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[BE) BE WEBBHEHERY (dextransulfatesodium, DSS) D) K EMiER (oxazolone, 0XZ) #H-SHI/NR I H M
SR RER, PR RERFKEREL, WHFMER, A& 12 R CSTBL/NR, BEHL HPI4, DSSH#E
BH (n=8) FT3% DSS HEKAISd, DSSXHIRA (n=4) IRAZEIBKSd, 56 RAFLFHA/NR. 8 X BALB/C /MR,
BEDL A, OXZHRIA (n=4) FRKRIK3% OXZ (100% ZBEHH) 0.2ml2d, 5dJ5L40.8% OXZ (50% Z
EEVER) 0.15 ml ¥R ; OXZ Xt FRAL T R BRIk $K 100% ZE2 0.2 ml 2d, 5d LA 50% ZEE0. 15 ml ¥l , ¥ER)E S 3 Kb
TR/ WMEEA A/ NRIAIESHTEEL (disease activity index, DAI) | S5 H A KMKIF 2 FRTEITF S, FAI /DRSS
AR FEE S EALYES (myeloperoxidase, MPO) , HZHffi/r &4 (interleukin 4, IL4) , T E-y (interferon-y, IFN-y) |
AP F-o (tumor necrosis factor-o, TNF-o) . #PHF kB (nuclear factor-Kappa B, NF-kB) HJ/KF, &R FHHHE
R /MR DAL, A RRPES AR EIE 58 RAF BB AE; DSS 4%k, OXZ 4515 % ¥ 7] T3 MPO, TNF-o,
NF-«B Bl - F, DSS £ IFN-y B EF, OXZ /5K 1.4 BAR EFt, %it DSS K OXZ #fe T /N Rt 5 ik
SR RER, Kb OXZ HRHN/DRBRGESHRRE The BRAERN, BHREARBRGHEEHR.
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[ Abstract] Objective To establish two murine models of ulcerative colitis (UC) and explore the mech-
anism of colitits-related inflammatory reactions. Methods Totally 12 C57BL mice were randomly divided into
two groups; dextransulfatesodium ( DSS) model group (n =8, allowed to drink 3% DSS for 5 days) and DSS
control group (n =4, allowed to drink water for 5 days). In addition, 8 BALB/C mice were randomly divided
into oxazolone ( 0XZ) model group (n =4, mice were skin-sensitized with 3% OXZ 0.2 ml in 100% ethanol
for 2 days followed by intrarectal administration of 0. 8% OXZ 0. 15 ml in 50% ethanol 5 days later) and 0XZ
control group (n =4, mice were skin-sensitized with 100% ethanol for 2 days followed by intrarectal adminis-
tration of 50% ethanol 0. 15 ml 5 days later). The disease activity index ( DAI), tissular general score, and
histological score were calculated. The levels of myeloperoxidase (MPO) , interleukin 4 (IL4), interferon-y

(INF-y), tumor necrosis factor-a ( TNF-a) , and nuclear factor-Kappa B (NF-kB) in the colon tissue were
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determined. Results DAI, tissular general score, and histological score were significantly different in either

DSS or OXZ model group when compared with their control groups. MPO, TNF-a, and NF-kB significantly in-

creased in DSS and OXZ model groups. In addition, INF-+y significantly increased in DSS model group and IL-4

significantly increased in OXZ model group. Conclusions

Both DSS and OXZ can induce ulcerative colitis in

mice. OXZ-induced murine colitis is highly associated with T helper cell type 2 ( Th2) , which is more similar

to human UC.
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RIEMEM R (inflammatory bowel disease, IBD)
E—MEEIERREEHEREEER, BFERS
B%% (Crohn disease, CD) FIBtZm 4 m K (ulcera-
tive colitis, UC), E4ER, IRE UC P EIRRE Pk
EFH#EHE, UC K RWHEILE BT AERE, Ko
FHihK, HEmehZERMEERTE, FEAH
e, B, LS B R E NS R
WIFLLEER . KRR R A S e Ml o 3, B
AEWHE, BRBMNAAREZNARRM., ik, #
SRR SIYARAL, X B UC MR, R AL &
T 2T A BB L A LI 47 AR b
BiBR 8/ ( dextransulfatesodium, DSS) J% 3% Mk i ( ox-
azolone, OXZ) VEFHE/DR B LS RIER, 7
P 3 ) 4 B B R % 15 Bh T8 8L (disease activity in-
dex, DAI) . ZiHARKIE BRE 4, FFRM
PIF R 25 i R b i B S ALY B8 (myeloperoxi-
dase, MPO). H4H i/ X4 (interleukin 4, IL4)
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(tumor necrosis factor-a, TNF-a) . #%HF kB (nucle-
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¥ Fl C57BL, BALB/C HEM:/INE, ¥H 7 K,
{RE 18 ~23 g, SPF 4, i [E &3Pl i & B
LIS EhY) 4R 3. DSS ) § MP Biomedicals /A 7],
OXZ Wy B Sigma A ], ELISA X7 & W B 4t 5t B RHE
BAYAERAF

DSS /NR LA R By B 5T

%% Melgar 25121 58k, $HL 12 H C57BL /MR,
BEHLA> AW 41, DSS A4 (n=8) F3% DSS H
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HIKAS d, DSS X R4 (n=4) RAZEMWAKS d,
56 RALFEFH /MR

OXZ NR LB KRR B B 5L

%3 Heller 2% Jr3k, B8 X BALB/C /MR,
BEDLAT A4, OXZ MEAULH (n=4) BB I LMK
JaWRI 3% OXZ (100% ZFE¥EH) 0.2 ml, %2 K
HBEIR, SdEL/PMRALTTEEEA 0.8% 0XZ
(50% ZEEFEH]) 0.15 ml; OXZ XHER4 (n=4) X
THEEHREK 100% LEFEBS0% LBV 0. 15 ml
HEN, EREE3 RLEFERH /DR

MEIEIR

MNRAZLEFHEERICFE—BIER, % Oka-
yasu % AR AESEAT DATIESY (R 1), A3E/NRUE W
RIGBIEII I, 18 Luk %5 bR HEAT 45 5 41 40 K
RISy (£2), BURRLI) 4645 I AR A Btz L
AR HATEE . HE Jefs, 388 Ekstrom 2 47
WRTE R HLIRETES (K3),
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B — A B B A i B 1 R 3
B WAL SR BAL LA b B/ R 4
A AL S FAL LA b KBt A —Ab Bt/ RAE 5
WE AT 1 cm
WEE ARG 2 om, B 1 em 1 4 6~10




T 5% 0 45 i 6 /1 BB Y PR A X L S I R L LE 2

R3 HAHHESREITSR

W
i

0 1 2 3

LB R * B Bt -
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ZR7H A MPO, IL4, IFN-y, TNF-a, NF-kB
SENE

Wesn AR K TG, T 4000 1/min, 4CH
020 min, HL R B 100 pl EIEW, # M8 ELISA
BN G VLA AT HAE, BBAR X 450 nm A AR A Ky
WG, FFARE b o A (7] R B2 S R O 2 A s o
Mgk, @id AR A B O EFE AR HE M 2R B2 MPO,
IL4, IFN-y, TNF-a, NF-xB BHHRIHEE

Gt FE

R SPSS 17. 0 FRSURGETH M LRI LA & + 5
FN, RABRAERTT Z08, W& HBHRET R
EoH, P<0.05 BARERABERITFEL

Z =R

AE/NRZE R DAL TS

DSS BEAIH /)N AR A DSS 55 3 K B iy B AH DL JE
R, F4RELIFHARME, Fo Xut4 HARLHA
MAE (4/8); DSS Xf He 4/ B oK B 5 % 1% B
OXZ HAVH/NRHEN JG 24 h B IAE T REMET,
F3RE3 H/AREIMARME (3/4); OXZ X}
HANRHE R 5 ERE BB L ME, DSS HE 6 KK
OXZ %5 3 K1) DA ¥E4> WE 4,

ARNRERLERARKEITES

DSS LAV 5% B /N L, 45 1 4128 7T L B
oK. FRi, BB RN . OXZ BEAIZH /R
SHA KM, RMAE, TRESLASHKERS;
OXZ Xt FRA/NREE A LUK . BEFEIL, FpRETTH &
W, U1 RPNREHARFT GRS (£4).

ARNRERLE G ARRETES

DSS A0 5 X A /PR IE, AR R
AR ERAMEER. MoREHEEL, FETRE. N
JEH R MR, OXZ R4 /N R4S I 4 4
VR R R RAREEBRE. BEHEKL, b
BB, BRERG. FEA R, EAZER
FEREEREARZE, DhERaEyF; &
JEFZK B . 2 R0 RAE 40 B iR, LA AP ok e
ik 3 ; OXZ Xt BRZH/NRZ5 W AR U1 vl WA=
DEFERANRE (£4).

ARENRER LG HE LA MPO, IL4, IFN-y,
TNF-a, NF-xB &8

P DSS J5 5 d, DSS £ &I 25 45 i 44 28 MPO.,
IFN-y, TNF-a, NF-xB 8§ I Ft, IL4 FCHH 8254k,
G5 3 K, OXZ BRI 45 440 MPO, IL4,
TNF-o, NF-xB {g#: OXZ X} FRZAB B FFF, IFN-y T
EAE (RS5),

®4 FRDRERERESNER. GRARKEED BmEiF s

AL
45 n DAI
KIS ¥ BEVE
DSS %f B4 4 0.00 0. 00 0.00 0. 00 0.38 £0.52
BRI 8 2.46 £0.35* 5.25+1.28* 8.31£0.95*
OXZ B4 4 0.29 £0.21 1.50 +0. 58 2.25£0.71
LRI 4 2.88 £0.62* 6.75 £0.96 ** 10.88 £1.13 **

DAL: BRGTH S SR AL LLEE, == P <0.01
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x5 FRE/NRERZHELS MPO, IL4, IFN-y, TNF-o, NF-kB &5

A5 n MPO (U/L) IL4 (pg/ml) IFN-y (ng/L) TNF-a (ng/L) NF-kB (ng/L)
DSS % 41 4 19.75+ 6.59 66.36 = 8.69 275.44 = 41.24 40.41+ 9.12 145.61 + 20.44

HRI4 8 93.93 £22.53* 83.70 £32.72 1530.82 £274.33*  366.04 £109.75** 805. 21 £139. 46 **
OXZ X} H4l 4 37.49+ 8.51 85.91+ 9.55 266.01 + 24.90 47.18+ 8.55 217.40 + 56.41

R 4 122.19 £19. 57 ** 178.57 +18.95 ** 217.37 = 35.59 201.34 + 35.17* 1144, 35 £235. 44 *

MPO: B3 A MY EE; IL-4: HAMANK-4; FN-y: THFK-y; TNF-a: MRIRIERE T-a; NF-«B: BHT «B

SRR AL, =« P<0.01
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T AL R FEAR 9 3 W B R X T B B O R R L RO
PR EMBEAY TR EEEEMNE L, BT, B
IBD S B T F A B R Esh A, £
YR, SRBEN YR M EEYES
R ER, K253 S 00k R R
. EHEK, B Z KPS BD YRR 1L
FYHAE = EE KRB (trinitro picrylsulfonic acid,
TNBS) . DSS. OXZ %,

DSS 2/ HEME & MM —F iR 20, BA M
R—HRST LM AR AIER, KSRl
Bz T LB IBD AR R, ASLH A 3% DSS
BRE/PRIKA S d, WA ERE, HinKE
W GHREFS FORERAS UC P, 0XZ &—
FEPUR, 2 OXZ RkEMB B MY, 7EKKE
W fil iz ) o it ] e AR R R R N, T B B
RO He ik OXZ i 5 72 1) 4 iE # 88 S o7 4% B EL %
gemfla K, ASLHSEM 3% OXZ (100% ZEEHE )
PR & KRR /DR EE, B 0.8% OXZ (50% &
BEvEsN) R, DARBRERR, WKERR, SHA
LREIEIr . WEEZIY 5 UC MM, &7 DSS 0
OXZ 7] ARSI /N R tE 45 I R AL, (HAR
REHEF RS EKE R, WMEEREFE—ENE
5o PR/ 5 1 45 R 3 T R B MPO, TNF-a,
NF-«B B8 EF+, AR H 2 DSS 455 K IFN-y B
T, T OXZ 45fp R IL4 B8 .

HAETHRREIESE R Y], 1BD &H5 Al GE5 Thl 40/
1 Th2 20 Jfd F) 1185 55 YR AH 5C o Thl 40 i %2433 TFN-y
IL-2; Th2 40 M F 3400 IL4 1 IL-5, Thl 408, Th2
A RpE A o W A R, BT T AERK S o
b, MIM4ERE Thl 400, Th2 40 ffd 18] i) 745, T e F
HHBR S IBD R E MK . IFN-y B—Fh3aA
FIBR R R F 5 T IL4 & Th2 ZiHE™ A 59— R il 2
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ER AR Fo ALHE R BN, DSS 451 K IFN-y
BE B, HIL4 A BT [(83.70 £32.72)
pg/m, X B 4H K (66.36 + 8.69) pg/m, P =
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AREFMAREE EEMEM . A SCHIRE DSS 45 R
IL4 B8 BT, $RLHE DSS S 14 I R 2 —
FpdE A Thl 40 fd A Th2 40 f 55 ) B, OXZ 4515
KGRI IL4 BB IR, KU OXZ L4 5 IL4 K
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Hh—Fh I 2 AE B9 4 R 7 IL-13, 5 OXZ 45/ %
XM, AL R, OXZHE ML RIERH
fi R ¥ IFN-y T B2 4k, #—2PIEL T OXZ 451
RE—FEZ B Th2 AN FRRIE, HAuEilfl
A] BB Th2/Thl [8] {4 5 5 B 2% 5% 45 BT 8. (H X PO Fh
A2 5 B 3 45 W R 1) B AR AR RIPL AT 75 — 25 F
o

H R 5 A9 A2 UC & —Fh Th2 4h i/ T/ &
SEVERR Y o BLE BIH g Th2 U %8 AF i 45 i 4 K 7
B PR, B) OXZ 4517 RAERIA T 4 Z 1K (T cell
receptor, TCR) -a BRFE/NR I B R4 W £ #
R A, ATRIAH OXZ A7 ¥ R4
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