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(# B, WAL 28 (lipopolysaccharide, LPS)i% S/ FLE MEARHUBE RAW264.7 7= 48 5% S5 B2 FH /1N RNA—-21 (Mi—
croRNA-21,miR-21) R , LA B B EMl T (Ulinastatin, UTT) ZE 485 KB % miR-21 T HER,, A% B EH 4 BE
#H (LPS 500 ng/mL FE4 ) S 2H (LPS 500 ng/mI+UTI 1 000 U/mL £ ) FIBH#: SC 5 %of fE2H (UTI 1 000 U/mL), Wi RAW264.7
YA FORES ; 19 B S A R (methyl thiazolyl tetrazolium , MTT) ¥R MR [F ¥ BE UTI %f RAW264.7 415t A9 B2 0 ; A R 7
B UTI Higk38 2 h J5, LPS R/ B RAW264.7 40135 % RIERER , RT-PCR R B8 355 P F—o (tumor necrosis factor-a,
TNF-a)mRNA , 4% -6 (interleukin—6, IL-6 )mRNA .miR-21 fFRik, R .OUTI ¥ RAW264.7 ZAMAFHEIER  UTI WRE/D
F 1 000 U/mL B %t RAW264.7 MMITEMAEA, R BEZEFRAITERE L (P=0.117), @S5EFEHM WL, AR E (100,250,
500 ng/mL)LPS il RAW264.7 41/ ,TNF-o mRNA & IL-6 mRNA [94334(1.311 £ 0.037,1.549 £ 0.039,1.667 + 0.059;1.167 +
0.019,1.518 +0.058,1.740 = 0.071) 5 Z: At 43 % & (1.000 + 0.000) A bk B & F+ 5 (P=0.000), H. miR-21 ik (1.082 +0.114,
1.671 +0.087,2.789 + 0.107) FH B F- 8 , I B LPS ¥k & F 5 Wi 3 (P=0.000) ; @R RI¥E BE UTI(10,100,1 000 U/mL) BB BLFEAR
TNF-a mRNA B IL-6 mRNA (1.000 + 0.000,1.998 +0.212,1.421 +0.100,1.122  0.154,0.991 + 0.139; 1.000 + 0.000, 1.880 = 0.045,
1.179 £ 0.108,1.053 = 0.070,0.960 + 0.088) f33 35 , F-FEAE miR—21(1.000 £ 0.000,2.789 = 0.107,2.675 £ 0.135,2.258 + 0.170,
1.369 £ 0.279) B8 ik , Z B Gt 22 X (P=0.000, P,=0.000, P;=0.000), £t . LPS RIS/ RAW264.7 41 A] {R3E miR-21 &
BAE, RSP — SR E R T SRR R PRRA ; UTT AT T miR-21 F06 AR 561250 5 M T 7E S 58 48 58 7
s R IFRIER,

[ 354837 )/ RNA-21; a0 T ; 4 R
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Ulinastatin down regulates MiR-21 expression in murine macrophages

induced by LPS and its preliminary mechanism
Xiao Ling' ,Ma Yu?,Zhou Qiao’,Zhou Fachun'
(1. Department of Critical Care Medicine ,The First Affiliated Hospital of Chongqing Medical University;
2. Department of ICU,Chongging Emergency Medical Center)
[ Abstract JObjective ; To detect the expression of microRNA-21 in lipopolysaccharide (LPS) induced injured models of mouse
RAW264.7 macrophages and the influence of Ulinastatin(UTI) on the expression of miR-21. Methods : The growth status of RAW264.7
cells was observed in the normal group,the model group (LPS),the experimental group(LPS + UTI) and the negative control group
(drug—non-stimulation group). Methyl thiazolyl tetrazolium (MTT) assay was used to determine the effect of different concentration of
UTI on the activity of RAW264.7 cells. After pre—treatment with different concentrations of UTI for 2 h,the expressions of TNF-a
mRNA ,IL-6 mRNA and miR-21 were detected by RT-PCR in RAW264.7 cells induced by LPS. Results . DThe toxic effects of UTI
on RAW?264.7 cell: it was non—toxic of UTI on RAW264.7 cells while the concentrations were less than 1 000 U/ml.;there was no
statistically significant difference(P=0.117). @After RAW?264.7
fEETE: %, Email: 603143602@qq.com, : cells being treated by LPS with different concentrations (100,
I 61 A 250,500 ng/mL) , the expressions of miR-21(1.000  0.000,

BE B il 126.com,
BR{EE: LA, Email: fc88126.com 1.082 £ 0.114,1.671  0.087,2.789 £ 0.107) and TNF-c and
BETH . €A T LA+ EEHAFTHA G (45 :2016ZDXM030),

TL-6(1.311  0.037,1.549 + 0.039, 1.667  0.059; 1.167 £ 0.019,

£ 55 H AR - http://icns. enki.net/kems/detail/50.1046.r.20170426.1522.044.html v
(2017-04-26) 1.518 + 0.058,1.740 + 0.071) were up—regulated respectively
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in a dose—dependent manner(P;=0.000, P,=0.000, P;=0.000). 3 And the effect could be attenuated by UTI in different concentrations
(10,100,1 000 U/mL) (miR-21:1.000 £ 0.000,2.789 = 0.107,2.675 £ 0.135,2.258 + 0.170,1.369 + 0.279, P=0.000; TNF—a: 1.000 +
0.000,1.998 £ 0.212,1.421 +0.100,1.122 + 0.154,0.991 £ 0.139,P=0.000;1L-6.1.000 + 0.000,1.880 + 0.045,1.179 + 0.108,1.053 +
0.070,0.960 = 0.088 , P=0.000). Conclusion : The expression of miR-21 is significantly changed after LPS stimulating RAW?264.7

macrophages , indicated that it is related to the degree of inflammation. UTI could down-regulate the miR-21-related signaling pathway

to play a protective role in immune and inflammatory response.
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MREIE R REEAET-WEBEREZ—,
1ok BE RRE SN AN e B T BE 25 EL R M ER AE 19 B R
BATEYLH, TR . I8 L8 (lipopolysaccharide,
LPS) S4fREE S Z %45, SIS REN —
RIS 55 FER , mE—RIIRIEN R, A
A SAEBEY FHRMEELRL . miRNA £2—R7]
HgEdEgRis RNA , H3k RS 78 41 i 52 B A il
BUE RE kA, 2 SPUREA G N &SR,
Hrh i/ RNA-21(MicroRNA-21,miR—21)7EZF
RERETREBA TG, ZS5RTHIER
BoE I

5 #]{th T (Ulinastatin, UTI) 21775 T f 5 1 4E
B EE R T — RO R O, BRI R R
B IEBRE B B EYCE R DI RE AR R, R AR
R UTL X} SR AE B RT3 ER AR B — i 5 , A 0F
¥ UTI W] i a2 R B S8 1 S RN, 48
R E A BT[], FEARSE R B B E US4, (H
HIEH e RPLRE A 438, ITRA TR R
B, UTI A] 862 5977 miR-21 M3RIKT,

RAW264.7 41 g /) BB 4% B W 40 B AR , LPS
F P45 AT FE— ERR B AR oy e IR BTt R , &
FHR WL R AE FRL H RAE A 1) R 3k R TS
HRYUHIIGE . A KTE R  FOLE A ST
UTI ZEMEERAE P AIVER , A SE 30 A RAW264.7 4RI
SHBFFT TR, W AR UTI 78 LPS Hl# RAW264.7
YRS | 2 RAE S R B 2 5 I miR-21
B ZRIE BAERAZ SHUHI T RSB ER

1 #RFnrsiE

1.1 SEas#

/NELRAW264.7 4 (-3 P E RSB 4 ) s UTI(
RREHAEGBRBERAT, L5 031503133) ; LPS(E.coli
055:B5,%H sigma A ) ;9 DMEM(EE Hyclone NG

Fé 4 L7 (FEE PAN A 8) ) ; Trizol IWH (RIEE LY AH) .
e R BRI & & PCR ¥ 18R & (H AR TOYOBO AH]);
S EBEY TREERGRAR).

12 SEFk

121 #MEEFE % RAW264.7 4R T& 10%85 4 1M
T HIE DMEM H535 5,37 € 5%CO, [HIRMFE h %
B2 REH 1 KGR B A KB T E A

122 HMEEWE HEARERET 6x10° MFLEME] 6
FLAR (2 mL)H,37 °C 5%CO, BRI ISR 12 h J5, ZH
IHEEFRE R EIEHH AR (LPS $Ii4 ) L4 (UTE
1 000 U/mL) FIFFHESCI0XT B 4H (A A HE4E ), UTI & 2 h
J5 IR BE S 500 ng/mL &) LPS 83,12 h G BT
Eiclii N

1.2.3  PORSEMEEAMELR(MTT) AT YE RAW2647
HifELL 10* NFLEEFPT 96 Tt , B F CO, IFEP 353 24 1
REAIHERGEE S | 0 ARSI BE Y UTI(10,100.1 000 U/mL) 5%
B 24 h,PBS ¥ 2 Ik, & FLADA MTT(5 mg/mL)20 L, 4K4E0E
F4h5FLE, SMA T HFETMN(DMS0)150 uL,#t
PRFES) 15 min, F 570 nm FEKE WL (absorbance, A)
.

124 qRT-PCR RAW264.7 ZHfut% 6x10° NFLEFT 6
FLAR (2 mL) 1,37 C.5%CO, {BHEBFAE TR 12 h 5, £
IHIEFRE:, WEEFA, FAAFWE LPS(100,250,500 ng/
mL) ## 6 h, # I TNF-o mRNA IL-6 mRNA Fik/KF, 5
HEH LPS B M BRI B IR ¥ A, 2R LPS 500 ng/ml
SrAURIE 6.,12.24 h, ¥ TNF-o mRNA 57K, % 0
LPS S AERIB ] I B IEH A, A RR ¥R E UTI(10,100,
1 000 U/mL) (GE# X RBALIMA S AR IEFRE) WE 2 h, 7
fMA 500 ng/mL LPS Hii% 12 h J5F &, WM, Trizol
HEAREUE RNA,TUE Ao mf/As m>1.8, X B 5 BUE RNA &
HE IR B SR S U B Bl A T 3 16 51 .57 -
CCCCTGACCCAACCACAAATG-3;IL-6 Fii#.5’ -TTGCCG—
AAGAGCCCTCAGG-3’, TNF-a 514 E##:5’ -GGCCCAGA-
CCCTCACACTCACAAAC-3"; Fi#:5 ~GCTGACGGTGTGGG-
TGAGGAG-3’, B-actin 5|4 L .5 -GTTTTGTTTTGGCG-
CTTTTGAC-3; Fii#:5'-CGCGACCATCCTCCTCTTAG-3 ,miR—
21 Wi FEE ¥ .5 ~GTCGTATCCAGTG CAGGGTCCGAGG —



BRERAFFIR 2017 £5 42 %5 5 8 ( Journal of Chongqing Medical University 2017.Vol.42 No.5 )

e 488 —

TATTCGCACTGGATACGACTCAACA-3" . PCR #"1#45(# I~
#7:5’ ~GTGCAGGGTCCGAGGT-3" ; Fiff: 5°-GCCGCTAGC-
TTATCAGACTGATGT=3" . N % U6 [543 9751 .5 -AA-
CGCTTCACGAATTTGCGT=3", PCR 4145149 [-3)%:5"-CTC~
GCTTCGGCAGCACA=3", Fil#:5"~AACGCTTCACGAATTTG-
CGT-3", JZWRR 20 L, W 451F 96 °C 6 min,96 C 15 s,
57 °C 30 5,72 CIHEA 30 s, AR 35 X, TNF-a 11.-6  B-actin
PCR 4347 40 1 1% B N B 058 e i vl Uk 966 ¢ vl Wk AR 3R
AN, HH Fusion XCFEFT 4007, #AESL 0 H 9 miR-21 1
N2 (U6) 53 A T qRT-PCR, Bl R 27449 b 1404
1.3 %itsan

K] GraphPad 5.0 K SPSS 19.0 e itorHr ik, i1k e
BELLIAEL + BRUEDS (x 2 9) R, AL ] HURER BN 2 05 2
SRAT, 2HL R AR 1SD—t K, K /K 7 0=0.05

2.1 RAW264.7 faftfe LPS RIS 69 A S E

RAW264.7 Jit— A AN M, FLAT AR SR VRS B RE ) 1
e S NGO I AN (R T GAEL 7/ I Sk Lo e A Rl (B o e
JL B 10 FRALOR A /N RS 52, 58017 P R RS ik £y
FERYZASPEY. 4 dAE UTI(1 000 U/mL) HiAbHE 2 h, LPS(500
ng/mL) MK 12 h J& , 43 9 4E 20740 £% G N s (181 1),
IASEEGEE R LAFE Y IE R AN A 385 A ads e, LU/
[RIEE g 25, AN KLU R DR A0 5 T 760 20 200 A ) 1 0 Ak A G
L BB L AN | EBRIE R KLUE | M SR 253t

AR B0 AL Ao A O A L 25 R B A AT
ASKUMPARAS | (ASHORAL s B0 BRALRLE B L ik
UL, RAW264.7 4l L 7E 32 3 LPS SIS , th T 470 1 ohk
P, AN A A W b A

D. FItk e 2
(UTI 1 000 U/ml.)

1 20/40 {EBHET RAW264.7 HAEFES
Fig.1 Morphology of the 20/40 times under microscope

C. SEHG2H (LPS 500 ng/ml.
+UTI 1 000 U/mL)

2.2 UTI 3F RAW264.7 %m g6y & MAE R

UTI ARl EELZH (10,100, 1 000 UmL)AIXTARZ 4T RAW264.7
21 35 M B S W 1) FL K (88.42 +7.00,86.56 + 8.23 ,100.00 +
5.69.93.37 +3.73) , 227 KHIF 5 L (F=2.693,P=0.117)
23 FRERE LPS ki RAW264.7 48 i8/5 TNF-a mRNA #=
IL-6 mRNA #4 &% % 4L

K H gRT-PCR A 6 h IR [R]HE B LPS 4T IE & 41
TNF-a mRNA Fl 1L-6 mRNA #ik, 455080, 51ER AL,
LPS e 4 100,250,500 ng/mL I}, /NG RAW264.7 Aiiffd )
TNF-a mRNA & 116 mRNA kK597 (1.000 + 0.000
1311 £0.037.1.549 = 0.039,1.667 + 0.059;1.000 = 0.000,1.167 +
0.019,1.518 + 0.058 ,1.740 = 0.071) , 7:4E 500 ng/mL i, TNF-
o mRNA Fll TL.-6 mRNA FiA R (1.667 + 0.0592,1.740 +
0.071), F4LFbE 2 A Gt h2# 38 L (F=160.800, P=0.000; F=
154.100, P=0.000) (1 2,2 1),

IL-6(109 bp)

TNF-a (208 bp)

B-actin(249bp) k. SR I R

1:1E%# 4 ;2:LPS 100 ng/mL £H ;3: LPS 250 ng/mL 9
4.1LPS 500 ng/mL 4
A. RIS LPS HIBA0 MG TNF- o mRNA 1 1L-6 mRNA 41K

2.0+

=2 o & @ TNFo
= a a ] u-6
=< 1.5 a

-

:’_ a

T 104

Z 0.54

5

o 0.0 -, T

g EHR4L LPS100  LPS250  LPS500

a: N IE R B HLEL, P<0.05
B. Al EE LPS A0S TNF-a mRNA
A 1L-6 mRNA BIAIRT A M7
B2 FERE LPS RIS TNF-a mRNA
#0 IL-6 mRNA HIFRi%
Fig.2 Expression of TNF-a mRNA and IL-6 mRNA induced
by LPS under different concentrations

2.4 LPS Bfia) A7

K HI LPS 500 ng/ml #1340/ Bl RAW264.7 4L, R H]
PCR K I A [R] (6] LPS 2H H1E 8 4189 TNF-a mRNA ik,
gE ] 5 E A L, LPS il 6,12 .24 h i, /B
RAW264.7 ZHHLH1 () TNF—a mRNA 357K 347105 (1.000 +
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*1 AEIKE LPS R4S TNF- o« mRNA #0 IL-6 mRNA fI5Rix
Tab.1 Expression of TNF—a mRNA and IL-6 mRNA induced by LPS under different concentrations

4

TNF-a mRNA #ik [1.-6 mRNA #ik

ERLL(A)
LPS 100 ng/mlL ZH(B)
L.PS 250 ng/ml. 41 (C)
L.PS 500 ng/ml. 41 (D)

1.000 = 0.000
1167 0.019

1.000 + 0.000
1.311 £ 0.037
1.549 + 0.039 1.518 £ 0.058

1.667 + 0.059 1.740 + 0.071

154. 1-17 ,0.000

ARG HT FAL P 160.800,0.000
7 Avs.B LSD— {f1, P fi 9.488,0.000 o 4378,0.002
Avs. C 18Dt {E, PAH 16.725.0.000 13.595,0.000
Avs. D LSD- fH, P {H 20.316,0.000 19.403,0.000
Bvs. C LSD-t {¢, P {i 7.237,0.000 9.217,0.000
Cvs.D LSD— {f, P i 3.592,0.007 5.808,0.000

0.000.1.417 +0.048 . 1.811 +0.129 .1.354 +0.082) , Jf-1¢ 12 h
), TNF—a mRNA #6iA 8 (1.811 £0.129), LPSAL 5 EH 4l
25 AT G L (CREARrHT . F=51.610, P=0.000 5 I W L 5%
1y, PAE : IE 4 vs. 6 h #1:6.370,0.000; 1E# 4 vs. 12 h 41,
12.399,0.000; 1F#2H vs. 24 h £H:5413,0001;6 h#4 vs. 12 h41 :
6.028,0.000;6 h 4 vs. 24 h 41:0.957,0.367;12 h 4l vs. 24 h
41.6.985,0.000) , W 3 fif/s

TNF-(208 bp)

BAU(.HH( 0 l)p) m

1 E#4H;2:6h#H;3:12h 4;4:24 h 4
A. LPS f A A [5) B E] S TNF= o mRNA [l 463k

2.5+

TNF-a mRNA 41k

IEH 6h#] 12h 4 24h #f]
a: S EH X IR LA, P<0.05
B. LPS $ill 340 oA [RI AL S TNF— o mRNA AR Feih 04
B3 LPS ®BMA R EE TNF- o mRNA FjRiE
Fig.3 Expression of TNF-a mRNA induced by LPS for

different hours

2.5 KRB R UTI 3T LPS Al 0 R RAW264.7 %8 #6
TNF-a mRNA % [L-6mRNA & ik #9%

K H qRT-PCR £l 12 h B AS[R] R B UTT 20 FE # 41
) TNF—o mRNA ik G550 5IEH AR LPS ¥

J 500 ng/mL B /N RAW264.7 2l 1% TNF-a mRNA &
IL-6 mRNA 157K P01 & T, B UTI e 0 s ini Fe Ak
(1000 £0000,1.998 +0212 1421 £0.100,1.122 +0.154 0.991 +
0.139;1.000 + 0.000,1.880 + 0.045.1.179 +0.108,1.053 = 0.070 ,
0.960 = 0.088) . #2H FLH 22 AT S it 1 L (F=27.550, P=
0.000; F=82.540, P=0.000) ([ 4, 4% 2)

1 2 3 - 5

Biilrlill(z..‘g l)P> m

1 AEH AL 2 A2 ;3 UTI 10 U/ml 41
4:UTI 100 U/mL £H;5:UTI 1 000 U/ml. 2

A. A[AHERE UTI A FRSS TNF- « mRNA Fl
[L-6 mRNA ik

)

X

z

z

i

z

- EHZH 1LPS 10 100 1 000

LPS+UTI(U/mL)
a: 5 IEH XL AL, P<0.05;5b: 5 LPS 41 H4E, P<0.05

B. AR E UTI AL TNF-a mRNA Fil
IL-6 mRNA Ak 44T
4 AREKE UTI &S TNF—a mRNA #1 IL-6 mRNA §)Fkik
Fig.4 Expression of TNF-a mRNA and IL-6 mRNA treated with
UTI under different concentrations
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£ 2 ARERE UTI &S TNF-c mRNA.IL-6 mRNA B miR-21 RiA RS HTELEE
Tab.2 Expression of TNF— o mRNA, IL-6 mRNA and miR-21 ireated with UTI under different concentrations

gl TNF- o mRNA ik IL-6 mRNA ik miR-213%ik
EHEHCA) 1.000 + 0.000 1.000 = 0.000 1.000 + 0.000
LPS(B) 1.998 + 0.212¢ 1.880 + 0.045* 2789 +0.107*

LPS+UTI 10 UmL(C)
LPS+UTI 100 U/mL(D)

1.421 +0.100*
1.122 £ 0.154*

2.675+0.135"
2.258 +0.170°

1.179 + 0.108"
1.053 + 0.070b

LPS+UTI 1 000 U/mL(E) 0.991 +0.139® 0.960 + 0.088" 1.369 + 0.279°
BiRATHT F{E,PE 27.550,0.000 82.540,0.000 69.810,0.000
Avs.B {8, P 8.738,0.000 14.833,0.000 13.262,0.000
Bvs.C o8, P1E 5.050,0.000 11.819,0.000 0.847,0.417
Bvs.D t18,PE 7.668,0.000 13.939,0.000 3.937,0.003
Bvs. E tp{8,P{E 8.815,0.000 15.506,0.000 10.525,0.000
Cvs.E 18, P1H 3.765,0.004 3.687,0.004 9.678,0.000
Dvs.E wlE,PHE 1.147,0.278 1.567,0.148 6.588,0.000

e, SIEE AR A, P<0.05;b: 55 LPS 4 H3 , P<0.05

2.6 £ LPS ##5 miR-21 &k 69K 4L

¥ qRT-PCR il A REI¥E B LPS 401 1E % 4 (1 miR-
21 ik B RERW, SIEF M, LPS ¥ E % 100,250,500
ng/mL B, /NE RAW264.7 IR B miR-21 FAKF TS,
FFFE LPS ¥R TR M 2R3 10 (1.000 £ 0.000,1.082 £0.114,
1.671 £ 0.087,2.789 + 0.107), HHALKERARITFEX
(BRI : F=255.262, P=0.000; T K2R 1, P18 ; IE % L vs.
100 ng/mL 41 :1.120,0.295; IE ¥ 2H vs. 250 ng/mL 25 :9.180,
0.000; IE# 4H vs. 500 ng/mL £H : 24.496,0.001;100 ng/mL #vs.
250 ng/mlL % :8.059,0.000; 100 ng/mL £ vs. 500 ng/mL #H .
23.376,0.367;250 ng/mL #H vs. 500 ng/mL £H ; 15.316,0.000),
e s pis.

4=

miR-21 FZRIATER

1+

: 52
EHH 100 250 500

LPS(ng/mL)

a: HIE# % B4 L3R, P<0.05
5 AERE LPS ®RHAME miR-21 IRIE
Fig.5 Expression of miR-21 induced by LPS under different
concentrations

2.7 LPS R#E, RERE UTL 3 miR-21 A& #h
SR H qRT-PCR #:U A []¥%  UTI 48 #1IE % 46 % miR-
21 ik, 55 LPS ¥R 500 ng/mL A LT, /N RAW264.7

YAfEF A miR-21 FAK B BFE, HEE UTT W E I F ST
WA (53514 1.000 + 0.000,2.789 + 0.107,2.675 + 0.135,2.258 +
0.170,1.369 + 0.279), FH LB E R A G R L (ks
7 . F=69.810, P=0.000) (& 6,5 2),

4=

miR-21 LI H
T
o

0

EHH LPS 10 100 1000

LPS+UTI(ng/mL)
a: HIE# X B4 LB, P<0.05;b: 5 LPS 41 [k, P<0.05

6 FEIRE UTI LHE miR-21 MFkiX
" Fig.6 Expression of miR-21 treated with UT} under different
concentrations

3 iF i

WFE R A Z B LPS 4N R HI )5 B W
MR G RA B RAEA B = A B L 20, (R B,
RAEIGRERGEN FEME, DREE-EE
A RAW264.7 i REFRFET/DRBEE T E
WELH PR , BEUETRE A AR, Eitk, AT AT LPS R
RAW264.7 57 S RAE W 19 I R MR, 2
B W4 A me s SR R Bl andi RS st B
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ALIH T, 1L IR F R A2 £ 40 B O J2 AT {1, 358
YRS PR CRE /7 , B S Rk Z B/ NRAE AR
S 2 VNN DN i L M e U = e ST
T 2 20 M 0 A 4 o BR 4 4R T A SRR/
FERAKR,EEHMEERTSS R, 28 2 UTI
(1 000 U/mL)X 4 fiTt A FAE R S AR B8R A K KR
me s IR AL H A UE S S E R AL E R
R, AL th e, R4 e LPS KIS,
BRI T A0, il B BB MA KR &£
T BEYE ; ST A R A SRR 4R LR
BARWE LG R Z AR, H RS0 H 4
DYEFFEA BRI LT B R SR ER D,
UL UTL fER—FpSIoR MR, 245 LPS FetHERF
LT, A FTEES LPS &4 T HEHU/EA , it Xt 41
Mt & —E R ER, ,

TNF-o 2 ¥ -E A& A — R E 2 A
R RAERF, R R R T B E TNF-o BHGE
55 GRS, #E— A ST A B A A IR L, fRe
IL-6 JHPEE G H F Y BB, WTE B 4 4 IR M
BRATKINE , R Bl 1E 2 A IR 3 BE BRI, 15 2 L
RITIRBRAE I PIAT G . AR SIS TE R ST LK - 1F
FAFSE, 435 FAAS R #€ BE (100,250,500 ng/mL)LPS
HIE S , TNF~a mRNA IL-6 mRNA FikZE W5,
3+ H7E LPS RI¥F 6.12.24 h B [A] SR TNF-o
mRNA, 878 12 h B [A] 555 , Ui B 7 LPS LA 500
ng/mL FI# 12 h BF , RAW264.7 20l i) 48 KE 52 1 B
H,

MicroRNAs (miRNAs ) 42— Ffi /)N B9 P9 ¥R 14 AE 4
5 RNA 47, 21~25 MEHBRAR, TEEdS
# mRNA 1) 3" i dERE R X 45 T 7E 5% 7 fa K
FIAT mRNA MR, HAE R SRR,
miR -21 f& microRNA F & — W E  f F
17¢23. 2 Jefa{k FRA17B et X -, REA H £
SR BAAIR miRNA, I HA R ERTE, HRKE
FFREY ,miR-21 £ B RHRE T R IR K
IR A miR-21 TS S5EW YR L %
RERRLH, BFoE 3L 10 S e Ak 5 OB AR B A0
ik 188 H [FPRE£ A (phosphatase and tensin homolog,
PTEN) & miR-21 § T ###BEE R0 W4 MAPK
{55 @84, miR-21 WEZRIEFT RS PTEN 25 ,

{8 PTEN & /K- TR, 53 P38 MAPK {55 %
BOE 151 AT P38 MAPK i i b A5 254 N T3¢
PRl By 23 AR A T 1, 2 ) 4 M 8 P B N, (R R
BE A B % 40 M8 7 2 TNF—o IL—6 25 K BB,
Sheedy 2 1'17E 40 M SC 36 4IF 52, LPS il f5 BE 5| A
miR-21 MR IA B, WA R 45 RAE AR B4 5L 58
HH A RESE, FIET, ARSI 45 R BoR 7
LPS J#%/N B RAW264.7 200)5 , miR-21 #1315k
SEXF LPS (ke B —E B BRI , 76 LPS W
100 ng/mL i, miR-21 Fik/K LA B FHE(1.077 +
0.106) , ZF LGt it2= 5 X ; M AE LPS ¥ B 4351k
(250,500 ng/mL) B, miR-21 FXKF4r 5K 1E %
ZH 9 (1.670 £ 0.086,2.789 + 0.107) 1%, 5 TNF-a K
1L-6 MRIAE— R E L 2IEAX, AT gedlHl 5
miR-21 25 P38MAPK {5 5 JITER X,

UTI 2 1SR 2 B RE Ak HIR, 2—
AR R EBIR Y, RTINS RIEN R, A
BB B EREIIREER . AR R UTI 45
Fh RSEERE RAYT PAEA B N — R e
A B UTI 0] fe3d o T~ 0/ ™ 25 e 25 1 28 3 4% 0 40
B TNF-o IL~6 7K, $ilach B S A S i, AT K
Z2ERHELIREN IR R F N ARDS BE MK
e X TUEY, A St & B UTL v] LUE 3
AR R B T TNF-o IL-6 25 RPN BB HURER
P Z IMILE B9 SEAE S, Zhang S52& 81 UTI w] BH
1 p38MAPK BEMRAL , # 1M #0 %] NF-«B B)iE 1L, IF
T TNF-a BRI, IERA IR KR, 7E UTI filidE
T ETARIRAARSMEIRH  UTI AT 85 miR-21 1y
RIEM, it A RIZ TR UTI fE MR iE
TR ERVER & UTI BB fEREBET S 5#T
miR-21 RGN EFE R RN, AR H R H /DR
RAW264.7 HHIMRARFFEST R, 45K BR, UTI 7 (0~
1 000 U/mL)¥REEVa B X i T Bl B e . 5
LPS A H , P E UTI R H K E N F &, INF-«
mRNA KIL-6 mRNA FRikKFEZ @R, Boh, 5%
WER BN, HEE UTL IR E T, 41 MR R &
Wi , miR-21 FIABBIER, N AHIR HRIESL T
FEREREAE H UTIL Al 95 miR-21, #—£5 531
REEPVER, F, #EM miR-21 7l REAE—ERE E
ST 40 B 58 RE B i RS | 38 £ P38MAPK 15
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SEHS 5 R RAE RN AT ; UTI 78/ BB
o A AE SR A AR AR E B B R B R e A L 3F
H T 6B 184 miR-21 #—18# P38MAPK {5
SHES S5REE SRR M , H P B EA T —
BT,

T AT 5T 45 B2 RS E 55 B SR B SE IR 3K
18, T BN WIE N KIRBAE B E P — 5,
BHBA miR-21 FEAAE RN & A= i R v 09 £ 6 LA R i
—# T % UTIL @13 miR-21 258 5B R AR N
H) AP KA BT T B MREEE B 2R AL EI 3 4
FEEEAE BIVA YT SRR B BE
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