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[(H#E] BB AL miR-24-3p/1-5 88 $5 2B % 4k 2(SIPR2)4Z 5 #h x|/ 3 1 & @9 # (RMECs) 47 4 4
R A ras, FiE BRK2 B RAF KK RMECs, #1 & &8 B R4 (AKD AR, R A CCKS #nl a e 38 54
B A R R i R e g B R o UL RC(ROS) KB, B 3K % 0% & WX 38 (ELISA) 4 ml if 78 3% 58 B
(TNF)-a fo & 20 BN~ Z (IL)-18 69 & ik 5 ALK ] &4 0 & B AL 4 B AL BE (SOD) |/ = B (MDA) K -F ; % BF 5
H*% % PCR #&m 4m i P SIPR2(NM_017192. 2) 85 mRNA & i K -F, Western blot 43 SIPR2 #= 8 48 % &
caspase-3 #o caspase-9. o F N X @G AL E F@alo L ANEZEEG 20(CDC20) fe e & W R A K HF
(VEGF) ¥y R ik KF, R  LPS 28 TNF-o.IL-18 /K-F & T control £8,miR-24-3p inhibitor+LPS 28 TNF-a.
IL-18 /K F & T inhibitor NC+LPS 41, £ % A %43 % & L (P <{0.05), LPS 4 MDA ,SOD K -F % T control
20 ,miR-24-3p inhibitor+LPS £8 MDA 5K -F & T inhibitor NC+LPS #1,42 SOD 7K F4& F inhibitor NC+LPS
M, £ FA %5 &L (P<<0.05), LPS 41 SIPR2 mRNA % ik K-F & F control 28, miR-24-3p inhibitor+LPS
21 SIPR2 mRNA % ik K F 4K F inhibitor NC+LPS 20, 2 % A %+ 5 & L (P <<0. 05), LPS 4 S1PR2.
caspase-9.caspase-3 & & & ik K-F & T control £48,CDC20,VEGF % & & A K F1& T control 48, £ F A % it F
% (P <C0.05) ;miR-24-3p inhibitor+LPS £8 SIPR2 . caspase-3 . caspase-9 & & & i& /K F4& F inhibitor NC+
LPS 41,CDC20 . VEGF % @& & ik /K -F & T inhibitor NC-+HLPS 40, 2 3 A 4t 5 & XL (P<<0.05), & miR-
24-3p inhibitor i@ it B Fh 47 4] S1IPR2 & iA , T caspase-3.caspase-9 & ik, L CDC20,VEGF & i& , 92 347 4l
TNF-o IL-18 5 MDA & ik Ak AKI A A ) 40 62 R AR 45 69 4 A .
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[Abstract] Objective To investigate the effect of miR-24-3p/S1PR2 signal axis on the renal microvas-
cular endothelial cell (RMECs) injury and its influencing mechanism. Methods The rat RMECs were ob-
tained by primary isolation and the acute renal injury model was established. The cell proliferation ability was
detected by CCK8;the cellular apoptosis and reactive oxygen species (ROS) level were detected by flow cy-
tometry;the TNF-a and I1.-13 expressions were detected by ELISA;the SOD and MDA levels were detected
by the biochemical reagent kit;the mRNA expression level of SIPR2 (NM_017192. 2) in cells was detected by
real time qPCR,and the expression level of SIPR2 and apoptosis related genes caspase-3, caspase-9,CDC20 and
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VEGF were detected by Western blot. Results The levels of TNF-a and 11.-18 in the LPS group were higher
than those in the control group (P <C0. 05),while which in the miR-24-3p inhibitor + LP group were higher
than those in the inhibitor NC+ LPS group,and the differences were statistically significant (P <C0.05). The
MDA and SOD levels in the LPS group were higher than those in the control group,the MDA level in the
miR-24-3p inhibitor+LPS group was higher than that in the inhibitor NC+ LPS group,but the SOD level was
lower than that in the inhibitor NC+ LPS group,and the differences were statistically significant (P <C0. 05).
The SIPR2 mRNA expression level in the LPS group was higher than that in the control group,the SIPR2
mRNA level in the miR-24-3p inhibitor+ LPS group was lower than that in the inhibitor NC+ LPS group,and
the differences were statistically significant (P<Z0. 05). The SIPR2, caspase-3 and caspase-9 protein expression
levels in the LPS group were higher than those in the control group,the CDC20 and VEGF protein expression
levels were lower than those in the control group.and the differences were statistically significant (P<Z0. 05).
the SIPR2, caspase-3 and caspase-9 protein levels in the miR-24-3p inhibitor + LPS group were lower than
those in the inhibitor NC+ LPS group,the CDC20 and VEGF protein expression levels were higher than those in the
inhibitor NC+LPS group,and the differences were statistically significant (P<Z0. 05). Conclusion miR-24-3p inhibi-
tor inhibitsthe expression of SIPR2 by linkage,down-regulates the caspase-3 and caspase-9 expressions,up-reg-
ulates the CDC20 and VEGF expressions,and realizes to inhibit the TNF-a,IL.-18 and MDA expressions and
reduce the injury effect of the AKI model on the cells.
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3 W 5N . ] 2 Bl (lipopolysaccharide, LPS)
51k e 0 1 A AR BL R AR T A0 B R O AR R
T 4 AR B OK F T s R B A 22 -
TR AW S L B R A B A ™
R ERAE A A I 20 B 1 45 Cacute kidney inju-
ry s AKD & 24 B ik 50% DL B, M — 2R ik ik
I A5 2 R0 A% 40 e, W /N BR P R 4l Y (retinal microvas-
cular endothelial cells, RMECs) #1475 & #IF 32 5 AKI
)M RS, 1B R & B 52 1K 2 (sphingosine-1-
phosphate receptors 2, S1PR2) 7€ i 4F BB IE A1 A I
N I P R AR R i R R A
2 20 3G 5 A A SGE R AE T R L 3 AT LU Y I A
DA R 20 6 5 B ) 3 o S, B 5 A A RE T
A 1075 - T L0 %) 3 A% A A WA M fE LPS
I S5 6] 0487 P R %) 3 325 P R 4R I i I v e O B AR
o B 5 F U Y2 0F 58 (R R W e, ORI 22 1Y
58 % B .3 RNA (microRNA, miRNA) & 2 5 ¥ i
B S D Re R Z ARSI K L T A
e HANMEAFI BN mRNA 3" UTR, #4#] # H
R T 1 I s sl = =l A NI i I S A R o7/ B~
UM miRNA 78 AKTHZ LR %Kik, TS
55 AKT (9 % 5 AL 98775 40 190 R Ak i 45 P B 4 A o1
T RE S Y . fEARZE miRNA 1, miR-24-3p &
W Rz i —AH " miR-24-3p 7 i 41 41
fo BE AR, I R 20 3 B L AT B AR AN M Y 1 28 L T
i/ FE T R RO AR PR . T UL RS
SO, AS B 84U B0 EAE LPS 35 % ) RMECs 1,
miR-24-3p # [ P8 4% SIPR2 2% 1A 24k 11 5 Wi 20 Jfo 458 45

retinal microvascular endothelial cells; miR-24-3p inhibitor; sphingosine-1-phosphate recep-

YA T L, U AKT 516 BR 34 97 32 4t 8 i 18
FSL AR B
1 #MME5HEZE
1.1 ##
1.1.1 $¥%m345 RMECs 94 B3EHR 5%

SPF %% 3~8 d #% SD K 6 H I FJb 5t KL B
A R B 0y A BR2S \) LV AT E S SYXK (%) 2020-
0001 ], h¥yidi b P05 . B (23 £2)°C L B 50% ~
75% Bl AR R 3 . 2B GREEN 2500 10 = A5 b6 i
i X 4 B B /NER . TC R A TR 4~ 6 JE K RUE
JUE L i 1R % wh R VA W (PBS) vh sk J5 BUB B2 L 8 R S T
70 pem 20 B GE OAF B L UE L O AR E NER . TR
0. 125 % R H BN AL 5 09 B /ANERE O L 3 LW WA
PN B &4 0 R A Ry 3R R (2000 iR AR I T .
DMEM/F12,20 mg/L WEAERKKEF),F 37 C.5%
CO, i FM PR IR, 3 d Ja % 1 Wi, B )5 fa H e
V. TR AN LA R B2 I R AT AR AR, 2 K S BUAR
4~10 A0 T J5 22505 .

K FH B B0 B USRS R AR AR . 0. 125 %
Il A 1 A 4 B 4 X 10" /em® B 40 I BEFR T 24 AL
He v, 5 200 il 6 2R )2 )5 ) PBS 5 1k . 4 % 2 5 R [
FE ,PBS BB TE N 5% 4 1iiE A& 1 (BSA) .37 “CH
A 30 min, 28510 A —4t vWF(1 = 20085 F 4 h, i
Cy3 FRICHI(1 = 2000 E 30 min, PBS ¥k 3 ¥ DAPI
WEOEHFE 5 min, 50 %0 H il & L 986 BB AR .
1.1.2 RELXA

180 B 9% WS (CKX53) I T B bk I 37 ¢ i)
IR ;4 A s AR (WD-2102B) L HL 3K X (DY Y-
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8C) I 113 B HL UK AL (DY Y-6C) ¥ 1 T4t 5T 5 — 4%
T M R R AL & R &R S8 (Chemi Doc™
XRS") . %t PCR Y (CFX Connect™ SZif) ¥ T
A AR A A BE 24 7= b R A BRA Al 5 fh 24 & EAR 4y
Hr &% (Tanon-5200, L1 REEFHE AR A FD; £
AEMEFR 1Y (SuPerMax 3100) g T b A 3% A8 W R A7
FRATE . BG4 3% (FBS,10099-141) . R IR & W F-
12(DMEM/F-12) ,OPTI-MEM #% % %£ (31985-062) .
GlutaMAX™ %% 7 # (10565018 ), # # & ¢ W
(RJ239676) 1 T 25 [ Gibeo 4\ w5 i 8 (M B-2 — e
Pz B (EDTA) I 16 % (T1300) . 4~ L3 H & H
(BSA,A8020) M T3t 50 &R 3 B A FR A &) 5 K KU
JBE IR B K] T (tumor necrosis factors TNF)-a ELISA
A & (MM-0180R2) . K L I 4 M 4 % (interleukin,
1L)-18 ELISA 5] £ (MM-0047R2) g T~ i 73 3 Hit
A Y R B K 7 BR A Al Trizon Reagent
(CW05808) . miRNA #$2 Bk 7l & (CW0627S) | #A 4l
RNA $# B0 & (CW0581M) \BCA & (& =il Hl &
(CWO0014S) M F b 5t g o th 22 A= W B4 A BR A w5
cDNA % — 45 & ik 1 & (MR101-02) | 52 B 2¢ 6 %
# PCR (qPCR) i #] & (MQ101-02) , 33 %% 5 (RT)-
gqPCR % H IR # (+ gDNA wiper, R223-01) .3 I I
T BEORR R e k) ik 5 B PCR AN 7 & (Q711-02) 1y
T 5 mU i ME R AR MR A A BN | 5/ BRUBT Bractin
BATTRERUAR (TA-09,1 ¢ 2 000) B A AL ¥y B AR 10 AY 1L
FHORBEREND G (IgG, H+ L, ZB-2305, 1 ¢
2 000) R4 A5 ic 19 L E BT 1eG (H A+ L, ZB-
2301,1: 2 000) W FAL W 2 &AM E AR GRA
) s Hbi SIPR2 ik (21180-1-ap,1 = 1 000) W T 3 [H
Proteintech 2 & ; Ha i caspase-3(af6311,1 : 500) . %
i caspase-9(AC062,1 = 500) , o9 4 iU 43 24 & 1 25
1 20 (cell division cycle 20, CDC20, af4759, 1 :
1 000) A i & W B 4 K I F (vascular endothelial
growth factor, VEGF, af5131, 1 ¢+ 1 000), vWF
(AF3000,1 : 200) ¥4 T 2 H Affinity 2 & ; Cy3 5
AL 2E 4 R 1gG (H4+ L, As007, ABclonal, 1 ¢ 200)
W F R S s AR R A R . miR-24-3p in-
hibitor,miR-24-3p inhibitor NC, Lipofectamine™ 2000 ¥%
Yuil W T £ [ Invitrogen A H] .
1.2 &
1.2.1 w4

20 M % R IR 70 % B aE AT B Y #2 BB Lipo-
fectamine™ 2000 % Y il 7 6 B 15 F 17 5% Ye $ /. 5K
BEARYE A% e W) 09 R 8] 434 4 4. X% B4 (control
ZH) , LPS B ZH (LPS #) , inhibitor NC+ LPS 4 (%%
¢ miR-24-3pinhibitor NC {7 100 nmol/L), LPS—+
miR-24-3p inhibitor 41 (¥4 %% miR-24-3p inhibitor &
#1100 nmol/L), #4148 6 NEAFL, INZAHT 24 h
8 TC 1L T B IR
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1.2.2 ¥ RNA # 3% RT-qPCR #0)

WSO A5 2 400 M, R0 S 156 B S R A R e 4 g
AL RNA L # miRNA 39 5 5307 65 06 B A5 45 1 3 e 5f
A8 cDNA, W 5E & BB cDNA 7K - i 4fi B, %
RT-qPCR #; ] miR-24-3p ) mRNA 7KF-, 5|4 4
T miR-24-3p F % 51 ¥ 5-GCGTGGCTCAGT-
TCAGCAG-3'. F %# 5l ¥ 5-AGTGCAGGGTC-
CGAGGTATT-3' ;4% 18 PCR X3 & 18 0 43 25k 8 57
KRR Z , PCR EA 2544 F .95 °C 10 min; 95 °C
10 5,58 “C 30 5,40 NMEH ;72 °C 30 s, VL U6 F1 3-
actin fE NS B R BN RIBKFH 2 2 ik fr
Bl o
1.2.3 CCKS8 ¥ 5 ap & H 3+ 5

A 2 70 % ~80 % Al I R A Bl A
AN R A B BE S 1< 10" /4L ;24 h JE
11 CCK8 £, 7E 96 LAk H L B 100 pL A9 20 M B
W BEFLINA 10 pL CCKS8 3R 7 . & T 18 15 15 7546 vk
T 2 h FEMEFRAY 450 nm i 4 A0 6 I 4% L K 12O
BECAE . IS T Vi AN
Vite = (A — A/ (A — A ) X100 % (D
1.2.4 7X@ K& e ©— & &K EA (reactive
oxygen species, ROS) /K F

#:7% miR-24-3p inhibitor {35 i RMECs 41 ifs
WA LPS(1 pg/mL)ifs S AN FE 24 h, WA IF VR A
JiL 3 Y, T T Ak A0 L 0 R R T i A g
Ak SR I A0 AR T, 59 BUFE 2 miR-24-3p in-
hibitor W I J5E ) RMECs 4 im A LPS(1 pg/mL) i
SAbEE 24 h, SR AL, SR G IS Ry R 5 e IR
1:1000 Fi B 27,7 -8 A KK LMK
(DCFH-DA) , & ¥ J¥ & 10 pmol/L; 3 2 40 g 55 5%
T, T 20 B R AR BR i DCFH-DA, 37 °C 55 3# 44
WEHE 20 min; R FHJC LW 5 9% W BRI 3 W A4k K BR
LA LA A M DCFH-DA; it 1 mL PBS ¥
%1 500 r/min B0 5 min, 7 L35 I 500 «lL PBS
2k 20 0 R P O X 4 SR N
1.2.5 @i k&% TNF-o.IL-1p &% & SOD.MDA
P |

Yt miR-24-3p inhibitor XI5 ) RMECs 4ii il
A LPS(1 pg/ml) i SACHE 24 h, 58 AR5 I
ELHEW: LWEWRE L, %, —80 CHlfr. Wik
ELISA 3l & £% 2% W TNF-a, IL-3, 55 B Y
miR-24-3p inhibitor BZ 5 RMECs 40 i il A LPS
(1 pg/mL) P FANE 24 h, SR 8% WG 04 42 1L il 72 0
FE SOD, Fift B H 22 R He 2 43 Hr ik D 5 MDA, 2 4E 25
TR F & A, SOD WG Ve THHEAR R
Vsop =K /50% Xi X (0.24 mL/0.02 mL)/S (2)

Horpr K AR SOD #2320 X3 SO 14 2 i B
i85, S ARRFFIAE A FIKF .
1.2.6 qPCR #m)
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WA, R A miRNA $#2BULH) & #2 BUE miR-
NA 5 HKSFE A4l B L 38 53 HiScript I Q RT Super-
Mix for qPCR # % 561871 & & 5™ ¥ - M PCR i
57 qPCR K, 514540 F . SIPR2 _EiiF 514 5'-CGC-
CAAGGTCAAGCTCTA-3", F ¥if 51 ¥ 5'-GCAAGC-
CTCCAGATGGT-3'; GAPDH I ¥# 5l ¥ 5'-GA-
CAACTTTGGCATCGTGGA-3", F i 51 ¥ 5'-ATG-
CAGGGATGATGTTCTGG -3', IR R F:2 X
ChamQ Universal SYBR gPCR Master Mix 10 pl, cD-
NA 1 pL, EF##51484% 0. 4 pl,RNase Free dd H20 #b
EARFRE] 20 pL, RMEFE:95 °C .10 min; 95 °C .10 s,
57 °C .30 s,40 MEH ;72 °C .30 s,

1.2.7 % 8 %, 9% ¥7 i (Western blot) #% )

W4 e gt IS i RMECs 40 i, 372 JC40 A 5 25 1
BCA 7K 8 11 /K - J5 i 47 58 T3 I Ok e 68 Jie FeL Uk 43
B LR W IR E — P4 C R, PR 3 Ik
J& Z R T 0 B A A W A I 0 LR D Bk

100 pm
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% 1gG 90 2 h, YRR S SR FH 3 5 b 2 & 6 B 2 40
M, Tmage J B0 & 1 2% R 4720 8 B0, o 8 &
ZERPIHAR AN S Bractin & K EE B HE %R H
S AR 37y O
1.3 %itxam

DL sz ph ST A 3 . R Graphpad 8. 0
G AT G T R AEE . PR R, ot s R
75 2L TRV ESCHE P P EL 3SR FH M ST FE AR ¢ K 56, 2 41 [
Bl bR H ANOVA BRI ZR r 2250 1. L P <
0.05 WESFAGI-E L,
2 % S
2.1 RMECs 5% %%

RMECs JFAC/r B85 3% 3~4 d J7 764808 s
T AT U I O R A KB O B VS A L LUAR TE RN £ A
R E.6 d G BWEA R R EARI AT I
RMECs £ Z M . 40 g 5 I A 7 41 56 P 5 26 1k & o
PHE L 156 BH 43 25 B 2 1 40 i 5 RMECs, ILIE 1,

100 pum 100 pm

A1 RMECs By & & 3 4 il 45 R

2.2 428 RMECs 3785 A = 7L

5 control H L, LPSHMW M T-F L F (P <
0.05); 5 inhibitor NC+ LPS 4 k% , miR-24-3p in-
hibitor+LPS 4 172 b F+(P<C0. 05, ILIA 2,

® @ 53 ® @

@ :control 4H; @ :LPS 4 ; ®:inhibitor NC+ LPS ;@ . LPS+
miR-24-3p inhibitor 41;°: P<C0. 05,5 control 41 H#;": P<<0. 05,5
inhibitor NC+LPS 4 % .

& 2 4 8 RMECs i 5 F T B Rtk &

2.3 4 41 RMECs @8 ¥ 2 20 it B T & ik K -F rb 3R

5 control 4 ILE, LPS 489 TNF-o IL-18 /K F
TP <<0.05) ;5 inhibitor NC+ LPS 4 . # , miR-
24-3p inhibitor + LPS #i ) TNF-a, IL-18 /K F I 7+
(P<<0.05), WL 3,

150+

TNF-a 7k (pg/mL)

>

@ 483 ©

IL-1B 7K (pg/mL)

0~
B @ @ 53 ® @

A4 ] TNF-a K H8 B4 41 1L-18 /K F H % O : control 415
@ :LPS 4 ;@ :inhibitor NC+ LPS 4 ; @ : LPS+ miR-24-3p inhibitor
21 ;% P<C0. 05,5 control 41 1L%;": P<<0. 05,5 inhibitor NC+ LPS
A
B 3 4 8 RMECs # i 40 it B F R 3£ 7k F bb 42

2.4 428 RMECs A ROS K-Fuig
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5 control 41 Fb#g, Hifth 3 4019 ROS 15 B I f&
. 2R A5 X (P<<0.05), WWE 4,

3000000+

2000000+

10000004

® @

O] @
@ control 41; @ : LPS 41 ; @ : inhibitor NC+ LPS #41; @ . LPS+
miR-24-3p inhibitor 41 ;*: P<C0. 05,5 control 4 FH#¢ .
& 4 4 4 RMECs B ROS 7k F bk %

483

2.5 4R RMECs &4 5 345 48 % B F &k K P
183

5 control 41 HL#, LPS 411 MDA ,SOD # ik 7K
SEFFF (P <0, 05) 5 5 inhibitor NC+ LPS 40 [ #¢ .,
miR-24-3p inhibitor+ LPS 41 i MDA %3k /K F | 7F
(P<20.05),SOD FKik/KF-FFE(P<<0.05), WA 5,

25

MDAZKE (ng/mL)

>

SODZKF (U/mg prot)

@ @ 53 ® @

@

A4 4 MDA K H 3 B4 41 SOD K F H#5 D : control 4@
LPS 4 ;@ :inhibitor NC+LPS 41 ;@ : LPS+ miR-24-3p inhibitor £ ;"
P<20. 05,5 control 4 L4 ;": P<C0. 05, 5 inhibitor NC+ LPS 4
H# .

5 4 28 RMECs S #HRGHEXEFRIEKFELE

2.6 421 RMECs SIPR2 & K-F b

5 control 4 H 4%, LPS 4119 SIPR2 % ik b Ft
(P<C0. 05); 5 inhibitor NC+ LPS 4 [ %, miR-24-
3p inhibitor+LPS Z0 ) SIPR2 ik F & (P<C0.05),
ULIE 6.,
2.7 441 RMECs 48 % & g &k K -F ks

5 control 4 b %8, LPS 44 S1PR2, caspase-3,
caspase-9 35 AR A K L F+,CDC20, VEGF 4 %
BKF TR R 28 AT et 38 (P <C0. 05) 55 inhibi-
tor NC+ LPS 4 H %, miR-24-3p inhibitor + LPS 4
i) SIPR2. caspase-9. caspase-3 1K [4 3 ik /K F F [,

AEF 2023511 A% 52455218

-
1

SIPR2 mRNAFEXT ik K F
N

CDC20,.VEGF HH £ IKKF LT 2R A git v &
0 T
® @ ©)

Y(P<<0.05), LK 7,
A3 @

5 -
@ : control 41; @ : LPS 41; ®: inhibitor NC+ LPS 4; @ . LPS+
miR-24-3p inhibitor 41;*: P<C0. 05,5 control 4 lL%::": P<C0. 05,1
inhibitor NC+LPS 4{ F %5,
6 miR-24-3p inhibitor f# AKI # % T RMECs
S1PR2 Fi&E 7K F 9§ i

@8 controll B LPS4H
1.5 W4 inhibitor NC+LPS{ MM LPS+miR-24-3p inhibitorl
a% a’I b
B+ ’ a a b
S TR T
Q1 87 el
& ‘ ? ? 10 K
& IR LIRILIRIT
@ . é ? fﬂ ?
I 0.5 . 7 7 9 7
7 7 7 7
g 18RI .
A S1PR2 caspae—3 caspase—9 CcDC20 VEGF
O @ ® ©

VEGF m

€DC20 - — e —
caspase—9 --.-
CASPASETI  — —— —
S1PR2 e ——

BB—actin ---

A5 B 1 R IK K B 5 i 1 Western blot ;D : con-
trol 41 ;@ :LPS 41 ;® :inhibitor NC+LPS 41 ; @ ; LPS+ miR-24-3p in-
hibitor #1;*: P << 0. 05, 5 control 41 L #:": P <C0. 05, 5 inhibitor
NC+LPS 4 L4,

& 7 4 48 RMECs HXEARIEKFILE

3 i it

AKI IR 13 W fa e . BFE R0 B IR
WL AE PN Bz A R A8 405 5 R 43 ' U 3 i %8 D10 AH G, 2
o A T R A DN B SRR I R B SR
FOE AR AL A5 P 2 0 450 0 1 5L TR 3 % A S AL I v AN
TR T R U 3 K OF T R AL X IR T £
2T AKI AR 52 0m R M {E .

miRNA 7] DL 35§ 3% N 1) Rk, Hat & A sh
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S SE R R, HEE miRNA T {E R AKIT 515138 1
PR AR 5T 45 R & B miR-24-3p inhibitor
W BB d SIPR2 R 35, #E1M T 8 caspase-3.
caspase-9 B & XK, #iE CDC20, VEGF i) %3k,
REEAES 20 it 48 4 40 L R F TNF-o 542 3 i S Ak B 3
i F MDA 7K F-, G477 240 i, 982> LPS X 4 ffd 1
A

JHe B PR LPS AFAE T B0 1 3, ] T 2
13 P B 240 i w180 422 35 A P B AN 1 38T R
BT AR, LPS AT LIS R B 8 5 R
RMECs (T4 05 . W 10 mg/L Bt B nJ il 463 44
FraG® LPS W 38 hnt, R ik b8 4 21 7 5 Al
N HAE A M R T (9 R B K P AR HEBE M R GE s 8. A
W gE e LPS JT S P B 20 B 453 473 76 B2 2 B b 40 i
R S AR

miR-24-3p inhibitor Z&f# LPS /%5 RMECs H 1=
(/R R LA A R F 30— 2B A0 5T, S5 26 52 36 v [ 28 11
PRZ5 %38 3 miR-24-3p 454 1) P8 45 S1IPR2 43 1 il
K EEIRAIRE .
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