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f g S B, BARIR g KR IL-6. TNF—a ABE45ERAKTF, Oglu A= HAL T HIF-1a &
R T AR AR A g (P <0.05); Al s Bakix, 25424574 5%EL (P>0.05); Oglu 2L
B —catenin, TCF—4 % MMP—13 ik /K-F B K A5 o i 2L AR (P <0.05 ), 4518 Oglu IR A sz X K2 W
WG R AR AER, TakS HIF-1 o . Wnt/ B —catenin 12 5 B335, 2R & dn g% 2 8] BAL B3 R K I8 R
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Oat B-glucan alleviates intestinal mucosal injury in rats with sepsis
by inhibiting inflammation response*

Kun-peng Wu', Ying Chen’, Xiao-Xing You', Zhi-jia Huang', Cai-hong Yan'
(1. Department of Intensive Care Medicine, 2. Department of Anesthesiology, the Second Hospital
Affiliated to University of South China, Hengyang, Hunan 421001, China; 3. Institute of
Microbiology, University of South China, Hengyang, Hunan 421001, China)

Abstract: Objective To investigate whether oat B-glucan (Oglu) can provide protection for jejunum injury
with sepsis. Methods Fifty SD rats were randomly divided into a normal control group (n = 10), a sepsis group
(n = 20) and an Oglu group (n = 20). Septic models in the sepsis group and the Oglu group were induced with
cecal ligation and puncture (CLP). The jejunum injury was assessed by pathology. And the inflammatory cytokines
IL-6, TNF-a and procalcitonin were detected by ELISA. The expressions of hypoxia-inducible factor-1 (HIF-1a),
B-catenin, T-cell factor (TCF-4) and matrix metalloproteinase 13 (MMP-13) were detected by PCR and Western
blot. Results Oglu relieved sepsis-induced jejunum injury, and reduced the levels of IL-6, TNF-a and procalcitonin
in the sepsis group (P < 0.05). The expression of HIF-1a in the jejunum of the Oglu group was higher than that of
the normal control group and the sepsis group (P < 0.05), but there was no significant difference between the latter

two groups (P > 0.05). The expressions of B-catenin, TCF-4 and MMP-13 in the Oglu group was significantly lower
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than that in the sepsis group (P < 0.05). Conclusions Oat B-glucan exerts protective effect on jejunum in septic rats,

which is related to the regulation of HIF-1a and Wnt/B-catenin signaling pathway and the reduction of oxidative

stress and inflammatory response during sepsis.

Keywords: oat f-glucan; sepsis; intestinal barrier

I REA s 2 M IR () — - OCSHREAE . H T
R, /N M AE A AR B i ke b O AR
FH, I HAN 2B RAE RN IR B R 2R Y, HAE AR
L B R RE 2L N R R A S 6, HAE
JHeBE I 9 R R L AR AR . b, AR
W, fa g N 2 4 e DIRE AR S AR 5 i 1
BRI O A el TR ko A8 RE M 1 )
FE PR A2 R B ILIE FE ARG RAFF ST A F 2y ), e
B — HIEHE (oat B —glucan, Oglu) X} il DIHEI -
YERCAR BN 2T, ASBFFOR S | A M ILE 274
FRY, WA Oglu 275 T LASUAR e 10 A B /N
P, FERR BRIV I BLHI

1 #R5EEE

1.1 LR RS H

50 H SD Mk KRR, 8 AW, 1A 250 ~ 300 g,
FHTHIAEE 24 h, YOKABR. HEERF LRSI
FBE [ VFANIES « SYXK (§fil) 2015 ~ 0001]. $ZHEEHL
Ry R IR (10 H), BREEMAEZ (20 ),
Oglu 2H (20 H ), SCEGHTIE N MR 3 do BREE I
JELLFN Oglu 41 LA 2k B E 254U fL7E (cecal ligation
and puncture, CLP ) & il e 57 IAE AR AR ©'
1.2 EZH

Oglu ( FEEIREAY) THABRA R ), i SE
FHEBUEH & ( 52 Thermo Scientific A F] ), B - i%
W H (B -catenin) Z FLFEHLIA (ab6302), FE it
4 )& A -13 ( matrix metalloproteinase—13, MMP-
13) £ 5 BB 4k (ab39012), T 40 A F (T cell
factor-4, TCF-4 ) Z YA (ab130014), fiR&EA S
+ -1 (hypoxia—inducible factor—1, HIF-1«a ) P 5¢
BEPLIR (abd63) M4 [ 2E[E Abcam /3 F], RevertAid™
First strand ¢cDNA Synthesis Kit ( 37 P& %8 Fermentas 2%
] ), Trizol ( ZE[# Invitrogen A H] ), SYBGreen PCR Mix
( Fi- Roche Applied Science 237 ), I 50 5 W B 22
( enzyme-linked immunosorbent assay, ELISA RF & -
¥ Dakewe Biotech 22H) ),

1.3 CLP#EEHEHI
Xt FELHAASA AT AL B, BRFE INAEZH AN Oglu 242 1

JHEEE IMLAEASETRY L KF R BT 40 mg/kg KA SR IRRINE, 7
WEREVIIT 2 em RPN O LAREE S 7, 18 S5y
2 W, R OB R B N AYE, AT
AU, 45T 0.9% FCHERKIEW, 12 24 ml/kg (RE
FTBIASE I3 . ZBROCHR (6], Oglu ZHR I & 5 41
i Oglu (3%, 1000 mgke ). Oglu ZHKRZ 7 E Oglu

WL, e A LN XS BRI RUORSR A A EROK
1.4 ELISA

1E Oglu B Eh 7K ¥ B 5 12 F1 24 h 8 4 i
Fie i ELISA 00 @it B A T80, 00 I 1 4
A+ Z —6( Interleukin—6, IL—6 ) A IRFE R T — o ( tumor
necrosis factor— o, TNF— o ) FIfEE5Z 5 ( Procalcitonin,
PCT ) MYWREE.
1.5 7AKREE - RO EZE

3SR 12 24 h AARBEREL S H, FARY)
Frzs AR, BE . AR, FHIRAK - frer
Y (7% (‘hematoxylin—eosin staining, HE ) 3¢ (a1, 7£¢
SR NS, 2SR BT R BT 0 S R
SCHK (7] BRI - 09, IEHFIEMAE ; 19,
RZIRIBREE R, MAFEEZE 2 9, FUZRIBRE YR,
R MER 208 5 39, B b RORR A 98 S
FITE s 4 9, RN, BA)JZAY KIS %R ; 59,
A 2 R o3, IR
1.6 PCR #1 Western blot #& il

SR Trizol 2 HUNAFEIELALILY RNA, 5N
FEHFAG I RNA 528 M R 4l B, D 1w g 5 RNA A
MRIFATRE S, Al eDNA, BRI EEZ IR Fermentas
RNA ¥ sl Gl 45 . 3R45 09 RNA B T -70°C
VKA £ o TR SR FH RIPA 282 i 45 B0/ )N i 20 4R
H M. H PCR. Western blot £ | £ 2H /)N gy 24 41
HIF-1a . B —catenin, TCF-4, MMP-13 £ikm254k.,
HIF-1a 51%)F%%) : 5 -CTGGATGCTGGTGATTTAG
AGTTCAAACTGAGTCAATCCCA-3" ; B —catenin 5|4
FF4):5" —ATGGGTAGGGCAAATCAGTAAGAGGTA
AGCATCGTATCACAGCAGGTTAC-3" ; TCF-4 5|¥))F
5.5 —-CGAGTGCACGTTGAAAGAAAATGTGAAGCT
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GTCGCTCCTT-3" ; MMP-13 5|#))¥%1:5" -GCCTTC
CTCTTCTTGAGCTGTTGGACCACTTGAGAGTTCG-3'
B —actin ¥ FH . 5 -GATATCGCCGCGCTCGTCG
TCGGCTGGGGTGTTGAAGGTCTC-3" . BUE kLS5
R BOR A B R, Bk, RERWR L
S, =T INABAR DA B A, 433 A HIF-1 «
B REPLR . B —catenin ZEEPLIR . TCF4 Z ikt
. MMP-13 ZFifEbiil, iR THELK, 75 ECL
b2 ORI RS L5 . i SRR T 2 p R R
YRR 5L SHETE
1.7 SZitEFE

BE AT R SSPS 21.0 G it ak 4, hEBERE L

BB = prifE2E (xxs) Fon, WA EE I 25
Br, PIRTLLESH LSD—~ Kidi, P <0.05 N2EF A5+

2 R
21 HEAXRNGRBFEFEL
AR TR B A AL LR o, X IR Y0

ZFHIEA (UL 1AL B), SR, MEREmLAEZL [ Rz 40
PRI, SR b R 4 e AN B s A Al i b, 4%
T FEHFIEAL, HorgkERumiE (WA 1C, D).
FMIELZ T, Oglu 41 1 J 20 i 8] B AN AE /DB X 0 K
Fads bR (WE1E, F).
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A: XHRZL12h; B: KR4I 24 h; C: MEFIMAELL 12 h; D: JEFIMAELL 24 h; E: Oglu 4l 12h; F: Oglu gl 24 h

B 1 SFAXBRARRENZHARARFEZEN

2.2 &KEMF PCT, IL-6 & TNF-a 7kF

XTHEZH 12h 5 24 h A% PCT. 1L-6 2 TNF-«
HOFHEE, 2k, ZRTFEIHE L (P >0.05),
X} R L e 7 ILAE 4 . Oglu £ 12 A1 24 h IfiL 7 PCT
KPR, AR Z00, ZRAGITFEX
(F =143.967 #1 101.891, ¥ P =0.000), 3 4 12 I
24 h Mg 1L-6 /KF LA, SRR 20, 5%
HGi2ERE L (F=176.123 Fil 164.105, ] P =0.000 ),
320 12 124 h 1L TNF- o KEHEE, BN E T2
AT, ZERAGITFE X (F=499.941 F1217.978, ¥
P =0.000 ), #F—L WML LSD— Kude, MEE e
2H 12 124 h IfiL%5 PCT ., 1L-6 J2 TNF- o /K7 T4
flZl (P <0.05). W31 FiE 2.

(HE x 100)

2.3 FBHAKXRIAHRGITS LR

XPHARLH | MEERIMAELL . Oglu LA 12 A1 24 h i
PO b, R RE T 20, ERA%RIER
X (P <0.05), #E—LPPLLEZ LSD~ Ki 5, 12 h
BF,  JHRRE I0LAE 2 RN Oglu 21 B 363 495 F 43 i F X HE 41
(P<0.05) ; 24 h if, FERIMAEL IR0 43 T Oglu
HFNXFIEZH (P <0.05), VL3 2 A 3,
2.4 Oglu fpEFMAE KR HIF-1 o« FRIiZHIFNT

XTHRZH . MEFRMAELL . Oglu 41K BRI ZE L1 2L
HIF-1 o mRNA FlIEE A E AR s, SRR 257
Wi, ZRA%FEY (P<0.05), HE—5mm s
LSD—t K35, Oglu 2H HIF-1 o mRNA FlIEE [ 557K F &
T R MR IAELL (P <0.05). W36 3 FlIEl 4.,



%520 SEMG, &F - HEAZ B — MR EE IAE A B B RSR 5 1 CR A VE T B LI ER T
®1 SAKXRAEREMDE PCT. IL-6 & TNF-a /KFLEE
(n=5, xxs)
205 PCT/ (ng/ml)  1L-6/ (ng/l.)  TNF-a/(pg/l) ||415] PCT/ (ng/ml)  1L-6/ (ng/l.)  TNF-a/(png/l)
Xt B2 Oglu 4
12h 8.28 +0.47 2374 +1.25 12h 20.50 + 1.37 56.60 + 1.34 7042 +1.45
24 h 8.28 +0.47 2374 +£1.25 24 h 19.16 £ 1.33 64.52 +3.21 75.26 £2.82
¢ 0.000 0.000 1 0.035 7.190 2.707
P 1.000 1.000 P{E 0.857 0.028 0.139
& Enail
12h 31.50 + 3.46 63.98 +5.98
24 h 29.54 £ 3.83 77.50 +7.75
R 0.526 0.837
P 0.489 0.387
40 oL 100 o X HAZH 120 o YiEZH
35 o JeREAT A 90 ORHEIELL o0 o AR
20 0 Oglu 41 80 00l ~ MM = 0tu 211
- 70 < 80 )
£ 25 §n 60 3
=20 Z 50 = 60
v 3
E 15 ¢ 40 I
2 = 30 w40
10 £
20 20
5 10
0 : 0 : o L -
24 h 24h 12h 24 h
2 ZBAKXKRAEREHMDFEREEIRIEE  (n=5, x+s)
xR 2 ZBAHAKXKBRAEEGHRGIES L *®3 BVAXRBRBHFEALAS HIF-1« mRNA FIEHRIE
(n=5, 4, x=s) MELRE  (xx5s)
A5 12 h JBIAITSY 24 h IBHWHATSY 3 HIF-1 o mRNA HIF-1a %[
i HE 4 = f ¥
oLl 0.20+0.01 030£002 0030 RIRER (n=10) 0.900 = 0.100 0.1120.013
JEFEIMAELL (n =20) 1.240 + 0.305" 0.232 +0.024'
MeREMAELL 174 +0.39 2.88+0.57 0.503
Oglu 44 (n=20) 2.940 + 0.568 0.436 + 0.059
Oglu 2 1.24 £0.38 1.50 + 0.48 0.122
FAE 42.061 94.258
F1 30.826 45412 Pt 0.000 0.000
PAE 0.000 0.000 e 15 Oglu 41 1L#, P <0.05
popiicEE| JHeEE i hE 26 Oglu 2H
o XA o ik
[ o feitenial HIF-1 G el ke 120 kD
TIT] 0 (Oglu 2H

E3 &

12h
B E AR TS LB

24 h

(n=5, x+s)

Boaclin e — — 3 D
4 BHXRBHEALATR HF-1« EAMRE

2.5 SLIRIFRA Wnt/B —catenin {5 S i@ HHX
FFHIRIE

2.5.1 B —catenin  XTHAAL, FREEIMAELL . Oglu 4
KL B B 4 21 th B —catenin mRNA 1 2K [ 32 35
KFLE, AR 20, ZRAGIIFEX
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(P<0.05), #E—2EPIP AL LSD— Kudl, R MAE
2] B —catenin mRNA F155 [ 2 38 7K F = T 6 BE 41
Oglu 2 (P <0.05), W& 4 FIEl 5.

R4 BAKXKRBFIEAL S B —catenin mRNA FIEHR

EKFELRE  (xxs)
XHHEZH (n=10) 0.060 +0.012 1.080 +0.130
MeRE MAELL (n =20) 0.291 +0.052 3.140 + 0.643

Oglu 4 (n=20) 0.124 £ 0.018" 1.960 +0.114"
FE

P1H

67.659 36.176
0.000

5 Oglu 414, P <0.05

0.000

X HEZH Oglu 2l MerEMmIELL
3 —catenin —— W 90 kD

B —actin - - - 43 kD

5 HEXRBFIEALASF B -catenin EHHIFRIE

252 TCF—4 Wnt/B —catenin {5 50 MG 5, Al

— I IE AR S TCF-4, %R . Med il
20, Oglu 41K B 2 41 21 TCF-4 mRNA Fl&
TRV LA, BRRE S 20T, ZRAGRITHE
(P <0.05), HE—L WML LSD— Kp i, Mews
IMLAE L TCF-4 mRNA FlE 2 18 7K - i3 1 X HR 4L A
Oglu 4 (P <0.05), W3 5 FIEl 6.

R5 BHAKRRIBFIZALF TCF-4 mRNA F1E B RIEK
FLbE

XHHEZL (n=10) 0.001 +0.001" 1.068 + 0.094"

(xxs)

Mg MAEL (n =20) 0.105 + 0.082 2.880 + 0.630
Oglu#H (n=20) 0.010 +0.003' 1.980 + 0.259"
F8 7371 26.036
Pl 0.008 0.000

H T S MIEL R, P <0.05

papilcEaEl Oglu gl MEBEIMAEL

66 kD

B —actin

43 kD

E6 HAXRMFMEHLR T TCF-4 EEAIRIE

253 MMP-13  XFREZ] . MEEEIMUCAELL . Oglu 4K
U 6 5 40 21 v MMP-13 mRNA 175 [ %35 7K F
B GINETT 22500, ZR A G E X (P<0.05),
YE— 2 W LA 28 LSD—t K36, i 55 IfiLAE 20 MMP—
13 mRNA Fl & 1 3 38 7K °F & T B 41 1 Oglu 41
(P<0.05), W3 6 FK 7.

K6 BAHAKXRBFFEHLH MMP-13 mRNA FIEQRIE
7K Eb %

XTHEA (n=10) 0.100  0.016 1.020 + 0.084"

(x+s)

MR MAEZ (n =20) 0.530 + 0.050 2.720 + 0.349
Oglu 4 (n=20) 0.318 = 0.019' 1.820 + 0.084'
Fi8 222.25 79.779
Pl 0.000 0.000

F: T S MIEL IR, P <0.05

X REZH Ogludl  JHeEE If[le 4

e e— ‘531(])

Bactin s— A — D

MMP-13

B 7 KAXBRBBEHFBEALAH MMP-13 EAMNERIE

3 Wi
AT, 220 N ARGF RO DRAEVE AT, T

B A R E R, R EARYE LR AN TS 2
AHFFE R e i FEEARUSS B - IR T3
5, RGP HIENERILEL. B, ARUFnsE
F| Oglu HE TR M 5 INUAE 55 19 25 Mo g B 2R, 41 i)
RAEFLI, Qe RE AR ALK B IS PCT. 1L-6 A
TNF- o 7J<3FIWEE H—RR Oglu (4P 2 9 21
B, 45 0 Oglu i 42 55 41 At PR 7 (4 3 1 £ FH AT il
5 I HIF-1 « 33k, FFRTE Wnt/ B —catenin {55
A G

HIF-1 o J2 NMRAL 2 RIB N+, W
AR MR NIRRT, RIRE (2
5 min ), MIEAREIRAEE T ol i HIF-1 o B, MR
Sl HAE M AR I B, R NS HIF-
1B T RAA, RIS, e 00E T4
S AT S A A G I SR PR G 5 ™ JERIIFSTIESE
HIF-1 o 2 AR IS v b 200 Jf o8 92 4 FH 1) DG B BE I
HIF-1 o 76 21 Jf0 rr 32 55 18 a6 X 0% 48075 1 i 3
A R P A B R, X i PR A A

- 10 -
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REARE W 25548, #m AR, [RIa 5k
Ji MIAMI 4501k, ms/b A s M T, XA
IAEBESNE T HRBRENRES, HIF-10 Fik 1
Sk H R L — R R IUE L Il i 8h
IR, BN R A, FRSiE kR,
AR M k>, R e il FE e, R Bh R e 7 45,
A3 MODS B Z 2 0 RN, Mess fE
JAZEEH HIF-1 o 23k LIE, dkims | EA PRI
HH L FEREAR AR BE 0 25 F T BRI AL 845 s At
FAERFW], MR IMAEA/MAHH L HIF-1 o KPR

XA FER TR, i Oglu J5, WREE MUAE K BNz ZH
ZUrh HIF-1 o AKFEE—2ET 0, S5 REZH A MRz e

P2 GREW, Oglu REFEIEITERT B ZE M40 i
BIHIF-1 o, HXF HIF-1 o WIEEER, TRgH
KA N G B A E TR DL Z —
Wit 38 [ 2 P e W iR & 1 2 R R B A 4 2 4 g
s ARG GG Z —. M LR, ZEEM
T A AE . ARG KL, Wnt 8 B AE AL
A Ji A0 R A 1 3R TR Ao Al b e OBV E T T W
B —catenin {5 50 I% FHEAHE Wt K A K% . B - i%
INER SR A T, it Wat (551 SH¢
HoIE - EHEA . 2R ER, Wn/B -
HEIWEAGFSESS 5 R E MAZCE, s g -
BRI B, Tefd FEDH 5% T Rl Bk 40 2 Wt
T PR A ™ Wt H5 5T Dickkopf-1
(Dkk1) 7EM b B v ity ik R 2 8 52 Wi /N g v 1 14 5.
FEs - BEHL, HAREEEIEN T Dkkl R4S
FRFE T IMNG A P PGE A P, Wnt/ B —catenin
SEAUAN— R4 H RSFIIE S, 830 FJ2 Wnt
HH, FEJC Wnt 8 HJE S FHIBES, B —catenin 5
APC. GSK-3B . Axin 41 i & & 1K, B —catenin #
WEIRACREME, PRI TCEE S sh s A S B R e 5. Y
MEAMESI0E Wt B, Wt 85 (A5 85 A2 6 il 2
AN X 454, S8 Axin—-GSK3 B ~APC- B —catenin
BAEWREH, B —catenin FEANT PG L, IKEEMEE
FREERAE, AN T AP / Sk EL i X 45
G, Wt R R RIE, 5 3T R SR R A
S, AN . e, AR T I,
B —catenin 1 TCF—4 & Wnt/ B —catenin {5 518 % 77 1)
FHESY T Wt/ B —catenin 18 # i BE O /T g /Mg
SRR BE Ak . IR, ) I BUE R A
SR, TR AR e, SR mEYIRe R

BLEE AR . ARG A B, X BRI Oglu 41K
SN LI B —catenin, TCF-4 mRNA F14E H % ik
AP, MR MAELL B —catenin, TCF-4 mRNA
R A FRRKEEE, 2 Oglu 7T BB T T I Wny/
B —catenin/TCF—4 8, A HFR e IMLAE /M43 Y
T4 ER] . MMP-13 /& Wnt/ B —catenin {5 538 i
Z 5 METAR I E LT RS R A,
JHeF I SE L MMP-13 mRNA FlIEE [ 265K Fa s,
HEZL AN Oglu 21K BU/NA AL 21 MMP-13 387K -4
ik, X5 B -catenin fll TCF-4 R —EL, R
Oglu WL EdE Wt/ B —catenin (E5m, KIEmES
FHYEM.

R LR, ABRAIRNIL RN, MR AE K B
/NG HIF-1 o F1 Wnt/ B —catenin/TCF {E53m Bk
%5 AR T OgluXf HIF-1 o (4 A 12 3EVEH]
X} Wnt/ B —catenin {555 BAT — € (AN HIEH, M
RIEXT/NA R HER o ABMSRAFAEVF 2 (0] 5 2234 —
AEET, G0 Oglu XF HIF-1 o 893835 2 75 R T4 17
B, X HIF-1 o B8O R I i R A 52
M, Oglu X Wnt/ B —catenin {5518 % A4 HA SESE A (1)
PETEOLT? XA R — 25
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