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A Study on the Preventive Effect of Kam Doo Decoction on
the Subacute Lead Toxicity in Rats

Sun Dong Lee, Young Wook Lee and Hyeong Ae Bang
Graduate School of Public Health, Seoul National University

ABSTRACT

This study was performed to investigate the preventive effect of KDD against lead toxicity.
KDD of 133, 266, 532 and 1,064 mg/kg were administered twice to the rats of Sprague-Dawley
strain and then 300 mg/kg lead acetate was given to times, respectively.

1. The accumulation effects of KDD against to lead showed the changes of lead concentration

by time variation. But, no statistical significance were showed on 8 and 10 weeks for kidney,
spleen, 8 weeks for liver, and 4, 6 and 8 weeks for duodenum. In the femur, statistical sig-
nificance existed during the whole experimental period. The relatively high concentration of
lead detected in the feces of the experimental group means that KDD facilitated excretion of lead.
. The histopathological effect of KDD against lead showed cytomegaly, karyomegaly, inclusion
body, urinary cast and hemosiderin of kidney in the experimental group I (Pb 300 mg/kg).
Recovery of KDD administrated group was inclined to increase by KDD concentration. But,
spleen’s histopathological recovery of KDD aginst to lead did not show as much as kidney.

In conclusion, this study revealed the preventive effect of KDD against lead toxicity and its
mechanism inferred to facilitate lead excretion in feces following hinderance of lead absorption

in the gastric-intestine and organs.

Keywords : Kam doo decoction, KDD, lead, lead acetate, preventive effect, toxicity.

L # &

E¥e B Ee] Ane §higed TEE)
BN, fih R OKEER £ K3 48] BEHRS
—RERES] S Esle o, 2 BEE ol
#eE Al A2 Qlck

foe BFEYE 82, dkholw, BEBS ux, #
fiiito] 327.5C o WIPH EittS 23 Yokt KER
24, 479 Bk REE EAshs e mERe R
707FA DLk ol ER=EY Bl Hosl

*To whom all correspondence should be addressed.

67

LY e pEm fire] =4 #pd ts
WA ). =3, RNe s Glghe) Bii
fifAfE-S 300,000 tons/yrol™, &g BRARE of:
o2 HBe) MEAE kil del FlEsa Ugk?
AES e 40%c £BOE HHEN, 25%E &
&2 2, 35% L8R {L&WE FHs=d], e
¥ ukek uiml mho] ¥, g4, IREVRIKE, W
R, AAEmE PVCHLE Aoy, Zsw &
Az, vhe T Eo FHGY

$he Hukshs SEES U ohel 53 $5R,
MERTH S 4ttt B55E o] ol Wy £M



68 Sun Dong Lee el al

olch ¥ BEHES WINE ABAY (HYe] Hins e
KRGS ot ofz) frdh, KES I HHRo)
Ha glek o)Al gholl o g A R
FE7} =1} &I gl o st (EmSEME, KEmd
By R, B TR, heme AR, BHBE IE
B, RS ST, K MR R] (EEERE RL P
DNA, RNA #j1, fuskse 84, Lhsme Bl %ol
%&%Q—ﬂ %4.1.4,7 12)

a5 HEel B 5 717 §o] &£ 18
75go 2 HX wER 25 b oW B £
o] shtenh HEie Kigdy, HER BTH BYH
2 BE % o8 71 lroR EaEe s &
gt #polchy skl HiTe] AWEMQl MEEe
HEeE ARl 72 whiE, Fidh, &Reh AfERe]
oW HEfE 5o paracetamol FFEtEe] it
A MEIER Y LEREIERC) e Hos &
T prgeEldcks e wel BT e EEE BB, K
KA t4, vlell-A, B, By, By, amine, levulinic acid
ol 48 HNEHY e H2FY —Holvk?® i
95S BHMNeE RE ot WwEY FEdl
FRshs FEM Bolw, KMo 2s HE5e
ek BfrERe B3t EPREERTLS 8 PE
22 HI Agkiy B B(lead coliod
Rl ® w3k, HeClL'W ) AiEEsEq DDVPe
BOBR7E sl A2® Jebgton® Yew''= £
PR FAY HudY MdsRs Baug vt slck
o RERIERC W BES XL e E4B
old|= E-7-3k ofol] iy} FRFE R HFF
& kel R A Esioh A1Eg7ba] R
# BEE #YE = Ca-Na,EDTA, BAL, nitric acetic
acid, diethylenetriamine pentaacetic acid, D-peni-
cillamine o] 9Jcht* 1eu}, o]e|]h KIS
FlEshs Bl w2 F#HrE pEse, Adoele
L&t BER7L oivlsla FRs FEsked
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1. MEEY

& KB gy fEEAN A FHEE Sprague
Dawley #7|7} 3~4F3 =& o o+ 240vie]
(BFE § 50~105g § 55~70g)E fitkyutol fE
BRI HEA N R 6~75% =S o EEel
fFEHskdct. SHEZE RES B 18~22C, §FE
50~60% #ES HEFFA7150 WoHWe 1285 © 12
ByfElel HEERE A IHAHB(EAME | T 81 30, A
Tt 83008 skt

2. HE® % HES il
() HEH IE

Table 1. The content and dosage of kam doo decoc-
tion (=KDD)*®

H#& Radix glycyrrhizae

(Glycyrrhiza uralensis Fisch) 18758

M5 Semen glycine (Glycine Max(L.) Men)|18.75¢
e 375¢g

(2 HEE il

HEH L& 37.5g& 2000 m/ round flaskel] 7
K 500mlE A Hol, A MEAZIZ [
RS fFHse] 100C oA 4BER Fob
m#sle] 337 mlE Bk o] AL 2087 3600 G
WoE GROUSEAD B EERE WESe 70
TollA shsur E<t AEd 5 —#HA T A
HIEAA 8 gl HRE ddvk o] Bk MBS A
e ¥ ARl Akl st e R
{#Hsldc)

3. WEEERET

RS UES EHR s #HE5e 914
2[6], vhell $5 1015 Bishs Hkhs 26 i st
BES fEfTsidch ol B Bl & 2, 5,
9, 125 HE&HS #Wsty, 6, 130 A 84S #
et H, 14HA S 2 56e o) oid AR
sle] 5o KIE EHESIATE ole} e ok %Y
BRI 408 5 9 v [ ik
A5 EEE RBEY 5 e BHEY WES
g #Fatelw & 5 gk

4. W3 o oRES BE
e b SHRE 1Tk DDTC-MIBK# "%
fEskd Tt
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Table 2. Experimental dosage with rats orally treated with KDD and lead
Dosage
Group No. of rats Route
KDD Lead

Control 40 1ml saline Oral
Experimental group I (lead only) 40 300 mg/kg Oral
Experimental group II 40 133 mg/kg body weight 300 mg/kg Oral
Experimental group III 40 266 mg/kg body weight 300 mg/kg Oral
Experimental group IV 40 532 mg/kg body weight 300 mg/kg Oral
Experimental group V 40 1064 mg/kg body weight 300 mg/kg Oral
Total 240

No.of rats: Male and female are equal number, respectively.
KDD : Kam doo decoction. Lead (as lead acetate) : Pb(CoH30,)..

5. X% BT WE

HHEE BEEES 10% M formalin(formalde-
hyde solutiom##ell 2H Lit: EEAIZ] # alcohol
BKEES A A parafind FiH embeding # mi-
crotome2 Ff 4~5 ym=. ¥h#-& 9h5¢] hematox-
ylin-eosin(H and E)o 2 §fste] K88 HEphHic 2
#eestalch

6. ALY MR
A BEel L& BRSO fiRe & R

Table 3. The lead concentration of kidney treated

tgnl EHEEEE FoRSIAT KER BRES
SPSS/PC*(Statistical Package for the Social Scie-
nces) izt TR 138 Flfs] £T SEH %
Duncan’s multiple range testZ EHdt % a=0.05
Ko A & EERER THERS & EES KEs)
At

. % ¢ 3

1. HE#0| ol MEE % k¥ FMoi o|xl=
e

orally with lead acetate with/without KDD during 10

weeks (Unit : mg/wet kg, Mean* S.D.)
Lead concentration by week after treatment
G
roup 2 4 6 8 10

Control 4488+ 2436* | 5188+ 2501* | 7.130+ 1956* | 6.093+2599* | 6.837+0.496*
Sr’f)pu‘;r”;‘e(f;:é only) | 27926+ 12.337% | 28002+ 5211% | 30.879+ 7.012% | 29.746+ 8.101* | 33.592+ 6.604*
Sr’:)‘fpr"ﬁema‘ 26269+ 2515% | 10.199+ 7.271%* | 26,674+ 7.747%+ | 21.816+ 8.084% | 32.216+ 1.198%
fﬁ;‘:‘gi‘ﬁf“ta' 18985+ 1.972% | 23124+ 3750 | 23241+ 5.771%* | 27.498+ 5.071% | 36.249+ 4.634*
i’;‘fg";’jmal 16249+ 1.725%*| 22554+ 3.218%* | 23.458+ 3.325%* | 28.833+9.070% | 32.062+ 1.930*
if‘oﬁ’l‘;m\‘}e“ta‘ 19950+ 7.390% | 23.441+6.218% | 24.060+ 5939% | 25912+ 7.593% | 35663+ 5.813*

*Significant difference from experimental group I (lead only) at p<0.05.

*Significant difference from control at p<0.05.
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1) B heg

B2 ShEE ML= Table 33 7ho] HHARLC)
SO A 4.488~7.130 mg/kg o2 vhehtied),
o] ghe 'EBAEE I(h 300 mg/kg HYEHEPHS FHERDE
IL I, IV, Vel #hitesie 2 488 3Hp<0.05)
olgjo, HHRE: IE 300mgke S 27.
926~33.592 mg/kge] gto g el EHEH 5o
RETT 8183) MWindlich =3, EEREE 184 300
mg/kg HELED T BEREE [, I, 1V, Vsl Mgz A
FEREE 119] 45(19.199+ 7.271 mg/kg), HEREE [112)
65423.241+ 5.771 mg/kg), EHE VY 25416.249
+1.725 mg/kg), 45(22.554+ 3.218 mg/kg), 63(23.
458+ 3.325 mg/kg) A EBRON A HEtEMoR £
tol(p<0.05) viehykont, EEREE Vol 25(19.950+
7.390 mg/kg), 4523441+ 6.218 mg/kg), 65(24.060
+5.939 mg/kg), 8525.912+ 7.593 mg/kg), 105(35.
663% 5.813 mg/kg) M ol B 11, 11, IVe) 8, 10
FHA = FEMC REsH A wWstckp>0.05). ote}
A, HE% RERF FREE 185 300 mg/kg B
o] wliellA 2, 4, 6532 HEHEM #Homew
HES BRI B, BRI, 101 1V,
VRSl il REC 93 #EaE 225 9o

2) Friel $hige

RS $HiBE (b Table 42} 7tol HHAR:
R A 0.526~4.550 mg/kg 3Fo 2 viehygd=w],
o] -2 EEREE I(# 300 mg/kg BHLEYS EHEREE

IL IO IV, Vel fiitedihe 2 R 3Hp<0.05)
oldc). HESRE (88 300 mg/kg HHEEE)2- 4449~ 14.
952 mg/kg® 2, 4FA o= 3], 6~10F Ato]o
= HEEY BE mmeladck =3, FEE 1GH
300 mg/kg EHEH I EEEE IL 1L IV, VY
ol ) EERRE 1119 25:(2.904 % 0.357 mg/kg), 473.
192+ 1.202 mg/kg), 63(5.245+ 2.837 mg/kg), B
B IV2] 252257+ 0.938 mg/kg), 45(3.083+ 0.994
mg/kg), 63+(5.870+ 1.248 mg/kg), 103(4.349% 1.
268 mg/kg) )3, EEE VY 25(1.790% 0.929
mg/kg), 43(2.901+ 1.598 mg/kg), 63(4.730+ 1.364
mg/kg), 103=(5.043% 2506 mg/kg) Tl M Hist
Biho 2 fiEtel 2l 2m(p<0.05), 85 o &g
0L 1L IV, V, 1057419 g5 11 Hlals 48
tho] FMEEA] kK p>0.05). ulebAd, Higm
BLEES EEREE 180 300 mg/kg HYELEHS] Hr#iel 4]
2, 4, 6, 10+4 HEH IV, Vol HWSEke 53
BRI EE, BEeR I 1L IV, Ve i
T8 RE 23 BPIHERES ER7 9t

3) HREEol shigrr

e BB bl Table 59 7ro] H{BRPE
SHIRAES] A 0.000~4.081 mg/kg FHo-2 viehgizu),
o] & EEEF I(3h 300 mg/kg WEARH) T it
o2 HET Hp<0.05)oldct. HEEREE 1(35 300
mg/kg HEELED)-S 12.461~18.135 mg/kg 2. & v}l ],
HRHALIS-cL SRS &8s minsledc) =a

Table 4. The lead concentration of liver treated orally with lead acetate with/without KDD during 1

weeks (Unit : mg/wet kg, Meant S.D
Lead concentration by week after treatment
Grou
P 2 4 6 8 10

Control 0.604% 0582* | 1416+ 0551* | 0526+ 0241% | 1466+ 0287* | 4550+ 2.408*
E;T;‘Tifézg onlyy| 4449£0998% | 45470678 | 8670+ 17957 | 0.954%0978% |14952+ 101767
grxo‘fg"ﬁemal 3635+ 0706 | 3842+ 1.138%* | 8092+ 1.029* | 9086+ 1.378% | 16856+ 9.146%
g}f‘o‘f;"ﬁima' 2904+ 0357%* | 3192+ 1.202%* | 5245+ 2837%* | 9111+ 1.622% | 6528+ 1677
gﬁ)‘fg“?\f“tal 2257+ 0.938%* | 3083+ 0994** | 5870+ 1.248%* | 9518+ 1.101¢ | 4349+ 1268*
g:;f;‘?mal 1790+ 0929%* | 2901+ 1.598* | 4.730+ 1.364%* | 9424+ 1.164% | 5043+ 2.506*

*Significant difference from experimental group I (lead only) at p<0.05.

*Significant difference from control at p<0.05.
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Table 5. The lead concentration of spleen treated orally with lead acetate with/without KDD during 10
(Unit : mg/wet kg, Meant S.D.)

weeks

Lead concentration by week after treatment

Group
2 4 6 8 10
Control 0.000+0.000 | 1993+0704* | 2258+1223* | 3284+2310* | 4081+ 0561
:r’:)‘le;”lnz‘et::j onlyy| 1246153189 | 14500+ 35747 | 18135+ 49047 | 15821+ 1119* | 16119+ 2.126%
Eﬁ)‘:g“ﬁema' 10499+ 3227 | 10697+ 3.931% | 13471+ 2.230%* | 14.367+ 4.018% | 15542+ 1.208*
Er’;‘;‘;f“ﬁf“‘al 8.368+ 3.832* | 10.893+ 5.798% | 7.656% 3.227%* | 13585+ 5.722¢ | 14.670% 1.091°
:r’:)‘ile;";‘\fmal 49734 5475* | 7.449+ 4421%% | 9.044+ 2237%% | 16240+ 3874% | 20.103+ 8.356*
;’;‘f;‘?emal 3666+ 4.258* | 10012+ 6817% & 7301+ 3.3027* | 14.737+2951% | 15.622+ 0.799"
|

*Significant difference from experimental group I (lead only) at p<0.05.

#Significant difference from control at p<0.05.

Table 6. The lead concentration of duodenum treated orally with lead acetate with/without KDD during 10
(Unit : mg/wet kg, Meant S.D.)

weeks

Lead concentration by week after treatment

Group
2 4 6 8 10

Control 0382+ 0.663* | 4.663% 2454* | 5434+ 1921* | 3845+ 2.893* | 3524+ 0.213*
Z‘r’gﬁ‘&“’i‘l’gi only) | 34669+ 86137 | 40324+ 14.784* | 45359+ 26.036* | 54.198= 12.335* |64.804+ 13.704*
;’:)‘f;"ﬁema' 19.021+ 7.663%* | 26.919+ 16452 | 32.372+ 10.202* | 45.847+ 16917* |47.643+ 1.289%*
:;‘:if”ﬁ‘fmal 12,038+ 5.283%* | 35494+ 27.420% | 40.041+ 29.323% | 49.637+ 15242% 52041+ 1431**
g‘r’jﬂfg";“f“tal 6.243+ 3.011%* | 16933+ 12.701% | 30.873+ 20.015% | 42.545% 19.609% |44.917+ 1.987%*
S;:iepr"\’}e“t"l 5453+ 2.545%* | 29,554+ 21.357% | 39.460+ 17.972% | 51901+ 7.379% 54210+ 1.349%

*Significant difference from experimental group 1 (lead

#Significant difference from control at p<0.05.

EEEE [(88 300 mg/kg #HLED = FEREE I, 1IL IV,
VRS ol A BERE 112) 6313471+ 2.230 mg
/kg), BEREE 112 25%8.368+ 3.832 mg/kg), 65(7.
656+ 3.227 mg/kg), EEEF Ve 27(4.973+ 5475
mg/kg), 4547449+ 4.421 mg/kg), 65(9.044+ 2.237
mg/kg) “Lelil, EEREt Vo] 2543.666+ 4.258 mg/

only) at p<0.05.

kg), 65+7.301 3.302 mg/kg) EHI A #Hitmo
2 fEMe] UdUom(p<0.05), 8, 10574 s HE
tho) E=Ex WAUrkp>0.05). wekd, HEHE #
EREES) HEREE 1A 300 mg/kg HHLRES] v)atel 4]
2, 4, 65-2] BFEN FES #EER) s,
FEERE 1L, IIL, IV, VRIS HO8 BE 2R 9%
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BEERe) £RE dslck

4) + 35BS R

+o45i5 2] S 8k Table 63} 7o] HIRR
ghiEp o A 0.382~5434 mg/kg zre 2 vjebded],
o] Zhe EEREE () 300 mg/kg WHLE)-S- EERGE
I 1ML, IV, Vol Fitegih e 2 8T Hp<0.05)
oloich. EERRY I(F: 300 mg/kg #HEDS 34.669~
64.804 mg/kge] o iehh EnEET 1)
wehnsbedch ik, EEREF 185 300 mg/kg HrHLEy) 3t
BEEE I 1L, IV, VRIS Lt ®EREY 119 25
(19.021+ 7.663 mg/kg), 10747.643+ 1.289 mg/kg),
HEREE [110] 25:(12.038+ 5.283 mg/kg), 103(52.041
+ 1431 mg/kg), BERE V2] 23(6.243+% 3.011 mg/
kg), 105(44.917+ 1.987 mg/kg), 28] T, ‘HEREE Vo
255453+ 2.545 mg/kg) BB A HatBez 4
Fiko] 9lelom(p<0.05), BE EERRES] 4, 6, 85
Holl e HEH] FE= 2 @uUrHp>0.05). upehA,
HEE R BB 1$H 300 mg/kg FHEH)

gy} PaElodon, g IL 1L IV, VRS HEs
BE 2R 93 BEHES] #Re= Aok

5) Bge] $hiERE

5] 4RI ML= Table 73} 7ro) AR 3
&N A 0016~1.500 mg/kg o2 vebytd], ol
S EEREE IGh 300 mg/kg EREH T BEREE 1L
I, IV, VellA #FtBpe 2 FES Hp<0.05)0]

ot HEREY (35 300 mg/kg HEHED-S 5.682~13.
688 mg/kg2| 3o & vjeh), HEIUR S SHRE V)
s mimstodch L3k HEREF IH 300 mg/kg
wERpn I EEsE 1L 101 IV, VRS Jh#kel A Rt
[1e] 628664+ 1.171 mg/kg), 107+(12.870+ 0.088
mg/kg) A o FEHE 112] 232.656% 0.747 mg/kg),
629592+ 1.743 mg/kg),  103+(14.290% 0.261 mg/
kA, EBEE VS 2541.846% 0.975 mg/kg), 454
324+ 3285 mg/kg), 87(11.322+ 1.754 mg/kg), 105
(10.926+ 0.088 mg/kg) ™, L&) EERE Vel 231
401+ 1.357 mg/kg), 67(9.576+ 2.614 mg/kg) 4 &) &
Baoll A= FiitBMIo 2 HEMC] U2 K p<0.05),
HESRF Vol 47(6.125+ 3.316 mg/kg), 83(12.315+
0.940 mg/kg), 1057"(13.425+ 0.576 mg/kg) 2] £
ol Me HEM UAUcHp>0.05). deld, HGE
FERET EESEE 185 300 mg/kg #HELEH 2} vl
A S 4B BTy s, ERE
1L, 1L IV, VRSl HEZ% @ £Rd o3 B
Ho] ERE= gl

6) ARREe] ghiEm

FBRE ShERE sk Table 83 o] HHEEEe)
74 = 0.000~0.640 mg/kg Zho.= iebyt
=dl, o] o EEREF I(BE 300 mg/kg #HLEY)
HESTE I, 101, IV, Voll&| #Hiit8me s H53 3t
(p<0.05)& R, HEBE 185 300 mg/kg HHLE)
2 10.408~24.740 mg/kge] FhoE vleht, HEH

Table 7. The lead concentration of brain treated orally with lead acetate with/without KDD during 10

weeks (Unit : mg/wet kg, Mean® S.D.)
Lead concentration by week after treatment
Grou
P 2 4 6 8 10

Control 0.016% 0.041* | 0.376+0386* | 0.622+ 0.196* | 0.823+0520* | 1500+ 0.468*
g;‘f;“l“('lgz(lj onlyy| 5682% 2052% | 7331+ L5B6% | 12754+ 11297 | 13407+ 16477 | 13,688+ 00787
Ig‘:r’;‘fg“l‘}e“‘al 3924+ 1.117* | 6527+ 2996% | 8664+ 1.171% | 13.252+ 1.234* | 12.870+ 0.088%*
g;‘f;“ﬁf“‘al 2656+ 0.747%* | 6092+ 2.514% | 9592+ 1.743%* | 11.901+ 2.715% | 14.290+ 0.261%*
g;ie;“;‘\f“tal 1846+ 0975%* | 4324+ 3285%* | 9.801+3.059% | 11.322+ 1.754%* | 10.926+ 0.088%*
gr’;‘fg“se“tal 1401+ 1.357%* | 6.125+ 3.316% | 9576+ 2.614** | 12.315+ 0.940% | 13425+ 0.576%

*Significant difference from experimental group I (lead only) at p<0.05.

*Significant difference from control at p<0.05.
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Table 8. The lead concentration of femur treated orally with lead acetate with/without KDD during 10

weeks

(Unit ;: mg/wet kg, Meant S.D.)

Lead concentration by week after treatment

Group

2 4 6 8 10
Control 0+ 0.000* 0+ 0.000 0 0.000 0+ 0000 | 0640+ 0.423*
Experimental 10408+ 3255 | 11.983+2621 | 15181+ 1505 | 22174+ 3062 | 24740+ 1.138*
group 1 (lead only)
Er’;‘:fg"ﬁemal 6.584+ 3.730 5769+ 2.821* |  7.690+ 3.537* | 20.770+ 10.105 | 22.373+ 0.638%*
gr’;pue;”ﬁf"ml 2515+ 1.818* | 3560+ 3657* | 6.207+ 3.888* | 14.032+ 3.623* | 16301+ 1.354%*
gr’g;e;“{"f“ta' 1266+ 1.133* | 0513+ 1219* | 3512+ 3.334* | 10.308+ 5.699* | 11.976+ 0.809**
gr’;pue;“\‘/‘e“ta‘ 0749+ 0.858* | 0.850+0.941* | 4.473+3210* | 11513+ 4.664* | 13.188+ 0.730%*

*Significant difference from experimental group I (lead only) at p<0.05.

*Significant difference from control at p<0.05.

Tt Sl WA minskelch =3, B 188
300 mg/kg HEREHT} FEEEE 11, 10N, 1V, VRS K
#eoll A HEREY [19) 435769+ 2.821 mg/kg), 657(7.
690+ 3.579 mg/kg), 10522.373% 0.638 mg/kg) A <}
T 100, 1V, Vol 2, 4, 6, 8, 10549 & &
Bl A B E HEMC] UUTHp<0.05). =
2hA, HEH wHEEEst ESRE 188 300 mg/kg
EEHe wlarolA EEEE 119 2, 857AE B
HEREE 1, 101, IV, Vel HER Bt Zes,
TR I, 1L, IV, VRISl HE% BE %2R 98
B 270 Utk

7 KfES] ST

AES] $RE #{tr Fig 13} 7o) HREE #)
B A E% 25 00 mg/kg, 45 41.1 mg/kg,
6l 434 mg/kg, 85l 57.1 mg/kg 283, 105
Aol 56.4 mg/kgelo=, EEREE (84 300 mg/kg
REDHS) SREE HB 27 1904 mg/kg, 45
1102.4 mg/kg, 63l 1300.0 mg/kg, 83l 16194
mg/kg 18)i, 1054 1729.3 mg/kge|gde™, &
BB 112 (iR EE 25l 817.8 mg/kg, 459
1562.6 mg/kg, 65l 1761.5 mg/kg, 87l 16722
mg/kg Le]3, 105] 18174 mg/kgeldch =3
BRI 12 hRE = 254 932.6 mg/kg, 45
1418.4 mg/kg, 65l 1790.5 mg/kg, 83 1771.1
mg/kg 18].1, 1054l 1813.3 mg/kgellom, &

e
th
I
6 8
weeks
1&\: control P OW u
HEw gy v

Fig. 1. The lead concentration faeces treated orally
with lead acetate with/without KDD during
10 weeks.

BT IV SRS 255 1016.5 mg/kg, 455 o]
1450.8 mg/kg, 63 1872.3 mg/kg, 85-] 18319
mg/kg 222 105FA ] 1876.9 mg/kgolsic}. 12l
3, B Vel $REE 25750 11888 mg/kg, 4
Foll 14309 mg/kg, 63l 1628.7 mg/kg, 834l 17
623 mg/kg 123, 1057 1788.8 mg/kgol ot
ujeb], BIIERES ERIME L 2 L) glgow,
HERE 186 300 mg/kg BREHS HEHE Sot
Whnstelem, WEE I, 111, IV, V 2.5 EREE [(&
300 mg/kg BEF) thl AHEEICR o] Bo
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whol, HEH R N3 fipkito] (RSl Ao
vhebel.

2. IR WM

Eel NEEME Bl B IEH 300
mg/kg FEREHA A= W7 NE REANA WA
SAisle] elem, cytomegaly, karyomegaly, inclu-
sion body %o HAEA $hchd Aliduigke) et
ek =3 MRS RER (urinary cast)9} {Bffo)

5 2 g)9ick(Photo 1B). E& A 1o M= cytomegaly,
karymegaly, inclusion body 9| $ifiagtol] ts)
o] o}, JF[Ek(urinary cast) %2 {7} $s
o} BEEE lllol& cytomegaly”?} 4B fF# 3L, in-
clusion bodys #3812 ke, karyomegaly+
719) viehR| elol BHREC] Aol IEWMIoR
Egetdct. EEkE Vol o we [aESE7L
alelar EEEE Vol Ai= cytomegaly, karyomegaly,
inclusion body %o] %ol o] =o ¥R
v)s=gk AREY #ig2o] eldti(Photo 1C-F). f#
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B2l EEENGEE BiERol A HERRY IS 300 mg/kg
¥R ED ol A= hemosiderin®] red pulp¥]l MKEN
ol A #Eze=Elgl o), R 1L I, IV, VEFelAe
#zzE Al okotcHPhoto 2B-F). wheba, HE® #HE
2 RS B, BB A SRS VR E Rl

T olom, HUGRE 2R A7 = el X
EE%%EI‘?JL‘}.

Iv. # -3
Lt RIS E e S MR PR

BlOKITRAE, AR, B, T iER5, MR Sl TR
Hol e HBAA ¥ ohiet P 34
717) dj ol REFER % Bl Alddl mat fiel
BREw el ol mMinske] FEmHSH BREe
Avist B 71AA S, m=ohE B 9] 3
vhe fhel BARS B3abrl el Haklel fael
s SBEYHA BIRE Jeg?

1. 880| MEEE N XES WMol olxle KD
HEB2| BEFYR
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Hg2 shell M BRI EREEelW,” mp
o2 ik e Hhttele EERTeIo}. Zmudzki
&Me 79 %<9t 5mg Pb/kg bw/dayE $2o] 2}
TFAeld i3 HEE () HEYS o B
el ShiBE Yy &% 128.72 mg Pb/kg(-$%-2]¢], #)
119.22+ 45.83 mg Pb/kg($-H-41°l, 744), 3.64~0.49
mg Pb/kg(FF-2]e], #) 22]1 646+ 1.97 mg Pb
/kg(FrFA o], )2 HRE dHom, Suzuki £2
& Wistar Strain 33 199 %< 500 ppm $5
Wl FHollA 225+ 272 ug/gel ERERE Ak
3k Conrad %% <% Albino Wistar Strain
330l 200 Pb acetate(®]¥}AHs 10 uCi Pb/mg) S
WU R R & BEEC o B(%)S 23.88%(1
A7), 23.23%(2A171), 21.20%(4A]7h), 9.91%((2<), 0.
65%(14 )2 o} Bkl vl @ Phrl ER
el vka Biskgdc)

A EEol e BB 135 300 mg/kg FEE) e
X 27.926~33.592 mg/kg o & EEHARIEL At
winglon, +HElBe EERE I 300 mg/kg £
B RO R, B KERE, BEel kel &
BEZ 74 sshok EEEY 1L 100, 1V, Vel A= 16.
249~36.249 mg/kg o 2 WRREI BHUMIETL
B3 AR o ddrkp<0.05). =3 FEEBREE 18 300
mg/kg HEFHT FeE 1L 1 IVIA 2, 4, 65
Aol FiEtE HEM] YehKp<0.05), HEHel
o) gnFet: BEHEER fEAe] AUtk 2, B
B VillMe #iEtEH BENS ZesRA dsith
Y 1G5 300 mg/kg HYEREHIS] [LErNA] HiEt
Byl BEM-S e Al SstAwt BB 16 300
mg/kg FERFHECH HAZ HEEIL Ho] o= A
=9 BRI e A2 AEs Bl
HZES BHESE 10549 & BRFES B
EERE I 110, IV, VoM ZBEY 4 ltHTable 3).

FHBE-2 heparin, #EF & MBENE N0
s BAmo R Rt BRIFES i
BES BTt EREE AEhd 2 v,
A4, 32E, JUORTE et igie IBERe
Bt +EBo R WRWE BEoRAM £ A
Bel Eold A IAA(RES) N A fEEEste
wog WRUrZE shed g80) Sole® gluta-
thioned} ¥5&3te] Mg 2 W) Rulxich™ e
ol A mR SR AA el AiReE AR
o s Holewdl, old KMol E glutathione
B} ®inghct. GSH level®) ighnol] gk sh}e)
Fedt A fhel BtEe WSk sl GSHe}
BEY g o o7 UM B of Folx).

Suzuki Z*-2 wistar strain @3¢l 16 %<t 500
ppmS HEAY-S wl ArhEe] $HEEE 591133 g
/gelel e, 79 %<9t 5mg Pb/kg bw/dayE S+
Aolg} FAlolof fHidt WEZ ()l HEYS
o BTBRS] SR E &% 34.08+ 2296 mg Pb/kg
($-8-4)0], H), 4995+ 7.71 mg Pb/kg(-$-+-21¢), 7
&), 648+ 2.14 mg Pb/kg(ZFAle], W) e, 1L
43+ 5.21 mg Pb/kg(ZFAlel, A&)olsdvtal Zmud-
zki W2 |l o)} 3L Conrad 0% 57
albino wistar strain o] %°Pb acetate(v]®}Al5
10 uCi Pb/m@) & HARA ZHE & Kol o
Filgol S B(%)S 1048%(1217h), 9.04%((24]
7h, 9.07%(4 217D, 2.07%(2%), 0.28%(14)2 S,
AMER oo 2 2Phr} ERES o #Ec)

A BFol e E58BEE 185 300 mg/kg HEEDC
A EERETEIS Y 4.449~14.952 mg/kgE NS
o, BRI L IV, VY $EEE 1.790~16.856
mg/kg o 2 EERIANISQ M) #E Yok
e, EEEEE IL I, IV, VE EEREE 18 300
mg/kg ¥R Hard o EEREE L, 10, IV, Vo)
8o} 10575 EEEE 1, Il HEHS BAsty #
Ao 2 HEMe EEHY AHE HE U
thp<0.05). =3, % BEEHE) —TT BESR
23t BIEERERT HAE g)ictHTable 4). o]#
3 R $hel Bito] GSHe BEEHE &R Akeld
SRS piEddchs Hsue 748 Rigs
o, HEE ol 2 ZEEH viegw Zol B
Aol Bl A2 )

M-S ghmtte) EER WES ohnh
WS BMERE ARk EFY RIS HEA
71e RAEMOHEAES REEES Telshe BEe R
fho] fEHEE MRS doivhe AV kst
o HBES westedck =3, H98 s b
By} fiElRe s bAIve RS RipYe ¢
o) Bl A H ] BAEe] ofW gEs n)a)
Reo 2 A7yl Zmudzki % 79 E<F 5mg
Pb/kg bw/day s $-f2elel FHAeld iz} 7+
B (el S o MRS SAE s K& 146
+0.41 mg Pb/kg(3-%-4]°], #), 169+ 0.59 mg Pb/
kg(%-f410], 744), 0.36+ 0.17 mg Pb/kg(Z-F-2lo],
H) z22]3, 0.54% 0.10 mg Ph/kg(ZHF-4le), 7)4)2
FERE Agdedl, & Bl A= HEREE IGEL 300
mg/kg FHEFH N A 12.461~16.119 mg/kg o & L}e}
stk HERDY 188 300 mg/kg HYERED)Y EEREE 11,
I, IV, Vi el e B 2, 4, 654 4
Btgo] FREEY .M (p<0.05), 8, 103# ol #HF
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tEol glsitHTable 5). Ml M= shiRE Y} —ET
BE DL winElE HEge] BERE e R
Eahe Ao Hpslm, ofd gk o @& vt
/%3 0e S R a2

t d5Be fiel R RikE el =g
742k vhol wglfr =l HER BT o) shiolct
W ARl A Q]SRRI NBRRE  FRRE A
g Fato] fshed B fiel 10~40%E
she, v Rl AfEo R pRftslchRo% gho
WlcE HilBEshe ol z-(feed back) HEge] 1o
o, FE % 30-o EARMZE doivbd, 6p LAF
ol A A s b AR el A g Abe] o
HES S Faslr o fie® (NI &
AR, B BEEERER, (FR, (HE, IR ke
Weffi(lead colic, »i-%- 723t BN W),
FEIE %o M{tE REERe] #APc? ™ + g
Bl A ghmkilirol] w2 e HHE HEE sl
el o)zt At o]y ol fm BE vyl
shared absorption receptorel| $i# Figfhal A,
ZHp, old % a3 BEE/ BEKE A R
R e 8l7] dfolrh B & Fo FFH
oA HAWL FREAM WicEmet f#ikel $5
e Y] et MUCES 0% BNl A fhd
B fofge Wmach®

& HEol A HEBREE 18 300 mg/kg FERFH)-S 34.
669~64.804 mg/kg o= BHE, FTEE S sheiE
feoll sl =2 58 pehch =8 ERE
I, IV, Vel & AlsEltis 5453~54.210 mg/kgel %
ol HEREE 18 300 mg/kg REREH L EEar 11, 1L
IV, ViEIe] tigell o 25, 1058 B Bl Me
HEM) FE=ER Utk 22l 4, 6, 85H 9
wEEE 1L 0L IV, Vo $higErl EEeEE 1(Eh 300
mg/kg FEREHR L} 7] wi ol AR dd=u
vhe o] 1R alsdn) et BEeRE 1L 101,
Iv, ViSlel HT% BEARY] #£Re 2574 HR
oM sl ot 10F:9el e FEE R &gk
tiTable 6). A2 E®E 11, 111, IV, Vellx] §5
ol o BErEE7E vehbar gl o] i
Has b 8o milkee) das g ire &
o Foleby AzbHEc HHE-S ghel .15k
Al M s S BPNeE ESe £
gl e %3 U Bgeldh HOE el
HiiE HiEEe] 2§, Z4, ammoniumg o2 #
EEden, Bue EAHE ZE o A viEblA
V-B), B;, By, choline & 59 WS EHENSE
Es e OECIH,SY Hih TFEe & we

famsre) alom, W R HEE SEriiEeS &k
A 7] B ek BRI 2 HE S glycyrrhi-
zin(GL) % glycyrrhetinic acid® HLEBERM, Y
A, FERGH, P, BOHEER#EIEH, prostag-
landinfifl, ~Ed 2 AF 2 LPS #H4] M9 cor-
ticosterone ¥} histamine FHEHNEIRUR %ol FHE
2 gloh® =¥ HEB-S BHNSE BE #ipolt
WES] el RS KR Bolw, 5%
Wo 2= Hiigel vret RfEHE 53l
BEERL-e S2hayl AR RS ARshed &
hS BRI KA dogl=d F3ad EE
< el 553 ERE A8 9, HEge
e ghol fEtk e 2 A B WA Bilitte) S
o 4 ch

g Ret RS Re fhel Bl A
71 BB ERERE IR fho] R Rel X
HE EAERC 25 hipoyl dehydrogenase #14l,
transaminase &M #0, pyruvate dehydroge-
nase &MY 2} thyrotropin-stimulating hormone
(TSH)ol| @5 730k g e o2 &
A whs A H kst ARk RiEMESR BAE kst
= e aeAa qlch e, EERREMDS Bl
A BEEIERYY, (BN BMECl A §he] MMM
fEMe]l Al 19 BHHEA BERTHE A8k e
®,? 3l norepinephrine, dopamine %+ e
TS RS Skl HEEYS vXe Ao
oed 23 glct o)&l R EE fhie]l AR oW, WL,
WAl 5 32 28T Bk A PRtz
W BRI MEEGEHY BEE 7Ae AR
A2} ® Zmudzki 92 74 E9F 5mg Pb/kg
bw/dayE SFAlelet FHAeld izl ANEE &
(el BRSPS SRE s %% 062010
g Pb/kg(54°], ), 055+ 0.04 mg Ph/kg($+
Alo], 7€), 017+ 0.07 mg Pb/kg(FF4]o), ) 2
2] 3, 0.18+0.09 mg Pb/kg(=4°l, &) &R
2 dglon, Kimmel &2 0, 0.5, 5, 25, 50 18] 1
250 ppm #i(as Pb-acetate) 3 6~7F FF 47 CD
Pl AMHEEE F3be] S o) ND-0.22(%
BB ), ND-0.87 ppm(5 ppm), ND-2.05 ppm(50 ppm)
o2 vgelhgow Grant Y% ghell Fiiel %l
Tt RIATA MHES BEL 9NY ot 18R
°2 0, 05 5 25 50 22|32 250 ppm #2 &#H
RS S REe o, ND-0.02 pg/g(HIEH),
ND-0.03 g/g(5 ppm) 28], ND-0.24 ng/g(50 ppm)
o] #RE 2k

& ER M= BREE IL L IV, Vellx 1401~
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13425 mg/kg 0.2 EREL 1 300 mg/kg fiid
Bf) 5.682~13.688 mg/kgyt HE S o FF H
kol FsEE AL glov), HHBe] @rAER g
—i gk A gk Bl HEBel fhimtie s
R Bl naje P g 2 4, 6740
Ardgt HEZE FREE Ao 8, 105 A= Wikl
Hezh 2716 wlsl <Fsl HcHTable 7). ol wf
S By 2 fiol THAIZ A Az pliE,
el FA, MESE a8 HEY AR A9
ah, EGEel Hesl RVERE TR e] sld ok
wgh phelAl &3 Kb BEBAE BERGS) ek
shrchEfEdko]l Ao  -#3}o) monoaminergic HHE
BERd e Azt BEe) BRERERY Ak Afel 7]
Woll AR 25 pg/dl g B wlE sk
Frol A uh, HHRERY) FEthol e EAEEES 10~15
ug/dl s @Faof g FAsa 9ok £3]
do|E {LaWe BEel BRBRM PRl JERIRA0) 7]
o Fof] AR M= Barbe] 858 MR s kA
o) gl o B T ascorbic acidv} thiamine &
Ca-Na,EDTAS} [mifel HEAZNS of Fiamtfte
BH e HEHNSE BRI FRESY Z o9
F3el ‘%3 Ca-NaEDTAE [Alfgol fitishe]
PHEHE A S o2 REY F e S
wEg 2 g Zolch

BHRe e EE FEhTdd, BasEiiEe
85~95%7} =] HygEatc). 324647 o) 2|3t i B4
drolj A $49) PEET 10~200de2 ZHw, FhEel
frd=le fhe) (LB el Ao g Aol
Frggolh e, BR8-S HER R
NPER &S ob? A2 YR 27 PSR
%o BEIUESR g5iE ¥olm, £ bone mi-
neralst MHREESH HWElo] Bakd EEHHGN 23
& F=1|, maternal bone lead”} t}& bone mine-
rals®t A HwEed olu By #ielth®
Conrad %2 =7 albino wistar strain 3 3]l 2!
Pb acetate(¥]®Al% 10 pCi Pb/mg)E &ARIN #rEL
% % Bl O B(%)2 1.50%(1417h), 1.82%(2
17D, 1.63%(4x17h), 2.12%(24) 18], 2.36%(14
Q)& Hle] AdrE o2 MEERe] MLt el el
wmgcta Yok

A EB§O] SRIRHLEf) A2 10.408~24.740 mg/kg
o Mhnskan glot, + {5, Bl shgE R}
ko mlEEs ddch R B I UL IV, Ve
0.513~22.373 mg/kg o2 vielr} EEEEE I(EF 300
mg/kg FEEHI ERE 110 2, 874 E KA
TERRE 1L, 1L, 1V, Vo] I #atiy FE8Me) 32

S G eip<0.05). w3k, AMeR R I 1L
IV, Velol Higw g w#ol 2)& 8Hb7] viehs
fFime] v Table 8).

K vk o] 818 Bhltsle B His
olrh FHuE £4° 10~40%Z - di5ihel Al sy
bz, R AfEo @ phftelch weh BEHEE
W e Ao PEiA7ly REAESE g
9 Ziegler 0.2 BAEIo| A fho] mhire} Hithed
I gReel A ghel el Ao PRt y=
0.443X +05452] [MEFHREAS 72bow, el sifue}
AEHEMS FS MBI Gr=0.710)0] Sl Ao
vebvtom, ek B2 RO S ik §i
thig wistardl 3ol 4 #io] #8A Hfio] gt 3
F7F 02% Ayt £ kK Al BEel S
sto] gAchiES FEEAA 1, 2, 4, 85 Foll Afde
Mol gherrE msEslel=dl HERHAMIEQL #ie BE
o] BLshich

A CEEROl Al AW b SRAENE S EEREE (B 300
mg/kg FEEN A 190.4~1729.3 mg/kgo.w B
HARF ol Einske M) Usdch el EERRE
II 11, IV, V& AfE o ghfleis EE%EE 1817
8~1817.4 mg/kg), TEEY 111(932.6~1813.3 mg/kg),
HESRY [V(1016.5~1876.0 mg/kg), HEIF V(1188
8~1788.8 mg/kg) . viERLE AfE o1 S}
A4 skl e 2, 4, 654 HEEE 1G4
300 mg/kg FELEH L BIRRY Abol o] MHEN SRS
ARz} 2 vbd 8 10574 BEH 1@H 300 mg/ke
PYEREN) I EEREE 1L IIL IV, V Alole) £ &&e
ERL pepwslolcHFig 1). A BBl R4 AfFE
che) ghMkEghe) EEREF I(3h 300 mg/kg HERED S
wlal 2, 4, 650 TR I, 1L IV, Vol =
B fERM Higgel & et (Riffst= 7
o7 Az} e, olof tiEk ¥y + 5l
ol 4] SAVRMZ Sl AN W HE %o BES vxE
RS A o w2 et pEsh . A

2t

2. Ao RIBEREY RE HEBS BEHNR

Holtman = @ R(PE, K)ol fhol w5
oksted, el Bl Zvlgkel ulel R of
MR (e, NPE M ST R, vE
Frelo} Wi, 18] BRG] vieldria go,
Markovac V& BEMMIME Sl &Pl ghol
o& 7 ekl A 583 5L BgEe] K
FEREFIS) MRS o vty ok gl ol Rl
B OERE, LT e TEBEEEE 3k
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PiHe) B2 BHENS do|v we M=
$histt NHELAR Sl B %SLAERS bone demi-
neralizationo| ##4:%c}il Long %402 333 o,
ACGIH = K EHAIAM SHs, WEg ReakRo)
RHcn Ao} B hErs sPY 2 s
b R EelY 3 ACGIH,Y Rom %,Y Casarett
B0 RN HRE 1B, TR BEEER, BA
A R R MRS AWM PIRHER,
el FEFR S Wiy} o2 n|EE ol
s 73y gl

X BEO] REREEEY Bz Mo BEEF I
300 mg/kg FEEHN M= BB SAFHEHRR
o] vlelylc) &, B EBERMSE Bl &
ERBE I@h 300 mg/kg BED ol A= W7 NE
BE A pfiEle] 9lem™, cytomegaly, karyo-
megaly, inclusion body %9 #flpyel g M
fomtte] eyttt =&, #MFREMN RE(urinary
cast)®] 1B# 5 hemosiderine] 2H5- iR Eoll
elut, B WA A9 —38lgdciPhoto 1B). 2
Ao}, HEH i Bl wimngel oge} cytome-
galy, karyomegaly, inclusion body o] ff#:3}%
ol ERE VellMve BB Ao vxd EF
M mEsddch old EEBH #£Fc BEM

NEBE BF7Ee] Table 3 B} F3d f5Rddw=,
R ERo dalMe £ PRl & Hes
BiglckPhoto 1C-F). Fowler Z%7e fAfHfkKIE
6~970Y Fab REYE o, 5ppm(dA ¥F) 2
22, 25 ppm(F3 B AN E] BhRS] REMER
By gEigke] vlehdtiay dled)], Bl M 250
ppm REE HHEYS of B2 BB o]
eyt 3o

* BRolA EEE 185 300 mg/kg HHEEEH A
= Mol BRG] giEMQ] red pulp®] R
Bl A hemosiderine] viehut, EEAS] BRFEEV S}
—#astdciPhoto 2B). 1#ivl, HTBIE @)
wingel wets EERRAFHY ERE Jelds he-
mosiderino] E&EE III, IV, Vel vehtz] st
o}, Bhgel ulsl g MRS b BRI
orottiPhoto 2C-F). ©]2|¥ #Hv HEES B
(—fE) EBERE)e]l HW BHBMse Z8Y 4,
Aol A o) g fEHelvt Beol Hdcka 47t
ok e, ool iE A E3F B T R}
ST AR Rt

* EEl A HTEC] shE @byl vlxv #
5o Brfrel rpElET) [t B 5 s
2 olf& A E HE fhe) HEEEw) 2] ol

g3 <ol fEE dx, EAE HOB
choll &Y FHHE, vlebil-A, B, By, B %ol 2l
B et Bk, AR RS +iER
SHIREE VY ShiREREY BER M, A SRECH
SARE REYT %}"U%(Table 6, Fig. 1), A=
Bl AR B F3g EEERPhoto
1, 2) %o HERERE %Zﬁiﬂ o HEgel el
Wiroll AR AMelA Ffgelel Catt A HRF
o2 fEastele EES BACA Bk G
sto] Hersth: HIE ALEe WulE wsistel Kvh
fEo 3 PRfte: Zlo2 #HEEsich

V. By % B

& WIFeE Sprague-Dawley #1307 w88+ H
HES %% 133, 266, 532, 1064 mg/kgS 23] #
B8}, gl #3300 mg/kg S 13] e Jik
2.2 103 4k EERsle] HTiBel famttol viXe
BOERE Aol ax} stgr) o] & A3t & M
2 OKfE o) ghiErel BRAR el REEM BUgel gt
YEBRAREE RIS E3te] el AXF KSR
oA et 2 FBRE ddch

1. HZ#0| |2 Wk % KMo #Hlol ojx|=
s

1) Higo B SHRER L EBRE 18 300
mg/kg FWEREH I R 1L 1L IV, ViEY] HEell A
HEGRE [19) 45, HHEE 1112 65, HWERE IV 25,
45, 6575 9] EERN A HEH] UKcHp<0.05).

2) el EHEE SRS e HERE 1@ 300
mg/kg WEEH T BERE 1L 1L IV, VR izl A
‘R WIS 25, 45, 65, HEE Ve 25, 47,
654 Eagol A At FEM] ArHp<
0.05).

3) W HHEE SHBEEMLe BRI 16 300
mg/kg HEEEH A EEH 11, 1L, IV, VRS HEel A
HEEE 110] 65, BRE 1112 25 65, H®HE IV
2%, 45, 65, 1e]a B Ve 23, 6574 HR
ol A fitBeE AEM] AUTHp<0.05).

4) +i58B) EBFE BRER e BB 168
300 mg/kg HEREHI WEREF 11, IIL, 1V, ViEe K
ool A EEREE 119] 25, 107, EEREE 119 25 10
F, EBN VY 25, 105 183 KWEE VY 25
Bl A HEHe] E=AcKp>0.05).

5) Bioll HRE sHBERMbe BEE IGH 300
mg/kg HERE) T EEEE 1L 111, IV, ViSS) Hetel A
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BEATE 112 655 10574, E&E¥ 1119 25 65 10
T, ERE IV 27, 45, 85, 1034, 18x
ERE VO 25, 6574 EHRCAM FitEMCR 4
Btkel addip<0.05).

6) ARRE ] BT @by 5 185 300
mg/kg BEREH =} FEEEE 1L 111, IV, VRIS Heiol A
ERE 119 47, 67, 10574 <} BREE 1L, IV, V(.
749~16.301 mg/kg)e) o R 2, 4, 6, 8, 107
2E ERA HEMC) s drip<0.05).

7) K BEY SHREE b EWREE 168 300
mg/kg FERED I BEREL 1], 111, 1V, Vi) friggel 4]
HEREL 112] 817.8~1817.4 mg/kg, EEEf 1119] 932,
6~1813.3 mg/kg, EEEF V9 1016.5~1876.9 mg/
kg 223, ERE Ve 1188.8~1788.8 mg/kg o &
ERIREEQE SRl sl Ehinstelont, HEA

2 2 #MboE gl e EEREY 15 300 me/kg
BEHS BET BRUHEY 3 #insch

2. HRIEERTT BE

ERo EBEMEE B \EERRE IGh 300
mg/kg FEEH)N A= HAT7E RS KA WAl
A=l elew, cytomegaly, karyomegaly, inclu-
sion body %] SuEIfgel $hthiE #HSkEto] e}
ek =23, MREN KERS B#HES hemoside-
rine] A AR E N A E Aok B el A&
cytomegaly, karyomegaly, inclusion body Zo) £
BB sl Aol 3z, e} KB (urinary cast)
& #Mbrt lgdch EEE M+ cytomeg-
alyZ} & 7S inclusion bodys Zx3}7
%k2m, karyomegaly¥ A2} vhebilz] oo} BB
R E] 7o EFMoZE EIRsIch BRE IV
M= o e [EIfEHE A BRE Vo=
wol Fo] o] WER T v 53 MR BiZko)
vebwel M) ERERNET Bigtol M SARYERRE
A& heosiderine] red pulp®] cytoplasmaPyel] 4
BEE o), Bl I 1L IV, VEolA: s
A sttt

BER
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