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RIUKH 5%DSS /KGR, 5 8~10 RIKHEK/K: DSS+EGF A/ 1% DSS A0 HEZH 4b 5,
I AR FEES EGF 2 Wk, LRSS 10 do Z55HEM: 1 SIEE AL, DSS A% i
H/NR K R PR (P<0.01); &5 DSS BRI HEZHARLL, DSS+EGF 41/ iR 45 17 K B i
WM (P<0.01), 2) DSS MR IRZE /N R 45l m] WA 55, S5 iR fE V4> (CDS)
W m T IEH IR (P<0.01); DSS+EGF /N R4 LUK Wi, 5 DSS A% HE 4 A
b, CDS K (P<0.01). 3) SIEH X RAAHLL, DSS fAUNT REZH /)N R 45 11 5% % i 4 ik
F (Occludin) ¥ J& {2 2 [#1ik (P<0.05); 5 DSS BN HRZAAHEL , DSS+EGF 41/ i 45 1% Occludin
WERETEEP>0.05), 4) HIEHXHRLIAHEL, DSS B RAL/NRZ5 M A4 A &-2 (IL-2)
MEHEN R4 (L-4) WEREERK (P<0.01), H4HMANE-10 (IL-10) WE BERFK (P
<0.05); 5 DSS #AINIEZAAHLL, DSS+EGF ZH4 /7 IL-2 A1 1L-4 ¥R BEAR B &34 (P<0.01),
IL-10 ¥ B35 (P<0.05). AT WL, EGF A] it #2171 Occludin ik /KF, W5
AR IR B T IEH K, WMHME R Z AR B2, Al 18 55 B i) e Bk
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R AP e, SEURIE R R IhRERRNS, @B T s AR BRI AR S AR TR R
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KK F (epidermal growth factor,EGF) R KR FRIEEE R 2 —, &H 534
SRR S 2 BB, EGF i FAR. BEARAI+ 48/ Brunner BREE50U, BEANME
W T ATt MKW, EGF B 2 A EBEYFIhEE, 1ENSRA JIHI 41
e R, HARMEZMHSRGE S 2. BmA0A DNA R FRA M. (2 B
ARG TE M E R B TR REEEEMEE, HiRER, BT EGF 212
BEXT B B WTE R A B A R UL R BRUIG  LSIE0ET A2 3] EGR IS 4R mT S ECHAE T,
/N BB AEE 2 e I B 200 T UM /MG R, U] EGF W i A KR B 2R B 20, 4h

U4y EGF AT e B B T R4S 14

53
RO

ZHEA LM E IR ST, AT LGEER
PEBRIREA (dextra sulfate sodium,DSS) 53145 W 48 /N RONBL Y BN, W 9038 B2 AR KR 15
TETASEENE L SN T8 A R 7R B AR, R o 40 i B AR R, s EGF B
F T2 A = ik e 4 g o 2 P B AR
1 MRS
11 RkgArRl

DSSCHXT 43 &4y 36 000~50 00001 [ i MP A 5], 10%H 4 HH % (40% HI % 100 mL,
R 54N 4.09, TC/KBERRE 44 6.59, 7518/K 900 mL)E A UMK EF N LHKR A, A1
g2 (L-2). MERFERE T o (TNF-a). H4IHiN %4 (IL-4). A4 %-10 (IL-10)

%R (Occludin) &MRFAA (H003. HO052. HO005. HO09 Fl1 H264) W [ FE mt it ik



YT AERF ST
1.2 R

24 2 6 AlLTE 452 BALBlc /N, A REDN 18~209, WH LR skt ah YA IR 5T/E
NF. BTSRRI N 244 C, MIXHZE N 40%~70%, YeHEE Y 12 h B, 12 h B AR ERR
8, [ EREAIOK . N REENLY N 3 4, &F41 8 L, B 1E 5 4 fE4H . DSS B x i 41 . DSS+EGF
Ho EHEMRANRERRS 1~10 KRAMRHAKK: DSS BAIRA /N RIERKH 1~7
KUKH 5%IH) DSS /KW, 55 8~10 KUK KK DSS+EGF 41/ 4% i DSS AL %t it 28 b
M, [FRHER 08:00 A1 16:00 fEHE K RVES EGF (0.02mg/kg) £ 1Kk, HLES 10d. fRAFYH
MLEARIE /N B R RIS SRS LA B R ST 5E
1.3 FEACKEE K AbH

WIS 11 K, THE RE BRI, 4285 M. SHEB Fkst/N R, WP RIT P, B
HmEA L, e /NE i Z LT TR . B 1 em 25 2H 208N 10%H 1 FR VA
4 CORAE: KRB A B K M e o R i o 1 2, SNJE SLZIK % T-70 “CLR A7
1.4 GGG BARIRE VT 5y

W [ 52 T4 R B ARVE R g5 AR S, W RLBOK, AR, YR R IR RHE - A
(hematoxylin-eosin staining, HE) 4+ 2, R4 N M &N R S5 IE S 4518 . KA Dieleman %
(O 38 T 2% 45 AR A FEE BE4) (colonic damage score,CDS), PE4» iU . KRR IR &
QYL RAE 5> A 0~3: BTG EZ I SRR 408 0~4; FR s I FME =R 73 0~4 ).
B RRERIE TSR 20 N 1)1%~25%; 2)26%~50%; 3)51%~75%; 4)76%~100%. &1

I BICIAZ I 205 SOAE T P SRAR T 5, SRR BEVE 20 R TPE 23 IR AT

1.5 il Occludin A 4 i B 5~ Bl &
HERRR I A I AR, MR ERK, VOKIRA THUMSIR, B0 e B RS, RN

e g2y B IE (ELISA) J7E5E 45 Occludin W, LR S5 IL-2. TNF-a. IL-4 1 1L-10



W
1.6 HURALIRRGE b

K F SPSS 17.0 B A4S B HEAT H K 3 75 22 40 #1 (one-way ANOVA) % Duncan (K% % E Lt
Bk, WRIGHR UL Rz R oR . P<0.05 NZEREFE, P<0.01 AZERWEE.
2 4 R
2.1 /NRIGREIR

TEF SRR/ BORS PR DL . I RGBS IE s, BROGE, ToffiM. DSS BEALX RN B
Y 5%DSS /KIEWE, 5 2 RIFMHEMZERE, WaliBeg, W& RE REEMm, MlERER
T, ik, I DA AR, X305 6 KA H ™ H MLE . DSS+EGF 4/ Bk
HRES RSB IR, AN IR A 8RR
2.2 /NRBIEKE

HIPE LA, IR R ARG, DSS BRI 4/ B 45 I B AR B 35 PR (P<0.0D), B4
K77 39.27%. S5 IEW X AL, DSS+EGF 2H /) B4 K FER MK (P<0.01), F#MIKT 21.01%,

5 DSS #AX HEZHAH L, DSS+EGF 2H /N R 45 it FE il SR 3 38 in (P<0.01), 31T 23.04%.

O EF3fHde
s zm%ﬁﬂﬁmﬁ
o 12 N DSS+EGFA
£ 10 t T .
£ o N
0 1 L

BB AR F 7 B R 2 AR B2 (P>0.05), ARI/NSFRFRERLEP<0.05), ARKEFEHE
INE SR EFEP>0.01). FE[FE.
Data values with the same letter superscripts mean no significant difference (P>0.05), while with different small

letter superscripts mean significant difference (P<<0.05), and with different capital letter superscripts mean significant
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difference (P>0.01). The same as below.
K1 EGF X DSS #5345 17 4% /I B 45 K 2 1 52

Fig.1 Effects of EGF on colon length of mice treated with DSS-induced colitis

2.3 /NRBIERE S CDS
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PR WAGA: s [ Z NIRRT BN B R4 MIR N, PR IR AR . R
5 EGF H/NR S 2 23451, RETBE ARG b e 4 2 e 8, R Wbt (LA E N
/b P A M 4

45 CDS 4R 7R, DSS AN IEZ CDS M & v T~ IEH X HEAL (P<0.01). 5 IEH X
ML, DSS+EGF Z1/hB CDS % TIEH X4l (P<0.05), 5 DSS BB HEZAHLL,

DSS+EGF ZH/]Nil CDS #E 3 F&{% (P<0.01), F&MK T 71.88%, wiiHHEE Mt (7ifs 3 B2 05 .

oo O E% A
» A ZDSSHE MM
S 1w | N DSS+EGF#4A
R
8
= i
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s, | ]
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A: IEFXTEEZL Normal control group; B: DSS #AIXtHEZ] DSS model control group; C:

DSS+EGF 41 DSS+EGF group
K2 EGF X DSS i34l 2 /N I 45 W T35 I G A A R FE PP R S
Fig.2 Effects of EGF on colonic morphology and CDS of mice treated with DSS-induced colitis
2.4 45lg Occludin ¥R
HH ] 3 1) 01, 5 1 X HEZHAH B, DSS AR A0 HEZH /)N BRL 45 17 Occludin ¥4 i 3 F&fIK (P<0.05),
PR T 30.53%. 5 DSS HAxHHA41IAHLL, DSS+EGF 41/ Occludin <% &% s (P<0.05),

THE T 39.49%, HIEHXTHEAIAHIL, DSS+EGF 41/) i, Occludin #2535 3% (P >0.05).
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3 EGF Xf DSS #5345 ll7 % /N 5 Occludin B (1) 520

Fig. 3 Effects of EGF on colonic Occludin concentration of mice treated with DSS-induced colitis
2.5 ZHAIRE TIRE

R A, SARVNR A TNF-ok ETE R 2R (P>0.05). S5IEEXTHRAAHE, DSS
PRI Xof R 2 /) B 235 M | L-2 RN L~k FEE A S 25 BRI (P<0.01), 433 BA1IK 1 29.78%41136.59%; 1L-10
W BB (P<0.05), [£KT24.07%. SDSSHLAINTIRAIALL, DSS+EGFZL/NER 45 HIL-2
FNL-43R PR & 380 (P<0.01), 437340 1 41.10%F131.56%; |L-103K & &1 (P<0.05),
BN T31.17%. SIEF X HRAIAHEL, DSS+EGF4L/INREEMIL-2. IL-4RTIL-103K FE ¥ TE 5.3 % 5+
(P>0.05).

K1 EGFXIDSSE T4 W 2 /I B 25 W 240 M R 534 JBE s i



Table 1 Effects of EGF on colonic cytokine concentrations of mice treated with DSS-induced colitis

i H I XTI DSS AL HEZH DSS+EGF 41
Items Normal control group  DSS model control group  DSS+EGF group
BB RSB T o TNF-0/ (ng/g prot) 13.3143.41 13.2842.47 14.7243.36
A 2-2 1IL-2/ (ng/g prot) 4.4040.102 3.0940.658P 4.3640.34"2
H4fAN%-4 IL-4/ (nglg prot) 24,9341 .98 15.8142.0880 23.10+42.95
A4/ %-10 1L-10/ (pg/mg prot) 35.4848.852 26.94+2.99° 39.1443.862
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SHEEMEH, ol IE NP R 700, 7 5 B T R EG R RIEOET A= 3h i 18
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RAEANIRIASE, FFH/AN LG COSH R E PG X LLUEGRFEME 1/ R a4, 4eRy
T Gl BB ES RIS SE B
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Study on Intestinal Damage Repair of Epidermal Growth Factor on Dextra Sulfate
Sodium-Induced Colitis in Mice
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Abstract: This study aimed to evaluate the effects of intestinal damage repair of epidermal growth
factor (EGF) on dextra sulfate sodium (DSS) -induced colitis in mice. Twenty-four BALB/C mice
aged at 6 weeks were randomly assigned into three groups: normal control group, DSS model control
group and DSS+EGF group. The normal control group received normal drinking water; DSS model
control group received 5% DSS solution in drinking water for 7 consecutive days and followed with
normal drinking water for 3 days; DSS+EGF group received the same treatment of DSS as DSS model
control group, meanwhile, these mice were administered with EGF by intraperitoneal injection twice a
day and for 10 days. The result showed as follows: 1) DSS model control group significantly
shortened colon length of mice compared with the normal control group (P<0.01), and DSS+EGF
group significantly increased colon length of mice compared with the DSS model control group
(P<0.01). 2) Mice in DSS model control group revealed a typical ulcer of the colonic tissues, and
significant increased colonic damage score (CDS) compared with the normal control group (P<0.01).
Mice in DSS+EGF group did not show the ulcer of the colonic tissues, and significantly reduced CDS
compared with DSS model control group (P<0.01). 3) DSS model control group significantly
decreased colonic tight junction proteins (Occludin) concentration of mice compared with normal
control group (P<0.05). DSS+EGF group significantly increased colonic Occludin concentration of
mice compared with DSS model control group (P<0.05). 4) DSS model control group significantly
decreased colonic interleukin  (IL) -2 (P<0.01), IL-4 (P<0.01) and IL-10 concentration (P<0.05) of
mice compared with normal control group. DSS+EGF group significantly increased colonic IL-2
(P<0.01), IL-4 (P<0.01) and IL-10 concentration (P<0.05) of mice compared with DSS model control
group.The results showed that EGF can repair damaged intestinal tissue and maintain the integrity of
the intestinal mucosal barrier by increasing intestinal Occludin expression and regulation of levels of

intestinal cytokines concentrations.
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