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(i B ¥ picryl chloride (PO BB MR RME SR Y (PC—DTH) @A FREE R #1507k 2 H
PC R FRUR/INRB S, 6 X5 M PC RN dr, B B L% 5 R AWM GPT M EHF BT AR
REFREFRRA,GPT EHWE LA FHERKE VTEEN ARAKEARBHS. & PCHEMH
SR It e A0 7 P B R T X R B4 . (R IE RN BT ES PC MIARBHAR TR, XBHREH, &
FFH R 2 2 AP BE R R A 9 PC—DTH Fr51E, KR L5 DTH RV M BEH X, & A T HFEA+

FrR&HLE RIS MR
(XRA) BREUESER

HERREH FRNEERYRSIRFREY
EENHZ -2 W EZHFLAHERIR
P ERFARBGMBERHERERE T @AM
SHMNREEEEN®S, AN EENE—FES
HTHERMHRG. B~ EREhBANTHEY
REFREEAnEEREET, T REY 2Rk
ERFAWTEERFNEEEL HE HANEKRER
HEME R R LG RERNEAFNEELAATE
HENED RZBEOHURBREFEFRFE
SAEATHMWEERBZ — A FRERILH G
M a3k T ERYE. AL, R{TH picryl chloride (PC)
BEAFNOBRMGERN  HERENM BT
B RGHRE SR AL

L2t SRSV A

—. B & AN

picryl chloride (PC)(A AR R M Tk #A &
) ¢ 35 8% Bk B (cyclophosphamidum ,Cy) ( L ¥ 58+
ZHHT ) ME SRS ER GGPTRE AN (L
wWEHH SRR .

.4

6~7 M (20~24 REEWE AR/ B,
B REGR A R P ERER B BRI KT 5
WERE,

=.PC FBUMNRB R B %% K ¥ (PC—DTH)

BEPRBME, R 1KBPCH ZBIFEW 100u] B

CORFERREES REARNEFE R RN L
T
@ILHE PEHER RIT 212003

FHRfE SRR

picryl chloride

Ko XEENBREERER 1%PC HRUE M &
pt Hifr, 24 AR EHTHARNEE GWHENE,
BEEREENS K DTH K EHBE. MK 3
RETHRBRER . Boe XEAERE . BRE=
W DTH R R,

W .PC—DTH B /NB TR 5

I PC B .6 XX AEHERENPCH
BMMBER 10pl FEWFER DTH RE(FHRE—K
DTH), AR 5 RNEMTBH BB KT -
CRE, AT EM e XR I XRWHEHEE K
(FHR=EZKED AEIATEIFLE K
DTH.REEXRHYE. He XEEFRERF NG
CF#HB_% DTH), B4 SIS, it 18 /MRS
AL, W5 M7 4 I EBAIEYE, [ Bt 6 T,
BloY%BIREHET . AEEEY A HE REtE4
SOREERE,

F A0

t kK 8e .
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—.PC—DTH & PC—DTH BB #l 5 &, 37

BUNRLELHEHELR PC—DTH, M RA /A%
SHEFHRMS. ERNE LR UMBEAHER
HMEYE.E—XKDTHREN/IREZLEANTHE
BBk % % DTH R Bt A BB S8 — K S8 H R

AHBUNRGERFBRE, Wdt A PC A 1% %
B RAEHSERMENH. ER.5E%/MER
&+ EAFBERSE X DTH 9 /MR SB—
S W DTH M3 B 4A M GPT K FE¥ A4k,
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MELE _ XK DTHR/NRFREARIT RABHR
EQOER A#GPT KFEFA/ED. HE,
BEXDR—WEFEREAN 0. 2%.0. 25%.
0.5% %01 14 PC Ay b 7y 0 SRS 1000, BR 1%
BB A R T Wk b, R 33 sGPT KF 8
M (R 2), MEUTERYRA0.5%1 PCi#
froih. REXRPRIEFREA 0. 5%PC MMM
WM 10p 5,8 2 XIRERM,EL 6 WKL sGPT
FEEMAL (X 3.8 12 R MG R ot & AFAE,
AEMBERELRILRY.
#* 1.PC—~DTH 5 PC—DTH \BIH B 83/ R
1]
‘Tab. 1. picryl chloride (PC) — induced delayed type
hypersensitivity (PC — DTH )and liver injury
induced by the DTH mechanism in mice

Ear swelling sGPT
No. of 0. of .
Group . (X103%mm,  (karmen unit,
: mice _ -
(X+SD) X+ SD)
Normal 8 185+ 42
Ist DTH
Control 8 0 8 189143
DTH induced 8 103+£31 8 187t 35
2nd DTH
Control 8 (] 8 208+ 60
DTH induced 8 184+ 14 8 493+226%

* ,p<0. 05 vs Control
% 2.PCEMTERNRFBER sGPT A FHEWY
Tab. 2. Effect of the injection of PC into the liver of
normal mice on sGPT level

Conc. of PC(%) No. of mice sGPT (karmen unit,X = SD)

Normal 7 191440
olive oil 6 195437
0.2 8 173433
0. 25 8 204160
0.5 8 : 203127
1 8 ' 269196

¥ 3. —REFPN PC R DG /MR sGPT &%

ehig: £ 204
Tab. 3. Time course of change of sGPT activity in
mice received a single injection of PC or

olive oil .
Days sGPT (Karmen unit, (X+SD)
after inuection Normal olive 0.5%PC
2 122429 126+ 24 120+16
4 153+27 15757 156447
6 152+6 148+ 21 153+ 64
8 133+92 141177 121448
10 182+ 40 165+ 82 177+28
12 183125 163+ 59 171+ 35

PEAEFREIIEI ABIBT S

Z.PC—DTH B fi/M R sGPT K ¥ty i 2
314

BUNB T KRB Bd A 0. 5%PC By
B 12 /NS FE8R @R 6 /BT — A sGPT
EYEVERME 1 R EPCHFRE 12 e,
sGPT KA B 7 1 . 18 /Mo ik Bl R e, 24 /B FF
HTRUEREZER K. ELEHNERT S
A 18 /MEHERM.

Z RERNEESRRMG

BU/MR, 8% — DTH. S8 — K DTH. K ¥
BB ZRBEERRFRG .S RME 4 TR BRE
—®R DTH #h, 8K DTH.Z KB AR =Kk H ¥ 5h
Y sGPT BHYEMBAEHEAR HFUK
HEHEYBE M TZRHE B EERBEH
3 KW, — WA A & (150mg/kg) ] Cy MBS 1 8¢,
BEMMBT FFHRA.

X R B EA 6 H/NBEFT I ASREF
RE, RHA 5 FIH A BIRFE, 38 B84 K
HEMRRERBHEEES. B2 hHAB MR,
HP ANTEEREAREN,B R ERTFHERY
BEEYEIRTE . WX B4 (3K 4 control C ) /MEAFRERL
—BIE AR ,
¥ 4 PC—DTH BFMHG/IR GPT S8 T 1t

R Cy ilm.

Tab. 4. Change of serum GPT activity ou liver injury
induced in various ways by PC —DTH mecha-
nism in mice and effect of cyclophosphamide
(Cy)on the injury.

Group No. of miceGPT (Karmen unit, (X +SD)
Normal 7 188+ 49
Ist DTH
Control A -6 180453
DTH induced 6 190139
2nd DTH
Control B 6 214£70
DTH induced 7 313156
duplicately sensitized
Control C 6 197125
DTH induced § 3441 159%
triplicately sensitized
Control D 6 187134
DTH induced 7 294 70% %
Cy —pretreated 6 446+ 166 % *

* ,P<0. 05, % % P<{6. 01 vs respective control
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&

Fig. 1. Time course of change of sGPT activity in liv-
er injury mice induced by PC— DTH

E 2. PC DTH B FF# /B A MR HE 3
& X400 ‘

Fig. 2. Histological picture of liver from the mouse
with PC-DTH induced Liver injury. Hema-
toxylin and eosin. X 400
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Hy IR 458 AL , fm antibasic liver protein H{% .anti—
liver specific protein itk R A /NMERFHSARR
BRSO, AFREGFRFET HHRE. B
ROTFEFRARBEEFROZNEGERERE
HMEGHRRERTRY, LB ENRE. T ESD
P bR G RV R TR, AHFRLU DTH
NRA R MR AR Y B V3R {45 RAE R L
XEYLH R RER AT,

DTH Rt T @R SHEREE, R RAH
BRUEMARN P OHRERTY, ZHRENDR
FHPCEMBEE—KNE EERAGTIER
E R B, (B R MR BB AR BUG , 3 L
% GPT BH B TEM . T X FHEFRRBR L
REREARUSEF AR ERERS, EHRE
MSARNAHARY. £ TH K DTH REHN /b
BUE 7 frb Ak B W BE I M B, R AT — K
DTH RN EM/PRERKEE FEFRERR K
DTH R .G RABERKETRFBRES, X E L
B SGPT L@ ¥ 7% . F# . X/ NEA PC
R K EZRHE,GPT KERHEE LR U
KREMEENBF. M _RBEDRAFRETTER
HRE¥EN TRFARB BN, RERBES,
ELXTHRGHR L. S K=K HE/NREEA
Cy 4% , /5 &7 PC BUBNT A 62 A 75438 PC—
DTH® KR M T TSRO WES
B, &R .Cy BRINET .

#3E 5t PC—DTH BUF R &HETT —
Bt R sGPT HHEMFAHERAR DTH /5 18
AEERBE. REXDRFTN PC ZAB KM
B, ELE MR 12 X, 5 sGPT KPR LM, &Y
PCESHERNRRIIERBHF MG, Mo K BHF
RAW & BARE PC F 8/ WA T REE & O
LM GPT Bt SERMRER. -

ETLEAEL ARRIN THRERMFR
i BREEFRRBAR LMY PC—DTH K5 &, iR
9SS DTH KR LM BRBEEH X, BB A RE
ﬁifﬂﬂﬁf%ﬂtﬁ&ﬁﬁ%&ﬁ‘ﬁﬂ%ﬁ‘ﬂ#ﬂ%.
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Animal model of the liver injury induced by a mechanism of delayed

type hypersensitivity :
XU Qiang ,2WANG Rong and XU Li—hua®. Dept. of Pharmacology of Chinese Materia Medi-
ca,China Pharmaceutical Untversitv, Nanjing 210009.® The Provincial School of Traditional
Chinese Pharmacy of Jiangsu,Zhenjiang 212003

Picryl chloride (PC) — induced delayed type hypersensitivity (PC—DTH)was applied to mice
to cause an experimental liver injury. The model was produced by PC challenge in the liver of
Kunming strain mice that had been previously immunized with PC on the abdomen 6 days be-
fore. The activity of glutamic pyruvic transaminase (GPT)in serum and histopathological
changes in liver were evaluated. As the result ,distinct elevation of sGPT, necrosis of hepatocytes
and infiltration of granuocytes and lymphocytes into the portal tract and sinusoid were observed.
The pertreatment of cyclophosphamide before PC immunization markedly augmented the injury.
However ,the PC injection into normal mice liver did not induce an injury. These evidences sug-
gest that the liver injury is a result of the PC—DHT occured in liver,related to the intensity of
DTH reaction,and this model is suitable for investigating the mechanism of liver injury as well as
remedy for liver diseases.
animal model picryl chlo-

Key words :delayed type hypersensitivity (DTH) liver injury
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HREERERZLEINB_BERACEERIRIZH H. Donat FWER . F 19935 6 H 14~18H
EORENHET AXLEMEEFER shulman () Hijort (F} 3 ) Isojima( B ), voisin Gk BD ¥R ¥ %
BHREEETALRT RS, B 1L ETHSEAFRE 2. BEGHFE 3. BRKE=HELE 4. EHH
R ;s RN BEESASTELIFTRERE KFRBRPMERTRABTTHL. BHXE. &
MERGHREARMFEA ARAZHHIT SRARE, BN ARBFETEAIENHRABEES.
Rk HRBERRE. AR RO AL ZHRBEAHANHNEIBFITORERERNE . XKKEH
EDEE By — RO 9 “ 40 B b A B S R 20 A 6 ) 0 T AU A0 SUSIR A MEY R A IR R RAE X &
HERNSTRENMTURERR RN BT ATER. ZALHD . FASNTHRELHBET
“FE 3T NK 418089 S sl fF A " R 2.

(Chinese Journal of Immunology,1953,9(5),:287)
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