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FEZE B TI0H Toll #5244 4(TLR4) /REHE 53 {LF F 88 (MyD88 ) /4% A F
kB(NF — kB) {553 BT 5 PR B U8 13 i/ RNA (miR) - 26a - 5p 1870 R
RE/MA BIAZ R A 5 S R A WA Z AR 1 3 (NLRP3 ) A5 A 41 T X I i K R
SEHERMAEWILE . FE ¥ 50 HSD KR Xy B B 2H | gk
Prdl R TR AT + agomir NC 41 A1 DB B4 + miR - 26a — 5p agomir 4, fF 4]
10 H o St HRALIE 5 0. 9% NaCl; A7 21 7 B2 W A A0 5 B I Bk mA iy 2 A S 70
AU HEA A H I 100 mg » kg™' + d 7' BLEL R BLELBRBAAT + agomir
NC ZH7F 38 55 B 20 i 40 1 2 il b R o Bk 1 5 agomir NC; B H gk 54y +
miR —26a - 5p agomir 41 7£ B ES R BT LR [ EHIIESS miR —26a - 5p agomir,
PATRACKE — 2T Yo (o 0 R Al 20 205 AR AL , LA TG S 3 W 32k 00 Az 00 48
B 7K, DASE o R i a0 SRR A5 Wl SR N R R (A 5S BEAAS N miR —26a —5p
I ZE R 1500 , AR 40 EP 308 46 0 £ 7= F1 TLR4/MyD88/NF — «B 3 J& #H 56 5% 1111
FRK V., R XM BRI BT R B R R E o Bk
(35.16 £2.95) . (52.94 +4. 63) Fl(44.07 +3.78) um, H 42 - 13(IL - 13)
T4 (18.23 £3.94) (61.84 +10.94) F1(34.23 +6.11) pg - mL™", T3k
2 y(IFN =) 7K P43 57 (68.43 £ 11.59)  (22.94 £4.70) F1(43. 10 +8.04)
pg - mL ™" miR —26a - 5p mRNA A%} F 35 7K P-4 514 1.00 £0. 15 2. 26 +0. 31
137 0,19, X B4 AEHIZH BT PR AT B ThBR BAHT + agomir NC 4 FIHL
TPk L + miR - 26a — Sp agomir 41 NLRP3 7K [ Af X 38 ik /K 7 43 5
1.00 £0.11 3.21 +0.47 .1.77 £0.24 1. 69 +0. 27 f1 2. 53 +0.38, TLR4 % 440
FF 2 35 K 48 Sk 1,00 + 0.13,2.54+0.39,1.86 £0.27 . 1.91 = 0.30 #I
2.24 +0.34, MyD88 #& [ A#H X 3% 35 /K - 43 51 5 1.00 £0. 15, 1.97 + 0.26,
1.44 £0.21 .1.41 +0.18 1 1.69 +0.23, NF — «B & {4 41 %t 3 3% 7K F 4> 51
1.00£0.12 2.88 £0.37.1.83 £0.29 1.77 = 0. 25 f12.54 +0. 41, BRI 411 I
IRFEAR 550 B A, R T R SR PT A 1) R FE AR S AR A LR, B T TR AT +
miR - 26a - 5p agomir 41 (1) iR TR R 5 B L BR BLPT + agomir NC 4 LA, 7E 51T
¥ EEFWAEGIHFEL(P<0.05,P<0.01), £ B IBRALIT] REE L
il TLR4/MyD88/NF — « B3 % (1303 >k Ji > NLRP3 ZE5E/IMAA I FE T, I
) S AAE R P K FRVGE BB, WGE K BRI RE

SRR - B LR BT 5 BE M 5 S H I 5 Toll BEAZ 1A 4/BBFE (L IE - 88/ 4% 5% i [
T - kB RS A E RS 2 AR G 3T
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Abstract; Objective  To explore the omalizumab via microRNA (miR) —
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26a — 5p reduced the inflammasome, or the NOD - like receptor themal domain associated protein 3 ( NLRP3)
mediated pyroptosis on airway remodeling in asthmatic rats, based on the inhibition of the Toll — like receptor 4
(TLR4)/myeloid differentiation primary response protein 88 ( MyD88)/nuclear factor kappa - B ( NF — kB) signaling
pathway. Methods Fifty SD rats were divided into control group, model group, omalizumab group, omalizumab +
agomir NC group and omalizumab + miR —26a — 5p agomir group, with 10 rats in each group. The control group was
intraperitoneally injected with 0. 9% NaCl; the model group established the asthma model; the omalizumab group was
intraperitoneally injected with 100 mg - kg~ « d ' omalizumab daily on the basis of model group; the omalizumab +
agomir NC group received tail vein injection of agomir NC on the basis of the omalizumab group; the omalizumab +
miR —26a —5p agomir group received tail vein injection of miR — 26a — 5p agomir on the basis of omalizumab
group. Hematoxylin — eosin ( HE) staining was used to observe the pathological changes of lung tissue; enzyme — linked
immunosorbent assay ( ELISA) was used to detect the levels of inflammatory factors; real — time quantitative reverse
transcription — polymerase chain reaction ( RT — qPCR) and fluorescence in situ hybridization ( FISH) were used to
detect the expression of miR —26a —5p; Western blotting (WB) was used to detect the pyroptosis and TLR4/MyD88/
NF - kB pathway — related proteins expression levels. Results The tube wall thickness in control group, model group
and omalizumab group were (35.16 +2.95), (52.94 +4.63) and (44.07 +3.78) wm; interleukin — 13 (IL -13)
levels were (18.23 £3.94), (61.84 £10.94) and (34.23 +6.11) pg - mL™"; interferon gamma (IFN —v) levels
were (68.43 +11.59), (22.94 +4.70) and (43.10 £8.04) pg - mL™'; miR - 26a — 5p mRNA were 1.00 +0. 15,
2.26 £0.31 and 1.37 +0.19. The relative expression levels of NLRP3 in control group, the model group, the
omalizumab group, the omalizumab + agomir NC group and omalizumab + miR - 26a — 5p agomir group were
1.00 +£0.11, 3.21 £0.47, 1.77 £0.24, 1. 69 £0. 27 and 2. 53 +0. 38; the relative expression levels of TLR4 were
1.00 £0.13, 2.54 £0.39, 1.86 £0. 39, 1.90 £0. 30 and 2. 24 +0. 34; the relative expression levels of MyD88 were
1.00 £0.15, 1.97 £0.26, 1.44 £0.21, 1.41 £0. 18 and 1. 69 =0.23; the relative expression levels of NF — kB
were 1.00 £0.12, 2. 88 + 0.37, 1.83 £0.29, 1.77 £0.25 and 2. 54 +0. 41, respectively. The differences of the
above indexes were statistically significant when compared the model group with the control group, the omalizumab
group with the model group, and the omalizumab + miR - 26a — 5p agomir group with the omalizumab + agomir NC
group (P <0.05,P <0.01). Conclusion Omalizumab may reduce NLRP3 inflammasome — mediated pyroptosis by
inhibiting the activation of TLR4/MyD88/NF — kB pathway, thus achieving omalizumab inhibited airway remodeling
and improved lung function in bronchial asthmatic rats.

Key words: omalizumab; asthmatic; airway — remodeling; Toll — like receptor 4/myeloid differentiation primary

response protein 88/nuclear factor kappa — B; NOD —like receptor thermal protein domain associated protein 3; pyroptosis
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LA A BB B ST W, Toll A% A% 14 4 ( Toll
- like receptor 4, TLR4 ) /#&#E 43 fk. K T 88 ( myeloid 1 ##
differentiation primary response protein 88, MyD88 )/ Zh¥  SPF 2% it SD {i B K B, 1R i &
#% B F kB ( nuclear factor kappa — B, NF — kB ) 18 [ 290 ~310 ¢, % 8 J&, W B ¥Rl 1 iE A YR F IR



818

v T R 25 PR gk R

Al M6 M) 2025 4F 3 7 (S 428 1))

ol B A PR ATIE 5 : SCXK () 2020 - 0051,
A IE L 7 AR 5 TN R B e S 30 s A B 2 D1 2%
HEMEL BRI - (2024) R385 (014) 5 ],

mEIRF PR, A% B S mg, 4
J5.99.60% , #t 5. 146126; P ¥ & [ ( ovalbumin,
OVA) Ktk &) 1 g, 43 :98. 00% , #t 5 : 232196,
ek 2 [ TargetMol 24 7] A2 73 R B EH 4 iR A &R - 13
(interleukin =13, IL - 13 ) | IL - 4 IgE, T4 & v
(interferon — v, IFN — ~y ) i B¢ 4 35 W B 0 52 ( enzyme
linked immunosorbent assay , ELISA ) {7 &, ¥y A db 5t
R TR BRA R A T3 AKE - JHL (hematoxylin
— eosin, HE ) 4 {355 & | Trizol 32077 300 %% 5% 1200 £ |
R IR &5 4 SE R A5 R 2 K 8 1 3 (NOD - like
receptor thermal protein domain associated protein 3 ,NL-
RP3) Hi 1A | Bt K & A 1 (cysteinyl aspartate specific
proteinase — 1, caspase — 1 ) 7i{4& .\ TLR4 {4 .MyD88 #7i
T NF — B Uik HbEE -3 - SR i &0 ( glyceral-
dehyde — 3 — phosphate dehydrogenase, GAPDH ) i1 {4 |
B 1 E AL ¥ ( horseradish peroxidase , HRP) #xic 1L
FAR 186, BN il = RAEWEARL 7 AR
IL — 1BHUA, B =8 A= W) B A BR A w) Az s — g
Wk B /% ( bicinchoninic acid, BCA) & [ & & I & i1 57
&, 9L[E Abcam AN FE|AEFE ;U6 M miR —26a - 5p 5147 .
PEICHED M A A T A (1) A RA L,

UEE 402AT A Ak ds, il RA BT S iA
PR ity ; CM1850UV PR ) A Bl b 5t S v B B
BA FRZ A i OEM Sl W AU A, {5l
FHE (1) A BRZ @177 il s LightCycler 480 11 5256 €
R EFRE IV ( polymerase chain reaction, PCR) &
G5, 26 % FAAE] P2 BS - 33084 H 34464 X,
RN S B 400 B9 7 A B2 177 il o
2 KWHE
2.1 #ERmEY SNBSS RGTE

14 50 HAgtHE SD KBSy oxt HRAL TR B o B
PAATZE PR TR BT + agomir NC ZH I B Eh 2R B BT +
miR -26a —5p agomir 2, &5 10 H . BRXJHEZH AR, H
REHATH 14 RIEFETH 10% OVA +10% S A4k
BRI BERREL 2 v R A 1 mL B8, 56 7 R R R
ETEAZGT, 1% OVA S5 ALWUR 2 i A AR, X
HRZH LAWEIR R 22 v i A0 OVA. R DB &
4 WA R LR ZE | Sk R B S AN RS A, 3R
WITERERL T . B8 S Bk b 20 AE BT 20 Y iy 1 H
U TR TESS 100 mg - kg ™' - d 7T B EL R BT (X R
2 A TR 2 3 5 A A 0. 9% NaCl) 5 B Eh BR FALYE +

agomir NC 21 7F J 1h 2k B 40 41 % 3L iy b 8 i ok 1 33
agomir NC; 4 ¥R B35 + miR - 26a — 5p agomir 4 7F
BA L B BT 2H () B A b R K S miR - 26a - S5p
agomir, i H 1 9,363 W, TR 2 J4 .
2.2 HE $&%RNARMARRBET LY

¥ SD R AN WG, BT 4% Z R
RS W b 1 2 24 h, & K A B U) i
(4 pm) , Z M HE 44 8 34050 & 3L W] 15 i 17 HE 34
0, 7622 WAMUBE T WM (/N0 | i o BE il 1]
J IS 454 ) 2L 4L BAR AL, BEALIE R 3 5K
ANTEDD R, e 3 58 B 1 /N SR R I I, O 48 B R
7o FTmage J G 73 B B0 DU 5 P R op SO0 TS
PR A RE TR R i LT AR, DA SR K B B 4
B TR (A RE T ARV T N A ) SRR SR RE R
DA A FE 11 i L2 T AR (O 9 UL T AR/ P
K) F#m AE IR
2.3 ELISA EF# M &AKXRMFH IL -13.IL -4,
IgE #1 IFN -y Bk £

B AR W Esh ki 3 mL, 72 4 C K, L
2000 r + min " B0 15 min (B0 8 em) 43 B0
15, 7 ELISA 3:050) & U6 B B AR U IR AU gl e 1A e Al
P IR i EOPR VS IREAS DU BRI B AR T
TR B 26 1k S g A8 BB, AR A AE 450 nm
AR I 4 LG BE (B, LW S 1L - 13
IL -4 IgE F1 IFN — v & BEIEARDC, Hil1EbR e th 2 f 3t
AR T & AR PR IR B A
2.4 ETHEBYHERES KR (quantitative
real — time PCR,RT - qPCR) ;%% il miR —26a —5p
ERAXRMALPHRIEER

PR BT 2H R 5 i 5 9, 42 BRAE B 45 25K ] Trizol
TR PR 2H R BRI 4 21 5] 3 6L RNA JF6E RNA J
B 3K15 cRNA, DL cRNA MM #4T RT - gPCR ¥~
BN L TE 95 °CL30 s fiAs 4,95 °C 15 5,60 C 30 s,
40 NMEI,65 C ~95 CHRAF T HATY Y, LA U6 N
Z A EHE SR COBIE R, B 279 %k b
miR —26a - SpHXFRIEIKF-o miR —26a - 5p 11775
W& 5" - CTGGTGTCGTGGAGTCGG -3’ , FiiF5|¥h
5" = GGGGTTCAAGTAATCCAGGA -3'; U6 i 5| W)
5" — CTCGCTTCGGCAGCACA - 3/, FiEs| ¥R
5" = CTCAACTGGTGTCGTGGA -3',
2.5 WHIEA Z X B A (fluorescence in situ
hybridization, FISH ) # il & 44 X R A £ &
miR —26a —SpHJFRi%EKES

KB LR A W) 7 BT B 3 e e L i dss K
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AR FF IR IR — R B IR — 4 2% i il A BE AR v
T 90 COKIEH B 10 min, IRV H0, N id i 2
FIE K,37 CHEIRAR TP IH AL 15 min, pfys 5 i hnid &
FiAAE W, 37 CHEIRAAME T 1 h, 025 WA SSW, T
i miR -26a - 5p #R5F (5P :5" - DIG - CC-
UUGGGACCUGCACAGCCU - DIG -3") 2%k ,37 C
T IRAE 2833 B, {0 25 23 S, B W U O TR I i ¢
SR E (47,6 - PKREE -2 FRAEmI) B,
TG R T WS FATHIE
2.6 ZFEBREDE( Western blot, WB) i% & illl & 42 K
RESEHLAHET#E K TLR4/MyD88/NF — kB
BHEXEANRIEKES

FH i 5 % 5 UL € 5 ( radicimmunoprecipitation
assay , RIPA ) 24 fift 2 v g £ U S 28 1, ) — g b 1Y
PR I R B VR B, IBURE LUk, o0 B A AR IR 3
A 2 he il A NLRP3 |, caspase — 1 , TLR4 ,MyD88 |
NF — kB .GAPDH(1: 1 000) .IL - 18 (1:2 000) Hiif,
4 CH A AR, WH sk JE A B i 4L Bl
(horseradish peroxidase, HRP) Frict —#5 (1:2 000) , &
IR 2 h, W5 AT RR T Tmage T 3K 4F9)
B Ik BEAH
3 itFEAhiE

FH SPSS 26. 0 Bk ATge it o o iH B BRH
X 53,2 IR U B TS AR A ¢ K0, 22 2H ] HL 3K
AR IT 2Z50H7

# X

1 BEDEREBHX RN A RATARRIES LA
o B 4FL LI T 0. 9% NaCl 5 455750 251 1 57 I i
T 5 A TR T 2 AE AR R A (4 S Al 1 A H R Ml v A
100 mg - kg™" + d "' BLEL B HLpT 5 L ThBR BT + agomir
NC ZH 76 B8 o g S 41 0 SRy b B2 i ik 0 5 agomir
NC; I ER ¥ 5T + miR — 26a — 5p agomir 41 7E 8 T Bk

FAHTZH Ry EL A b R K S miR - 26a - 5p agomir,

X REZE R BRI 2R 2R 25 44 56 8, AR UL A d 4 9 4t g
TR 5 AR 2 R SR 2 40 mT L B 8 1) A G TR, G ik
Yrs %2 | T AR, [ I A 8 R 400 i 352 37 5 B
TR BT L TR B i 2H 2285 A AR A A T 4 A T el
e /NS
2 BRORBERNERARISEEEE.XKET
B LR B R I 7 2 i B F B =2 0

BT 5560 REZELAH L, KBRS A0/ RE TR B N S R
T USRS B o 25 (34 P <0.05) 5 B8 Eh R Ly
2 SRRV AR L, KRS AR BE JE B A S AU L
JELEE Y W 2RI (34 P <0.05) , I3k 1,

ELISA 55 R, 5% B4t IL - 13 |IL - 4,
IgE FERLHR 2 K BUMLTE H 17K 73 2 & T TFN —
KPR EEAR(H P <0.05) s SEAIAAH L, IL - 13
IL -4 Igk 7F B8 E BR BT AT K BRI H ) 7K 734 b 3
WEAR TN —y /K- 35 TH (3 P <0.05) , L3 1,

3 miR -26a -5p EEHKXBMALRHRIX

RERIZH 5 X RRALAR EE ,miR - 26a — S5p FHXT R K
SRR BE Y 2 T (1 P <0.01) 5 B gk g
HGERIHAA L, miR - 26a - 5p FHXTFRIBIKF-FIZE
SR RN () P <0.01) o 2RI 2,

Control Model
3 - o A T

Omazumab
S

1
% 100)
Figure 1  Histopathological changes in rats ( hematoxylin — eosin
staining, x 100)

Control group: No treatment; Model group: Asthma model; Omazumab
1 1

group: Asthma model +100 mg - kg™ - d ™" omazumab.

R FUIRRUTREEIL AP UUSE ORI H F A 3 (IL) - 13 1L -4 ki H E(IgE) (TR y(IFN - y) KF 1L

B(xxs)

Table 1 Comparison of tube wall thickness, smooth muscle thickness and levels of interleukin (IL) - 13,

(IgE) , interferon —y(IFN - ) in rats serum of each group(x £s)

IL — 4, immunoglobulin E

Group Tube wall thickness ~ Smooth muscle IL-13 IL-4 Igk, IFN -y
(pm) thickness (um) (pg - mL™") (pg - mL™") (pg - mL™") (pg-mL™")
Control 10 35.16+2.95 14.25 £1.13 18.23 +3.94 59.06 = 10. 14 14.66 3. 12 68.43 +11.59
Model 10 52.94x4.63** 27.84x2.32"*  61.84+10.94** 248.11+39.78** 94.36£18.16** 22.94£4.70**
Omazumab 10 44.07 £3.78%* 19.81 1. 72* 34.23 +6. 11" 118.73 £20.59*  51.37 9. 61* 43.10 +8. 04"

Dose refer to figure 1; Compared with control group, * * P <0. 01 ; Compared with model group,* P <0. 01.
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Table 2 Comparison of the relative expression and fluorescence

intensity of miR —26a —5p in rat lung tissues of each group(x +s)

Relative fluorescence

Group miR —26a —5p

intensity of miR —26a -5p
Control 1.00 =0. 15 1.00 +0. 12
Model 2.26 +0.31** 2.74£0.36* "
Omazumab 1.37 £0. 19" 1.69 £0. 25"
Dose and n refer to tablet 1; Compared with control group, ™ * P <0.01;

Compared with model group,* P <0. 01.

4 BROKBHIEL miR -26a —5p WMERKRZS
EHAMMET NN

PR R RIZH R BR G B BRI +
agomir NC 2 1% S ERBAHT + miR —26a — 5p agomir 4]
) NLRP3 43 B 3 1.00 + 0.11.3.21 = 0.47.
1.77 £0.24 1. 69 = 0.27 Fl1 2.53 £ 0. 38, caspase — 1
A9k 1.00 £ 0.14,.4.33 £ 0.51,2.26 = 0.34,
2.31£0.32 Fil 3.43 = 0.48, IL - 1B 4 5 K
1.00+0.16.2.99 £0.37.1.82 £0.29 .1.76 0. 31 F
2.36 £0.35, BRI FRSEbR 5 X IR LE , B 1
RPN LR R b SRR AT L, B S BR T +
miR -26a - 5p agomir Y] L iREFR 5 B D BR AT +
agomir NC AL, TEGE 117 B2 R A ST 7F B X
(¥ P<0.001),
5 HOIKBHIET miR - 26a - 5p 3 BEm KR
TLR4/MyD88/NF - B i B 16 X & A RIE MM

X RRZH BEAUL PR ThBR PR | BT BR BT +
agomir NC 25 F1H Kk BAF + miR —26a — 5p agomir 24
1) TLR4 £ [ AH X R 35K F 20 4 1.00 + 0. 13
2.54 £0.39.1.86 £0.27 .1.91 £0. 30 F12.24 0. 34,
MyDS8 7 141 4 Xt 2 i K F 4 81 1,00 £ 0,15,
1.97 £0.26 1. 44 +0.21 .1.41 £0. 18 1 1. 69 +0. 23,
NF - kB & A0 X £ 38 K43 5 24 1.00 + 0. 12,
2.88 £0.37.1.83 +0.29.1.77 £0.25 F12.54 +0. 41,
BRI () R Fepn 5 0T FRZHAH L, B8 S BR T4 iy 1
RIS SRR A A L, B S BR BT + miR - 26a - 5p
agomir 2 1) iR 4555 B S BR BT + agomir NC 414
H L, fEge it e B R IA G E (3 P <0.001)

W

AUTAFER , W M (14 26 0 38 1B 3R L OB 3, 52
AUE MR AT S B RER T 1 R i Y

BURHIEZ — , S HNFIIROIEHE AR, T 24 i BE T Ak
PR R IERBOE B 4G 1gE , f2 051 WLl 4
RIEM MR SE, FEEE I, B A AR 3 1<
2R AR E e, U S g e A
DR RN, SGEF A & AL R 2% 6T ERE R,
RIS A R o B ER BT 95%
NIEALDL IgE B va BEHTAAR, AT LLR 8 <0 7 i L4
L T P A 240 L 55 A R 200 L b 1) 1gE 55 2R RN g A2 A
FiB R PESS A MR A H  1gE , DI BH 1k Fnjsi 2>
PRRA I 5 SLRE L, K HE-F- Wi VR, X A B B SR
PR R AROR B . AR P, B 4K R
Jit 2 ZH0R] UL B A ) SO B R S W W G 22 il R 5
IR, RIS 980T 4 MR 1 , 2840 B8 B 2R B pT iR T
J , K BRUITZH R 25 #0) AR 45 T R 4 A i el , 43 b
KIUEWD , I H B E PR BAHTIE 7 (5 2 Wil KBRS A B
JEERE SCRUVE T LS B B 0N, s T -4
IL =5 IL = I3F1 IFN — y /K-35 8 25 AR, X v B L
TR BT AT [ Fof A A 2 i R BB RECIR 2 AT R AE AN
it Dy 6 77 T A AR AR o

AR FM], miRNA TERE R & Az 4 i v e 2
YERT, Forh miR —26a - 5p kKPS 8 5 2 TPk
RH R RAT K, W miR - 26a — 5p A S0 48 KE R B¢
AT S AL 40 L 8 T, LS 45 H s
G R B A G P ROFFEL % 5t 41 5,
miR —26a - SpFikIK-55 B iy £ 4 MR RN S UE
FHIETRMESE AR B A — B XPE/R A4 miR —26a - 5p
FEIR AT BEMIRYT B R VS TERLE . AP,
miR —26a - SpfE RS RIA] i 35K B E T, E L Eh 2R
FAPTA H TR AT, 3 150 ] B 5 2k b T R
i T miR - 26a - 5p K-, # ] < E HE ¥, NLRP3
ORE/IMAIR:JE KA PE R G 1) — A T Z AR oy, Hok
TG A MRS A 2015 5 & A2 JF F 3UNF - kB 5%
W0E Bl 5 NLRP3 (pro — IL — 18 Kk B, IS MHIEE
A9 caspase — 1 ¥f pro — IL — 18 I CAGTEMEIE AL IL - 18,
R B 40 M 4h, 1 NLRP3 5 AE /A I H R Ui 7= 9
IL - 1B A5 Th2 4 fd 531k IF 43 Wb 4 P {2 <
W RE KR g R R Y B g & B, 1
NLRP3/caspase — 1/1L — 18 {5 53l &3 06 v iE— 25 0
BROE RAE , T2 il W% Wi /> SRS BRURE AR 19 e A & g
TLR4/MyD88/NF - kB {§ 5% S5l If 215F T 4047
L) BRI 2R 4 A NLRP3 L {igii % ) TLR4 , n] 2545
MyD88 i #F (K #i i) TLR4 & 4% 7= A= 48k X+, i
NF — «Bf55-38 % , TP BR 25 Bk = 0E S it o 7, A2 2F 4
MAETS I & AR B3 g W, 0l TLR4
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MyD88 Fi NF — kB 25 [ 335 Al LA i B 245 ) i &
T B I /N B P 8 A, 811 AR AR SR S o AR
WA R Won , B BRBPUIA YT 7] DL PR
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