 A
T EEPEMBAERNZRE (terminal
bronchiole), HEEE T H#E E i, #
% 4% JE kST 4 B KRR BLim E RN AR, Y
T2 MM type-11 FERRIE &, ZHREE
4 BE A A R R B v s A A R A R
¥y, EEE AR MR (foamy cell)s
b AE RS, W AT R B ) O e A K
N R R R TRRE L R R A, H KR
o AR HE AR BRGE, BB BB L
R B g g A B R B A S SR A, R -
B OE R, SRR E (17]. b
I B AR R 4, TR E MG 4% A
Hefb, HEMIREE RN KTE R EEMBE
W5l S M EYE AL, Y EH fibronectin
K tumor necrosis factor (TNF), fib-
ronectin /& — i §E 4 3 (glycoprotien) I
TNF Z 4 AbiEM & (R0 B #R iR (fib-
roblast) #{LBE LA R, #HEMEREMEL
RBIE, AR SR HBATEDE., 8 (N,
W (Cd) B HMhESBEMBEAEE (10, 11,
12, 16, 17], RO RMEBRERE, 246
EHE LIRS IE, /LA (metaplasia). £
£ (dysplasia) B #ll iz % # £ (mutation,
DNA addutcts) ? dEm 5 | ELHER (17], &
FEE, OAPRAREERSR R RE
W AFREEAAVERE, FEEM S E AN,
MASE NI B

BEEAAFSESEPEE R, PDUEH
e, HURE R R ATERE, W
BE IR AT [ Bk A HR R, AHEAMmEEAN
&, Hr]HEhESEERER, BEARE
#h [1,15], Rabinowitz % [1991a, b, c]
AEaltTEREFEEEE, KREEENR
R ST R vl A2 B A 5 BRI
BEFEssE2Sl 61% - Wang [1992]
AERF FAHT LR HES ERHEIK
HaBTRHESERE, NIHEHELT
MY EEIEE Y —, E8mREED{FEE
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MNE, BB KR A L2 SFimyb gy i
BEZy 37 peg/dL, wINIETE(E 20 pg/dL [7],
T35 EE RS R S T S T 2 b B i 1
£ 62 pg/dL,  FHorpsl i B e e A
i 80 peg/dL, I A 5 ER T HAV R G, A TS E
iR, HE 2 TPERFRDE 10 2 20 .2 A
(6] HURRWEEREGROTEE S, H
NG B i # FERG N5 55, AN AT

o BT 2 5 B e 1 0 R 1 e
PEEA R (1] Bl vk 0 A 1 81 on 2 A
Bir, S SR B S Ry S B P S PSS k2 15
A HBEER, LI Gy i e A,
- QMR ST BRI by U5 B RN A 0 B R
SE I 2 BEEAA BE R (effect dose) £
BEvE, ATRERERE(EFI B, S5 8T
BB B RS (risk assessment) 22 7 — B B
e F R, '

FEH AGTERZBIEE L, SRE, E
F B/ MAREARE, A BCNMLY T BE,
RIS R 5 ) 10 B B B BE o0 A,
AR

R Tk

1 B, ZE=0E. FIER, HyaRfayi
FlRE S e, hEE R BB R G e,
20: 338-347, 1994

2 YHEL. I, FIEAN, HyE L
7k AR 2 Byt K ge, =h, b
PSS AEER L AR i, 1993

3 MESTE, LUFA G ST o B
b 138 o o R A 2 RS, Eh,
B CFRA 3R 40, 1991

4 LR, i, EASERSINFE R T
R HEM T, SEEE L, 5 284-
290, 1984

5 mEnth. wFEik, B R T,
Ak, FE AL, 1988

6 PBEHE. #y0FE DA ey AR,
TELEHF), 12: 35-43, 1991

7 OGPREE. ASE. BEEEE. MER. B

10

11

12

13

14

RABRESHTHE T2 88585, b
ik, 100 19-29, 1990

B, REIE, S, i CEEER,
3:934-938, 1976

Agha S, Willilam WT. Blood lead
levels in traffic constables in Karachi,
Parkistan. Journal of Environmental
Health 55: 20-21, 1992

Collins JF, Brown JP, Jamall IS, Zeise
LA, Alexeeff VA, Wade M], Siegel
DM, Wong JJ. On the carcinogenicity
of cadium by the oral route. Regula-
tory Toxicology and Pharmacology
16: 57-72, 1992

Driscoll KE, Maurer JK, Poynter J,
Higgins J, Asquith T, Miller NS. Sti-
mulation of rat alveolar macrophage
fibronectin release in a cadium chlo-
ride model of lung injury and fibrosis.
Toxicology and Applied Toxicology
116: 30-37, 1992

Groten JP, Koeman JH, Van Nessel-
rooij HJ, Luten JB, Fentener Van
Vlissingen JM, Stenhuis WS, Van
Bladeren PJ. Comparison of renal toxi-
city after long-term oral administration
of cadium chloride and cadium-metal-
lothionen in rats. Fundamental and
Applied Toxicology 23: 544-552, 1994
Flajnik C, Shrader D. Determination
of lead in blood by GFAAS deuterium
and zeeman background -correction.
Instruments at work. Varian Optical
Spectro-scopy Instruments. AA-110,
1993

Fowler BA, Kimmel CA, Woods ]S,
McConnell EE, Grant LD. Chronic
low level lead toxicity in the rat. Toxi-
cicology and Applied Pharmacology
56: 59-77, 1980

Goyer RA. Toxic efffcts of metals. In:
Amdur MO, Doull L, Kloassen CD.
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Casarett and Doll’'s. The sience of
Toxicology. 4th ed. New
York. Pergamon Press 623-680, 1991

Hirano S, Shimada T, Osugi J, Koda-
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Subacute inhalation toxicity of lead acetate in rats

* Jiunn-Wang LIAO, San-Fu TSAI and Shun-Cheng WANG

Applied Toxicology Department, Taiwan Agriculture Chemicals and Toxic Substances Research In-
stitute, Taichung Hsien, Taiwan 413, ROC

SUMMARY Rats were exposed to lead acetate at 0. 500 or 1,000 mg/ m®, 6 hours
per day, 5 days per week for four weeks. Ten rats per group were killed by ether at the
end of treatment. Lead acetate treated rats exhibited decreased body weight gain and
slight diarrhea. The related ratios of spleen. liver and kidney significantly increased
when compared with those of the control group. The values of white blood cell (WBC)
count, creatinine and the activities of asparate aminotransferase (AST), alinine aminot-
ransferase (ALT), and alkline phosphatase (ALP) also increased. The mean corpuscular
volume (MCV) decreased. The lead concentration showed a dose-related increase in the
whole blood and various organs, especially in the lung, bone, and kidney in lead-treated
rats. Gross changes showed slight splenomegaly and diffuse white spots on the surface of
the lungs. Histopathological lesions were characterized ‘by increase in the number of
nucleated erythrocytes in the spleen; hepatic swelling and erythropoiesis; renal tubular
degeneration and eosinophilic intranuclear lead inclusion bodies in the proximal tubules;
epithelial hyperplasia in the terminal bronchioles, mononuclear cell infiltration, type-II
pneumocyte hyperplasia and focal fibrosis in the lungs. The damage caused by lead
through inhalation was mainly located in the lungs. [* Liao JW, Tsai SF and Wang SC.
Subacute inhalation toxicity of lead acetate in rats. J Chin Soc Vet Sci 21(5): 296-307, 1995.
*Corresponding author TEL: 04-330 2101-508, FAX: 04-332 3073]
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