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 E: BM TR T-«b(NF-«B) {550 #5716 142500 b 253697 ST B 5637 & (KOA) I fE LA . A
B KRR BRZH M SEORAAZH R B I i N 2 43R0 2H (b 240 A 2 L v 20 R0 2 ) R BRCR T A SR R TR
(ACLT) g3y KOA Al IE % X HRZH K BUC A4 . hg ki  h 25 KRIm 2 h 253 i e BRI 8 1 KIFIR4G T
AR ) (AR UK 50,50 100 mg/kg) (2 M HE B, FFERLA T 4 85 1E % X BEAURIBE AL B2 245 T AR IR BUE B ER K . LIS 3R
S5 0 K R U AR 30 (PWTL) | Mankin's $F53 SR F i 56 G0 25 W% A 32 00 7 1L 3 400 LA R4 (TL4) L J 4l g 4 & -1b
(IL-1b) FMIRRFE R F-o ( TNF-ou ) K5 SR FH 305 3% 58 4 Wi 20 R 7 ( RT-PCR) 32 K 2 1 B C YA 7 R 6 775 S 20 2 /1N
RNA-26a(miR-26a) \NF-kB .toll F:3Z1& 4(TRIA) /K-, R  5IEH XA g BEAGHRE PWTL 4%, Mankin's $F43 (1
SR ZHIR A1) L-1b IL4 TNF-o Ll % miR-26a NF-kB TRI4 [} mRNA %K [ 35K FEK 2% R A i35 X (P <0.05)
SRR IR 2 He A, TSR R 2 L 2 v 0 A FE KA AL PWTL K, Mankin's 743 ( RZG(E 41 B 4h ) \TL-1b T4
TNF-a LA J% miR-26a NF-kB TRIA ) mRNA 25 [ 25K FREAK, HL b2} s 70 41 PWTL 45 254557 5 4, Mankin's 3743,
IL-1b IL4 [TNF-a L} miR-26a NF-kB TRIA ) mRNA (5 43R 57K PG T i 30 e, 22 R it 24 X (P <0.05)
5 ZE R b A, 25 I 4] PWTL 45 %8 , Mankin's ¥4 IL-1b IL4 TNF-o Pz miR-26a NF-kB . TRI4 ff§ mRNA & [ 3%
RACOPTHE, ZR A G E L (P <0.05) . 5HEORM A R, 2 = e APWTL 55840 4, Mankin's 7743 IL-1b IL4 |
TNF-a L)z miR-26a NF-kB TRIA () mRNA & RS ER T  , 22 FITRG T L (P >0.05) . #4518  #MEE MR b 24 RE
24N KOA 4858 RN, FHM LT B 540 miR-26a mRNA NF-xB mRNA  TRIA mRNA 357K L J% 4] miR-26a/NF-kB/TRLA jif
BEAYEIE A G,

KB v RNA26a; toll BESZIR 4 %K F-«B; #MEFIH MABR 20 MO B R
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Analysis in mechanism of tradition Chinese medicine
for tonifying kidney, ‘activating blood circulation
and removing dampness in treatment
of knee ,osteoarthritis based on nuclear
factor-kB signal pathway

MO Zhisheng, XU Peiqing, LI Huanyu, HUA Guotian, CHENG Daiwei, HU Ziran

( First Department ‘of Bone Trauma, Shenzhen Hospital ( Longgang) of Beijing University
of Traditional Chinese Medicine, Shenzhen, Guangdong, 518100)

Abstract: Objective To analyze the mechanism of tradition Chinese medicine for tonifying kid-
ney, activating bleod circulation and removing dampness in the treatment of knee osteoarthritis ( KOA)
based on nuclear factor-kB (NF-kB) signal pathway. Methods KOA model was established by ante-
rior cruciate, licament transection ( ACLT) in the rats of model control group, dexamethasone group,
and grotps, with various doses of traditional Chinese medicine for tonifying the kidney, activating blood
circulation_and removing dampness (low dose of traditional Chinese medicine group and high dose of
traditional Chinese medicine group). No operation was given for rats in the normal control group; the

dexamethasone group, the low dose of traditional Chinese medicine group and the high dose of traditional
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Chinese medicine group were given corresponding doses of drugs for gavage (50, 50 and 100 mg/kg)
on the first day, and the gavage was lasted for 4 weeks; normal control group and model control
group were given equal volume of normal saline. When the experiment was over, the paw withdrawal
thermal latency (PWTL) and Mankin's score of rats were measured. Levels of serum interleukin-4
(IL4),
linked immunosorbent assay; the levels of microRNA-26a (miR-26a) , NF-kB and toll-like receptor

interleukin-1b (IL-1b) and tumor necrosis factor-oo ( TNF-o) were measured by enzyme-

4 (TRI4) in synovial tissues of knee joints were determined by reverse transcriptase polymerase
chain reaction ( RT-PCR) and western blot. Results
PWTL in the model control group shortened significantly, while the Mankin's score, 1L-1b, 114,

Compared with the normal control group,

TNF-a and mRNA and protein expression levels of miR-26a, NF-kB and TRIA prolonged signifi-
cantly (P <0.05). Compared with the model control group, PWTL prolonged significantly, while
the Mankin's score (except for the low dose of traditional Chinese medicine group), IL-1b, 114,
TNF-oo and mRNA and protein expression levels of miR-26a, NF-kB and\TRI4 decreased signifi-
cantly in the low dose of traditional Chinese medicine group, high dosé of traditional Chinese medi-
cine group and dexamethasone group, and PWTL in high dose of traditional Chinese medicine group
was significantly longer than that in the low dose of traditional Chinese" medicine group, while the
Mankin’s score, IL-1b, IL4, TNF-a and mRNA and proteifinexpression levels of miR-26a, NF-kB
and TRI4 were significantly lower than those in low dose of traditional Chinese medicine group (P <
0.05).
score, IL-1b, IL-4, TNF-a and mRNA and protein expression’ levels of miR-26a, NF-kB and TRIA4
increased significantly in low dose of traditional Chinese miiedicine group (P <0.05). Compared
with dexamethasone group, PWTL shortened slightlyswhile the Mankin’s score, IL-1b, IL4, TNF-o
and mRNA and protein expression levels of miR-26a, NF-kB and TRIA increased slightly in high

Compared with dexamethasone group, PWTL sh¢rtened significantly, while the Mankin's

dose of traditional Chinese medicine group, and thére were no significant differences between two
groups (P >0.05). Conclusion Tradition Chinese medicine for tonifying kidney, activating blood
circulation and removing dampness can significantly inhibit the inflammatory response of KOA, and its
mechanism may be related to the inhibitionjon expression levels of miR-26a mRNA, NF-xkB mRNA
and TRI4 mRNA, and inhibition on,activation of miR-26a/NF-kB/TRI4 pathway.

Key words; microRNA-26a; tell-like receptor 4 ; nuclear factor-«kB; traditional Chinese medi-

cine for tonifying kidney, aetivating blood circulation and removing dampness; knee osteoarthritis

ESCAAY 5 R 217 8 (KOA) S~ L i) 5
SR T A RS A E

5526 &

KOA f5CHR M ARTFENES: . BRI KOA A
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Farfse ! BoR, KOA B i 50 R AL M e A
#EfR 55% . KOA el R 4521 A Ul ke
JE R T 55 SRR 2R 05 o 1571y RNA (miRNA ) TG4
THEET), & 2920 Rt iR, LA I JE L0 i L
Hfe 711224 10N RNA-26a( miR-26a) 5 £ ff
NP O FLAR I i sh ks He A 22 & v
BEALAE . BEFE™ ] miR-26a £ 5 T KOA )%
R R, B B, toll #EZZ 1k 4 (TLR4) 2
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Jal i AR (180 £20) g, h EEWIBEFRI K50 Y)
I RAE [ RTIES . SCXK( 2 )2019-0052;
GHEUES . SCXK (1) 2020-0015 ] # K ELFE AL
O30 5 A, BIVIE G BB AL AR X R 24 b ZE KA
2 (CRBER 25250 B A BRZA | L 4it5 20201455,
Y27 EE 50 mg/kg) HMEF I I A2 24K R
A (TRIFR 2RI 4, 25 24570048 50 mg/kg, 4105
AR R R A4S 20 g, BN
12 g, HAC RTE (L4645 10 g, W5 %115k
W45 15 g) KNEFIE AR TR b 24 i A5 AL (R AR
i, 52550 & 100 mg/kg) , BEAH 20 H,
WEREAC Yo PR S F AR C ARAFA B AL P e 28
72 oA, I 4 MR 36 ] [ 7. PAE MRS B A1 Ak
FHURI4P 35S 55 3 ) 1) 8 R AR IR T

1.2 KABRH &

PSRN REZH M ZER PN AL o 2546500 i 2 A
72 K BROR FH i 38 S04 18 BT R ( ACLT) g 57
KOA Bi# , RETFRE, 45 T K 0. 1 mL/kg )%
E b 22 9 I AR, I BN BT TR B b A g
B TEREHR B N 5 mm Zh G Y)IF, A 2 57 K
KA 5 AT WL I, BB LR DI, A
A RYIBR, AG T E, 2 EE SO, R 545
JREEG RS AN R G RN SR . Y KB4 A
WK (PWTL) B 1 45 45 . Mankin's 343 B i
ren o U0 B R O R AT A ST B ) . JE X IR
HRBAGS TAEMHRAE; HZERFAZ | o 25457
A K A AR BRI AE 1 ORI % FAH
R Z5YVE B (VE B RN 20 mb/kg ), FF4E
T4 T IE R R IR RIS TR X IR 257 A5 AR
HERER K
1.3 KRAARBHARE

IS5 G, 78 40 mg/ kg I LY 2 B bR 1
(RIS TR 10 mL, 438 1, Bl S
K PSSR DT Sk AT A B ST il 22 AR AE o BCHE R BRUIR
KT LY, I 2 7 10% 48R Shpkh i AT 4H
G127 Mo KR ST A 8UHE PBS i A1 5K
(10% ) , FHFLEALT S FED53HT o
1.4 X EARWTL#n &

INESHR G , K Ugo Basile $A il i A3 ]
FER B PWTL, B KRB T 3% 389 % 1910 58 % rp ot
TGN EREE 15 ming T I0 R ET AR S Sk 1 5k
JEE A H R BB SR RE T R AR 10 s 2245, Y
ENBF AR 25 s A7 A TR el T 0 oK R R
Sk B, 7= Az BH 4 B R 19 5 B ) & PWTL

HREIA 3 Uk, BRI BB 5 min,
1.5 K & Mankin's 7% 589 0| &

2 24707 WSS E AR 3 2 K 1Y) Mankin's 353
BRFEXT ST B R A8 ()RR FE EA TP Ao PR
I O ~ 14 J3  PFo3lls R I OC 17 IR A8 ™ o
1.6 KRk R B L2 0m 2 7 A

JAS OG5 T I 4 40 2% 10% VP ] 2, 4 s A
o4 pm Y, RRAE HR T MBI J
J S 10 min; [0S 5 AU LHSUR IR C K B T
ToKZEET \95% 2.1 . 80% 2, L 70% £, Bz
12 min, PBS ¥ 2 ¥k, 5 min/IK, KRR
Yuft, 3 min, 3K %3 min, 1% EHBE02 s,
3K e 2 mingAR¥CTE 50% 70% 80% (1) Z,
BRI 2 min, GRS s, A RK PR
3 min, WAL KR IAE 90% LB ToK 2,
BETL JCK GBI 3 min, SRS KRR AE
A T AR A 5 ming SR A rh M il 28
IS B R A
1.7 “iFampi-E4(1L4) & mpi-%-1b

(IL-1b) Fo i 8 3558 B F - ( TNF- ) 7K F
g | 2

SEH IL4 IL-1b TNF-o ELISA 5t 51 & ( #F35k
A AR A BR S AL b5 oh 415548 (541214
6598218) il %2 IL4 IL-1b TNF-a 7KF. R4
Tk BB Sk sh bk 10 mL, 250U MIFFR AR,
53% T JCTE Eppendorf (EP) 48 o AR 4l 114,
IL-1b \TNF-o ELISA {50 &l % 8 M m e d i,
508 Lo A PR R AL, K Ar dE W T AR
(100 L) 43 50A 96 fLik H, 37 CHFF 2 h, Jin
A 100 pL —4t, 5 F 1 h; &fLINA 100 pL —
B, R G EALE A 100 wL B @R F, BE
30 min; AFFLINA 50 wL 28 128 1k 2 By o 5
LB W B (B ANV T, 22 il B o T 28
1.8 miR-26a NF-xB . TRIA {2l % i 40 27

P Ak g T

% Fi Trizol {7 & ( Invitrogen, Carlsbad, CA,
USA, 58 GH-521 459. 3 ) PS5 18 i 2 21
rP4E B 4 RNA, miR-26a, NF-«xB . TRIA 5| ¥ th
Takara Biotechnology Co. ,Ltd. ( H A KBR) %its
miR-26a NF-kB .TRIA [¥%) . QO miR-26a 1F [f]
15" -TCGGGATCGATCGTAGTCGATCGATCGATG
CTAGCTAGCTAGCTAGTCCC-3', Z [k 5'-TGGG
TCGATGCTAGCTAGCTGATCGATCGATCGTAGCT
AGTCAGTCGATCGCTGCTA-3', @ NF-kB IF [f]
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$1 5"-TGCTAGCTAGTCGATCGATCGATCGTAGCT
AGCTAGCTAGCTAGCTA-3", Jz ik 5'-TGGGGC
TAGCTAGCTAGCTAGCTAGCTATCATCAGTCAGT
CATCATCTGCC-3", ) TRIA iF [} 5'-TGCGAT
CGATCGACTAGCTAGCTAGCTAGCTAGCTACGAT
CGATCGC-3", JZ[iH 5'-TGCTAGCTAGCTAGCT
AGTCGATCGATCGATCGATCGATCGATCGATCGA
TGCTA-3', @ B-actin 1E[f] K 5'-TGGCTAGCTAG
CTAGCTAGCTAGCGGCGATGCTAGCTAGCTAGCT
AGCT-3", [ 5'-TGGGCTAGCTAGCTAGCTA
GCTAGTGCTAGTCGATCGATCGATCGATGCTGA-3',
ffiH PrimeScript RT 371 & (EEWRHE AR A
a], iS5 XD4158 748. 32) 1% RNA i 5 il
¢DNA, #3## SYBR® Premix Ex TaqTM &7 & ( 5
YR BRA R, E it S HU-587485 ) (1)
a8, {# F} ABIPRISM® 7300 % %t ( Applied Biosys-
tems, USA, #t*54 BG-5489596 ) Xif [z )i ik #4736
e R AT N (RT-PCR) o FREEARE N A
AWILRAEM 10 min FPIFIARMLL, 75 95 C 95 C
T 20 .60 °CTF30s.72 °CF 20 s #1740 PMEH,
B-actin V£ -}y miR-26a NF-xB  TRIA4 X} 235 1) A
2, mRNA FIXHE K 2722 it
1.9 EOReFEPEENZ KRG ETER
2047 NF-kB.TRIA4 & & K-F

it FH AR 11 BT 240 22 vl (RIPA, R 38 =K
VIR, 5 54985485 ) S figk J1 OC 18 i 21
21 Af PR 2 AT 7 R 8 1 T A e e
BERRAEWRHL, fit5 R 20153655 )40 4
an AR L BTMR BE o KA A SRR 5 0T
100 CF &% 5 min, &4 [ (40 wg) /£ 10% N Hs
Wt 56 e (SDS-PAGE, 26 38 8L E i, it 54
#548985) I LUK 73 25 I He 8% BN 2R I — 9L £ 445 1L
(78 ] B8R v 2R W BB i 50k SD-51488) I, A
5% WARWRIFE 4 C P& E K. EHABIMA—
$i: TLR4 ( Abcam ,aCambridge, UK, 2 wg/mL, it

=% 2148745) , NF-«B (L) 1: 1 000 [ 151 %% B,
Cell Signaling Technology, MA, USA, #it5 K
CV-56248) B-AILshsEH (L4 1: 1 000 % %, Santa
Cruz Biotechnology,Santa Cruz, CA, USA, it 5K
4154785) , 353 I A PBS B3 K, 5 min/ ¥,
HHIMABRR S A AP (HRP) FRiC iy 1gG — 4T
(1: 1000, WAL HTR AR VR FRA A
50 YU-514785) , 37 CHFF 1 h, WRR AN
sERAUE A & O (ECL) [ i ( Pierce, Rockford,
IL, USA, PIH 3}y 102365) ' 1 min, Bt B3,
ER AWML R, L B-actin HNZ, HEEAPRCIW
FI Piercenet ( & [H ghge £ ¥ 1 £, #t 5 N
#854785), Westerns Blot 25 [ FJ i B 14 #
Image]2x #¢{4: ( National Institutes of Health, MD,
USA) #4750 Hr -
110 %eit Fnr

R HFSRSS19. 0 X &g dEAT 5% A K et oy
Bro Tt Rt DL R + bR 22 8, IR LR
F LSDE P AG S5, 4298 K 1 o« 20.05, P <0.05
hzERAGIFE L

2 % R
2.1 &k R PWTL Mankin's +F 4 b
5 IEH X R L AT BB PWTL 4%,

Mankin's ¥ 43 7} 5, 22 54 G512 8 X (P <
0.05) ; 5 % RAAL LB, P 25 () ik 41, T 2
B AL M FAHAAL PWTL FE K, HSERFALL |
2 2 Mankin's PR3 FEAR, H 24 w57
41 PWTL K F 2 (A 41, Mankin’s 3F4ME T
2GR AL, 2 RIS E T X (P <0.05)
S FE A 4L H A, P 2 I ik 41 PWTL 4,
Mankin's ¥ 53 5, 22 54 51 % 38 X (P <
0.05) ; M FEAANLL Ho A , v 2728 7 4L PWTL
4, Mankin's 43 748 , {022 5 5013 3 X
(P>0.05), W1,

#£1 KAKXR PWTL Mankin's #E5 L (v +5)

21531 n 257/ (mg/kg) PWTL/s Mankin’s 43/ 4
1 R 20 — 21.52+ 3.26 00
HELTE o) HE 2 20 — 7.63+ 2.82" 10.45 +1.69"
HiFEK A 20 50 19.47 = 3.39% 3.36 £1.88%
LRETT (3551 b 20 50 9.38 £ 2.41*~ 18.23 £1.74%%
=% b ik 20 100 18.41 +12.23%4 3.43 £1.32%4

PWTL: 45N, SIEHSTHALLLE:, P <0.05; SHIAIXT IR LhEL, #P <0.05;
S ZERMA AL, AP <0.05; 5H25ERImdlthis, AP <0.05,
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2.2 &AK EfiE L4 IL-1b TNF-o 7K-F Hodk

5 IEE XA L g, SR B2 I TL-1Db
IL4 TNF-a /K- Fhi, ZRA 2B X (P <
0.05) ; SR G A A, 25K =l h 24
A FE R AA L I TL-1b (IL4 [ TNF-a 7K
SERRA, o 25 ) 4L M 3 IL-1b (114 TNF-a
AT R 25 KFI R4, Z R WA G E X
(P<0.05); 5HZERMA AL, 25455 4l
M3 IL-1b IL4 'TNF-a KT, 22 5B Ge it 2%
B (P <0.05); 5HZERMAH AL, T2 =l
M L-1b L4 TNF-o /K FR T 5, H 2%
RIGH R (P>0.05), W2,
2.3 BAXRAMXTRBLARLEHILK

TEH X B T T W R 2 2544 1, e A
LI , HES X508 5% ARG RZH OGS T M AN
-, Z2 ) Vi AR T T OR SF CH i A, HE
H AR JE AT LA S oy 4 R 3 5 7 b ZE KA

RN AR T 245 T T W R A T
R A R SRR T I . WK 1,
2.4 A KAMETHRLAL miR-26a mRNA |
NF-«kB mRNA [ TRI4 mRNA # ik tbix

S IE g IR Hedss RN IR 2 miR-26a mRNA |
NF-kB mRNA [ TRI4 mRNA ik K FEF+5E (P <
0.05) ; SR HRZ AR, h 25K ] P 2
54 Mo %€ K # 4 miR-26a mRNA | NF-«B
mRNA [ TRI4 mRNA K3k KF-FEAR, B 24 & 5
7 2 miR-26a mRNA | NF-kB mRNA , TRI4 mRNA
R TF R =4, Z5 a5 =E
(P <0.05); 5HgE b2 L, 2 (%5 5
ZHmiR-26a mRNA JNFB mRNA  TRI4 mRNA 3
AT, ZERE G ERE (P <0.05); 5
M FEKMALH L8, 24 5 77 i 2 miR-26a mRNA |
NF-«kB mRNA YERIA mRNA ik K23 7 &5,
H2E 55 gl L (P >0.05), WE3,

R2 KHAKXRIME L4 IL-1b TNF-& 7KF LB (x = 5) mmol/mL
20 51 n 257/ (mg/kg) IL-1b TNF-a L4
1E T IR 20 — 126448 +56474 159.63 +42.24 199.96 +23.34
AR R 20 — 569. 85 %45. 02" 621.89 £32.27" 549.96 +18.54"
HiZEK I 20 50 218.35.423.34"* 341.63 £36. 52" 156.63 £19.75*
TR 2 I AL 20 50 429. 47 +56.57%2 466.98 +48.34%4 337.96 +15.27%2
rp 2l i ) ik 2 20 100 220026 +32.41%4 349.96 +35.47%4 160.52 +15.41%4

IL-1b: FIZHAEAZ-1b: TNF-o; FORIRTEHE F-o; L4, [0 =4, SIE# ML LLE, * P <0.05;

.4 % D

Bl BAKRBXTBEARL

SRR B HUES, #P <0.05; SHIZEKRAN AR, AP <0.055 SR A L, AP <0.05,

¥ HE Fefa 25 5 (K 5 400 15)

3 BHEXREBEXIBEAL miR-26a mRNA NF-xB mRNA  TRL4 mRNA Fikbb % (v +s)

25 5 n 25/ (mg/kg) miR-26a mRNA NF-kB mRNA TRI4 mRNA
1E AR, 20 — 0.84 +0.25 0.97 +0.41 1.32+£0.32
AR R 2] 20 — 5.20 £0.24* 5.96 £0.43" 6.40 £0.35*
HiZEK I 20 50 2.59 +0.23* 2.55 +0.48* 2.43 +0.33*
R 2 A 20 50 3.81 +0.19%2 3.72 £0.47% 3.90 +0.37%~
SRPZT = i) 20 100 2.62 +0.32%4 2.56 £0.49%4 2.45 £0.30%4

miR-26a: /N RNA-26a; NF-xB: #%HF-xB; TRIA: toll E5Z{k 4, 5iF ¥ W& bds, =P <0.05;
SRR B HLES, #P <0.05; SHIZERAN AR, AP <0.05; Sri{ErEd i, AP <0.05,
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2.5 BAKXRAMAT AL NF-xB TRL4
B G Rk R
5IEH X B L B, 155 A X B2 NF-«B |
TRIA R LK &, ZRAFRITFEE XL
(P <0.05); SR IR He A, Hr 25 (K50 f 4
rh 2 A FEOR A4 NF-«B \TRIA 3%
KA R, H 245 & 50 it 41 NF-xB \ TRI4 2

FRKRT AR, ZRAGIHHE XL
(P<0.05); S5HbZERMA HEE, P25k &2 41
NF-«B .TRIA (1R E K F, ZRAGIF
MY (P<0.05); 5 ZERMA A, 2=l
2 NF-kB TRIA £ [ R AK P20t H 22
SIS EEX(P>0.05), WK 4 K2,

F4 FBEARBEXTIBEHEL NF-kB, TRI4 EEREKFELLE (v =)

215 n 2571/ (mg/kg) NF-kB #& [1/GAPDH TRI4 & 4/GAPDH
1EH % IR 20 20 — 0.32£0.05 0.19 £0.03
R o} B 2 20 — 1.58 +0.06* 1.35+0.04*
i FEARANH 20 50 0.49 +0.07* 0.38 £0.05*
SR (1971 hEwe 20 50 0.60 £0.05* 0.59 £0.04%2
UREZT =11 e 20 100 0.51 £0.05%4 0.40 £0.03%4

NF-xB: #HF-«B; TRLA: toll 32tk 4, SIERW XTI LLEL, =P <0.05; SHEAINTRBA LI, #P <0.05;
S ZERMH RS, AP <0.05; 525 ERIEA LR, AP<0.05,

NF-xB

B-actin

—

TP S ST SOV S
& S @ﬁ\é AP
SAUE R A
B2 BAKXBRBEXTBEHALR NF-xB,
TRIA EARIKKFELILE
3

KOA J2: 1t 53 Bl P9 f i U ) s 2y, J2:
SECEAE B MR A EERE, KOA B K
8 AR AR B DG, W] S 8RO VAR 3 O S5 A it
AT PN AN A SOV AN o KOA [ RRAE 2 11 I S5C
WO CE I ER B0 DA R SR AE RN, 22 4%
iE K F7E KOA 9 A i Ll il 2R . A4
A 221 (TL-1) B IRA IR 8 i 19 B2 4i R 7, ]
DI = 5244 ( PRRs ) U501 1111 2 5 KUK
() RAERLN SUIL-1b 2 TL-1 KGR E 2 5, B
POEWI7E KOA MYk P E/EH" . 78 KOA
HBE RIS TR I ) KB IL-1b, 7E KOA
F A R T IL-1b (R FRik, 4
IL-1b (7P 0 B4 )2 e T KOA fy /™ s At .
ARG, 5 IE R G IR 2 g, BN BR 4] PWTL
4544, Mankin's PE43 | ML % TL-1b  IL4  TNF-o 7K
T, ERAGIEE (P <0.05) ; JigHlsigl

T 5 7 BRG] R DG T ™ AN, 2 Bl W
TN T, R 0 5, HEF AR IR T DL Y
0 PR AN A 2, X U B KOA K FRUIE DG 15 4K
B LA S ™ T ARAE SN, AR )

HugE ™ I R KOA 9 I g JIF B R AL, KB A
T TRWR K 1 19 P AR 7 PR 22 40 IR JBR
AN BIFINE AR, BAEA a1 Y FER
% BCR RN kS, TIRE AR E,
FRUTH BT AR . A0 B I LAk W v 24 AT 3 A
RS AME A 006 45 48 XL AR 1R IR
J7 KOA MRR B 5 Bhoh AN I AL Hh 24
X i 25 P P RN P A T A e EL AT I8 3 ) A
AR, AL A B . AHE9E b, SRR
HRA e, P 2 IR0 s 20 P 2 i 7 s L L M B oK
FAZH PWTL ZE K, Ifi1 3% IL-1b  IL4 TNF-a 7K %
K, 25 HA G (P <0.05) 5 I FHHLZEK
Py B AN TR ALV P 2 T TS W B ES R IR
H, e R 4 IR D 3 U B AN B IR I
ZHE i E I KOA R%E N

miRNA J&— 28/ AE 2 1 4 5 1) RNA,
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