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HE . HH WAL EMFR Fi 2240 4E( ARDS) f2.7F microRNA—181a(miR—181a) ., K4S &
AT 248K E 1(SIRT1) AF &AL, RiF—FS5RE T EREATUSH X R, ik 22017510 A—2021
F7 R RARFEWEFKERIZIAREOKEH 1624 ARDS &J)UH ARDS 2, HIERAIGH S AR EH60B], T
FS3H) . FEA9P]; HRIBETUSHE o ATUS R RLL68 B AT RIAFLA 044, 5 LIRFI 4 64 LA4E e £ LA
SRR, SR AT SR E B R A B FLM (qQRT—PCR ) A fn i miR —181a mRINA XA A F, BBk 9% X 56
(ELISA) #l 75 SIRT1, @@ —-1p(IL-18) . B @iA-Z—-6(1L—6) . MBIRLEF-a( TNF-a ) K-F,
Pearson/Spearman 8 % P 5 ARDS & JU £ iF miR—181a, SIRT1 K-F 5 A A3, XER T/ E M,
ROC W 2, 57 f7F miR —181a, SIRT1 7K -F H Ik A B A 5F ARDS £ I)LTUG R B 693 F M, R ARDSZ
oA miR—181a mRNAAR £ AT, IL-1B, IL—6, TNE—a/K-F3¥ZH TP <0.05); SIRT1KFAK T3+
28(P <0.05) ., & Fe b FAE)LFH miR—181a mRNAAGAT KX &, IL-1B. IL—6, TNF—aR-F& T& 5
20, BEHF4 A E miR—181a mRNAAN £EF, [L-1B, IL—6, TNF—aRK-F& TP EL(P <0.05); mEEM
Faop 20 #)U A SIR T AK-PAK T 22840, H &% 20 6 SIRT1AKPART 20 ( P <0.05) , AR SR =,
ARDS %)L miR—181a 5 SIRT1K-F 2 fi 48X (1, =—0.788, P <0.05), 5 & &84, IL-1B. IL-6. TNF-«a
KT 2 EAE (r=0.780.0.833.0.776 2 0.804, 35 P <0.05); SIRT15 &AL 4. IL-1B. IL-6, TNF—aK-F 2
fiAaE (r/r =—0.836.—0.716 . —0.691 #2—0.754, 34 P <0.05) ., &R R4 5 F miR—181a mRNAABXT R ik &5
T BAF4E, SIRTI1R-FALTIUE BAFLL(P <0.05) ., ROCHELR BT, miR—181a3#4& ARDS &ILTUE R
R AR AMTE A 1.59, S A 80.88%(95% CI:0.717,0.857), 45+ A 70.21%(95% CI: 0.652,0.757) 3
SIRT1#F4& ARDS & LTS R B A9 AR BE 4 0.70 ng/ml, #BMEH 76.47%(95% CI:0.712,0.796) , 455 A
87.23%(95% CI:0.832,0.917) . P4 HA4E ARDS £ILFUE 1 B AGHLRME  85.29%(95% CI:0.788,0.902) ,
FEFPEA 81.919%(95% CI:0.774,0.886) ., Z51E  #74JLARDS 275 miR—181a, SIRT1KF 5 ARDS &L
FEEARERTVG Hhriak, TAEA# AL ARDS FUS iF-4E 3847
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Abstract: Objective To analyze the changes of serum microRNA-181a (miR-181a) and silent information
regulator factor 2-related enzyme 1 (SIRT1) levels in neonatal acute respiratory distress syndrome (ARDS), and to
explore the relationship between them and the severity of their conditions and prognosis. Methods From October
2017 to July 2021, 162 children with ARDS admitted to our hospital were selected as the ARDS group, divided into
mild (n = 60), moderate (n = 53) and severe (n = 49) groups according to oxygen index, and into poor prognosis (n =
68) and good prognosis (n = 94) groups according to prognosis. Another 64 healthy neonates were selected as the
control group during the same period. Serum miR-181a levels were measured by qRT-PCR; serum SIRTI,
interleukin-1p (IL-1B), IL-6, and tumor necrosis factor- o (TNF- o) levels were measured by ELISA. Pearson/
Spearman correlation was used to analyze the correlation of serum miR-181a and SIRT1 levels with oxygen index
and inflammatory factors in children with ARDS. ROC curves were used to analyze the value of serum miR-181a
alone, SIRT1 levels alone, and the combination of the both for the assessment of poor prognosis in children with
ARDS. Results The levels of serum miR-181a, IL-1p, IL-6, and TNF-a in the ARDS group were higher than those
in the control group (P < 0.05); the level of SIRT1 was lower than that in the control group (P < 0.05). The levels of
serum miR-181a, IL-1f, IL-6, and TNF-a in severe group and moderate group were higher than those in mild group,
and serum miR-181a, IL-1P, IL-6, TNF-a in severe group were higher than that of the moderate group (P < 0.05);
while the serum SIRT1 level in the severe group and the moderate group was lower than that of the mild group, the
serum SIRT1 level of the severe group was lower than that of the moderate group (P < 0.05). Pearson / Spearman
correlation analysis showed that there was a negative correlation between serum miR-181a and SIRT1 level in
children with ARDS (» = -0.788, P < 0.05), and it was positively correlated with oxygen index, IL-1p, IL-6, and TNF-
a levels (r=0.780, 0.833, 0.776, 0.804, all P <0.05); SIRT1 was negatively correlated with oxygen index, IL-1f, IL-
6, and TNF-a levels (r/ r = -0.836, -0.716, -0.691, -0.754, all P < 0.05).The level of serum miR-181a in the poor
prognosis group was higher than that in the good prognosis group (P < 0.05), and the level of SIRT1 was lower than
that in the good prognosis group (P < 0.05). ROC curve showed that the best cut-off value of miR-181a in evaluating
the poor prognosis of children with ARDS was 1.59, sensitivity was 80.88% (95% CI:0.717, 0.857), and specificity
was 70.21% (95% CI: 0.652, 0.757); the best cutoff value of SIRT1 for evaluating the poor prognosis of children
with ARDS was 0.70 ng/ml, sensitivity was 76.47% (95% CI:0.712, 0.796), and specificity was 87.23% (95% CI:
0.832, 0.917). The sensitivity of miR-181a combined with SIRT1 for poor prognosis in children with ARDS the was
85.29% (95% CI: 0.788, 0.902), and the specificity was 81.91% (95% CI: 0.774, 0.886). Conclusion The up-
regulation of serum miR-181a levels and down-regulation of SIRT1 levels in neonates with ARDS are closely related
to the severity and prognosis of children with ARDS, and can be used as an indicator for assessing the prognosis of
neonates with ARDS.

Keywords: acute respiratory distress syndrome; infant, newborn; inflammation; microRNA-181a; silent in-
formation regulator factor 2-related enzyme 1; severity of illness; prognosis

S0Pk I I 38 25 A 1iE (acute respiratory distress B JLARDS TS, {H ARDS 38R & A JLAE T
syndrome, ARDS) J2 fili 7l &l 4> B M40 FH R 51 )™ R 2 —, BRI R LS B L
127 VR JRRE T I 40 03 2 B i ) 2 Sl R AR S R R SO R 45 & ARDS AR K R 1 EE B
W g, Ak JLEE W 97 % (neonatal intensive A FALE Z —P', MicroRNA J&—FrAE gt /N1
care unit, NICU) # WL fE HAEY . SR 7T B2EE RNA, 25 7 M iR 5 64, GEiE L 52 m
Pt RGP . R A AR T A R s B PR AR 4R R B, TR R S R rp 4y
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BRI, 4. MicroRNA-181a. SIRT1 /KT 55745 L2 PTG 20 25

AL E AR U RO S

HE MO, AURED, B2 A SN 2N
Jili 3 47 ' microRNA—181a (miR—181a) fi i 32 I 5 4%
T —kB (nuclear factor—kB, NF-«kB)E 5@ g = 5
A T L A0 2k R v B O A M A E g . DR
5 B V5 [ 2 #H C il 1 (silent information regulator
factor 2-related enzyme 1, SIRTI ) RMZEHEAHETL
WEAGTE , SIRT1 3K I G 18 1o 0% A% B R 45 5 5%
RAb L5 FY R A7 (R B 11 3 42 2t il 52 495 1) RE S
N o H I JGAF 58 A3 miR-181a A1 SIRT1 5 ARDS
A LRSI 7 R TS M OC R . ARSI AT
ARDS i 4E JL I 7% miR-181a, SIRTI KF25 4k, 5
WP E SR ERE LGN CR, Wi
wr.

1 #ZRSAFE

— g Bt
BEHL 2017 4F 10 H —2021 4 7 H 4B K2 Mg
H R BE BE YT AL Be X 34 1) 162 1) ARDS LA~ ARDS
M, H, B2, L7061, HiEE1~74d,
Py (418 +1.08) d; AKEE 1200~4 000 g, V3
(3 000.82 £253.15) g; Fw e K . e B8 0E 17 491
H= a8 ) fiti A 40 5 . KR 2SI 39 45 . HAth i A
186, AbRHE: OF A  “BHiAdLatFRsE
HLZERAE” SRR IE (2017 4F /) ) 8 Wibs ofE
QBB Bk T S I R 05 )5 B 2t R AE< 7 d;
QBILE B S W NG R & . HeEbrbndE: %
RYEWGTE . Az JL BT B 0 0 338 BRI 5]k 1 0 g
PRIXE s M B U8 FE T2 . RO . 2% 1A 06 M 0 Jo A
KB AL EB G ; @F KM ALERAE; @kt
A QMmN T URERER ; @IG IR RAS 4.
3 1 ) 1 64 44 1 JiE 8 A2 LR X B v, B
36 0, Lotk 28 s Hifd 1 ~7 d, F1(426+1.21)d;
AR HE 2 500 ~ 4 000 g, “F- (3 048.18 £246.58 ) g, M
MR, By, RELK, Z2HFLHRiT¥EX
(P>0.05), HAR LM,
1.2 IMFmiR-181a mRNA B} &K% & .SIRT1 0
HRAE B F oK e

43 5T ARDS 40 A NICU J5 24 h 1 . XF B4 ¥k
H ¥ =2 KA EFF K I 3 ml, 3 000 r/min &5 > 10 min
(B8 cem), W EIEW, s h20y, B T-80CHK
R RARAERR R o — 03 LT A5 AR T S B 90

1.1

E BB A W BE S Y (QRT-PCR) , Trizol 15 2 HU i
RNA, $5MretBEIHmuE4i i, 0D260/0D280
1.8 ~2.0, qRT-PCR¥"#4 ., miR-181a5|#¥: iF[i5'-
AACAUUCAACGCUGUCGGUGAGU=3', Jz [ 5'-
UCACCGACAGCGUUGAAUGUUUU-3'; W £ U6 5l
Y . IF 1] 5~AGCATGCTAGCTAGCGTGAATGA-3',
JZ 1] 5'-GTAGCGCTAGATGCATGCCATCA-3', 2
1A Z (#:10.0 wl) : 5.0 wl SYBR Premix Ex Taq, 0.2 pl
WEmEEY, 02 wl 2 ) 5] Y, 0.2l ROX Reference
Dye, 1.0 pl ¢DNA 4%, 3.4 pl RNase—free ddH,0.
FI & 95°CTAEPE 90 s (1 MR ) . 95°C 78 1
30s. 63CIE & 30s. 72°CHEMI 15 s, 40 PMEFFR .
AL S S e A = O 7 o 3 o N |
miR-181a mRNA A X} ikt . J)— 0y H T Ik o vz
W B K (ELISA) A iy SIRT1 . A 40l % -
1B(IL-1B) . A4 A 2 -6 (1L-6) AR IR AL N -
(TNF-a) 7K. X &3 1 S FE R A YR
ARRAT, A A A% e R0 Sl B B T
1.3 fFiEMBE I

ARDS#H A NICU 524 h N, T 1 R AL =,
WA T8 50 (01), OI="F-2) <3l i x 3l bk if 48
ORI NEREE x 100, 2% (B A JL2ArEF g
LR AR SRR bR E (2017 AR ) R AT 1
JEE VAL, s E AL 49 (01> 16) .
20 53 19 (EFEH8< Ol < 16) . 2 4H 60 4] (4 < Ol<
8) . ML AR LA D BE B IS S H S . R BT .
FET 40 R WG AS B4 68 i FN i K 4541 94 i .
1.4 HITFFHE

AR 43T R FH SPSS 27.0 ik, 387 ok
DI (%) s, HURBOC K g5 T POk LY
B AR (2 s) TP EORITIY 20 ZM (P,s, Py ) ]
FOR, BB RRS 2R HER; HE M
Wi W EC 48 8 Bonferroni A% 1E K% 56 5 AH 56 1 43 #7
Pearson B{ Spearman ey I ROC HZ ., P<0.05K
ZRAGIHE L

&R

21 PWHIMF mR-181a mMRNAH X RIZ = .
SIRT1 F0AIE F F 7K FLb 4%
Wi 20 Il 7 miR-181a mRNA #H X} 3 &

2

E=N

o
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SIRT1, IL-1B. IL-6. TNF-a /K ¥4, %A%
P23 (P <0.05) , ARDS 41 1ML 75 miR-181a mRNA

X F k. IL-1B. IL-6. TNF-o /K 25 T %t B4
#, SIRTI/K VAR TR, Wk,

PR E=

F 1 PAMEmiR-181a mRNAMEXRIAZE . SIRT1 A E F 7K FHILLE
215 n miR-181a mRNA SIRT1/(ng/ml, x +s)  IL-1p/(ng/ml, x + 5) IL-6(ng/ml, x+5)  TNF-a/(ng/ml, x + )
ARDS4l 162 1.61(1.34,1.84) 0.78 £0.12 93.48 +22.05 53.55+8.74 42.03 +7.66
popiistiil 64 0.86(0.68,1.03) 1.29 +0.42 4439 + 11.74 29.56 + 6.13 20.45 + 6.69
Z/ufl -10.937 -10.177 21.622 23.294 19.757
P 0.000 0.000 0.000 0.000 0.000

22 A E¥FIEFEERZEARDS £)JLiEmiR-181a
mRNA 183X} Ri% 8 . SIRT1 FAEE FK LR
BEA P EA L EEH SR ILIME miR-181a
mRNA A Xf ik & . SIRT1, IL-1B. IL-6., TNF-a
K, 2R A G EE L (P<0.05) ., #—2 W
W Eb e, TR 2 B LIM ¥ miR—181a mRNA

x2 AEFBEERE ARDS £JLME miR-181a mRNA X FiAE . SIRT1 K ERE FK F LB

X Feik g . IL-1B. IL-6. TNF-oa /K V55 T
2, H ¥4 M7 miR-181a mRNA A %f % ik & |
IL-1B. 1L-6, TNF-a /KF & FH 4 (P <0.05) ;
A R A L SIRTL KSR TR B4,
HL 20 T SIRTT 7K P AR T v B 41 (P <0.05)
W22,

M(st.P75)

it n miR-181a mRNA SIRT1/(ng/ml) IL-1B/(ng/ml) 1L-6/(ng/ml) TNF-o/(ng/ml)
BEH 60 1.27(1.15,1.43) 0.85(0.81,0.90) 75.62(60.13,84.41) 45.34(42.44,48.44)  35.23(31.27,37.44)
HIEH 53 1.64(1.56,1.76)" 0.74(0.70,0.77)Y  96.26(90.75,102.17)"  54.72(52.16,57.80)"  42.48(40.86,45.33)"
A 49 1.90(1.80,2.00)"2  0.63(0.57,0.66)™% 113.21(109.06,122.14)"%  61.61(56.90,66.16)"% 48.99(47.09,53.58) "2
HAH 113.678 125.659 117.438 107.406 118.05

P1Y 0.000 0.000 0.000 0.000 0.000

0 QSREH A, P <0.05; @5 H R4 L, P <0.05,

2.3 ARDS & JLI;F miR-181a mRNA 183} & i%
=.SIRT1 5|58 . RKERFHIMEXE

ARDS 41 i JL O & 4 ~ 22 [11.00(6.00, 17.00)].
A& 43 B 7%, ARDS 8 LI 75 miR-181a mRNA
FH XS % 35 B 5 SIRT1 & i #H 5C (r, =-0.788, P =
0.000) , 5 OI. IL-1B. IL-6. TNF-o & IFE %
(r.=0.780.0.833.0.776 110.804 , ¥}J P =0.000) ; SIRT1
50I, IL-18. 1L-6, TNF-a 275 (r/r=—-0.836,
-0.716 ,-0.691 Fi1-0.754, ¥JP=0.000). VL33,
24 WMEARAETERHFAIMFE mR-181a
mRNA 83} Ri% = . SIRT1 7K FEL 3

W3 20 1. 7% miR—181a mRNA A X%f % ik . SIRTI
KRS, ZRAZITFEL(P<0.05), fWEAR
K41 1M1 7% miR—181a mRNA A X} 35 B & T HiUs K
4f2H, SIRT1 KR THlE RIFd . Wik4.

2.5 Imi&miR-181a.SIRT1 By K Bk & X ARDS
2ILFEARWIFHENE

ROC 12645 5 7% , miR-181a 14 ARDS H LT
Jo AN B AR AT R 1.59, AUC 4 0.777 (95% CI
0.705, 0.839) , /& 7 & 80.88% (95% CI: 0.717,
0.857) , & 5 ¥ K 70.21% (95% CI: 0.652, 0.757) ;
SIRT1 ¥4l ARDS & JL 1l 5 A K 1 5 18 #0715 h
0.70 ng/ml, AUC # 0.788(95% CI: 0.717, 0.848),
SR K 76.47% (95% CI: 0.712, 0.796), HpFk
h 87.23% (95% CI: 0.832, 0.917). M F B4 PFAl
ARDS & JL il J§ A B 1y AUC 25 0.907 (95% CI:
0.851, 0.947) , &V H 85.29% (95% Cl: 0.788,
0.902) , 5 5 % A 81.91% (95% Cl: 0.774, 0.886)
T,
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MRB, 4. MicroRNA-181a, SIRT1/KG-553 A4 LS VERT IR 0 45 5 A ™ SR AL B T AR G M

%3 ARDS&)LIniEmiR-181a mRNABITRIEE.
SIRT1 5 Ol K iEE FRIFE X

miR-181a mRNA SIRT1
Ei=tan

rfH PiE r/rfl PAH
miR-181a mRNA - - -0.788" 0.000
SIRT1 -0.788 0.000 - -
0Ol 0.780 0.000 -0.836" 0.000
IL-1B 0.833 0.000 -0.716 0.000
1L-6 0.776 0.000 -0.691 0.000
TNF-« 0.804 0.000 -0.754 0.000

HE + 8 Spearman FHIEE ST .

x4 TEARASTHERFHAMEmMR-181a mRNA
A RIAE . SIRT1KFELRE M(P,,P,,)

215 n miR-181a mRNA SIRT1/(ng/ml)
HEUNEE 68 1.81(1.62,1.98) 0.67(0.63,0.70)
T R4 94 1.46(1.27,1.66) 0.79(0.74,0.85)
Zi -6.013 —6.249
P 0.000 0.000
1.0 [
08 [
0.6 [
sl
g 04 S
—— miR-181a
02 | —— SIRT1
—— miR-181a+SIRTI
0.0 1 1 1 I |
00 02 0.4 0.6 0.8 1.0
1-Fp 51
E1 miFmiR-181a.SIRT1 Bk K EX A1

ARDS /LG R B ROC #h 4k

3 g

ARDS & — iR HUHE i i 2, AR LR
F P Bl AR Sk XU i 25 27 22 A il B 4 il 96 S B0 2
W, WAz JLARDS 208 A LI WS EAE, HAAIR
SEVE /NS e . FELE R el REEMA
CEAIE SRR il & I 2, HoB AR LS A e i AR
Yok REAVE . EREMRE ARG IR R
AR T 322 5%, B A= JL ARDS 1R I KI5 5

A LT AN N ARDS 3= &Y H AL A A
ARDS #5612 Wi ks i £ 45 20 73z Ik al, i #r A= L
ARDS G2 BibR EATI R AR TE AL, B = 48—
TR R RCIA T A, SRR A, WAL T AR L
ARDS 97 175 7™ 5 A J3E 0 100 J X6 S e ¥ 7 FN 0 TS
BOE K RAE KA ARDS & A & Je (1) 5% i
AT, Ml AN O R TR ) St R AR
PR JE F I AT B HEAR 28 Ml A 25 R MK b, 3k
I 96 - Bz 240 R i B A0 LA P R A 5 I 1) 3 i
PESE S, AR E S EE . RAE A K e A
s 960 Js MR 1) 5, 512 ARDS, 3 BF 48 0 J2 W 3 1]
o | A 5k i P il 76 6 0 i A AR 45, S B0 ARDS E
$ kRN,

miRNAs J&— 2 1 19 ~ 24 A% 4 R 28 i Y P U8
PEFEEIESR B 4 RNA, 38 4 5 835 P mRNA 1
3'—JE FH I XA AR T AR S A PR T L R DB, G
AEWFGEIE S, miRNAs 25 ARDS & JE 2 b7 iF g,
miR-181 j& — > i fb X AR 5F () 43 ¥, miR-181a
miR-181 & i bt 2 — , J& — PP R 5E N 3 P
miRNA, miR-181a A MUE S 5 20 R E HH CH W
&M K& R . i ABDUL-MAKSOUD ZEUV i 5% & 7w
miR-181a 7E 2 4t M 21 BEAR S HB & 1l 3 rh ik Lo,
LY TE shie B OC . I BRSO IR B, RIE
P 1 96 5 11 miR-181a 263k FH, 5 i @ it
RWA . IR I $E R miR-181a 75 2 F i
KA RAEM o AR BE5E ARDS 4 Il 75 miR-181a
mRNA AHXS Rk & T+, 4275 miR-181a Al ES: 58T
AJLARDS &4 BREA . A . HEEMEILIM
75 miR—-181a mRNA Ff X} 3 i & 24K K T & a3,
B 5 1A% Hr 4= L ARDS 9 1F 7™ 55 F2 19 O1 &£ 1E A
X, UL miR-181a 2 5 B 4 JL ARDS & 4 & J&
IL-1B8. IL-6, TNF-o &8 22 2 A A F -+, JE
filf AFF 5% UE 52 HAE ARDS 4% S [ Ry Hh K 5 T B AR
FM, ARBFIESE R R, ARDS LI YE miR-181a
mRNA #%F 2 ik 5 1L-18 . IL-6 . TNF—a /K 3 5 1F
G, $E7R miR-181a =y 2% 3k A g 38 1 48 5F [ I i
#2584 L ARDS #F & . HALH AT §8 5 miR-181a
fE HI ] Toll BE 32 1K 4 ¥ 16 NF-«B 5 53 i A5 k1,
AT 3 2 K SR Y AR S, B S g 4 )N R
miR-181a & ik A8 [ I /N B 1l 7 o IL-18. 1L-6.
TNF—cu 7K S AT 76 1 Rz 40 i 40 i 0 T 3%, 306 6 il

7
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L LUK SR AE 20 HLVR I il 9 B 154 TR M 94 i /)
PR

SIRT1 J2& — 7 A 5 i Ji Wt e — A% TR A0 e
fitg , AT o 0 4L A ORIE 4 S R SR AT
BOTRAEH, S5, R, gEET
i . AAL R . ROAE N A 2 R AR 3 )R Y O
9 SIRT1 BA S 2EHT R AEM, W SHI & 0F 5
B, 7E AR5 A AT AE B A R T SIRT1 R AT
P&, L JE SIRTI 23k 38 1 Toll £ 52 {& 4/NF-kB {5
S B -1, 1L-6, TNF-o 55 54 40 i 5 1
Feak o ARG M BH ZE M g e N BRI 5T Y, A
SIRT1 235 th i 38 i 910 il NF—w B 15 5 38 %410 1] fifi 38
IL-6. IL-8 % RAEAN M T ik . ARFRERE
7N, ARDS 4L i# SIRT1 KFER#AK, #2278 SIRT1 7] fE
Z 58 EJLARDS KA. #— Lo iR, BE
4. Rl AL SIRT1 7K AR IR %
s, 5012 MK, Bl SIRTI 2 5584 L
ARDS & 4= & &, 4 M 5 ARDS B LALIA Py 36 4 AE
FR R BEAR T SIRTL iE A7 06, ARAFFR LR IL 1
7%, ARDS H L Ifil 3 SIRT1 /K F 5 1IL-1B. 1L-6.
TNF-o K2 A, #1278 SIRT1 AR 34 7] {3
RIER N EHRES S5 H A IJLARDS . iS5
SIRT1 BEJH 5 NF-kBF% 5% &, NF-kB A R AE S
KRR SN T, W4 L WAL R R AL 55 £ Fh B
VRIG B A RE R AEAE R, 10 SIRT1AE N —Fh 25 £ B
fEmg, KRR K & 48 0 NF-«B Z Btk , {2t
NF-«B % 5%, 5 80K R R B0E B e, 7
ARDS /| BB Y H b ARG I 2] s 2 28 i 96 v R
SIRT1 mRNA ik, 38 i # 2H SIRT1 8¢ SIRT1 ¥
15 710 SIRT B8 1 2 410 ) 58 0F 4 M X 1 il Of:
A i 2 25 BRAR AR miR-181a 2 H /Y & B LA
il L ) i A Y9 R/ 4 R SIRTT IR K SF- 19 miRNA 2
—, RONG " "F5¥ iz 16 , miR-181a BE# 7] SIRT1
00 50 G JOURE A RS ), S S RS ORI AP T WU
AEUVEIE ST R AE , 30 miR—181a Al #2 i) SIRT1 41 1
NF-kB 1555 8 B 800E , 080U 30 5 5 1 50 )
N o ARWFFTEE R B R, ARDS H LML miR-181a
mRNA AH %F % ik 5 SIRT1 K F 5 A 6, #2758
miR-181a Fll SIRT1 A & 7] 38 o 48 5F 2 v 2 5 9 Ak
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