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Effects of sinomenine on collagen — induced arthritis rats via regulating macrophage

FEE: B BHIOHEBERL (Sin) 35 P B v A0 A TR T B R S T R
(CIA) KW AT REAE AL . ik Wistar K EBENL S %5 B 4H (IE % 1l
) ML (RARR RS AE T B IS 7. CIA A5 A b i i eI 4l (7
MATI] Rl |, 4> 50 3 ' 40,80, 160 mg - kg™' Sin) L4 J% inh — NC 41
inh — miR — 885 — 5p4 [ 7675 & 52 56 4L LAk, 4 51 i ik 3 5 3/ RNA -
885 — 5p(miR — 885 —5p) FMEXT HEFN miR — 885 — 5p Ml 245 ], 54 4 JH, G4 %
10 2o it 4 HAR BRI RAGE(AD) KR MRk B, IR AR — e e ta il
SRRV I SV BILR DL, FH S 58 6 12 TR e O A DU K B v e 1
HimiR — 885 — SpAHXT ik /KT, AR 11 0T B0 370 75 A6 I R BRI 4 2P A DG 2
FHXFFEIE KT, FHTFIBR G Y2 W A X6 126000 378 2 i R 77K, R R vl A% 17
R4 RS BFA 2 1 il 1 A bR O VA A I R BRI A M T Ol S5 5R X IR A,
RETUZH SR i LI A AT T3 43502 0.(7. 20 =1, 38) R (5. 50 + 1. 10) 43, &
BRI Ak BE SR 35,32 £7. 05 72. 46 + 14. 47 Fi151. 65 +10. 31 ,miR — 885 - 5p #f]
St 2k K43k 1,00 £0. 18 .0.52 0. 10 F1 0. 71 +0. 14; X FB4] REM 4] 25
FI 5204 (inh — NCL 1 inh - miR — 885 — 5p 41 M 4U ML A T-15 B 45 S 405 A 7
1(SOCS1) & 1 A0 ¥t 33k K43 %12k 1.00 £0.18.,0.51 £0.10,0.75 £ 0. 15,
0.71 0. 14H10. 55 £0. 11, AN A 2 (IL) -6 K P43 504 (35.29 £7.05) |
(215.82 £43.15) , (121.33 £24.25) . (115.62 = 23.08) F1(207.39 + 41.36)
pg - mL™" 40 ML TSR A A (31,47 + 6.29)% ., (12.19 + 2.43)% .
(22.03 +4.41)% (20.16 +4.03)% F1(13.37 £2.66) % , . EFELH
ZHI R AR bR S AR AR AL, 5 70 B ST I 2 R BRZH Y B R R bR S R A
M, EGIT % L2 RBAEHEITFE L (P <0.05,P <0.01,P <0.001);
inh — miR - 885 — SpZH [ L iR$§F5 5 inh — NC 20 HL#% , £ 401125 1 2% B39 Gt
HE N (¥ P<0.05), &5t Sin REMS Y E VR4 MR AL , B3 CIA K EUIE IE R
0, HAHLHIFTRE S I miR - 885 - Sp 33k, G SOCS1/ {5 5-4% 3 S sk Wi Al
F 3(STAT3) (551 H X

SFGEIR : R W MR - 885 — Sp; IR RIS MG 4 AR T 5 1%
FIHIETF 15555 5 R G T 35 AR T AT

DOI; 10. 13699/]. enki. 1001 —6821. 2025. 06. 018

hE 4SS R28 XHERIRERD: A

STEHE 1001 - 6821(2025)06 — 0846 — 06

Abstract; Objective

of sinomenine ( Sin) in the treatment of collagen — induced arthritis

To investigate the possible mechanism of action

(CIA) rats by regulating macrophage polarization. Methods  Wistar
rats were randomly divided into control group ( normal diet and care) ,

model group ( CIA model was established with bovine type Il collagen at
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—M, - H groups (all on the basis of the model group, 40, 80 and 160 mg - kg ' Sin by
gavage respectively) , inh — NC group and inh — miR —885 —5p group[ on the basis of the experimental — H group, the

the tail) , experimental — L,

two groups were injected with a negative control of microRNA - 885 — 5p (miR — 885 - 5p) and miR - 885 - 5p
inhibitor in the tail vein, respectively) |, for four weeks, with 10 rats in each group. The arthritis index ( AI) and
plantar swelling of rats in each group were statistically analyzed. The pathological conditions of the synovial tissue of the
ankle joint were observed by hematoxylin — eosin staining. Real — time fluorescent quantitative polymerase chain
reaction was performed to examine the relative expression level of miR — 885 —5p in rat synovial tissue. Western blot
was carried out to detect the expression of related proteins in the synovial tissue of rats. Enzyme — linked immunosorbent
assay was used to detect the level of serum inflammatory factors. Terminal deoxynucleotidyl transferase — mediated nick
end labeling (TUNEL) was used to detect the apoptosis of rat synovial cells. Results The AI scores of the control
group, model group and experimental — H group were 0, (7.20 +1.38) and (5.50 £1. 10) scores, respectively; the
paw swelling were 35.32 +7.05, 72.46 = 14.47 and 51. 65 = 10. 31, respectively; the relative expression levels of
miR —885 —5p were 1.00 = 0.18, 0.52 +£0.10 and 0.71 £ 0. 14, respectively. The relative expression levels of
suppressor of cytokine signaling 1 (SOCS1) protein in the control, model group, experimental — H group, inh — NC
group and inh — miR - 885 - 5p group were 1. 00 +0. 18, 0.51 0. 10, 0.75 0. 15, 0. 71 0. 14 and 0. 55 £0. 11,
respectively; the levels of interleukin (IL) — 6 were (35.29 £7.05), (215.82 £43.15), (121.33 £24.25),
(115.62 £23.08) and (207.39 +41.36) pg - mL™", respectively; the apoptosis rates were (31.47 £6.29)% , (12.19 +2.43)%,
(22.03 +4.41)% , (20.16 £4.03)% and (13.37 £2.66) % , respectively. The above indexes in the experimental
-L,
group and the control group were statistically significant compared with the model group (P < 0.05, P < 0.01,

— M, —H groups were dose — dependent, and the differences in the above indexes between the experimental — H

P <0.001), and the differences in the above indexes between the inh — miR — 885 —5p group and the inh - NC group
were also all statistically significant (all P <0.05). Conclusion Sin can regulate macrophage polarization, and
improve synovial inflammation in CIA rats, which may be related to the up — regulation of miR — 885 - 5p expression
and activation of SOCS1/signal transducer and activator of transcription 3 (STAT3) signaling pathway.

Key words: sinomenine ; microRNA - 885 —5p; collagen — induced arthritis; suppressor of cytokine signaling 1; signal

transducer and activator of transcription 3 ; inflammatory factors; apoptosis

XU 565 48 ( rheumatoid arthritis, RA) 2 —Fh 3
BRNENG 1 B B S, i RAE IR L 2 G 10 18
PR SR 00 A 40040, 7 R e R Y AR T B
B ERT,RA BRI LA 0 5 A R A )
A AR ST R 25 PURIR 24 3R R LRI 4
APE—EFEE 22k RA I RAEIR , (B85 & A7
UM BRSSO (TR 32 AR A 25 2 e R 7
18 ( sinomenine , Sin ) J& M\ 75 XUBE & 6 7 18 42 Ui £
PRAEB, A DU BTSSP R L S S B
M EAE25BE T 1097 RA AR % YA R I
BENIPESS  ABFTE B FEIRSE Sin i 5 P E 4N
IR A5 Y R I S O 1 48 R B A BEAE FH AL
LU Sin {697 RA S5 50 14 .

MHE5TE

1 ##
¥ SPF 2% Wistar BEPE KRR, Bl 3 ~4 i, 1K

i 100 ~ 120 g, g 5 1A 0052 55 s W B A BR 2
Ao s PRl RS SCXK () 2022 0006, AL
WAIARP B RSP R SR e % b &
I (fE L5 : 2024 - 001) .

m5iAHA  Sin, B AHH25 g, 21K . =98%
b5 : MOTHS177208 , It B b5 it AR W BHECA R
Al A I B B, LA B 10 mg/S mL, it 5
230479 114 H FE[E Chondrex 23 w] 5 3 [RAN S8 AL 7], #R
#% A 5 mL, 3t 5. 240068 , 4 H € E Chondrex 2%
F), miR —885 —5p 1 #|4) ( miR - 885 — 5p inhibitor,
inh —miR - 885 - 5p) T HBAYEXT BE (inh — NC) %80
WA FPrA 519, ¥t Bl TAEY) TR A PR A
AP (55 5 3 B S U A 3 (signal transducer
and activator of transcription 3, STAT3) Hi {4 | #% /2 1k
STAT3 ( phosphorylation STAT3 |, p — STAT3 ) {4 ., 41 Jify
AT 54553 B F 1 (suppressor of cytokine signa-
ling 1,S0CS1) HoH H Ml -3 — BERRIBE 205 elyce-
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raldehyde — 3 — phosphate dehydrogenase, GAPDH ) $i
1A, 290 B 2218 CST /A7) 5704075 ( cluster of differenti-
ation, CD)206 {4 ,CD86 A, ¥4l § i =& £ )
BARG R 5 1 EHT AR 3R E H G (immunoglobu-
lin G,1gG) I FFi/N R 1eG 4T, ¥ H 55 [ Bio-
World 25 &) ; Iy RSB A F — o (tumor necrosis factor —
alpha, TNF — o) . FH 4l Jfi 4 & - 6 (interleukin - 6,
IL-6) IL - 10 1 IL - 4 3500 &, 30 B 7175 i e 58
A BRZ  5 B e s Bt e o i R &L, ¥l 3 b
SRR AR A |5 95 KK — B 2L (hematoxylin
eosin, HE ) 4t {8 32 7| 6. — s ik B [ ( bicinchoninic
acid , BCA ) 2 19 A 0 3050 & A S J3d 46042 1 TR e #6
BEA S W9 B 10K ¥ AR 2 ((terminal  deoxynucleotidyl
transferase mediated nick end labeling, TUNEL) {7 &5,
B B ALt B ERHCA IR AT

{88 Multiskan FC Ff#531{Y . PikoReal ¥ 2 R &
Jiti 5% [ i (real — time fluorescent quantitative polyme-
rase chain reaction, RT — qPCR) 1%, 5 >4 3% [E Thermo
Fisher /3 7] 7 i ; BXS1 8] & ¢ 6 W 8% , H 4<Olympus
23 H] 77 il ChemiDoc XRS + BE I8 5 & 48, 3%
Bio — Rad /A &1 72 o
2 RKBWHE
2.1 HEME IMIBERGHE

¥ 2 mg - mL™" A= TR IR 5 9 B 58 A5 52
3FUAL, TR BB AR AR KR 44t 0.3 mL A 2 BE il 40
B, 1 )R TR BURBAGE R NS 0. 2 mL #E4Tinsi %
P 5 Xof BRZFL K BRUTESF 45 K FR 0. 9% NaCl, GRS [] 4
14 d B Wistar JEFEHLT A0 B4 AL A
A SE IR ZH ) A inh — NC 2l inh — miR - 885 - 5p
o Xof RRAL  ASRAT AT A 2 A2 - 42 BR B3R Ty vk
SR RS Sk 2 I R (collagen — induced arthritis
CIA) BERY AR e R i SE 2 - B TR RIZH R, 43
45T 40,80 FI160 mg - kg™' Sin #E H AL B, £ K
1K FEEE 4 J 5inh - NC 41 36 F @il i Sn 30 41 KR,
FEE# ki3 5 60 nmol - L™" NC inhibitor, 45 J& 2 &, ¥
24 J#;inh - miR -885 - 5p 41 F& T 7 & SR 4 K
R, BB & Wk 7 5 60 nmol - L' miR - 885 - 5p
inhibitor, & & 2 ¥, #5224 JH .
2.2 LT R$IBE(arthritis index , AI) #E4

AR OG5 I IR B B S 19 1 s i Dl e s 0
VRO R B A B S A R B . VPO ifE O 43R T
AT 5 1 3 Fos/INBE ST R I 5 2 43 AR B DG 1 AN
JEBERT K 3 43R BROCTT LR A 2 UM K 54 43 WAL 65
SRR N AR TUR I o 5 IR A Y g A Tt R

Y e 7 E N 16 1o
2.3 EERPRRKEEHRS

FERBRGERET 1 d 252500 1 d(ZH25007) M4 2l
28 d( 5245 ) , R BEZS A 2 A3 43 ) oK BROUS
B TR AR, R PIKEE = (VI = 10) /10 x100%
VI JEZR200 1 d 84525 28 d JEER AR, VO D i LRI
1d EBREER
2.4 HE #BERNARBRXTBRALRETH

P I BURR TR, AV R A, 30 5 O BRI R OG 3ig JEe
ZRPWEREE , AW, U1 HE 265, B s
HATHLUE S-SR
2.5 RT -qPCR EGNKRBRALH miR -885 -5p
xR IZAES

FH TRIzol = 42HX inh — NC 4] ,inh - miR - 885 - 5p
LR RN 0% 2R Bl R 2 A RNA AR 157
&K% RNA 9% 50 cDNA JRRCHIIA R AT B9 1,
Lh U6 g2, 27 LA miR - 885 - 5p A%} 3%
KK
2.6 53¢ JHE I3 ( fluorescence in situ hybridiza-
tion, FISH ) 546 il 18 A% 20 2} miR — 885 — 5p B % K
58 B

miR — 885 - 5p WFE FPEIRE ¥ 418 57 - DIG -
UCCACUACACCCCGCUGCCUC -DIG -3, Ht“2. 4714
SEELIR IS U0 R, 8 5 K, A 2 58 W A IR
B 12 h,4",6 - kAL -2 — FRELNG Wk At A% e il iE
0, a8 T OO0 WM T gL,
2.7 BEARINEENEXRRBEAADEXEAR
wigR

O 2H R BRI B2 21, A TIOR3 T UE 125 2L i
GRS IR R 1, BCA B Aa I & 2H 1 R AH AR E ik
JE R BRI ORI -, 5% IRAS WA v ik
N E L PUARREF G, AL ROt B R R
@, LIGAPDH Y N2, T BERE A R AT mif%,
Image J {5647 IR BE AR B AL 7317 o
2.8 [EEL %% WMk I8 ( enzyme — linked immu-
nosorbent assay, ELISA ) % # il oK 5 175 & & & F
K

R BRURR I 12 == 2 KU, L 3 000 r + min ™' 8§
0 15 min K¢ FIFIRIRAE T - 20 °C, A ELISA 32055 &
R I TNF — o DL -6 1L =4 A1 IL - 10 {7k,
2.9 TUNEL Z# X R 8 IR H R A T %

2. 47 A S Y R, IR ER I L
TR RALIS , A 20 g - mL™' 25 (1 K 7RG S
ZRPEE 20 min, ZEIR/KIFUE, $i BB 5 A BE 1
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1) TUNEL ¥ ,37 CF#6EE 1 h, iR 5 2%
& ( phosphate buffer saline, PBS) ¥ 1%, il A 4,
6 — TPKEE — 2 — AR W 2 M A% A B, SO B
BEULEE, A0 E 148 (% ) = FHE 20 1 50/ 5 40 %
x100%
3 GritFAbE

JH SPSS 26. 0 Bk AT ge it o b iH B BERH
X s, LA LU SR R 5 225007, 2 2 1E] Lk
FHA ST REAS « K550

# X

1 Sin 3} CIA X[R AI X @ 26 Ak FE B 320

X HRZH R BRI 8 1Rl 5% , AU 2 s AR 2 R BRI 41T
RURE RS 3 FRAS 56 A7 7. CIA BEAY AR rp L 3] o
SR TR AL 431 B 40 .80 160 mg - kg™' Sin
AbFE ;inh — NC 24 #1 inh — miR - 885 — 5p 4 & F = 71
LI, 430 R i DK S miR — 885 — Sp [ X #R
F miR — 885 —5p il 24 .

SR, B AT R B AT TE 43 AL B K B 34
2R T HRAL (1 P <0.001 ) 5 1%, s ) i S 0
LR EUAY AT TE 43 F0 I B0 b il B2 S5 B R A A L, FE 42

R FAREECN RAGECAD) PPIF0E B0 ok K B FEAE (o £ 5)

2 EZR TSI FE X (F P>0.05), )5,
RSS2 K B AT ST 41 I TR R 4
(P<0.05,P <0.01) ;% & 7)o S B 24 K R 2
P R 34 (B IR AR AL (P < 0.05,P <0.01),
G,

2 Sin X} CIA XRRXTBEARREZNNT

HE 25 5 7 o % BE 20 R BRUBR OC 19 18 I 4 4 45 4
TR TOAR M 20 BRI 5 A5 70 24 3o S 400 it 35 5L, I R A
TE L, T 3 A T J i 7 565, 7T DL R 3 4R P 440
B AR R R S A Y AR B AR AL A R R R
FEWAR . GERILE 1,

3 Sin 3} CIA KRB EHL | miR - 885 —5p FTik
9p=A!

X HE 2R A2 A, e, R S I A
miR — 885 — 5p#Hl X #% 35 /K F- 43 5 24 1.00 = 0. 18,
0.52+0.10.0.63 +0.12.0.68 0. 13 10.71 0. 14;
BRI 5% RZHAH LL , miR — 885 — S5p AHXT 3Rk /K- ik
FREAR(P <0.001 ) 5 Ik | e 7] i SL B 2 S A R 24 A
Eb,miR — 885 — 5p AH X 3 ik K F- ¥ i 3 T+ (3
P<0.05),

4 Sin ZF miR -885 —5p 3 SOCS1/STAT3 @I E
S 3ry/ A A
inh — NC 21 #l inh — miR - 885 — 5p 41 IfiL }

Table 1 Comparison of arthritis index ( AI) scores and plantar swelling of rats in each group(x £s)

Al( score) Plantar swelling( % )

Group n

Before treatment After treatment Before treatment After treatment
Control 10 0.00 £0. 00 0.00 0. 00 1.57 £0.31 35.32£7.05
Model 10 4.70 £0.94 " " * 7.20£1.38" " ¢ 19.32 £3.85%** 72.46 £14.47% ¢
Experimental - L. 10 4.80 +£0.96 6.10 £1.21 18.54 +3.71 60.33 +11.05%
Experimental - M 10 4.60 £0.92 5.70 £1. 13* 18.27 £3.65 56.24 +11.23*
Experimental - H 10 4.80 +0.95 5.50 =1. 10" 19. 66 +3.93 51.65 +10.31%

Control group: Normal feeding; Model group:The collagen — induced arthritis model was established by bovine type Il collagen;Experimental - L, -M, -H

groups: On the basis of the model group, 40, 80, 160 mg + kg ™' Sin was given intragastrically, respectively; Compared with control group, * * * P <0. 001 ;

Compared with model group,*P <0.05,*P <0.01.
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Hematoxylin eosin was used to observe the pathological morphology of synovial tissue in rats of each group( x200)
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miR — 885 — 5p A Xt & 3K 7K - 4351y 1.00 + 0. 18 Fl
0.62 +0. 12, ¥ L1 21 rh miR — 885 — 5p AN} FiE 7K
SEARA 1,00 +0. 19 F10.58 +0. 11 ,inh — miR — 885 —5p
K FRFEHRR S inh - NC 41 H 84 55 5 BRI (1
P <0.001), XFHRA] AEAIL] AR = SL 0 4l )
S | AR S 2H inh — NC £ |inh - miR - 885 - 5p
219 SOCST # FH A X F ik K435l 2 1.00 0. 18,
0.51+0.10.0.62 +0.12.,0.67 +0.13,0.75 = 0. 15,
0.71 0. 14 F10.55 +0. 11,STAT3 & [ BB AL A 32
SKIKTAr34 1,00 £0.17 2. 66 +0.53 2. 15 +0. 42,
1.93 +0.38.1.78 +0.35 1. 84 +0. 37 f12.47 £0. 49;
BERIZH 55 %] BRZH AR L, SOCST 2K [ AH M 283k /K - 13 3%
FEAIG, STAT3 5 11 8 R AL AH 6 28 38 K 7 i 38 T (1
P <0.001) 5 1%, o 77 6 52 50 41 5 8 41 A L,
SOCS1 2 [ AH X F357K - 2. 3 T, STAT3 25 [ B iR
AEARXT IR ACE i Z FEAR (2 P <0.05) ;inh — NC 41
5 R S0 20 A L, SOCST 2R 141 A % 35 35 7K OF
STAT3 £ IR FR L AR X ik K-35 00 b 2k 22 57 (1
P >0.05) ;inh — miR - 885 —5p 45 inh - NC £
L, SOCST £ 1 AH X 22 35 7K OF- I 2 B AIG, STAT3 2 1
IR AR XS FRk K B T (3 P <0.05)
5 Sin EF miR -885 —5p 3 CIA KR BEAL G
E I 40 B AR A5 2 AR RIEKFE R0

Xof REZH RSN ZE AR B SO A v ) S
IR SLER 4 inh — NC 40 Al inh — miR - 885 - 5p 4]
1 CD86 [ AH XJ & ik 7K 43 %1 4 1.00 = 0.20,
2.41+0.47.2.01 £0.37.1.84 +0.36.1.63 +0.32,
1.67 £0.33 F12.38 £0.47,CD206 & [ 41X 235 7K F
A5k 1.00 + 0.18,0.44 + 0.09.0.53 + 0.10,
0.65+0.12.0. 71 +0. 14 .0. 75 £0. 15 f10.49 +0. 10;
BRI 555 BZHAH EL , CD86 £ [ AHXT F ik 7K F B 3%

R2 AARBUNG HARAEH T IKFH L (x £5)

Tt , CD206 ZE [ AH X 3% 35 7K °F & 3 BE AL (3
P <0.001) ; 1%, o @ 551 6 52 50 41 5 87 41 41 L,
CD86 5 [ AH X} F= ik 7K F- i & B AL, CD206 F& [ 4H %)
FIRAKF 2T 5 ($) P <0.05) ;inh — NC 41 5 5 7
LI ZHAH B, CD86 A1 CD206 & [ AH N F+ ik Ky
TG 2 AR Ak (¥4 P >0.05) ;inh — miR — 885 — 5p 41
Y inh - NC Z0AH Lk, CD86 & [ AH X 3Rk 7K - i 25 Tt
15, CD206 &5 AR R IA KT i FH AR (HP <0.01)
6 Sin EF miR - 885 —5p ¥t CIA X R I i % i B
FKFERI R

REFIZH Hf TNF — o DL — 6 7K 35 0 2 2 F X R
H,IL -4 A1 IL - 10 7K ¥ 8 AR T % BUAH (1
P <0.001) ;K =R S IR TNF — o AT IL -6
IR AR F BRI L IL — 4 F1 1L — 10 /K3 g 2%
BRI (P <0.05,P <0.01,P <0.001) ;inh - NC
2 TNF — o IL -6 IL — 4 F1 IL - 10 7K 5 & %) &
T, G B R R I EE L (Y
P >0.05) ;inh — miR —885 —5p 41+ TNF — o H1 IL -6
JKOV-44 1 32 Finh — NC 21, 1L -4 H1 IL - 10 /K3
WEALT inh -NC 4 (¥ P<0.001) . Z5R W2,
7 Sin EF miR - 885 - 5p X} CIA X R iB LM AR
TR

PO 645 i A N il 4 A S = 4 =
SIS (inh - NC 4] (inh - miR - 885 - 5p ZH B4 Y
JAT R4 (31.47 £6.29)% . (12.19 £2.43)% .
(15.34 £3.27)% ,(17.36 £3.57)% . (22.03 +4.41)% .
(20. 16 £4.03) % FI(13.37 £2. 66 ) % ; F 721 5 %} 1R
AR L, A T3 2 R R (P <0.000) 3 ik L
T S G 2 5 A TR ZH A G, 20 O TR I AR
(#] P <0.05) ;inh — miR — 885 — 5p 414 inh — NC 4]
AHLE , 4 M T2 B 2RI (P < 0. 001)

Table 2 Comparison of serum levels of inflammatory factors in each group(x +s)

Group n TNF - o(pg - mL™") IL-6(pg-mL™") IL-4(pg-mL™") IL-10(pg - mL™")
Control 10 78.23 +15.46 35.29 +7.05 76.16 +15.22 87.36 +17.45
Model 10 487.89 £96.75* % * 215.82£43.15*** 15.67 +3.13*** 11.35£2.26*
Experimental — L 10 401.28 +79. 87* 167.30 +33. 41* 20.36 +4.27* 15.48 £3.39*
Experimental — M 10 362.27 £72.41% 140. 05 +27. 76*** 26.51 £5. 31" 26.13 £5.21%*
Experimental — H 10 277.34 £55. 41" 121.33 +24, 25%# 37.48 +7. 09" 38.59 +7. 71"
inh - NC 10 282. 68 +56. 48 115. 62 +23. 08 33.02 6. 61 41.23 +8.25

inh — miR - 885 - 5p 10 466.27 £93, 25444 207.39 £41. 36244 19. 45 +3, 88444 10. 64 £2, 10444

inh = NC group: On the basis of the experimental — H group, rats were injected with a negative control of microRNA — 885 - 5p (miR — 885 —5p);
inh — miR - 885 —5p group: On the basis of the experimental — H group, rats were injected with miR — 885 —5p inhibitor in the tail vein; TNF - oc; Tumor necro-
sis factor — alpha;IL — 6 ; Interleukin — 6 ; IL. — 4 ; Interleukin — 4 ; IL. — 10 ; Interleukin — 10 ; Compared with control group, * * * P <0. 001 ; Compared with model
group,*P <0.05,%P <0.01,*# P <0.001; Compared with inh = NC group, “22P <0. 001.
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REFEMF SR R IR, 17 2 P 245 7] LLE i PR RAE (S
T S A T4, T R AT R A I G
FIRRCE 3R " Sin AT L 3o 3 55 S L 6
i AV I SE A DA 5 i 3 i A2 R BELIBT O o i 4800
AL, RAEARYT IR S e i Ve A . R
I RES R B, CTA TR A AL i e 7 LRI 6 4 4
B S RN, ST AT UL K o g PR A A IR T 5
P E IR ,50 mg - kg™ Sin JEE T HUE, Likik
PRARAE A 3 3, AR SR 45 A — 3. X &
W] Sin A PR FROCTT K B2 A R A T

B E WM ML FD M2 2 R fek s . M1 7
E WY 433 IL - 1B IL — 6 INF — o [ IL — 12 7§
AR —E LR A B AR R 2 50 R R ; M2
TN & AR R - 1 A ERKBEF -B.IL - 10
SR EHRIN . AEIE R E B AR, ML/M2 {3
B S5, AR5 KRB, CIA KRB E4 44 Ml
RIE BEAN AR 4 CD86 K & ik, 1 M2 7 I 24
fubrE4) CD206 fi3E ik ;4 Sin JRY7 5, K CD86
FIE TR, CD206 Rk T o

AW R, miR - 885 — 5p TE A Ak 32 01 1 145
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