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BE % 54 (LPS) #5500 0 K E v 2l RAW264.7 Ak 5k 5 A5 A AR K % i B F & A £ 1B (IL-1B) ¥ 9 3R 5
B T —a(TNF-a) , & A % -6 (IL-6) o X 52 A~ i NO 2 35 4% , % SAK T £ 5L4E (GOS) #9 4k S1 42 K 6 1 | SF A TR & JE 04 A JE IR
KGOS # K F Mg ik % & 45 R AW, GOS i 2 F BARMT £ & 2 B F (1L-18,1L-6, TNF—o ) = ¥ 7 A& NO 89 it , &

P RAF ORI R FR, RRREZM GOS A RER X EMERE T5 XEMNR

GOS & Ik # 3% a9 4R S 40 K Mk,
KR MEFIE;, KERT; "L, ReE
XEHRS 1009-7848(2023)03-0070-10

L W% 240 6 7 AL A B 0 v b 2 i AR,
Z RSN FARNEE AT R i R o
(tumor necrosis factor—a, TNF-a) .1/ % -1B (in-
terleukin—1B,IL-1B) FIH /"% -6 (interleukin—6,
IL-6) S542 58 41 it PR 7o Z5 4 LB A A 92 4 Jif 39
SR B 2H B TR, 2 5 E RO

RSN 5E H, BE 2 8 (lipopolysaccharide , LPS)
75T 1/ BUE W 40 i RAW264.7 7 A= fa Ak X 1 il
P2 28 PR 721, T 5 | A AR RE B N Y K AR R R g A
IE FHLPS 175 5 /0N BB 5 20 AR Ok 44 A 4% i A
A HAT, APz ] T T KR
Yy ACE W 250 58 R SO I I 45 K AL

IR 2R 2 ZLBE (galactooligosaccharides, GOS) /&
T A R LR oy 7 b 1~7 R FLRE
Bl Gal-(Gal)n-Gle/Gal(n 2} 0~6), GOS 1 —#
DIRe VA SR 76 RARAR Y T T3z 50 A, WA A B
WRAR SR, 2 WA IR R 7L, Sk
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Wi KT 0E SR SR . A mT R FUREE N
NLRH, FEFZL0E A 0K i 5 R E R A
TARBRE R 2~8 PR EILIE R, GOS
FLAT ORI T8 {32, 2 5 G e 45 ), 00 i ek 97 2
JL A S Bl AR A SR A TR s I A R
PO 2 R A BRI RE L SR T, X T GOS IR AT 4 1%
PE RS GOS MR G B 5 bt 48 1 M 2 1] 1 1
R A,

ABF5E LLLPS 35 = 89 /b BB B 4 M
RAW264.7 Jp RSN 5 5 40 AL HY | 25 5 7E S i R3S
T GOS X 2 B 23 WA 155 0 19 52 i), 97 L A4 A1
PURTGVE . 3 X6 AN 3R A B 1 GOS i g 4
SMLR G RS GOS B G 5 Hpt & 1d 2 )
M F . BEFRES ST bt R & AR K 2L
W TF R AR LIRS 2 2%

1 #MREFE
1.1 RS

RARAG TR - FUBEAR iy [ 15 FF B (B-D—fructo-
furanosyl O-a-D-galactopyranosyl—(1®6)-) 7K i
B (B—D—fructofuranosyl O—a—D-galactopyranosyl—
(186 ) —0—a-D—galactopyranosyl- (186 ) -) . & & {&
B (B—D—fructofuranosyl O—a—D-galactopyranosyl—
(1®6)-0—-a—D-galactopyranosyl - (186 ) -0 —a-D-
galactopyranosyl-(186)-)], IR A PR A
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BRAE; N T A KRR S (al-3
Galactobiose, DP2;al -3,B1 -4 GalctotrioseDP3,
al-3,B1-4, al-3 Galactotetraose,DP4), I i %j
WEAEYRE A BRATR . LA IRk (i ali g
/N B I 40 i Bk RAW264.7 , v [ Bl 27 B |

A A B R B A BRI P s RIGAF R 2
B (LPS,055:B5 1.2880), 3% [ Sigma—Aldrich 7
A 5 R iR /N BER, (Berberine hydrochloride, BH), I+
Vg 5L K W R 2547 BR S F] s DMEM 5 B 3 7%
I B4 L7 (fetal bovine serum,FBS) .\ H % % -
HE R R WAL (100x), FE GIBCO Al ; Cell
Counting Kit-8 (CCK-8) X7 &, % E MedChem
Express 23 7] ; ELISA 5] & (TNF-a [ IL-1B A 11—
6) , IR A 7 NO IKF &, il = KAY
BHE A BR 2 7] 5 350 K ¥ Ry 4tk
1.2 BHESME

SR R R B, R RS A R A
A ;D1008E % 2.0 AL MX-F B BEiR & a5,
Servicebio 22 7] ;3110 Series — F AL TG 546 , 36
Thermo 23 7 ; ALC=210.4 50 ¥ K-, &L Fi;
FLA A 284G RS W) 525 mL 20 M0 5% 3% 60, 24/96 fL
M, 4010 71, 5% E Corning 23 1) ; DMI3000B %! 21
Bt B Es, it Leica 24 #) ;Infinite Pro 200
i ARAY , Fii 1 Tecan 237 o
1.3 Fi&
1.3.1  EZEHW BT

1) DMEM 848555 [0 DMEM /& 05 55 5%
S AR A s B R R - R Y 10%
WG A LTH 1% 09 75 %5 % -5 % R 19 DMEM 584
B WA A 4 CIRAE,

2) ARG FE S WA B o R R —
JE JITHE Y 45 Rl IR AR S (RO K IR BE LB AE
B% .DP2 . DP3 . DP4) i T I 7K, B i 600 pmol/
LRSI 27, 0.22 um JE ML 38, B T -20 C
TRATF B DMEM 5% 4 85 757 3675 B A R 119

3) LPS WA ECH  MERFREL 5 mg LPS T
5 mL EREAKH, BLAL 1 mg/mL LPS "% , H
0.22 pwm JEMELUE, B F-20 CHAE,
DMEM 52 4= 45 37 A B8 A 7 1) v 2
132 4iffEk53%  RAW264.7 41l DMEM 5 4>

B BB 5 BT 5%C0,.37 CRiFA T, B K
e 1 UK A M A X ECBT R K A 20 ) D
FF L2
1.3.3 40 B3 J7 R D0 B B A K OB
RAW264.7 40 g3 #h T 96 LR (2x10° 4~/mL) , &
FLEEFD 100 pL, ¥ &2 (LA (2R R ) xR
2H (U0 ML+ 58 A 8 3R L ) I A (4 ML+ 2k B
18.75,37.5,75,150,300,600 pwmol/L 356 4E i )
R T R KO0 B IERE . DP2 . DP3 |
DP4, 5340 3 NEFL, FAMK; IR E 24 h, 585 55
Fo M JE M AR FE F T 24 h, 3R I AEAL
A 10 pL. CCK-8 {59 F 30 min, 7E¥ K 450
nm AL 5 6 (ODason) , 7155 200 M B 775 26, 11
/N W F

ﬁfﬁ%(%)#(OD uwﬁfﬁ—OD % 4L )/(OD 2
OD - 41)]x100
1.3.4 4040 NO il O 804 K
RAW264.7 41 i $% Fp F 24 LA (2x10° 4~/mL) , &
fLEM 1 mL, BT 37°C.5% CO, K &4 h 5 77
24 h, EEASEA (1 mL5E2E783E) LPS 4 (1
ml AW N 1 wg/mL LPS) . FHM: X} AE /N BE
B4 (1 mL &R EWRE N 1 wg/mL LPS + 10 wg/
ml /INBEGR TR 5 W) IR 4 (1 mL 28 5T et ik
M 1 pg/mL LPS + 300 wmol/L i 4 #£ & 19 1R &
W), IR A AR K IR B R AERE DP2 |
DP3 .DP4,#%3% 24 h J& , ¥ B8 NO I & #1E 5 3R
DU 240 M3 W NO 43 iib
1.3.5 40HE 5 TNF-o IL-1B IL-6 & %E N 11
W B0 K RAW264.7 241 fd 32 %0 T
24 fL#R (2x10° N/mL), &L 1 mL, & T 37
C.5% CO, AT F 24 h, WESHA (1
mL 58254 ) LPS 4 (1 mL & i s Wk 2N 1
pe/ml LPS) | FH X HE /N BE G 2H (1 mlL 28 5T 6 v
BE£4 1 wg/mL LPS + 10 wg/mL /NEEGR IR 5 W) .
WA (1 mL &N 1 pg/mL LPS + 300
pmol/L IR FE i TR AR ), I i Ry RRF R |
K IR GBS AERE . DP2 DP3 \DP4, 85 3% 24 h )5,
I3 A TNF—o JL-1B IL—-6 ELISA 1271 & 46 I 20
JL b3 W R ARE D A, EARERAE S e R
P G UL B HET
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I (%) =2 =2-x100 2)

A N——LPS 4 IL-1B/TNF-a/IL-6 )

i (pg/mL, ng/mL);C ZEHAT IL-
IB/TNF —o/IL -6 1 Jit & ¥ JE (pg/mL,ng/mL);
S——iR K 4 b IL-1B/TNF-o/IL—-6 (1) i+ ¥ JiE
(pg/mL,ng/mL) .
1.3.6 Bl b U6 g5 50 2 LIS 35 B A o 2
(x =) 3R, RHISPSS 21.0 FAFEAT B R &R Jr 22
531 (One—way ANOVA) Fl Duncan’s £ H 25 5 it
FOHT, BB IR P<0.05, AN R R AL A
BEMEZS A GraphPad Prism 7 #-MgIA

200 3 18.75 pmol/L B 150 pmol/L
3 37.5 pmol/L B 300 pmol/L
S 1 75 pmol/L 600 pmol/L
& 150
2
B
E = 100
=i
H =
A — 50
o
(&)
T R K TR
i)
Group
(a) RIRMRER - FL bk

2 ZHR55W
2.1 {REFILHEY RAW264.7 HHE S 8980
FHAS ) e B 9 IR R F 208 AR S Ab 3
RAW264.7 48 24 h J5 , 45 R /K . 78 18.75~600
wmol/L ¢ L Bl , KAR AN TG B AR 3R 2 L X
RAW264.7 41 M ¥ ¥ A B W A 4i L 8 7k, 25 A
2 1 A B AE NG R ARRRTE 95% L) 1 (&1 1), e
WS 2R %R, B 300 wmol/L X — i 41
IR A LM A ] LPS 75 5 19 RAW264.7 41 fify, it
1T —4R5%,

2000 [ 18.75 pmol/L B 150 pmol/L
3 37.5 pmol/L Bl 300 pmol/L
= E 75 pmol/L N 600 pmol/L
= 150F
o)
# &
-
& 2 100
2z
=
% 7]
= 50f
o
|}
0!
DP2 DP3 DP4
Iy
Group
(b) N T3 AR 3 2 U

1 REEF L EXT RAW264.7 4B iE J1 52 0m
Fig.1 Effects of different concentrations of the GOS on cell viability

22 KARMEBEIAMET LPS % S H RAW264.7
PR R NO K20

ML Z B AR, AR RE VB NO
B 2 W, mE 2 T, 5 Hat,
LPS 2 ) NO Tl 1 325 3 & (P<0.05) 511 5 LPS
YR L MOFFBE K D5 B S TE AR 4L NO BRI
8 % T B (P<0.05) , HHAE I R &1
WS/ TS FAF R a3, =& Z AR T RUR 2
S 5.3 (P<0.05),
2.3 RAMBEIMEX LPS i SH RAW264.7
R 5>k IL-1P B9S2

IL-1B fEN —FEZEMRERH T, S 5K
{140 28 Y, Sy I I 0 R 0 R U e A0 LA
B R AE A 3 A R R, A MLAAR G 928 R T R R RE
P &R ML rh & 4 T AR FHUY, Y B A s
FI| LPS Jmt 23 W B IL-18 50, &l 3

Fias, 525 M LPS 4 IL-1B 1Y & & B % 7
L34 (122.31£0.26) pg/mL; 2 300 wmol/L K AR A
LI FR S B2 LPS 4, H IL-18 M & 24
EREAR(P<0.05) , o AP K I00E BN
X IL-18 43 Wb & 0 30 il 2253 51 A 57.48% ,58.54%
M 67.39% , 1 I A VR HIZOR B 88 A8 > K I 4>
FATFARE, — & Z AR RIOR 22 5 3% (P<0.05) .
2.4 RAKMBEIAME LPS i S RAW264.7
B 53 3h TNF-o O 2200

TNF-a & —FEZEHRENT, HESH5R
iE SN, B 9E 36 B TNF—ou 78 98 5 A 28 P 3 1
Wb BEEEAERM, WK 4 2R 0R S AA
TNF-o M9 & SR, 2 LPS i % )5 ,LPS 41
TNF-« Y& & B 31 (P<0.05) ;5 LPS 4 L,
RARAK B 2 FUH A PR 4] TNF—o 19 35 539 B & F&
fIX (P<0.05) ; ¥ ¥F 4 K 700 B 35 16X TNF-«
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O3 5B (R AR R Ol 33.73% ,36.02% 1 37.11% , &
BRAGFE I RCR . BRSSP B> MR, = H 2
[/ FHACR 22 5 8. 3% (P<0.05)
25 RARMBEIMEX LPS 551 RAW264.7
B4y IL-6 H 220

IL-6 B\ 2 RAEFR &P, B e i 5
TNF-a 1 IL-18 7 4E SRR 45 2 4k s, 4 H]
LPS 5 5 40 g 7= £k R AE I TL-6 F 43 b 4 i 3%
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i
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B2 XAMEBFIE LPS 558 RAW264.7
HMATER NO K=
Fig.2 Effects of the natural GOS on the release
of NO in LPS—induced RAW264.7 cells

150

3 120F ]

TNF-a 7 i
I'NF-a production/ng - mL™
w o
S S S (=}

f
L L H R a
P & F &L
!
Group

B4 RAMEFILEX LPS F S8 RAW264.7

40 B 43 i TNF—o 89 5 i

Fig.4 Effects of the natural GOS on the secretion

of TNF-a in LPS-induced RAW264.7 cells

NO IL-1B TNF-« FI IL-6 %54 b 5 % 1) &
PEA T, 2 5 ST SR, W55 AR 440 i R il % A 1A
I, W A2 32F 9 i 52 I 19 % 8 | 5 9% i A 38 5 T A
SRS LL RS RFR W] R IRR R P U A A
I ) 240 B A A BRI PE T, HAE HRCR N B

PEE . KNS Prn, 528 A4, LPS 411 1L-6
) 5 2 5 3K (104.48+0.12) ng/mlL; 2428 300 wmol/
L RARE R AW H )5, 48 LPS 4, H 1L-6
() B 24 B IR (P<0.05) . FRkEBE K I54 B
FACKEXT TL-6 J3 Wb 5 1 310 1 22 53 1 o~ 35.98% ,
42.01%H1 45.96% , 5 BB A/E AR - B EE LA >IK
TMESHR R M, = Z R AR 22 57 B3 (P<
0.05),

- 100
= S
I 8ot
ﬂl\ﬁ\? b C d
4.5 60r e
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TE 40f
= & £
il
dl 0
O R &
f@ Q
5 S F £ @i@g"
!
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3 XRAMEFIHEN LPS F5 8 RAW264.7
A5 i IL-1B B =20
Fig.3 Effects of the natural GOS on the secretion
of IL-1B in LPS—induced RAW264.7 cells
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B 5 RHAMEFIEX LPS F 58 RAW264.7
A5 i 1L-6 B2
Fig.5 Effects of the natural GOS on the secretion
of IL-6 in LPS-induced RAW264.7 cells

BEAEWESK ISR R M, -8 KRR L FLBER
A RAFHIMT RN, R RGeS R A
JERIEMSG, Nt — PRI R LA R AL S
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T AR RIS — 2l
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26 NI AREBEAEXNLPS HEFEW
RAW264.7 4B %E 7 NO B #2 0

6 LW, Has ML, LPS 41 NO 1y
S B ETRE (P<0.05); 5 LPS 44k ,DP2,
DP3 . DP4 21 & 3 F5AIK NO R (P<0.05) , 3
YEFIBUR 9 DP4>DP3>DP2, = 3% 22 [A] 4 FH &% 21 2%
S+ (P<0.05)
27 AIEREBRFABENLPSHEEW
RAW264.7 44 ik IL-1P HIS I

5 HAME,LPS 4 IL-18 By 7 & i & T+
1% (156.53+0.88) pg/mL; £5 300 wmol/L #J A T.
GRS B LPS 4 H 1L-18 M &
R E R (P<0.05), i DP2 . DP3 . DP4 X}
IL-1B 43 W5 A 40 1 2653 ) R 41.75% ,48.14% il
58.26% , S B #aF A DP4>DP3>DP2, = # 2 [A]
YEIROR 22 57 3% (P<0.05) (&1 7).,

20r
2 16 a
£ b
S 12
L ¢
S: 8 e
2
.
= oLt
23[9 LPS /)\E%, DP2 DP3 DP4
vl
Group

6 AIEBIREFILIES LPS F 58 RAW264.7
@A NO A= 0
Fig.6 Effects of the synthetic GOS on the release
of NO in RAW264.7 cells simulated by LPS

200y

TNF—a 7 5
o o
(=) = )

TNF-a production/ng-mL™
1)
(=)

N
(e

e
ZSH LPS /\SE; DP2 DP3 DP4
g
Group
B8 AIAMEREFLIEX LPSESH
RAW264.7 4 i 43 ith TNF—o B % i
Fig.8 Effects of the synthetic GOS on TNF-a
secretion in RAW264.7 cells simulated by LPS

28 AIEGHMBEEFIAMBEM LPS HFSW
RAW264.7 40 i@ 43 b TNF—o B9 5

WiE 8 fras, 254 TNF-a B & B HAE, 2
LPS %5 )5, LPS 41 TNF-a & W8 (P<
0.05), 42 300 wmol/L Fy N T4 B 3 2 LA Ak
PG, 5 LPS A AH Eb , H TNF-a 19 75 535 I 5 %
i (P<0.05), Hrh DP2 DP3 . DP4 %} TNF-a 43
B H R 5 5 16.9% ,19.89% F1 26.42% , 5
PR 1R %R DP4>DP3>DP2, =3 2 [a] /F FH 3R
255 135 (P<0.05) .
29 AIEGHMBEEFAMBT LIPS HFSW
RAW264.7 44y i 1L-6 B9 S NE

9 XM, 525 AL H L, LPS 4109 11-6 1

FH K (137.4740.42) ng/mL; 28 300 wmol/L (¥
AN T A BACR UM A HL S, 3 LPS 41, H 11.-6
() & B4 3 K (P<0.05),DP2 .DP3 . DP4 X}

[

[=3

(=]
1

a

L g © d

€
oLl
2 LPS /\BF DP2 DP3 DP4

!

Group
B7 AIARMEEFIEI LPS ESH RAW264.7
4 Ra i IL-1B B 220
Fig.7 Effects of the synthetic GOS on the secretion
of IL-1B in LPS—induced RAW264.7 cells
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Fig.9 Effects of the synthetic GOS on IL-6 secretion
in RAW264.7 cells simulated by LPS
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IL-6 43 i s 1 4100 i) 28 53 50 2 50.59% ,52.78% Fil
54.96% , 2 BRI AE FH 305 DP4SDP3>DP2, =4 2
[/ FHACR 22 5 8. 3% (P<0.05)

DL 25 SRR IR R 2L B AT 2 0
PE | R B P IR o LB AR S i B (R G )
A RE S M AR 3R P FUBE A B TR 1 B SR A R
TR ZUWE A B 5 16 M b

3 itig
31 TiRARKEFRIEFEERZ GOS R IERH
Bz—

A S HLAAR N X A1 35 TR Cn b 2% S
HE BN A4 ) g — Pl B 48 S e, ARAE L
LAY B B A B ) RS ARORE 23 i — 20 Ak,
HE R R A Mg R R T, RIS L
P MBI (AN B I 8B WS IR | B SR
PR JERE R 2R AT R AR R R AL R 2
WEAE Sy 8 22 [ [T 14 T 40 M RE ), g S
TLR4 ZARZ5 G, M55 E W 4 7 A= 90 L
P8 22 F] LPS i I A0 A AT DL 43— sk
e A W , TN B 4605 -2 (COX-2) FIifs & 28 — S Ak
RAHF(NOS) . [R5 20 i ] R R A & X1
(40 TL-1B .NO .TNF-o #l IL-6 25 ), fij iX 28 43 i
-1 7= A A S 5 408 i, i HL#E— 2 ik
ST Y R SR W FE R T A R P (i [L-6 11—
1B Fl TNF-a) YRI5 Z2Fiopedin it & A O A
15 MR B BB AR RE AL | BT /R 2% 95 B LA B 7E 1
O SRR A B A PR i ao B eIk AT AT AL
T RE VRS , X IR YT 2 MR R A — B Y
BT RS

AHEFE LA/ BB W 20 i RAW264.7 4 Jifd Sy 5
R GE T LPS 355 RAW264.7 41 77 A= R AE K20
7E 0~600 pwmol/L HY1EHIF & T ,GOS X RAW264.7
AU E BB B2, Sun ] LPS(1 pg/ml)
% RAW264.7 40 7= A 5 5E N, 28 LPS Hill 4
Ja, S HAMEE ,NO IL-18  TNF-a il IL-6 f)
Sy U R, X R T 14 GOS
AEHES  NO IL-1B8 TNF—a Fil 1L—6 f 43 1 it [ AR
2, UL GOS A BAF Mt RiG 1, X 5AT
2, Chu P45 R — 2,

32 RAEX GOS WMREHEEERM

RO AR R SR AW T 1 &2
LI DRGSR TN SE 7/ e AN NP S 55 o S
PGB —E e, AR 52 ZE0E (Chi-
tosan oligosaccharides,COS) 4T R IG5 H R &
JEBUIME, BITE—E M RGBT, A5
e, HAU RIS, SRR RG N 7 # COS
HA fe s FPLA G T, AL, Deng S5PIBIFFT 4 B
N— T 5¢ 24 25 400 ) LPS 175 5 40 M 7 2 1 58
JERNL, S5RAEN 10 N-L e SR R
BN 6 1 N- LTt 7E SR W35 FEAK T 1L-1B /Y
I35 p65 By BERR LK Y-,

AR GOS H A 2 5 H T 48 1 P 18] 19 OC &
A UWAHIE , H AT B R GOS WY R4 B 5 Ho4i
A M Z A AE — 5 IR A% o A 2L (R Ik 4
¥y b RS A FUME R SR B bR A K i iR S g
R, WU AT 1 (Bifidobacterium lactis )DR10 7 {f
SERHREGE R 3 fil 4 1 GOS®, Barboza 45
FEARHY FE BT TR Y A i e o T ik 23 A S5 A
FHRAGEH 3~8 1 GOS, X—45 R ERRAE R
i) GOS I fig BAT B4 1Y 2 AR T

AW R, X RALAH L, LPS 5 S 4f i
& AR R T IL-1B \TNF-a IL-6 FI 4 HE A i NO
(R 3 W B 0 3 4 v 5 T 28 R AR ER L ZLRE b B
fE 2T A NO B 70 WA e 35 B R, IR B — 2K
IPLRIE S, BRI (REE 5)>KIb
(CRAHE 4)>HikrpE CREE 3), H =& Z AEH
ROR 25 22 5 o 1 &L 10 P R SR FLE (R AFHE K
PN INSEY- i DYOECR RIS R e 2 A i N
BAEERI S, Y 1 0 R BRI A 1 43
THIGME AR AL, XOTE TARAF R S A 1 70 728
FUMEGR I K IRME & A 2 0 R FLB IR 5L I B
TEHEESA 3 9 LRl misk L, B =3 S A2l h
BRAER BN A CRE AT . #EM GOS bt %
TPE R RE S H B A R U e s A e, AlE
AU RE A B B ORI PR BT

TR GOS HLAR G PERI M BOC R
AR5 1 45 45 A8 B0 B O ] B N TG AR 3R
FLBE.DP2 . DP3 . DP4 (= Z 45 H24LL, DP2
2 5y PP UM B A B, DP3 B 3 4 ol AL bR AR



76

2023 455 3 W

ol 0.
OH
HO. )
= & OH &
OH OH
HO. () (o)
ol o. Oh, o, Or o
A OH OH
[} o
OH o. OH
o OH 0. OH OH 0. OH
Call OH ° OH °
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(a) RARAG IR LR (AR K IRBE B RS EHE)
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OH /
OH %2
HO, HO, 0. ‘\\\0 OH
o )
“OH o _ - o0 “non
oH oH OH
DpP2 DP3 DP4

(b) N T A AR 52 5L (DP2 .DP3 DP4)

10 REFFEEHE
Fig.10 The chemical structure of the GOS

HO.

Ul HO. Ho.
o
HO, Ho, HO, HO,
o o (o} o
HO - o : OH HO g - 0
OH OH OH

OH

FER B, 0 DP4 /1 4 43 T2 FUBE IR S A AR ) , IT
I, 45 RF A LPS B A T4 AR
LML A ZH NO IL-1B . TNF—a HI IL-6 HY 43 il
I EREAL, BAEHZCRE DP4>DP3>DP2
P g R R A X GOS PRI HE
S
Xttt , VEE RN GOS A At i 7% 4 1k T
LPS % 5 (% TLR4/MD-2 il }& 15 5 1% S 1 & ¥ 4t
RAGVE,GOS 431 K/ CRG B ) * H s v B
S0, TLR4 J& LPS () 3 2 Bk LPS 347 1Y
TLR4 (15 5 8 B AE RAE(R S L B E &
SRR, 24 LPS #40% TLR4 15 538 # |, BfikE 01k
FE -2 (MD-2)'5 TLR4 %45 &8 W — 344, T
Ja 3 Rl BB A P GOS B FT LPS #% 0
Z 0BRSS S5 4, R R TR LPS i &
TLR4/MD-2 & &9 —F 4k, el TLRS 18
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(NO) and proinflammatory factors

(IL-1B .TNF-a and IL-6) were utilized to evaluate
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the anti-inflammatory activity of galactooligosaccharide (GOS) in wvitro by LPS—induced RAW264.7 macrophages. More-
over, the structure—activity relationship of this bio—activity was also explored from the perspective of the degree of poly-
merizations. The results showed that GOS could significantly reduce the secretion of inflammatory mediator (NO) and
proinflammatory factors (IL-1B TNF- o and IL-6), implying that GOS had the excellent anti-inflammatory capacity. Be-
sides, the in wvitro anti—inflammatory activities of GOS with different degrees of polymerization indicated that there are
significant differences in the ability to regulate the secretion of proinflammatory cytokines and inflammatory mediators. In
conclusion, GOS with higher degree of polymerization showed stronger anti—inflammatory activity in wvitro.

Keywords galactooligosaccharide; inflammatory factor; anti-inflammation; degree of polymerization



