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Comparison and selection of animal models of chronic pancreatitis
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Abstract: Chronic pancreatitis (CP) is a common digestive disease. Its pathological manifestation shows like
chronic inflammation of the pancreas, eventually replacing the normal pancreatic tissue with fibrosis, resulting in
disorder of endocrine and exocrine functions of pancreas. In order to understand the pathogenesis of CP
comprehensively, a large number of animal experimental studies have been carried out, involving a variety of
animal models in recent years. It is very meaningful to choose the appropriate animal model for the subsequent

experimental research. This article focuses on the modeling methods of CP by comparing the characteristics of

various CP animal models, and hopes to provide evidences for selecting models in the CP research.
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IR CP RAEMFERZE ™Y, AP BHLTIHIT
AR SR B S5 A A Dl g, (H 2 AP I )R B K AR
HIBETOR R T2 45 AN JERE (I FE RE, A i iz 2 it
FErhbr, ek CP IR E Bl &R 7R 2 Vi s
S 2 3 T AP R E R AE W] LLIA) CP 41 R H
G ATT , H AT LS8 CP G732
RN ## 2 (Caerulein). L- 4% & B (L-Arginine). JI§ £
i (lipopolysaccharide, LPS). Z. A1 7 A (cyclosporin
A, CsA) &5,

FEARR AR, E 3 Caerulein J2 fi
FH 73 7, Bansod 25 ™R HG AL/,
FFK 50 ng/kg I, BEREESS 6 X Caerulein,
RIEIRE 1 /NEE, 3 R/, FrekE R 3 A LU )
75 CP st 8. R on, TR & 1
4 B v I A R R DT ARG 0, o- I LU
[a-smooth muscle actin, a-SMA ; fi if &2 IR 40 i
(pancreatic stellate cells, PSCs) iG AL bR &4 1. |
2 JR a2 (collagen type I 02, COL1A2). 4] 4Ei&
¥ B [ (fibronectin, FN) i) KA 8 . S 7548
C57BL/6 /N B, v 4 7T Bl Ty 5 % CP gL 24 P, fH
Ulmasov 25 M 5@ i3 % 1Y Jackson 526 25 1) B6J IV bk
Ak H Harlan 5256 % (1) BON PR KB, 5 B6N /)
UAH B, B6JT /N BRI B 7 IR R IR R A . i
7H I 5 K PR B AR R 2 1 200 )9

Caerulein = 2L T K. /N CP B2 (1) &2 1,
FL AR Caerulein v 55 1 B[] F11 551 & 78 A [8] STHR A i
EHRRAEAE ™, E R R R 50 ngke,
RIS 6 Ik /R, BRRIAIRG 1 /hE, 3 Kk /7, 3t
6~10 JA ', 7 3840 CP f)™ S RE S , 46 46 R ]
Caerulein 8% 5 H A (¥ 4557 LA - Ahmadi 21
K 33% M 4/ 3 gkg, TR/ K, 1R/ R
Caerulein (50 pg/kg, 1R/ K, 6 K/ J)BAERE
VEST 6 F JE KB, BEG v ST 41 b Caerulein B4 7E
U 2H SR L T ) JR R R A A, IR HL S T A
R AN SR A 4RI RR BESE 0 s ABATTA ALY
I3 BRAR A 5 WRS 14 1 1 R R A BTG B B AL, 1
A RO ST RS 1 B R S - Gomez %5 1 S F CsA (20
mg/kg) 8 5 A B Wistar K RRGESE 15 K, I HAESE
1 KA 8 KM s v+ it Caerulein (20 pg/kg), 4 X/ K,
BEOCIAIRE 1 /NI, &30 15 REIAT %5 S CP AH M
JRERLCR o ARATIIA S F EEWLA A2 : Caerulein [ H
ot BT T U IR R A M — v A, R
IR S PERIG 51 AP, H 2 1 P R IR v 4 A 1)
A B H R, BF, 151k Caerulein ¥ 51 Ji5 Ji IR i

W AH M BB T AR A, T e B2 U S ) 2 i
HE R R 55 1Y, CsA T DL S SUE b A K IF P
(transforming growth factor-B, TGF-B) i ik DL & AL
AT 24 20 W sk FE RS 5E L {f Caerulein B 5] & (1) iR 76
20 1 PR A B oA IR AR

Arginine /& 7 H 1 & ] AP 2988 1) 25 9),
AT A SR R I S B 22 IR IR S B RT B3 B CP i)
KA, L-Arginine fVE 5k BE AR B S R RS B K
W 5 47 A 5% U, Sun 25 U7 SR ] 15% [ L-Arginine
G i R 4 g/kg. 4.5 g/kg 1S glkg 17 B IS v
BF CSTBL/6T /B (2 TR, RRIKTE KR 1 /N ), 3
JUFITA I 5 g/kg H/ANRAESS 2 IR 25 e A ABETLS,
4.5 ghkg H/NR ZHAE 1 RNFET:, T 4 ghkg 4/
BB 2 RS G BATAIE SR, {23 KRBT,
I L T RIS RIRE o B AEN, L-Arginine )
A BT B R EE R B KT AR R T, 4g/kg LT
K& 1% 5/ Bl CP 1938 B 7 S Wang % "R A 8%
f") L-Arginine (4 g/kg) I8 & V1 5t Balb/c /)y B 2 K,
BEOCIAIRE 1 /NI, TSR IS 48 /NI R B /) BB i &2
IRELEE, A B BRRE . B8 AT LR /) i A
VR RS IG T8, IF LR SR TR P i, SR BRI AR
1K 20% ; VES S 72 NI,/ BRUBR IR RT ELOK & B A
MR, WFEIA >30% 5 (HEFEHE 7R, K&
NERIETD, AFE RN B R 47.8%. T E 4R
L-Arginine MRS, /D IEIEE S A, AT LLRE
/N R AIFET-H M, Hu %5 " SR ] 12% ) L-Arginine
(4 g/kg) M TEST CSTBL/6 /N (2 R/ R, 3 K/,
TR ) RIS CP AR, ZhYAE T N
15% 5 T —# K H 20% (1] L-Arginine (3.5 g/ kg)
PR E S BRI /NER 2 9k, BRIRIAIRE 1 /NI, 72 /)
ISf ] L ) R R e A IR BT TR IR 28 % M L
%A L-Arginine & 8 B 2 yEH, 7EIERS 4 AT
51T o R 4% 240 i I B 2T A0 S5 0 P S el B
1M LY @ 4% PV 98 & B, L-Arginine 75 5 1) B B
/IR, CP AR AR FEAEAN [F) 1 ) h AR A B R 22 5
A /)N B PR R Ji 457 0 B OHE P /)N B L L BE L L 5™
B G2 G, MEEN AL SRR K D
SRR, T AEE N BN AT LK R A 23 2
i INFE R R AR, HEIEA D8RR 4R
DUBL, BEAR a-SMA. FN (3R IA /KP4 B 32 & 1 [
— I JE) 5 PR /N B . B R AT, R A L-Arginine
ST CP LAY RS A [R) 14 ) /N B, EL AR /) BB O
Fi-T L-Arginine £ #i| CP sh#pfi sy,

LPS ' 5 T W [R5 F A o e i 1 452 4 75
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FE, R T 0 S T CP s R LEl T
A TR S 201 CP, KM 25% LI
CE SD K B IR K, 12 J& 5 B8 11 7 5 2 mg/kg
LPS, IR I S A 44k, (R, LPS 1
WA B CRE A — Fh g 32 KR CP BEAY (1)
WO, ARZITE RS AT LR BUNR CP M ANTE
3 224, Sun %5 B 45 SD KRR 2B I AT
(15 gkg'-d!, (HEAER 36%) 3t 10, fE5 8
JEB, R ER K2y ) A2 B 2 7K B LPS (3 mg/kg),
Hak 3, BRI LR LA R O A
H R 7KK BRI IR A /b 12 1) J i 22 R 4t . (PSCs)
WA, T RRJE ol (COLLAL) ik Lt 44k K7
BVEAR, S Al A 5 5 B0 i 1 R R 45 «
T kA LPS 4 53 J D) B 55w 0L, g i e Jss A 488
JiE IR 47 44k, COL1A1 & &, PSCs i 1k ¥ £ & DA
JefiLig TGF-B1 /KFF+ 75, #Es LPS W] geid i 32 &
RNE S SR T TR VA R B 28 ) 2 g
1.2 RENRE

VT E R, ARV SR, KIEAE 2
51 % CP [ W 9, (B /N 25%
B 4 > H AR 3 BUS M IR R AR s s . (A
Ib, FEME VTSR, I T8 0 EE R R 2%
(%) 7™ B F5 B 1T B 3 A A 9 oAt CP i 507 (1 A
B R I 2 B FLAR A T g 45
R T U VL 200 B P R A T B0 M R R B O M
I B, Yuvaraj fll Geetha™ ¢4 1 1 4k K B P 1A
¥ @mp e, & 36% AT, e
Jes 3 5K 77 & Caerulein (20 pg/kg, 3 9%/ J8 ) 3 .,
RILK SRR DRI, I 38 v g s B / i K
POA . AU L BRI R I3 R 2R 25 IO K / %4k
BIEH IR EAE A P =y, BRI T R IE &
SR RS PE CP A7 . Vonlaufen 25 P 5% FH &
kiESF LPS (3 mg/kg, 1R/ ), 4iadE LRI
RBERE (5 S PVE ) 36%) MELE SD KRR 10 &, K
UK BB R v 4 MO R B8, R, JEH AR
YR UIRBIERIRE 3 KRG, AT ILEEARAT
YEALEB IR s IEW B 7 KRG, i PSCs &
AT, BERENRD, R A4 TR .
TR TR SRR R B, g IR 1 1) PSCs %52 1
BB, gRFEARESE, foonoiETREAEAM
HIEAL A PSCs T A1 o

tb Ak, Ida 2% BY SR H] CSTBL/6) /MR, Je2i e
24 /NI, 4RI T 100% RH AR B = 20 6% &0 R #h 78
(choline deficient ethionine-supplemented, CDE) 7 k)

MEFE T2 /NI, CERLEDRIR SR 72 AN, 7T ROA—A
JABH, 2R MR 24 A I 0% 3108 1 i IR 2% 1)
PHOGAS, WRIE AR ESE . i T A (acinar to
ductal metaplasia, ADM) 12T 4E 4 /. 1M Nadella
&t B2 fgi I T IR 75% CDE Gk, ikl #E e
AN, A FEURMRIASE, RFERFE 18 Ji J5 K I/
AT HH IR AR KB . ADM K 4744k
1.3 FRpkiEST

Cui %5 P44 ¥ Wistar KB = T & &AL
(dibutyltin dichloride, DBTC)(7 mg/kg) J& & kit 5t 4
JAJE R, KB AT W R AU . iR iR AR 2=
9t Jo A1 AL S5 B B CP i B 22481k, DBTC i A&
CP [ HLifi 3= BEEFEH A i ®Y, —4& DBTC A LA
SHHE EREB AR ZE, gk 5] K ARVHRER,
T2 FSCRF YR A JER R 28 FH R IR I IR A ¢ 2 Wl DA i Jigs
I FER A 0 1097 36 92 5 SUIR I 4 B 451 4% . Zhang 2 )
44 DBTC 19 i 5 P B L0 i 760 200 M 1y B 3 0 55
ER, 25 /NRaEAT — IR I R ## ke 4 DBTC,  [FRY
BRI 10% LBEMIROK, WA E) /N R e R
AP, IfTEER AT, BEfERERE SN CP,
TR REY K Y DL R E VR T 20
2. MALRUERL T PR CP W BRI - LR
NFISE R, WS R T gl N Sk B8 1% 1) B 4
A
2 RAMER

AN E B AR R S A R E AT
PR ST, HFEE R R AT S ] 5| R HE
TERERG . R R R Y, O R A R
WG, M1 CP R AE MY,
2.1 SELHIL

SRS RN R AP T S CP AL M,
SRTAT, BRI U4 30 4 TR A 5 A5 M AR A IROR 22 5
JIT SR PR R AT R AN — 8 e A — B /B
JRMR B =Nt s, BRI A 3, A
He g B Rk, g5 4L SR RE R R sh Ak
R — 8653, TR 3 v DAE o . iz iy
FEXRE/IN BRI P9 Ao W Th Re sz L/, vl DAEAT K
g M KR RE —ANERRE, R RN
9E Ji W] BRI OB AR 54 1Y AR PR
FHVE RN NS 5 B8 R e, AU 3.0 525
WML AT A3, TN BB A I AT ig i 75%
PLERI FE RS B4, 765 A4 v S 18 MR 2 v
JER MR Z AT, AHR T 2 AN 68.2%, 43 #T 5
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DRI AT fig 5 R B 2R o B FH R /N B AR 2 K, 35fl
TR ISR A K.

[ S FL b 5 oA 5 vE— i T = i) CP A
A1, Sendler 25 " I, #£ CSTBL/6 /NR&5 LI 5
gl — UCPE I s v S R K 5 & 1Y) Caerulein (50 pg/
kg), 21 RJGRInI %S HHEM CP M3, HixdiA
Lt g B AH [7) 71 & Caerulein JE S i: 4 @ Wk / B, &
10 JA ) R H B0 P B ) R AR AT kAL, SRR 240 B
D ERITIE R — kA, (HR AT DL B
BEATMERU, 512 PSCs ik, 55 K S 41 A
JRUTAR, R AR A A BT e AR AL 7RV 5
Caerulein J5 48 /N ZET-F N 10%~15%"7,

22 SEFITHESE

2% =AY AAHFR (trinitrobenzene sulfonic acid,
TNBS) FRE W ATH S AT LGS CP AL, S
JERRHEAT VAT i fb 4505, S, IRk 24 Y,
1M HLRES T MR N, 0 1 AR 15 S RF MR
iR 2 5 () A Y B4 Bai 5 MO FH 2% TNBS, LA
50 mmHg [ JJ7E 2~5 min Py X SD K 5 A R4S 3t
ITWAT VRS, FFOREFIE 77 30 min, XKJEJE 21 KA
I EZ 2 5 N2 CP AHALL )3 BE AR, T HL R I
B S RO P e o 3o . T SR PR R ) P 5 vk
P, TNBS VES 3 K, K BB AT 0L Sk 28 e R B0,
5 Ja Ay LK B SRR e E A EL R Ok, A
FELRT /N I P9 28 4 4 DA R ) s 3 A 20, 2 e
3K 0.4 mL ) 1%, 2% 4% TNBS 2185 i i
IR AE 60 min PIXT SD K B S HEAT W AT 4
SRJGEPRFFE 10 min, IR H 2% TNBS 73 41 5 5 iR
SERTHBLAL UK AR IR SE 5 4 5 S R
R HIARN 575, JREHRHEES ; /£5

5~7 B IR A AL BN R, KRAETI RN 12%.
1M K FH 4% TNBS JEEF P9y 53 75 28 4 J8 st T DL 2 Jik
IR 2R BE AR AL, (RORRRAE TS 2 1A 75%. fi F
I TNBS R B2, W] gl b 6T 28 Wik A 1%
TNBS i NS, KB NO0, HEFETH
-t AN DL 1 Pt R 4 24 P 4 A o

U4k, Unal %5 U9 (5 F g & 2 vE S 284 1 mL
) 48% L9 N\ Wistar K B0 IE S AR, 1 IH A
BRI 1/0 222 453U CART b AR AT M, faniE
JE A 3 REINiE T AP B8, 25 7 KA1 3k 43 CP
R, R IhE N 100% H I RAEFIET:. i@t
¥ Wistar K RBEGE —umEEH &, oS8
PR R R S CP, 2 W LT A K R AT
W5 B J5 B S BT M T T AR AR kAL, S IIBET
BIMET 5%, 1B B2 5 1% & 43 9 H &3
VI SEhRIR A, WARTYIR AfE4EFE 3, TREARE T
BT KB TE

RUSCHTIR JLFR CP i&E A5 7 N A R sk A, Bl
ZiRFE 1,

3 CPHEXRIENT

CP HH 5K H A% B Wk 4F ok L& BCH CP R
HLHIRIF SR A, G 3 2 8 DY A 7 T PR 0 L
TS - RO, AW, RIEER
WO B A
3.1 BRERMERE

JiR R 1A ) S v Ak 5 AP R CP R 24 % )
FHOG,  JoRAR 1 R AE JR I b s 1R i s 2 5 EUIR v 4
AR 5 R0 98 0E SN B 2 IR AN, AP IR E
FIpH JE CP (133 38 5 52 1) g i 9 A4 B8 1 g sl L 40

1 JLFCPIEIE 5 A LR = EE A

A7 5 s [9a)
NS Caerulein  FRIEJVETT L, BUBEZARE, BRI B UL i BT, IR
5 AZCPHATL
G L-Arginine  #RAETVERE, MRBOANEG, BBLRE E L L-Arginine ) FGH & 5 TR AR ;. A
Ax 55 NZECPARA ol TR /I B3 A S5 7 A R P AT A 28
CEDIX £ 17/ Tl 62 s A PR 45041 B i CDEM it tt, KR RAR & SR
CDEYKE (it DL, AR 35— A R e
H kS DBTC TE LI ARG A, ELRE VLS B R IR A 2 1t 3 DBTCH FFIRA ¥4 45: HDBTCREE T AL
ERERNEE R f A WA, R ER SR, 5 EEh
ke 28, BILHEATIL30%, Fitk, SHREZT
FARZE R
SELIE SEWAT  (EJEN [ PRI AT SR AR, S8 T IE SERARE,  MRE @R BN/, R,
e ) B HCPE MFARIIEER G, ISR
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H 7 EOA S S IR A 7 W L5 AR RO A %
HEEDA - BHES B 88 E 1§ B (recombinant protease
serine 1, PRSS1). JBE&E HHF C (chymotrypsin C, CTRC)
N 22 5 R 5 1 B #0771 Kazall %4 (serine protease
inhibitor Kazal type 1, SPINK1) £ 7],

2018 4, Geisz 1 Sahin-Toth “* g% 7 P U5 1t
PRSSI (T7 WA ) Bod Ik #5547 78 &1 p.D23A RAZ
/N B (T7D23A /NG ), PRSST 58735 {4 % fik 2 1 1
JER G L BT AE RN T 50 245, AN RERIHA
I PN R i 5L 0 . T7D23A /N BT ] I ) &
P AP, B 5 HBLEEAT M CP, 4 ARV 4 i
ER A4, FEY KM B . Huang & ¥
P e s 2 A g S 31 K Bh BF A4 2 PRSST. %
AZ A& p.R122H 78/ (LR IR N K ik, 57 7 PRSSI
FEIEDR/N BRI PRSSTM P! BERER/INRR, & LI 3 il
T TR /)N BRI R R 3 ] DL B SR JORE B £, R
PRSS1™ /)N B 1 JB B 4 495 S8 I oA 558, R IR 4%
MM 3G 0 s >R A LPS (4 ng/kg, 2K/,
o2 ) MRS R B, PRSSTMH /N R it i
B R, 18 JOE U L PRSST /N R BE NI,
P DX 87 SR A R 8 I IR A DG B DR Rk 3
CIEME SRS R & S, PRSSIMPH /N AL R I H
Et PRSS1 /MR ™ E ) CP. % T 2B A g vk £
& CP R (1% DL R, PRSS1M# /N AT A A
FIBAE R AR, HE AT TR AL LPS. LBk
i HE R B S IR A AL

CL 03 i B A 2 A JBE 2 1 It T DAk /b Bl
MO X TR A B ORI A, T A D o A i )
5 AP fI CP H—E KRR, W CTRC HH 1)) fE
RVERAFME S CPF L fER R & 7, Al fd BE & A
Bl 2 WA/ TEVEIRTS, 5 BB T R O
WL K B, C57BL/6N /)R 1) CTRC K 41 . T 2
(1 A% R R Jf S B e R A D) RE P CTRC. 1M
W —ATREME Ctre £ 55 (Ctre+ /N ), HFil il iR
3 E 5+ Caerulein (50 pg/kg, 6K/ K, 2K/, 3
10 Ji ) k%55 CP, 53 &I . 5 C57BL/6N X Hf
HAHLL, Ctret /N RUBEIR 248 « 1 4EA0RE IR B B2 5
M5 Ctre+ F1 CSTBL/6N /) iR Jik & 11 g A1 BE &5 11 1
(35 1t & B0, 5 C5TBL/6N X B& ZH AH L, Ctret /)
R 2 1 A i 2 PR A T

W 9% % B, SPINKlc.194+2T>C %45 & h
R R CP RR 3 op a3 (R 5848 B9, 2020 4,
Sun 2 P SE H Caerulein (50 pg/kg, 5 %) IE
S A 7 JE S I 2R 4 Spink1c.19442T>C 5838 /)N i,

(Spink1™™ /N ), I Spink 1™ /INERAE O JE i 3
R IR 5 4 A0 R A IR . PSCs & 4. ADM ¢
R AT 4EAL S CP R IR AE, HL#8 4> Spink1™ /N
TEHAE 13 A A EE B Rk &N CP.
32 BEZH

H 2 EAZ AR SR A N s R RS
DT, oK% SRR AT B AR R R Y
A EFL SRR RA —E KR, HEAHKERT
B AT LS| & CP B B AR B,

Gukovsky 1 Gukovskaya ** £ floxed Atg5™" /)
B AN Ptfla-Cre /N B AS, H%E 1 4r 7 PRI IR AtgS
BRI /NER (TEIRR AS /MR ), RILINERAE 4 3 16
JE S BRI HE R S CP, I HL R IR P /)N B EEE P /N
BRI H BN ™ B (¥) CP. Diakopoulos %5 ) ({7 5%
R ANF T T AS /N BRAE 4 JE RS A B B 22 5
E 2 36 JA S I 14 /N BRI g i R A A2 Bk i) 4
o i I TEAS AN D R JEAC T, T P /0 R D Pl i
HEL T BRI SORE A A Ak, DL R I R A A
A pE. DL B ST 45 SRR « AS /N BRI SR 7
AT B A P AR 4T, I A0 0 0 B e R i P
M A/ IR e R I S I PR 5 Ve N B CP i %
BRI Y, gkAh, Antonucci &5 BT R T R
Atg7 BRI R I/ (Atg7 ™), 7E 4 3 12 Ji
RILT CPRYRE A, HAE AS NREIMHE
YEE BRI . R AORE . I AR DL
ADM JE . fHsE, fENFEH, TiettatEnn Cp
B, HEERAS P ATGS NG TR H K
BUTAT 5 CP H <5 R A B,
3.3 RIEBBHVEE

SRR EI IR, kT B+ -«B
(nuclear factor kappa-B, NF-xB) i [ 1% 1k, 5 AP #l
CP IR AE R EEDIMIE B, 15t NF-«B B 15
DRI BRLUH 4 A T R CP L. Daniluk 25 P
LSL-K-RasG12D /N5 CreERT /s Bl 44 52 15 2 X%
FEAZNER (acinar-Ras /MR, ), K Caerulein (50 g/kg)
BEAT R AL B (050 1. 3 /NI ) JE R BL, MW
acinar-Ras /)N i 5 X FEA1 /N FROGBH B 2 5%, (HE XY
HEAH /N BRAE 1 N RISV 2 IE %, 1T acinar-Ras
/N R I R IR JRE RS A e . RV R SR CPOE
MRo KT Jg iR BV 4 A o 08 B0 1) Ras (HER =
IKK?2 %:[K (acinar-Ras-IKK™) [/, % H Caerulein
HEAT AT BT AL RS R T, TKK2 B2k /)N 5 2T 4
by RIEFERE. 1EPE Ras KCE Y 2 0846, Kk,
NF-«B v PE [ B o] 061 Ras J& PR )38 0, FEAGHKR
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i 968 A2 (¥ UK . Huang 25 5 77 00 5% Ji ¥ 40 g v
NF-kB 7E R 28 FIE R, KA LSL-p65 /N (&
A p65 K 4= K T £h DNA) F1 LSL-IKK2 /s i, ( #F
IKK2 () T 31 2 AR B 22 R B e N & TR
7EAE IKK2 B FE R /N ) 73 5 CreERT /N R AR AL,
R T p65 it ik /N B IKK2 it ik /M. 7E1K
7 & Caerulein (50 pg/kg, 5 ¥/ R, RIS 1/,
Froe s ) sl r, p6s i #iE /N Blon] g2 3
JHR TR = VRS P A, LR R A R PR R
O i VR T R AT 4 Ak, T TKK2 5o 3 3K /N Bt W 22
B CP R I, — P18 1T Ela-CreERTx
LSL-IKK2xLSL-p65 4% %2 3k 4 p65 5 IKK2 L £ ik
RN, RO ILIR IR BB B R, AT
YA KBRS, IR0 NF-xB 1)
GRS CP ) E AL A OC.
34 HibiBEEREXMCPER

OLETF (Otsuka Long-Evans Tokushima Fatty)
KB 4& M Long-Evans 7658 & K BRUFP &K 8L, 8
iof G 4 EE KRR A 55 B A, % KR CCK-A %2
A I ek 5E A Bk g 11, WBN/Kob K B /& M Wistar
A WBN KB AR G190k . w70 R3 : WBN/
Kob KA OLETF KR ] LA &M HBLE A2 CP
FA AR 1, WBN/Kob At K BRTE 12 J8 8 B
H ORI CP, R Iy R AR /N b 8] 1fi s 7K i 0 2%
SN, 16 JER I A K R, RN T
NI PN R S5 IR T Ak, 36 J e A R A B JR 9
OLETF M1 K B 5 8 s I TR A8 o . R AR 1)
A AR A A LA R R . 31 A e
OLETF K BRI AR K R 5 ZE 47 F0 41 44k,
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