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Protective Effects of a Lycium chinense Ethanol Extract through Anti—oxidative Stress
on Acute gastric lesion mice
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ABSTRACT

Objectives : Gastric lesions affect many people around the world and their development are results of the
imbalance between destructive and protective factors in the gastric mucosa., Lycium chinense has been widely
used as a traditional Korean medicine, it was recently reported that they have potent anti—inflammatory effects
in chronic hepatitis models, Therefore, this study aimed to investigate the anti—inflammatory activity of Lycium
chinense extract (LCE) on HCl—Ethanol induced gastric lesion mice,

Methods : The ICR mice were divided randomly into five groups of six animals each, Group A was normal
mice, and group B was treated orally with 0.5 ml 150 mM HCI-60% Ethanol. Mice in group C and D were
pre—treatment of LCE (100 mg/kg and 200 mg/kg bodyweight, p.o before HCl/ethanol treatment) and group E
was orally administered sucralfate (10 mg/kg).

Results : 150mM HC1/60% ethanol—induced gastric mucosal injury mice were ameliorated mucosal damage upon
histological evaluation by treatment of LCE, Pre—treatment of LCE attenuated reactive oxidative species (ROS)
and produces peroxynitrite (ONOO™) in stomach tissues, As results of stomach protein analyses, LCE
effectively reduce inflammatory—related factors such as cyclooxygenase—2 (COX—2), tumor necrosis factor alpha
(TNF—a), inducible nitric oxide synthase (INOS) and interleukin—6 (IL—6) in gastric lesion mice, In addition,
nuclear factor kappa B (NF—«B) and inhibitor of phosphorylation of nuclear factor kappa B (p—IxB) were
down—regulated in LCE—administrated gastric lesion mice,

Conclusions : Our discovery supports that the therapeutic activity of LCE ameliorate the development of gastric
lesion via suppressing the oxidative stress and gastric partial inflammation induced by 150 mM HCI/60%
ethanol,
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5o} glo &4 W] 4,

FAJMA = Sl&EHR, Y4t Al ZFAEd B 9 oo
H=EZ F7F 59 WA FZUAe} Helicobacter pylori 74,
H|2AH|Zo]=4 49 AEA|(Non—steroidal anti—inflammatory
drugs, NSAIDs) oFg FchEgw Bag Aad 8%
xEd 5o 24 AN} EAoIT) el By
Aol Aol FAAAEZEY 189 Wolr|9e Fa
wEEy, ZAANE FaAAG Woleldt okae A
uro] &go] WAEle] WA, $F, 28 $o Byl vend
o olEet ZAre 'gletn s, AULew ojem
EAfo] AyE AS QHF ol Ty,

gz A9 2 AAY A=A 4HEH 9A a5
7}2 Ho—receptor antagonist®} proton pump inhibitor
(PPI) 9] oFEoln %83 1 &77t JZHUF

Ho—receptor antagonist 2FE2+ cimetidine, ranitidine,
famotidine, nizatidine 5°] 943 PPI ¢FE=2+ omeprazole,

pantoprazole, lansoprazole, rabeprazole S°] 12w, o]
= FE2 dHHeE 53 X' AdE Holal AW &
31AS 1 FolE dorAMY, R, FEHY], 7HEE
59 Hzhg # oopgt dF T JRAY A9 E A
JelHEe AR FAS Holx A9rt k.

mEta E EEES Folal FAl FFEE WY
Aaie AR &4 FIAAR HiEE X&EH R AAG
I FAO f-eE BH3sk= Ao| Fasity, E3F AU oF
2 B&F Aol B&Eol %= 4 dAAT B8k
A B} ¥ BSAE A B8dt= o] uiEsit

AHe RS AR A= stillen, sucralfate, teprenone 59
okEo] NIEROY durdoeg &aio] Hi £, EW,
A 887 5o Bago] glon EgFo] T2 Tho] QlojA
e er=9] o] Hasit

Mt f-(Lycium chinense)= 7HAN 3o &3t YA €4
TEOR FJHL 21 Aule 2a @ 743 A% 2485t
o AFE& MAstaL Fo] skt A7l ¥E oA Y S
9 ABozrX e (betaine), AoFRHE (zeazanthin), 7}
2Y (carotene) Fo| FFEO] len, ojof T ATR+=
Fastan”, dgzstae’ Vo] HuEge B ohyzl, #4)
A 8 gmeo] R, Aokid HrY 2 Be anf
s EuEdct, £ THREIAEREERER, o MidTE T
#4548 99 81 208 A=g SEHUF S AEE, 9
oA $1%ol ThgEE thajokgold,

au, of¥7kA] s dES B 7 Mk T
7b dEE-gite®2 {itd e F= Rl ik «Fd9
S A 71" A7t olFoIX| A gttt olo] £ AFA=
34 9 FERYE ol&sty xATHY T, AEH AE
& 2A4E, d2" 24E 59 T 252 B
1, FoUE ZAE del7lol Balsk= Hiolth,

Az 2 gy
1. A&
1) 8=

ICR oh§-2 653 43 309128 2e|AE(37], FelA

Tt 15 Bt AFA T HSAZ T A AHg
Hth B8 A8l AL conventional systemOE L&
22 + 2C, §% 50 + 5%, WYF7](light : dark cycle)=
12/t 712 24889t AlRe TPARE (FE9E 22.1%
old, A 8.0% °lgt, 2AHF 5.0% olst, RIE 8.0%
olgl, Zw 0.6% o1, <1 0.4% o4, AFAL A 73

7het & S8 3ETH

A
Aol g3 Mt T-(Lycium chinense)s -&718ref=
(A, g=hollA et AE AFFAe] wxo] HeHA}
sto] ofqrZ el A% AWS FAste] ARSI

e 2
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3) Alef

Nitrocellulose membranes+= Amersham GE Healthcare
(Little, Chalfont, UK)ollA +U43}99aL, Phenylmethylsulfonyl
fluoride (PMSF), phosphorylation inhibitor of nuclear
factor kappa Ba (p—IxBa), inhibitor of nuclear factor
kappa Ba (I«kBa) phosphorylation of nuclear factor—kappa
B (NF—«B), Inducible nitric oxide synthase (iNOS),
cyclooxygenase—2 (COX—2), tumor necrosis factor alpha
(TNF—q), interleukin—6 (IL—6), Histone, f—actin I} 2}
A= Santa Cruz Biotechnology (Santa Cruz, CA, USA)
ZHE FYsIH L1, Protease inhibitor mixture, DMSO,
ethylenediaminetetraacetic acid (EDTA)= Wako Pure
Chemical Industries, Ltd, (Osaka, Japan)olA] 43ttt

S Sucrose octasulfate—aluminum complex(Sucralfate)=
Sigma aldrich(St. Louis,MO, USA)ollA £dslgeH 2, 7'—
Dichlorofluorescein diacetate (DCFH-DA)?} Dihydrorhodamine
123% Molecular Probes (Eugene, OR, U.S.A.)°lA ECL
Western Blotting Detection Reagents= GE Healthcare
2HE st ARGttt S FE $4%t BCA protein
assay kit Thermo Scientific (Rockford, IL, USA)®JA]
Fshsict,

2. ¥

1) A= &=

FIRRT 450 g& Bag 3, 10819 £%<) 30% Ethanol
& o]g3le] 2447t B AR 22 Sk ¥R kT
FEEL AYST & F, HZNL 52 ARl 33.0%
L2 dojzl Behg —20ToIA HastAc).

(o]

2) DPPH 2Tizt 471 B4 &7

AAZAS  (electron donating ability)-& DPPH free
radical 27¥oz =AE Y DPPHE Zalalt]Z(free
radical)o|®], &N Haty (deep violet)o|th AR F
Q= FAst EFI ddste F3HEY)7E HE fH: £
sHA ¥igitt, wekA DPPHE AR SO Z23hE A (Ed
Z aAs) EE & EHsk=t ARgE

A& 100 wa 60 uM DPPH-&M(dissolved in Ethanol)
< 100 Wl ¥ar E3sk & A4 3087 9hSAIFHT o]
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HEENE ARESte] 540nmolA FBEE ARESte] ST
T, AATE2 Ha)oll 3l Axtste] AHESHAT

Radical scavenging activity(%)
= {(ODcontm/ - ODsam,u/e) / ODcontro/} X 100

ODeontror © A&7} S071A] 9k AS(d27) 4w
ODsampie - A B7} Soi7t A% Saw

3) ABTS 2iC|Zt A &M =X

ABTS 2tizr 27848 olgsle] ustans 2459
3}15), 7 mM ABTS®} 2,45 mM Potassium persulfates
ZRP0 =9l RS 1241054 Agstel WA, of W
SHE 734 nmolA Ethanolg ol&3t FF= 0.70 +
0.022 HEA3IHTE ABTS 95 well A& 5 wg Hriska
15853 93X & 734 nmoll A FF=E SAsHH &
F=s Ab)ol o3l Aulste] ArEstgict

Al(b)
Radical scavenging activity(%)

= {( ODcontrot —ODsam,o/e)/ ODconfro/} X 100

ODeontror - NE7} S0171A] &L A (%) 4=
ODsampre - A7} S0l7t A9 3w

Co, korea)ot && T3] IF3IHL AdY &4 2 4
A 24A7F ARE F4] st AE A, A Nor)2 of
R AXE 34A] gokon, et &4 d2a(Veh)2 57
5 FAFEASE, MR F 30% oErE FEE(100mg/kg,
200mg/kg body wight) % sucralfate(10mg/kg body
weight)Fo-2 ZF =0 WA A4 T 8 &, A7 &
2 st I b AT &3S ] st 150mM
HC1/60% ethanol& 2z} 0.5ml ¥ T T8t g Azt
% AjEste] 9 22e HEdA,

g Fet
24 9
e R
R R

Az9 9 24g 1A oo, B
(Sony, Tokyo, Japan)g& o|-&3te] &334
9 24L& [-Solution lite (Innerview Co,
2 olgstel WA &4 Reo WAL 25
M3} vlwstol vlg2 mASH)

-{0{1 ro(‘ _ﬂ' o

6) ¥ =& L MEtE AERA HO|ROPH &Y

9 23 Y A5ty 2EHAE ROS ¥ ONOO & ©]-83}o]
2359, ¥ 2FL 1 mM EDTA-50 mM sodium
phosphate buffer (pH 7.4)E o]&3lo] 25t & ROSE
24317 Yste] 25 mM DCFH-DAS &3Hsigch 1 ok
FE F=AE ol&ste 0RFEE H
wavelength of 530 nm®} excitation wavelength of 486
nmolA 3087t EH% AE g ALlsHaT

ONOO + DHR123 buffer(rodamin buffer, 5 mM DTPA,
10mM DHR123)¢} E&g ¢ 24L& /e §, 37TolA

1084 emission

587F murstgch 1 TS emission wavelength of 535
nm®} excitation wavelength of 480 nmoA =33
Arrete] et it

ROS ¥ ONOO 9 AL Z}Z+ Ali et al I} Kooy
et al®] WG o] gate] Algdaract Y.

7) Western blot

o NZzAL ¥7) 93 100 mM Tris—HCl (pH 7.4),
5 mM TrisHCl (pH 7.5), 2 mM MgCly, 15 mM CaCls,
and 1.5 M sucrose, and then 0,1 M DTT and protease
inhibitor cocktail2 #7}3t buffer AZ Yl tissue grinder
(Bio Spec Product, USA)Z B3t & 10% NP-40 8H4&
A7¥eksitt, ofolx QoA 2087F HXJAIZ] £ 12,000 rpm
o2 287 dAlEe st NEZAS xSk Sle AsdHS
syt @& A7) ¥3) 10% NP-407} ©3izl buffer
Aol = W 37 100 w2 buffer C (50 mM HEPES, 50
mM KCl, 0.3 mM NaCl, 0.1 mM EDTA, 1 mM DTT,
0.1 mM PMSF and 10% glycero)& ZH7}sl AE-F Al7]
g 1080t} vortex2 3W gt 47TolA 12,000 rpmS
2 1087 94 Bt & 3E 23t = ASdE o
o] -80CelAN ZZ dF EdsiAT. 9 2F Y AxZY
p—1kBa, IkBa, iNOS, COX—2, TNF—a, IL—6, f—actin ¥
9] NF—«B, Histone Tl WHE =H317] 95t 10
ug®] ThRS 8~15% SDS—polyacrylamide gel& o]-g3l] A
719% %, acrylamide gel nitrocellulose membrane® 2
ol FAIFTE, EH|E membraneo] Z-ZFe] 12} antibodyE #
2l8le] 4°CollAl overnight AlZl T3 PBS-TZ 6&ulct 53]
MRSk, 2+ A=jd 12 YAl ARREE 2% A
(PBS-TZ 1:30002 348l AM)E ARESE] Ad2ollA 1
AIZF BESAIZ & PBS-T2 6&utch 53] A|l&sigct, 182
enhanced chemiluminescence (ECL) 892 GE Healthcare
(Arlington Heights, IL, USA)o| =2A|7] &, Sensi—
Q2000 Chemidoc (Lugen Sci Co., Ltd., Seoul, Korea)°]
A A dd HEE ERIGE F Y bandE ATTO
Densitograph Software (ATTO Corporation, Tokyo, Japan)
=2I9e A et

8) SAEA
£ $2& mean * standard error (Mean + S.E)&
FAEIYeH, SPSS (18.0 for Windows program) A
sle] one—way analysis of variance (ANOVA)ZE Z} 2=
o BAF fo4e AF AT, HEPH Folz Aol
p—value <0.05 € © F94do] = Aoz W stk

2 3
1. DPPH etig &7 84 v

FAE 552 st s AAlg DPPH oz 44
5 &AolA ascorbic acid®] ICso3f2 1.43 + 0.07ug/ml=
et ¥, LCE 30% olghE &8 ICs 164.80 + 2.4
ug/m¢e] DPPH #ttjZ 4A50] BHch(Fig. 1).
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2. ABTS &tz £&A &4 a3

ABTS #ojzr &4 &4 a3t =4 AgoAE= ascorbic
acid ¥ LCE 30% o&& FEE9 IC; #te] &4 2.20 +
0.02ug/m¢, 107.87 + 0.63ug/mlZE YER} LCE 30% ofer=
FEES 5% 9E2H o= At IS RIS, 1.
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Fig. 1. Antioxidant activity in vitro.

DPPH radical scavenging activity of ascorbic acid ;(A), DPPH
radical scavenging activity of LCE ;(B), ABTS radical scavenging
activity of ascorbic acid ;(C), ABTS radical scavenging activity of
LCE ;(D) LCE scavenged DPPH and ABTS effectively and ICso of
DPPH and ABTS radical scavenging activity of LCE were 164.80
+ 2.4 yg/md and 107.87 + 0.63 ug/md.

3. oY &= wgt

oFRY HXE A P G w29 ek &4
AxE A3, Hupe] &4fo] WAER] ggtevt AE fE A
ZH,E A dxEe Y-¥ge] 150 mM HCL/60% ethanol
o Q& &S wol 38, IA 9 Rgo] WA, &4
ol Wz Hl&2 68,17 + 9.88%2 AATol H|Ste] e
=4 Yebsth LCE100 9wt 27.87 + 8,18%, LCE200
B0 21,87 +2.08% (p<0.00)E = oJ&Fgo=a ¢
ot s aats Yehfiglon LCE200 o9 H9 ¥4
22l SC10 EX(21.27 + 3.73%) % SAleHA €=
7} %‘iﬂait}(ﬁg. 2).

m\ '_ J [Br\ .‘ v

Gastric lesion area [AU)
= B2 & B B

L} Veh SC10 _LCE100 LCE200
HCI-Ethanol treated mice

Fig. 2. Effects of LCE100, LCE200 on the histopathological
change stomach tissues of gastric lesion mice. All data are
expressed means * SEM, n=6 mice per group. Significance: p(
0.05, p(001 p(OOO1 vs. treated gastric lesion mice. Normal
mice; Nor, Vehicle gastric lesion mice; Veh, SC 10mg/kg body
weight gastric lesion mice; SC10, LCE 100mg/kg body weight
gastric lesion mice; LCE100, LCE 200mg/kg body weight gastric
lesion mice; LCE200.

4. 91 249) A3ka AxdA vol 2l Wt

B4 & B3 9 23 o] g3t AEH AEH A9 np
A9l ROSE &A%t A}, iR+ (393 + 46 fluorescence /
m¢/mg protein)S AAE (310 £ 13 fluorescence/md /mg
protein (p<0,001))ell Bl3} X7} 7, Sz
¢l SC10 Eod+ (300 + 19 fluorescence/m¢/mg protein)oi| Al
L 8ol YA AAsIEew LCEI00 Fo++ (358 + 33
fluorescence/md/mg protein) ¥ LCE200 F£oj# (309 +
T gEHer 3

19 fluorescence/ml/mg protein)of A=
asigiont fo4e gt

ONOO & thZ- (325 + 26 fluorescence/mg protein)©]
H]5te] SC10 Eoj (262 + 18 fluorescence/mg protein(p
€0.05)0lME F2oA Al FAsHaL, LCEL00 Tl (273
+ 4 fluorescence/mg protein(p (0.05)) @ LCE200 Foj+
(247 £ 15 fluorescence/mg protein(p < 0.01))ollA E3H
94 QA TS ATHEig. 3).

[

Fig. 3. Oxidative stress biomarker in stomach tissues.

Oxidative stress biomarker reactive oxygen species(ROS) and produces
peroxynitrite(ONOQ") in stomach tissues. All data are expressed
means + SEM, n=6 mice per group. Significance: p<0.05 p
{0.01, p{0.001 vs. treated gastric lesion mice. Normal mice;
Nor, Vehicle gastric lesion mice; Veh, SC 10mg/kg body weight
gastric lesion mice; SC10, LCE 100mg/kg body weight gastric
lesion mice; LCE100, LCE 200mg/kg body weight gastric lesion
mice; LCE200.
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5. 91 279] 454 Alo|Eslel @ uj7elAL W

1) IkB—a, p—lkBa, NF—«xB SSA] A 9i5iar 2

9] zAo||A F=A uj7fAA] IkB—a, p-1lkBe I NF-—
kBE ZAsgch 22 (0.51 £ 0.06)2 A (1.00 +
0.10(»<0.001))° |8} IkBa WHo] ZAasg, SCI0 F
oz (0.92 £ 0.10(p<0.0D))dA= F948 UA S7F st
on LCE100 Eo (0.78 £ 0.06(p<0.05) % LCE200
Fo (0.80 £ 0.05(p<0.05)ollA E3ZF FGUA F7F
St

p—1kBad UYL A

1z

A2 (1,00 + 0.06(p <0.01))ll H]|8}k
o iz (1.77 + 025)% 94 A F7Fetla sC10
Fo (1.01 £ 0.12(p<0.01))2 594 9A FAastgHoH,
LCE100 Eod+ (1,13 + 0.14(p<0.01))& Zastgout &
ool §ii LCE200 Foi (1.09 £ 0.13 (p<0.01))>
SC10FATT FASHA Ak

NF-¢BO} @& tf2F (1.43 + 0.14)°14 FAZ (1.00
+0.09(p €0.05))°l ®lsf F7k3k%laL, LCEL00 Foi (1,18
+ 0.10)14= 94 9A Has9en SC10 T+ (0.88
+0.14(p<0.01)) 2 LCE200 EoZ (0.99 + 0.15(p<
0.05))2 At AR #Hastach(Fig. 4).
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Fig 4. Expression of inflammtion—related proteins in stomach.

All data are expressed means*SEM, n=6 mice per group.
Significance:  p{0.05, p{0.01, p{0.001 vs. treated gastric
lesion mice.

Normal mice; Nor, Vehicle gastric lesion mice; Veh, SC 10mg/kg
body weight gastric lesion mice; SC10, LCE 100mg/kg body
weight gastric lesion mice; LCE100, LCE 200mg/kg body weight
gastric lesion mice; LCE200. inhibitor of nuclear factor kappa Bafl
«Ba); (A), phosphorylation inhibitor of nuclear factor kappa Ba(p—
«Ba); (B), nuclear factor—kappa B(NF—«B); (C)

2) COX=2, iINOS, TNF—a ¥ IL-6 F&4A CHHzl &
olgf 2M

?‘SJ A=A mj7fQ1Rel COX-2, iNOS, TNF—«B, IL—6

o] S Feldt Axk, COX-29 HdEL AAMT (1.00 +

0.08 (p<0.001))°f w3} d=F (1.52 £ 0.06) +24 A
A Z7lslgen gz SC10 FAF (1,17 £0.09
(p<0.0D))NE ZA2893L, LCE100 Eoj (1.37 £ 0.10)
LCE200 Eo (1.25 + 0.10 (p<0.05)H=E & o=
o2 7ZhAaslgc)

iNOS9] A< AAZE (1.00 £ 0.02 (p<0.001)°l =S|
221,71 + 0.19)°] Z7IsIgon SC10 EAZ (1.09 + 0.06
(p<0.001))M= F94 A FAsHEI, LCEI00 FoF
(1.28 £ 0.06 (p<0.01)) ¥ LCE200 B4 (1.12 +0.12
(p<0.01))ol A F-2dUA FA3HT

TNF-¢ 9] W@ A4 (1.00 £ 0.11 (p<0.001)Ec}
g2 (2.44 £ 0.26)914 A F7Ht9eH, SC10 Fod
(1.80 £ 0.11 (p<0.05)9 LCE100 Foj (2,10 £ 0,245),
LCE200 T4 (1.89 + 0.11 (p<0.05)91AE 24 A
Zrastct,

IL-69] Wde AR (1.00 + 0.10 (p<0.001))°] H]3H
gz (1.78 £ 0.14)14 #9443 A F7tstelen, SC10
T (1.32 £ 0.12 (p<0.05)X= 248 A Hast
go1t LCE100 o (1.75 £ 0.155) & LCE200 Foj#
(1.59 £ 0.125)°14 o8 gloln s& d&xez FIa
M= ANt BAtkFig. 5).
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Fig 5. Expression of inflammtion—related proteins in stomach.

All data are expressed means*SEM, n=6 mice per group.
Significance:  ©{0.05, p{0.01, p{0.001 vs. treated gastric
lesion mice.

Normal mice; Nor, Vehicle gastric lesion mice; Veh, SC 10mg/kg
body weight gastric lesion mice; SC10, LCE 100mg/kg body weight
gastric lesion mice; LCE100, LCE 200mg/kg body weight gastric
lesion mice; LCE200. inflammtion—related proteins cyclooxygenase
—2 (COX=2); (A), inducible nitric oxide synthase (INOS); (B), Tumor
necrosis factor @ (TNF—a); (C), interleukin—6 (IL—6); (D)

g2 fute] $jAk g
AElo] 28, 13 9 9358 =l =
=5 m=2d H‘E WM *Eéﬂ*ﬂ Za3t Ygle] Hch

A AH?, oA A RGeS o m@a Uk
B3| A&t AAEAT BEFe] Apttde
713§t tjo% A A,

ol B dA¥e fifd T FEEQ e 558 53 9H
o &AF A Eﬂ—e— Aste] olE AT Eﬂﬂiﬁ &g
staAl AABHcE

MY 30% oere F&E9 st 858 Bk §
slo] DPPHS} ABTS oz &AL 24T éﬂr, IC50 %k
o] z¥z} 164.80 + 2.4 ug/ml, 107.87 = 0.63ug/m¢ = }Et
st o224 s Jaaks $EI] Ve % Felatg o
o, §¥Y &4 FERY 537t J& Ao2 AAEA

24 & H28 98 F95ta ojujx] B4 Z2aRS &
g3to] $jo HAWA 9 |5, 4, &8 RYE AT 2
3, ZAAE S4RA7E UelgA] efsren R &4
gz Me At &4 UeRlch sHRIRE Mg T 30%
ot 2E2EL Bk 9EFHoR JJAHANE HYon, E3]
it 30% ogE& F28 200mg/kg FoTolds F9H
%791 sucralfate 10mg/kg o1t SARE 5312 2ok

9] 27& EHste] ROS @ ONOO & =A% Ax gz
TME B2 AlEE AEF—H*E HAW, MRET 30% ofet
& FEE BoFoAE 5 oz HAshe FAE Y
Ehfjo] Y &4 Heaiks 4Bt AEHAE dAFe
A Jets Ao 958 4= Yo

Bk ozt ¢ A AFTA Alo|EFRI E iRt
EX3 A3} NFkBO w@Hdg& A3 #AARIL, COX-2,
INOS, TNF-q, IL-6 9 p—IkBaS AI5o] &u} &4k
o= Zoz yelgth E3 kBe2 HHNME o] UX
ghE FoIskgict.

ol AMNE FIIHEWY M T 30% AHE FEES
akst 5aE SE3 7T gled, 34 99 i B E
mdoA AEty AEHAE AdASte] NFkBe @S i
AZitt, EF NFkBE Fste @d=E= COX-2, INOS,
TNF-o, IL-62 &3HoZ AP zA YHIte BE
M= Aog BEoZckFig. 6).
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Fig. 6. Possible mechanism of LCE in the gastric lesion mice.
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1. #fdF 30% ol

2. FidF 30% ol

=t
Bl

KRS g

& 289 47 Fol’t 43 ANE FI AWY &4 o

= 2ES drh

2=

= = 1
= FE=

=

9] d¥+= 150mM HC1/60%
ethanol2 GHtEl QAT &AF oo XojA] ¢ %2ZF| 9]
S S BE JEFHOR FAAFT

ke &89 HF= 150mM HCl/60%

ethanol= °‘iul' AU AR AoA 2329 ROS
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