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BB Toll BHEZIA 4(Toll-like receptor 4, TLR4) BiAFEHLE] . 478 CSTBL/6J el /N B Y 1
TAK-242 $MHil7175 T 0 RAW 264. 7 8 /NGB 25 T DB 22 520 800 mg/kg Lh Bz RAW 264. 7 BIHU 25 T A [F] vk i
Y RIBEZ M (25 .50 .75 100 wg/mL) JEAT 1100, FlEIBE A 25 W B % 125 (enzyme-linked immunosorbent assay , ELISA ) /)
S0 2 /) BRI T A B IR - \RAW 264, 7 41 ji IRl 43 WA /K o B 1 5 9% VS ( Western blot) 55 52 2 ' 42 & PCR
(real-time quantitative PCR,qRT-PCR) 4] TLR4 &AL 1L K -F 88 ( myeloiddifferentiationfactor88 , MyD88 ) 5 fif &3
IRBE P FAEE B 4> F 6 (TNF receptor associated factor 6, TRAF6 ) 7EAH Y20 270 R 20 i iy 363k . 455 55 32 W s 240
FEE T SN B IS B M R 8, DA IE 40 I R -2 (interleukin-2, TL-2) | 1 41T 4 2 4 (inter-
leukin-4 ,IL-4) JiREIRFE R F o tumor necrosis factor-ae, TNF-at) \FEERE 14 G(Immunoglobulin G, 1gG) A1 BEBREE H
M (Immunoglobulin M, TgM) Y&, 7E TAK-242 #5175 T 09 40 AR AL v, SR0HE 228850 T 1 44 3R -18 (Interleu-
kin-18,1L-18) . FH 4l ifi /- % -6 ( Interleukin- 6 ,1L-6) | 4 40 i 4 Z-12 (interleukin-12, 1L-12) \TNF-a % K F kB (nuclear
factor-«B ,NF-kB) )53 Wb Ab, JME Z2 0 6 % T TLR4 F1 MyD88/TRAF6 1335 T I HIBE 24 vT LL3d &8 94 4y
MyD88 ¥ E TLR4 SZ 1A Sy i .
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Effect ofAlhagi honey polysaccharide on immunosuppressive
activity by regulating Toll-like receptor 4
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Abstract ; This study elucidates the regulatory mechanism of Alhagi honey polysaccharide on Toll-like receptor 4 (TLR4 ). An
immunosuppressive mouse model was established using C57BL/6] mice,and a RAW 264. 7 model induced by TAK-242 in-
hibitor was constructed. In the mouse model, Alhagi honey polysaccharide were administered at 800 mg/kg, while the RAW
264.7 model received interventions with different concentrations of Alhagi honey polysaccharide (25,50,75,100 pg/mL).
Enzyme-linked immunosorbent assay ( ELISA) was employed to measure cytokine levels in mouse serum and RAW 264.7
cell culture supernatant. Protein immunoblotting and real-time quantitative PCR ( qRT-PCR) were conducted to detect the ex-
pression of TLR4, myeloid differentiation factor 88 ( MyD88 ), and tumor necrosis factor-o receptor associated factor 6
(TRAF6) in relevant tissues and cells. Results indicate that Alhagi honey polysaccharide significantly increased the spleen

index, thymus index ,and serum levels of interleukin-2 (IL-2) ,interleukin4 (IL4) ,tumor necrosis factor-ac ( TNF-o) ,im-
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munoglobulin G (IgG) , and immunoglobulin M (IgM) in immunosuppressive mice. In the TAK-242 inhibitor-induced cell

model, Alhagi honey polysaccharide increased the secretion of interleukin-18 (IL-18) , interleukin-6 (IL-6) , interleukin-12

(IL-12) ,TNF-a,and nuclear factor-«B ( NF-xB). Furthermore, Alhagi honey polysaccharide reversed the downregulation of

TLR4 and MyD88/TRAF6 expression. Alhagi honey polysaccharide can activate the immune response of TLR4 receptors by

modulating the MyD88 pathway.

Key words: Alhagi honey polysaccharide ; Toll-like receptor 4 ;macrophage RAW 264. 7 ;immunosuppression

FHE (Alhagi honey ) iy G RHEIE 46 7.7 9% 5
JE B REARLETE M (Alhagi pseudoalhagi Desv. ) 43
RS T B ARRRE o (AR TREAR E) H E 51 o 2
b R AR I RAS B T M e
WHLARREDIRE )y 1, MR B AL
2 32 Z2WE T S I PR E % ( eyclophosphamide, CTX)
PR e I N B AR SRR, IR e A
R A 48 i A 3R -2 (interleukin-2 , 1L-2) | F 20 g 41
24 (interleukin4 , IL4 ) | i 983 2R 7 A F « ( tumor
necrosis factor-a, TNF-o) #1932 R & 1 G ( Immuno-
globulin G,1gG) By 43" . % HE W 3 BT Toll
FEAZAK 4 (Toll like receptor 4, TLR4 ) &4 5 ) 22 24
JEIE AL 2R I B ( mitogen-activated protein kinase,
MAPKs) #14% [ -F B ( nuclear factor-«B, NF-xB) 1§
I PEAEHE RAW 264. 7 440 i X1 i A 0T
— 3 A AR VAR [, 53— TR 5T 4R
T B 205 5 TLR4/MyD88/TRAF-6 {3 53
& H NF-kB p65 £ F Y FRB 7KV RTINS 2 )
fE' . TLRA J&— M 5 BEAS 500 7, X Fh 2 AR X F
s R EE ) YA 5 TLR4 244 it
T8 A W BCAR BT, 78 TLR XIS RS E 17155 1)
145 417 B IR )2 U8 NF-B A 22 288 538 il 26 14
WA DAL R BR AR, B 5 5 | S 240 L 43 WA AN [R] 52 PR )
JR" o TLR4/NF-xB {5 8% S #2 Fl MyDS8 1
FFRFLA B, Y A TIR 254938, 4R ) Al HA &
Heoi iy MyD88 FIHA [m] I 1 32 1A SC 1 TL-1 A7
14 (1L-1 receptor-associated kinase, IRAK ) 22 2 ¥if§
YER #2552 IRAK, W25 )5 19 TRAK i — 253
155 IR R FE A F-AH G 43§ 6 ( TNF-receptor asso-
ciation factor 6, TRAF-6) , TRAF6 o — & JE il &1 %
NF-«B EEHIHIFIEZ 59 o NF-«B 1 77E
KK 4545 19 7 W) 1 52 Wil T W98 R Ak 11 B3 ik, 9K Jm %k
NF-xB R, I X005 SR A A vh = AR i
FI5 WA 1L-1 L6 IL-8 | IL-12" 45 R
FLZH AT H TS CO0F AR A 22 WA T T BRI, oA
T2 70 CF 9 AF K &, g 4 B, B ik
JEHR 80% o 23k 53 e Ak, 45 B HBE 2 8 ( Alhagi

honey polysaccharide , AHP) M AHP 4 5
254 1.68 x 10° Da, i a-L-Arab-(1—,—3) a-L-Ar-
ab-(1—,—2) @-L-Rha-(1—, —3) a-D-Man-( 1 —#I
—6) a-D-GlcUA-(1—3) a-D-GalUA 24 i, AWF5
M AHP 42 TLR4 1 #1 FE , BF 58 HO S 22 Bl /) B
TR Fr) B 92 VA 45 T A SCAE X TAK-242 4170 4] 551 15
FHYE LA RAW 264. 7 £ 8 rh fE 47 S e 16 PE R
5%, BTEN AHP [ RN 4 A RS J A

1 w57

1.1 K7 5Z%

CTX (YL 75 18 Z 25 Mk A R 2 W, #t 5.
16071422) ;/NER A0 A+ 1L-18 . 1L-2 [ 1L4 11-6 ,IL-
12 IL-10 \TNF-a . 1gG . IgM 45 ELISA &30 & ( iR
R A R A A it . EDL2018012025 ) . /)N FUIE
JEEL R AN RAW 264. 7 2 (b ERF2 g b e fi
PR B 4 M B2 P bl ) s IR 2R ILTE ( Gibeo USA,
15 : PA131001 ) ; DMEM (#0 M iR B A= 1 HOR A BR
23w} A5 :12800-017) 50. 25 % JRHE H i H AL T (7
L Y B R R A R L iS5 KGY001-
100) ; % 75 2 -4 55 2 W0 (10000U) (2 [H Hyclone
o], ik 5 SV30010) 5 i £ ## (lipopolysaccharide ,
LPS) (SIGMA USA, {5 .1.2880) ; — HI J [V il DM-
SO( [ Sigma 24 W] ) 3 £h R 7 Jig WKk (11 2R 47 A 42
2\ BR 2 A, 52 150321 ) ; TLR4 1 A5 410 41 57
TAK-242 (#t5 . HY-11109) ,

FPREZ 48 (BRI A W) L 415 :20170711) ,
i B R R 2 AR 245 WA 27 O 2 I T TR AR 4
NELEE ) Alhagi pseudoalhagi Desv. 4y WA B4 1 A,
AIERL, Zoad o B2l oK AR BRI 2 H LB AL
W BRI | 2T 4 22 A )2 B R0 R SRR BE AL )2 T, &8
0.1 mol/L ) NaCl IV, Ve M e 4 Jm 42 72 h
ELAS A 3 AHP, A S DL AHP VR R 5 SE00T 58
1.2 7k
1.2.1  Sesgapdl b AR & 5

32 H C57BL/6) /NRR, IE -9, IR R B 18 ~ 22
g,6 ~8 JAlUE W B b BT de ke g i o AR I BEAIL
BFRIE S I X R (control, Con ) (n =8) (A
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AIZH (model ,Mod) (n =8) il ¥ 2§ 2H ( Alhagi hon-
ey polysaccharide , AHP) (n =8) X BHIEZ5#¥4H ( Posi-
tive,Pos) (n =8), Con ZHIE ¥ 3%, 5 4.6.8.10,
12 d Con 21 5 Jis 3 5 A BRER IK | A 4% 21 e 57 fe 92
P/ BB AL, 55 4 06,8 .10 12 d % H/INRUE s 3
BF—W CTX(50 mg/kg) ). itk , Con 20 4 5 I
Ji 0 B A B AR K, Ay 3 41 4 SR IR R T 5 CTX —
Ko, AHP 45 K145 T 800 mg/kg #E1T# H , Pos
ZH/INRBER 25 T Eh 2 /2 Jig Wk 50 mg/kg #E F , Con
N Mod 253 K45 T4 f AR AR K HE 3L 35 d,
ARIR S 27K /)N BRI MR BRI, S00HE B8 F AR FE , BUCHC A
JRFNIENE , 3153 BLINE 48 $X (spleen index , SPT) i1 iy i
F6% (thymus index, THI) , 31577 )y : SPI = JBLfE
H(mg)/IAHE (g); THI = Fy i & (mg) /{AE (g) o
S ) Wy A 7 A TR AT HIE S SYXK (52 2020-
0002, sh¥ 548 IE5 1100111911008834 , £ om 2
BRR2E5 — M & BB S HLZ L S (e PR LS
TACUC-20200331-83,
1.2.2 %% ELISA 447

W BTN BLUMEELL 3 000 v/min (850248 12.5
cm) B0y 15 min, B, SR ELISA 3605 1L-2
IL-4 IL-6 \TNF-o IgG TgM , 52 50 20 B ™ H 42 fid 13 B
FikfT,
1.2.3 qRT-PCR A& SAGIE + TLR4 69 &k

/N BB ZH 2R 100 mg, 7T 7 19 BF B Hh i
RS B AR, F Trizol $EHUBATA L rh &5 RNA,
T SR BB i RNA 3504 5 % 10 . 1% ¢DNA
J& , 47 2¢ e 1 PCR, TLR4 51 4nF : L5 |49
5'-ATGACTGGTTCCCGTC-3"; T Jif 5| #¥. 5'-ACT-
TAGCGCACATTTATTCCA-3', LA B-actin N INZ,
iK% :cDNA 2 pL,SYBR Green I 10 pL, L34
0.5 pL, F#514 0.5 wL,ddH,0 7 wL. PCR i
254195 CCHAEYE 2 min,95°C 75 10 5,60 °C 3B k
35 5,72 CHEfH 30 s, 440 MEH, R 244CT i
P15 mRNA BYAHXTFRIAE
1.2.4 Western blot #& /) A2z 40 2% TLR4 % &
K

K Western blot il & )t ik 20 21 TLR4 5 17K
o AT ARIRGER, H L B-actin MR NS AT
E BRI,
1.2.5  #y# TAK-242 #pH) %)% 49 RAW 264.7
Ao A A

¥ B RAW 264. 7 4y S VU4 : IE & 4

(Con) ; LPS 4 (LPS) ; TAK-242 ] 1l 7 41; LPS +
TAK-242 fipi 20, DL R gL ) MyD88 (1) 3184
FGr I B X 410 S 500 e % 52 AR S PAT £ A7 O 2 A T A
o 95 FRATT AR AU 2 A5 B DA
1.2.6 AHP s} RAW 264.7 m e A X 5 B T8
%R

4y W% ST RAW 264. 7 41 i 5256 41 ( AHP 25
50.75.100 pg/mL, AHP 25 AHP 50 AHP 75 AHP
100) PAMEZG2H (LPS 4H) (1 mg/mL LPS 4 fif % 35
F) FEAIZ (Mod ) FIIE H XJ HEZ ( Con ) , 45 41 43l
WAL 3 MR AL TEA R BE 2540 T4 AL 24 48 h
Je A A 5 AR B IR RO N, 1R
FH ELISA #4630 TL-18 IL-2 IL-6 IL-12 IL-10  TNF-
o Fll NF-«kB R+ %5 ,450 nm ZbI 2 WO BEAE
1.2.7 AHP #f RAW 264.7 Zm o427 48 % & B ¢4
F K0 h

TLR4 # x5 v 9 MyD88 4K i i 42 t MyD88 43+
TF1 TRAF6 20 F Tt , & R+ Bia A fe k%
TLR4 ¥ 43 () 1E % S 58 o BAE A, Bk, R A RT-
PCR 7 Z8 AN [m]vk B2 AHP -l TAK-242 1)) 71 375
SR EEAN A MyD88 il TRAF6 () mRNA {3k
K., MyD88 i8] 4 :5'-ATGACTGGTTCCCGTC-
3 F eS| 4. 5'-ACTTAGCGCACATTTATTCCA-3',
TRAF6 | ¥#5|4):5 -CCTCCTGGTGTTGACCTCC-3';
TS :5'-GAAGCAGCCCAGCTCGTCCC-3
1.2.8 AHP sf RAW 264.7 a2 Al fn £ & G )
FRRIE 6w

¥ JH Western blot Jll 58 TAK-242 #1715 51
RAW 264.7 sl 21 DA M 45 45 25 40 1) MyD88 il
TRAF6 /K- s R IA SR, Jf LA B-actin
YER NS AT =T .
1.3 SitFaE

K HI SPSS22. 0 AR X it i A T Ge it b B
BARLIE £ hnilEZE (v = ) FoR, PP HLECR ] ¢
fige, P <0.05 HESAGIFE L,
2 #R
2.1 AHP /)G BE AR 45 #5170 g R 45 £ 89 52 M)

NG TR ST CTX J, #5588 20 /) B JBLAE 48
B RFE BUIR T IEH X A, 2 R A G F R L
(P <0.05), AHP Z{/|N 52 A A i Z50R0 B g i 2505
T Mod 4 (P <0.05) , 45 R 1 s,
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P

Con Mod Pos AHP

3 -

Con Mod Pos AHP

Bl SENROBIBRIESAEAERES( « =5, n = 8)
Fig. 1 Thymus index and spleen index of mice in each group ( x + s, n = 8)

1.5 Con L#E, * P <0.05;5 Mod iR ,#P <0.05, F[A], Note: Compared with Con, * P < 0.05 ; Compared with Mod, P < 0.05 ,the same

below.

2.2 FH/NRINE LA EF ISR

Mod 21 /)N BRI TS H IL-2 IL4 IL-6 \TNF-o [ 55
LT Con 4, AHP 41 IL-2 IL4 1L-6 . TNF-a [
ST Mod 4, ZRAGIHEE X (P <0.05),
AHP 2/ 5 Con 2 IL-2 .IL4 IL-6 TNF-o [y [b A% 25 5
TGt (P <0.05) 451 4l 2 s o

Mod 2l /N FULIE H 1gG il IgM {EAIK T Con 4,
ZRAGIHFE XL (P <0.05) , AHP 4 IgG Fl IgM
fHi= T Mod 2 (P <0.05) , 45 4n[&l 3 froR,
2.3 FHA/NMFREAEZHELF TLR4 mRNA BRIE

Mod 41 /N BRI 2 2 Hp i) TLR4 3k /K FAIR
F Con 2, AHP 2 TLR4 mRNA /K BH i 5 T Mod
H(P < 0.05), K] AHP HA KR F e il s Ay

IgG (pg/mL)
IgM (ng/mL)

Con Mod Pos AHP

0.4-

0.0~

200=]
# |_Bis%]
150 = =14 I
A == 6
E
& 100 x C=TNF-q %
i
41§
z
3
50 =4
# #
%

|
oA S Ygs A éeb‘zo"” Ygs oA S Yg\ oA S Ygg

2 BHEMRMFH IL-20L4,1L-6,
TNF-a 9IS E( v = s, n = 8)
Fig. 2 The levels of IL-2,IL4,IL-6 andTNF-« in

serum of mice in each group ( x £ s, n = 8)

Con Mod Pos AHP

B3 ZANBMERILGCIMEE(x +£s,n =8

)
Fig. 3 The content of IgG and IgM in serum of mice in each group ( x = s, n = 8)
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/N TLRA AR SCEE D R IX 150, &5 2R &l 4 By
/jf\‘o

TLR4 mRNA

Con Mod Pos AHP

4 FBHENFREEHLA S TLR4 mRNA
BIRIE(« £5s,n = 8)
Fig. 4 The expression of TLR4 mRNA in spleen

tissue of mice in each group ( x * s, n = 8)

2.4 FBANREAFALR TLR4 EAKENE

AHP 4l TLR4 F£ikh i T Mod 41, 22 347 411 2#
(P <0.05), 4 41/NEUIRNELI 2 TLRA T (13
TR PR TS R AN 5 TR

Con Mod Pos AHP
TLR4 96 kD

pacin D D D G

3.0

2.0—

N
3]
1

TLR4/p-action
=)
1
"

0.5=

0.0~
Con Mod Pos AHP

S5 EHFHANRMAEAR TR ER
RIBER( x * s, n =3)
Fig. 5 The expression of TLR4 protein in spleen

tissue of mice in each group ( x + s, n = 3)

2.5 TAK-242 ##IF1EFH) RAW 264. 7 4 faiEE)
Wi

fdi FH TLR4 #5157 TAK-242 D)4 %f TLR4
B S T AT RAW 264, 7 E/ TR A RSB, LR
T 5L P MyD88 1 2% 3k A il B ) X 4100 ) 7] 1 X6 32

TRES R DO HEAT R . N MyDB8 ik 4 A% 5]
HRf DL, AN TR 40 T 24 Ak B 2H A T 0 A0
RAW 264.7 J5 , TAK-242 $il i 7KF- B 8T ik
TAK-242 i 7555 19 B IR 40 ). RAW 264. 7 KRl
AR, S5 R AN1E 6 FoR .

LPS+TAK-242

TAK-242

2.0

MyD88/f-action

0.5=

0.0~

E o6 BEREZHR RAW 264.7 s MyD88
BAMRE( x £ 5,0 = 3)
Fig. 6 The expression of MyD88 protein
inRAW 264.7 macrophages ( x + s, n = 3)

2.5.1 AHP %+ RAW 264.7 @i ® % 5 B F 8
P AL

AHP 25 71] 8 v 52 21 B 0 0 455 )5 1 1 400 L v
IL-18.IL-2 IL-6 \IL-12 . IL-10 , TNF-o 1 NF-xB (/)43
Wi, Biti 5 79 S RN, 8 B DR A o WA s M n L &5
WEl7 B,

5 Con 4 Hbist, AHP FE AN [R] ¥ B2 T (50,75 100
pg/ml) B E 0 1 IL-18.1L2  IL-6 . IL-12 . TNF-o
DL K NF-xB (7K (P <0.05), 48 h kbFJ5,50
we/mL ¥ FE R Y AHP 2 1L-2 % A[HTF Con 4 (P
<0.05) ;75 wg/mL ¥ JEF AHP 4 1L-18.1L-6 .
IL-12 1 NF-«B th B GG B LM ER (P <
0.05) ;100 wg/mL ¥ FEFEF AHP 41 TNF-o 2 & A
[T Con ZH (P <0.05) ; fbAh, AHP ZhFEF IL-10 7K
SEICHH R AR Ak, S5 R T s, £ BRIk, AHP
Refg e I TAK-242 1 i 551375 T 1) B 410 il RAW
264.7 4% Wb IL-18, IL2  IL-6  IL-12 , TNF-o il NF-
kB, Z 50T ER .
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.45 Con 8, * P<0.05," * P<0.01, Note: Compared with Con, * P < 0.05," *P < 0.01.
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2.5.2 AHP x+ RAW 264.7 fm i # A 6540 % & B
FK R om

5 Mod 4 e #, H 3L K MyD88 /) mRNA &
IEEE LPS 4H A1 75 we/mL AHP 4 i i, 257
HAGI#E X (P <0.05), H T 45 24 B iy 1
Jin, AHP 2525 48 %F TRAF6 43 19 4H 26 3L PR 36 3k M

2.0
1.5 i
<
z
&<
E 1.0
o0
a
>
=
0.5
0.0~
s X O LS
5t S §§/§%§ Q\
¥ ¢ % $

TRAF6 mRNA

0.69 {5342 1.31 ;] Con ZH%F I, Mod 2H HA 5
WX F (P <0.05); 5 Mod 41 b %, B
TRAF6 ) mRNA ik 7E LPS 41175 wg/mL AHP
Al L, 2R A G E L (P<0.05),
4 MyD88 I TRAF6 (3% ik it fix i ), AHP A3k &
J 75 pe/mL, 255K 8 FiR .

1.5= " p

0.5=

0.0 =

8 AHP X RAW 264.7 R4S MyD88 , TRAF6 mRNA FIXEIZHEM( ~ + s, n = 3)
Fig. 8 Effect of AHP on the regulation of MyD88 and TRAF6 mRNA expression in RAW 264.7 cell model ( x + s, n = 3)

2.5.3 AHP 3 RAW 264.7 s oAt A 40 £ & & &
B Ee A

M\ MyD88 25 11 #3h5 (WL 9) i fEdS ) 2 M 2%
FNFELR 2 25-75 wg/mL YUk BE Y LN, 4545 160 0%
WA TR, Bl AHP ¥ B2 934, #028 ( MyD88 Al
TRAF6 By iAW &, R m O . AR 2%
1%, W2 2 78 B & 1 MyD88 iy & ik, 50
75 we/mL F & A AHP 20 (998 15 K OF B 5
(P<0.05), #EHEH TRAF6 RIA T, 575 wy/

£ 1 AERE AHP 3t RAW 264.7 4058
BEEARENEME( « £ s,n = 3)

Table 1  Effect of different concentrations of AHP on the protein

expression of RAW 264.7 cell model ( x + s,n = 3)

205 ik Protein expression

Group MyDSS8 TRAF6

Con 0.333 £0.062 0.435 0. 086

Mod 0.296 £0.075 0.217 £0. 064

LPS 0.351 0. 103 0.258 0. 106
AHP 25 0.307 £0.012 0.247 £0.042
AHP 50 0.359 £0.013* 0.329 0. 059
AHP 75 0.371 £0.107"* 0.425£0.105"*
AHP 100 0.313 £0.083 0.340 £0.047 **

F:5 AHP 25 pg/mL 41 HAE, * P <0.05;5 LPS 41 HA,*P <0.05,
Note ; Compared with the AHP 25, * P < 0. 05 ; compared with the LPS,*

P < 0.05.
L AU H, 537185 (P <0.05) . 15 LPS 4L I,
AHP 41 MyD88 # 1 #Y K Ik KFAE 75 pg/mL 7
ENUE TR (P <0.05); thAh, 7 AHP 21 1,
TRAF6 £ [ () FiEKFAE 75 #1100 pg/mL 5 & T
BFETE(P<0.05),

Mod AHP25 AHP50 AHP75 AHP 100

MYDES e s D — GE— —— B 33 kD

TRAFG (S —— e — 3 |

peaction ---*. B

9 AREKE AHP Xt RAW 264.7 4RREER) ch

MyD88 #1 TRAF6 & B &KX B =M

Fig. 9  Effect of different concentrations of AHP on the
expression of MyD88 and TRAF6 protein

in RAW 264.7 cell model

3 iHieE4%it

fIFFE M, Toll A 52 (A5 5 1 1 2 220 S 5
W B . BTFER W], TLRA/NF-«B {5 5 1
TEL R RIE VBT TS IS 5 H LR
HUA G 2R G0 h S e o 1\ i 40 I AN e o3 45
ZHLA o MR BG H AR Ay o8 () S R, LR A
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THRFRERG Z I . R G AR L R
SAE T SRR R A o SR, TE IR R
i FHAL YT 25 9 23 0 IR 33X 7 A O 5 305 g L
CTX VB —Fheg A ALTr 2549, vl 5|k S g il
TEARWIGE T, K H CSTBL/6] /N BUE s 1 5 CTX %
TR IRAG /N BROMLAAR 1) S 928 7 25 68 ), 3 3 15 2 4
CTX, ffiiE 5 /N R S e DI REIE BUAR T o FRATT A R
#E CTX 5 S DI ReIC T /U ML 8L by
TLR4 B g TR, 1 AHP 524 TLR4 (4 FEAIK, AHP
T /I BRI 2 20 rp TLR4 A5 B &2 34 in, 3% B
TLR4 257 CTX #5509 B DI Re A% T /0 B o4
W BRI E R . AR AR R AR
/NG EZHZY TLRA 35 FH/KFREAIG, 457 AHP
Fia , /N ERPGEZH 20 TLR4 28 H /K- T, $278 TLR
{5518 AR RAE N h R EEZAEH . TLRs 25
WU E A 5095 K27, TLR2 il TLR4 J& TLRs %% it &
BB FE ST R AR T R AR
Y | Sh A AR G 1, R
SO B )2 K, WA R E R e R
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