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[X$#7] miR-497-5p; HHFMLESGFRUEMBHMHES 1, LEEBRLE;, BRER; SHHBHERL
[(# ZE] HA MK miR-497-5p xﬁz%"r B 45 o AL MBS B @ | (NLRPL) o6 if 45 B 3t 4m A2 ]
BAdePm, Fik AW EF5 % AFHIRS LR BIE miR-497-5p 5 NLRP1 2§24, AR THP-1 #4524
RO ok BE B BAARTE JE NGB G A B S R A A MR, 4% A miR-497-5p mimic F= miR-497-5p inhibitor 4 22 @ A&,
52 B % K€ & PCR #» Western blot # NLRP1 4 Bk &8 49 K & R85 % & 8 1 (Caspase-1) . A TH X EHEG
(ASC) &AL, BEEBE 298 R ) 2 4 JR e ik & e~ 1B (IL-1B) A= IL-18 &F, & AK A MR+ H A6 ] 78
Ampefe B B B KT, SRR EEFENE XM FEE, R miR-497-5p mimic #&4% B F M B
4 % NLRP1 3'UTR 4R % A B #9 %2 bk £ B % M, 5 3 B 2148 8, miR-497-5p mimic #1 NLRP1, ASC, Caspase-1 #9
mRNA & & & %A KFH 2 TR, IL-1B A= 1L-18 23t ¥ 8, Y, miR-497-5p mimic %% 5+ M8 20 B (2 it fm o2 ] B3
Ad R me A B2 E R AR E AL B REEEGS S, I8 miR-497-5p TAkidid ¥ed A4 NLRPL, 494 E
v 2 0L TR P V8L TR 4 R KR RS SR B R I B R R
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miR-497-5p promotes cholesterol efflux from macrophage-derived foam cells by tar-

geting silencing nucleotide-binding oligomerization domain-like receptor protein 1
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[ ABSTRACT ] Aim  To observe the targeting regulation of miR-497-5p on nucleotide-binding oligomerization
domain-like receptor protein 1 ( NLRP1) and its effect on cholesterol efflux. Methods Bioinformatics and luciferase
reporter gene assay were used to verify the targeted binding of miR-497-5p and NLRP1.  Human THP-1 monocytes were
induced into foam cells after treatment with phorbol ester and oxidized low density lipoprotein. ~ miR-497-5p mimic and
miR-497-5p inhibitor were used to treat cells.  Real-time fluorescence quantitative PCR and Western blot were used to de-
tect the expressions of NLRP1, cysteinyl aspartate specific proteinase 1 ( Caspase-1) and apoptosis-associated speck-like
protein containing a Caspase-recruitment domain ( ASC). The contents of interleukin-18 (IL-18) and IL-18 in cell cul-
ture medium were determined by enzyme-linked immunosorbent assay.  Cholesterol efflux detection was performed by
liquid scintillator.  Lipid content in foam cells was detected by high performance liquid chromatography. Results
The luciferase activity of wild type NLRP1 3’UTR reporter gene was significantly reduced by miR-497-5p mimic. ~ Com-
pared with the control group, the mRNA and protein expression levels of NLRP1, ASC and Caspase-1 in miR-497-5p
mimic group were significantly down regulated, and the secretions of IL-1B and IL-18 was significantly reduced. ~ Com-

pared with the control group, miR-497-5p mimic significantly promoted the cellular cholesterol efflux and reduced the con-
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tents of total cholesterol, free cholesterol and cholesterol ester in cells.

Conclusion miR-497-5p may inhibit the in-

flammatory response of macrophage-derived foam cells and promote cholesterol efflux by targeting regulation of NLRP1.

kB FETE AL ( atherosclerosis, As) #% H 7T A% =
SAOFFEIA ETET0 I I AE P  FE B R N 2 —,
JUE B NRAERE, As KR ALE] xR A Hoh
W RAEPERAE N PG R BLAE 2 07 |, I 4Ok
KL T TE R, 18 P S LU KR T & AU T4
HF As BARJEAA FEAEAT . AT R,

RIS RAE VTR As & AR S h B AT AH
BAEHERVE I« i BT A8 2% BB 75 & R AE RN, T
AT S HE— A5 A1 E 40 M T B T (9 4 ORI B AR
PRI, SR TS I SAE B I LIAS THRYT As PO
MAEBAR EA TR R Y,

WA RRAS 5 SR RS MR SZ R 8 1 1 (nucle-
otide-binding oligomerization domain-like receptor pro-
tein 1,NLRP1) RYEASE e R4 K B R AR )32
FEAET EWRANM T 200 A BA% 40 1 55 200 g v ey oA
T-AH 5C BE 45 K 2 F (apoptosis-associated speck-like
protein containing a Caspase-recruitment domain,
ASC) \NLRP1 FI&5 > Jb 2 1 (9 2K 4 2 9 4 11 g 1
(cysteinyl aspartate specific proteinase 1, Caspase-1)
AR, BEFEE W, NLRPL ££ ASC M Hh I8 T 5
Caspase-1 Fij 7K & A= A1E F, B 5 & % 46 b B 19
Caspase-1, FEMIE 7 40/ 2 1B (interleukin-18,
IL-18) \IL-18 S5 JAE P T AU BERL " . Bleda 457 fff
FEFRW] NLRP1 2 P RE 6 0 11048 P4 1 20 i 2% iE
FIE itk As KA R X BEBH NLRP1 R PEAAT] fE
1 As KAEREH I TE EE MA@, /) RNA (mi-
croRNA ,miRNA ) J&2 — 28 W A M9 LK 21 ~23 M
PR 1) B 4 B2V AE 4 5 RNA, miRNA 1] 5§ 4R
mRNA 1 3 ¥ JE 2 % [X (3’ untranslated region, 3’
UTR) A LE AN SE A B, BE T35S mRNA #U0%I [%
fift AT o) B A A AT 2 9 5 BIL i 400 o
FRIER A ik, 454 NLRP1 RYEIRTE As P AGHE
HI AHIETE 2 F 4% NLRP1 9 miRNA, 57 H:
Xof SR S LR [ st )2 e, LA As B9 BTG
S PRI AR Y R SR

1 #RAnTTE

1.1 KFIFLEE

THP-1 2% @ % (P EHRFK A8 E),
1640 # 3c F (b 7K R 3 E A F) ) 5 K B ( Sigma A
7 ,%E);DMEM G EERR (L EREDLF);

miR-497-5p mimic 7 mimic-negative ( Mimic-neg ) .
miR-497-5p inhibitor 7 inhibitor-negative ( Inhibitor-
neg) ( Dharmacon RNAi Technologies /A ] , % &) ; Li-
pofectamine™ 2000 #% %24 7| (Invitroge A 7] , £ F ) ;
NLRP1 ,ASC , Caspase-1 #1 GAPDH 3| 4 ( L £ T
AE L FE); B RNA RBRKAE(ZERAE, F
E); A IL-18 # 1L-18 B B % 7% W It 1l 2 ( enzyme-
linked immunosorbent assay, ELISA ) i 7| & ( & W 4
%27 ) ;NLRP1 3tk ( Abcam 2 7], % & ) ; ASC #1
&  Caspase-1 FL1& (CST 7], % &) ; B-actin T |
AR 3T A 4 B AT T A L ¥ R/ B = 40 (Santa
Cruz A 8] ) 5 AR 3 40 U6 WK ) 3 A& b A 5] i %
IE R AT B

CO, ¥ % 4 (£ & Binder CB150) ; & # & 2 Al
(Eppendorf 2~ 3, & [& ) ;200 & & % & # & i
(Perkin Elmer /A | ,Eq%) ; FJ-2107P AR AR A MR 1T
BO(EEZANZ)) B R R R 5K ik
& (Bio-Rad 8] ) ; R % & % R B 4% 3\ R B {X ( Pro-
mega A8, £ H),
1.2 #HaEsR

T 1640 3% 2 (44 10% f 4 fE) P 18
LW R Mk THP-1 B4 0 (35545 37 C,
5%CO0,), &% ,7% THP-1 40 % 7w 160 nmol/L
WM B SR E e, F M E 24 AP, 4
J& R 4 50 mg/L A MR T R E A o F i
FEEFE MM, EETIEA R KA, HATE
S SLhy, 293T 40 8 & 10% fit 4 o 7% ) DMEM &
YRR, A 37 C 5% CO, Mg E THx &
KB BT B K 20 R T 258,
1.3 RHREREEEKEN

Yot , KA R 4 B 4% KB (polymerase chain re-
action, PCR) A E ¥ 4 i 25 F 41 DNA # 9 3 NLRP1
L 3'UTR J7 7| 9F 4 N\ 7% % % B 4 4 # K pGL3
(NLRP1 WT), [ B #4 # NLRP1 3'UTR &R % # &
(NLRP1 MT) ; 4k & 2 A 2 K 5 miR-497-5p mimic
F iz 5B 203T M0 o 5 & J7 , 8 1 70 % & B AR I
&M € H O B vE M
1.4 ERREAEE PCR

% bR 20 ML 3R 7 kA% THP-1 40 M 40 38 % %
LR 4, & 4 4 A m N miR-497-5p mimic
miR-497-5p inhibitor LA % 48 B By FA 1 % B (negative
control) ,Pﬂfgﬁt’ﬂ@ % Eﬂ “F; %}Iﬁégﬁﬁ;{l ﬁ%ﬁi%
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PCR, ¥ AR Bt 2 % .95 C 4% T % % 3 min,
BEE M CHBETEME20 s, ML K55 CTE K20
s, % G 68 C TFH 20 s, % FEME 3 40 &, ¥ iF NL-
RP1 3| 4 b #% % 5'-GCCTTCTGTGAGAGAGAGCCT-
3, T H 5-TGCAGTATGACTATGCGAGGTT-3';
ASC 3l 4 £ 3 % 5'-TGGATGCTCTGTACGGGAAG-
3", T # 4 5'-CCAGGCTGGTGTGAAACTGAA-3';
Caspase-1 5| 4 £ Wi % 5'-TTTCCGCAAGGTTCGA
TTTTCA-3", T3 4 5'-GGCATCTGCGCTCTACCATC-
3'; GAPDH 5| 4 £ i % 5-TGTGGGCATCAATG-
GATTTGG-3', T # % 5'-ACACCATGTATTCCGGGT-
CAAT-3' ,GAPDH 1£ ) i %,
1.5 Western blot ¥l

TR 2 L AR B SR B A0 3R B, B SR A% B RIPA ¢
PMSF( X ¥ X BL# ) =94 : 6 L0 B F 4 i 2 4%
BGEAE RN AT A — 2 EWa R AR,
vk EZ 4% 30 min J5,12 000 t/min B QW E g B
B HER, BT BCA %A E BB R#ATEE O,
% BT 30 ng B, BEAT B IE JE B vk (UK 48 iR,
20 min; 4 # /8,90 min) , EREEEREEEE
Z A ACH R % (200 mA,120 min) , FF 38 1 T A& 2T 5
B2 EMERERR, RAETERTEZ 5% M+
WHA2~4h, —HoHE2—FbFHBE,£4C
BE T E I, TBST E it G, 8% Al & &
WH 4, ZRTEEBE2h, EikE,# Beyo-
ECL Plus & # & 7| 4L 2 | $% /& % Tanon 5500 4 #r %
G E B FTE4&H , NWE5#EF B-actin,
1.6 ELISA MEHMMEEFFRE IL-18 & 1L-18 B

% F R M3 SR 07 %k THP-1 20 ji % & o 1
BA MR, % B R E R A A AR
R & M MR, T S B R X 4R % 2 F] ELISA
KAl & E VLM T A R R IL-1B A7 1L-18
HE,
1.7 T IA Rt % i E 20 R B ) B2 7

AR BRI Bk S H a5
ok, FLAR N 4B A8 A N K E F 0.5 mCi/L #y
[PH]ARIEEE B % 48 h; A 5 Hl PBS v ik 5, &
BEEMABEFRLEMN10 my/L WHEE A Al
(apolipoprotein Al,ApoAl) % & 40 fg £ 12 h; & J7,
A5 A I 2 3 R A e e B AR P [CH) B E B
WAGTTRE, BB R ETE T LN BEER
o =5 R CPM/ (3 5x 2 CPM+41 8 # CPM) X
100% [ CPM ; 4 4 4t i€ %% ( counts per minute) |,
1.8 BREHEEESH

H miR-497-5p % A48 B AL 48 h 5 By B R 40

TR VL UK 4 e HEAT B OO B 3 AT, R T 4 A
BB A, EA AR A PBS WF 4 2
RN A B 2 K R TF 2 M, R A R A,
MG B, HiT BCA B AR T E G #
TR E G, Ja 6 & B B 7R AU (0 ~40 g/
L), G EA CI8 A, EA RS MY RHE : E
BV« CHE(35 1121 53) A RIATHR MK, R EA
B4 C,AmE 1 mL/min, 0 3% K 226 nm, 41 )8 W
JHE B4 EH P RIEEAR, ARl nirs
fiH [ B ( free cholesterol, FC) & & ; fH [ B% Fg By 4 32
WA g R E AN m RS B E B (total
cholesterol, TC) & & ;TC 5 FC =z 2 Bl Jy 20 i 9 JEL [
B2 B ( cholesterol ester, CE) & &, ¥ L § mg/g &
B
1.9 Sita

SE e 3E A2 A A2 AR DL wes RO, Al SPSS 18.0
HEAT AT, 07 Z 0 A 2 40 B LT 41 18] BB, P<0). 05
REZREHRITFEL,

2 % R

2.1 miR-497-5p 5 NLRP1 3'UTR $E[E4&&

B4, # i TargetScanHuman 7.2 [ 3k X} miR-
497-5p 5 NLRP1 3'UTR W5 A AT 50T, &
miR-497-5p BEE 5K [ Y Fl i NLRP1 [0+ )% 51
454 (B 1A) , B miR-497-5p figf% 5 NLRP1 3’
UTR E AT #0045 G ; [A]A 38 i BiBiServ M3 X miR-
497-5p 5 NLRP1 3'UTR 454 W5 E4T H B BE4T
Br, 5 R R 5 455 H g -21. 2 keal/mol (1I%
F-10.4 kcal/mol) (E 1B) , UL W W & 455k J1 8¢
U o R i 9O R W S 3 A DU miR-497-5p
5 NLRP1 3'UTR W45 & 1500, & B miR-497-5P fig
% i B PR AR A B AR 7Y (wild type, WT) NLRP1 3’
UTR 4 356 PR 19 9 ' 22 i 37 M 10 AS 52 g 258 A5 7Y
(mutant type, MT) NLRP1 3’ UTR 1 %¢ ¢ % i 1 7
(K 1C) , 158 miR-497-5p 5 NLRP1 3'UTR HA 4L
255 AR 27 Bl
2.2 miR-497-5p i@ i3 #8 (@ iF = NLRP1 #] &l & fiE
= Rz

Hpe2. 17 45 B0 1, miR-497-5p H AT $ [ 45 &
NLRP13'UTR WAEY) A He 42 T ok, ATk — 2L 5
UE miR-497-5p X} NLRP1 B# mJE#EEH . 20510k
FH miR-497-5p mimic Al miR-497-5p inhibitor #E474b
B K U NLRP1 9 3 35 1% B, & B miR-497-5p
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mimic B 5 F VL NLRP1 mRNA I8 1 19 26 34
(I 2A F1 B) , 1fif miR-497-5p inhibitor W fEXE N NL-
RP1 4 2% ik, 16 B miR-497-5p fig 9% 4 ) ¥jC Bk
NLRP1, NLRP1 ,ASC Fi Caspase-1 £[f]2H i NLRP1
RAE/MA R I, BT R AS I T ASC Al Caspase-
1 FRAEL, K I8 miR-497-5p [RIFERE S P ASC il
Caspase-1 ik (K1 2A #1 B) , A T $iiE miR-497-5p

X 9RE SO AR, AT — 20 A I TL-18 Fi IL-18
SEPAE R T4 A 0, 3 1 ELISA AS: I 41 it 5% 3%
W, 45 BB miR-497-5p BEMS L 25 PEFRAK IL-1p A
IL-18 43 (B 2C) . %F L, miR-497-5p BEME#E 1] UL
BR NLRP1, ] S5 /IMA , BEAR 58 i K53, & 5
PLRAE

Seed
A B U
...1100...... 1110...... 1120...... 1130...... 1140...... 1150. .
Human  —-AQUGGACGAGGEGCUGCUAUCUCGACCAUUUUCOGCACCUCUCCAUCUUCAUCUACG
Chimp  —-ACUGRACGAGEGCUGCUAUCUCGACCAUUJUCOGCACCUCUCCAUCUUCAUCUACG
Rhesus  —-ACUGGUOCGAAGECUGCUAUCUCGACCAUUUJCOGCACCUCUCCAUCUUCAUCUACG 5’
Squirrel  —-ACUGGACGAGGECUGCUAUCUCGAUCAUUUCCOGCACCUCUCCAUCUUCAUUUACG U
Mouse  —-AGUGGAAGAGGGECUGCUACCUUGACCACUUCCOGCACCUCUCCAUCUUCAUCUACG
Ra_t —-CEUCGAAGAGEGCUGCUACCUCGACCACUUCCOGCACCUCUCCAUCUUCAUCUACG
Rabbit  —-COUGGACGAGGEECUGCUAUCUCGACCACUUJCCGCACCUCUCCAUCUUCAUCUACG
Pig
Cow  —-AUJGGAUGAAGGCUGCUAUCUCGACCAUUUUCCGCACCUCUCCAUCUUCAUCUACG
Cat
Dog  —-COGGGACGAGGGECUGCUACCUCGACCAUUUCCOGCACCUCUCCAUCUUCAUCUACG
Brown bat
Elephant —-GCAGGACGAGGGCUGCUAUCUCGACCACUUIOOGCACCUOUCCAUCUUCAUCUACG mfe:—21.2 keal/mol

: [LILL
MiR-497-5p 3.UGUUGGUGUCACACGACGAC-5'

C

5'...CUCCACUGGACGAGGGCUGCUAU...3' NLRP13'UTR

3'..UGUUUGGUGUCACA...... CGACGAC..5'  MiR-497-5p
5' ..CUCCACCUGGACGAGCGACGAAU...3' NLRP13'UTR mutation
150 = Control
2 . -
s == \iR-497-5p mimic
>
% 100}
©
£
o a
E i i
[0
£
|_
ONLRP1WT  NLRP1MT
E 1. miR-497-5p EBF#E LS NLRP1 3'UTR WA ERM (n=3) A 4 TargetScanHuman 7. 2 43 #7 miR-497-5p 5 NLRP1 3’

UTR
0. 05,5 Control #H FL%5

4545005 B miR-497-5p 5 NLRP1 3'UTR 254 H H168; C 56 3 B4t 45 56 B K miR-497-5p 5 NLRP1 3'UTR

iy

1B, aly P<

Figure 1. miR-497-5p has the biological basis of targeting and binding NLRP1 3'UTR (n=3)

2.3 miR-497-5p {2 i# PB [& &2 7 t P& K 40 Be A5 iR
e

SERTIFGE A IL-18 F 1L-18 REME I I W 20
il ATP 45 & & %% 32 K A1 ( ATP binding cassette
transporter A1, ABCA1) B35, #ifil AH & ds o, 42
RN P AR R E A IR A B ROk, AR ST
miR-497-5p X H [ B 30 H DL K 40 B 9 g 5 & R AY
i 45 L] miR-497-5p mimic B0 BRZH B 22
PEAH E B T miR-497-5p inhibitor M BH i 410 i
S i IR E g s (8] 3) , [ BT miR-497-5p mimic 4
Xif B 20 BH I AR A0 M9 PN TC FC M CE (& & (£
1), Ut B miR-497-5p HLA7 A oF A 5 B o, B AT 4

MEPIIR B & FUIAE
3 3 8

SRR A AL 2 — b e 5 B Q5 5 DR
AR e, 2 5 EOE 0 L O IURE L F R A o
S5 I B P B S B 24 0 PN B 3 4
Je , SR L LA P BT SR AR I 1K D 1 s 24
AR OIS I PR 0 L, ) A 0 0 K R RE A Jo
5176 AT LI, 5 W) By Jok BB AR 2 e, T 5 K
I LA T I D 7 A 2 R
TR IBSRAE R s m] AR — 25 e i A TR AL
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BNLRP1-- ——

ASC anme - — - D

CaSPASE-1 e s = w— —

B -2CHN w———— —

N .
& & & &
00 é‘\\o' & . \o\ . {\(\\
== Control §\ ?JQ O Q\
A == Mimic-neg bg’/\ \{\(\ ,\?J
mm MiR-497-5p mimic ) -
2.0r Inhibitor-neg § P‘Q) 600 a : l(\;llti)rmcr:%eg
g ™= MiR-497-5p inhibitor Qx == MiR-497-5p mimic
:E/Ici)rmgoheg 500} Inhibitor-neg
a 2.0r a = MiR-497.3p mimic T == MiR-497-5p inhibitor
1.5 a Inhibitor-neg
= MiR-497-5p inhibitor &5 400

1.5¢

1.0t

o
4]

0.5¢

Relative mRNA expression
(o]

Relative protein expression

NLRP1 0.0

ASC

Caspase-1 NLRP1

[& 2. miR-497-5p ¥ [a M%) NLRP1, [£{k ASC,Caspase-1 5%, & /> IL-1B #0 IL-18 435 (n=3)

ASC

300+
100}

[¢)]
o

Inflammatory factors secretion(ng/L) ©

o

Caspase-1

IL-1B

IL-18

A 4 miR-497-5p %t NLRP1 ,

ASC Fl Caspase-1 mRNA ZRiEHIFZM ;B 24 miR-497-5p Xt NLRP1,ASC F1 Caspase-1 2 (135 IFZ M ; C 2 miR-497-5p X IL-18 F1 IL-18 433411

0, a i P<0.05,b 2N P<0.01,5 Control #H 3%,

Figure 2. miR-497-5p targeting inhibits NLRP1, decreases ASC and Caspase-1 expression, and decreases IL-1[3 and IL-18 se-

cretion (n=3)

% 1. miR-497-5p RN EEESE (n=3)

Table 1. miR-497-5p reduces intracellular cholesterol content (n=3)

i H Xf B2 Mimic-neg 4 miR-497-5p mimic 41 Inhibitor-neg £ miR-497-5p inhibitor £
TC(mg/g) 523.45+33.35 503.26+36.74 426.94+38.42° 526.82+42. 15 582.16+32.19°
FC(mg/g) 195.67+13.26 189.37+15. 69 164.59+12.47° 199.62+11.82 211.52+15.59*
CE(mg/g) 327.78+19.25 313.89+20.04 260.35+23.73* 327.2+29.53 370.62+15.64*
CE/TC(% ) 62.61 62.32 60. 98 62.11 63.66
a }j P<0.05, S5%T B2H HUAL
T ] RHEBES 0 1055 2 )[BT, 400l e
= ST As 250U 295 19 Bl i FLAT R L
g 1ol miRNA Xf 5 [H 5 5 J i 42 B oA sl 2L
2 miR-497-5p i F 17p13. 1,/ 2 5 54153 24 ARk
= 2 TR RN, A BFHEIESE miR-497-5p 1]/ F A
2 5r B /NER R IR NLRPT mRNA JE40 | NLRP1 % 14
g ek AR AT BAR R AN T L A
5 BF5E 36 B, miR-497-5p £ FL gk 48 f o o] 50 1 34
e @ & @ NLRP1 ik , WA 460 08 Tk T, (300 o
& e ¢ S WD LB B, ST T A % P As 10T,
o oY @@é’ B miR-497-5p SR S /0 5 25 B T

3. miR-497-5p (R #EMEAABABEIEEFR H (n=3)
P<0.05,5 Control 41 145,

Figure 3. miR-497-5p promotes cholesterol efflux from mac-

a gy

rophages (n=3)

LLEGUSIRS

RIEMER—MA ZREAMRNESY, B
AT LSS 85 I Caspase-1, i 1EJ5 1Y Caspase-1 BE
AR R A TL-18 LA B T1L-18 8 g U Y 11



CN 43-1262/R " [E s ik alifb 44 it 2020 4F55 28 %55 6 # 495

1@ 1 IL-18 , MATAT 34 Jn B 24 A9 TL-18 1 1L-18 BRI,
Hirt NLRP1 228 — N iGE T IBEE Caspase-1 [ 4
Pe/MAN BT &I NLRPT % /MA 1 ASC  NL-
RP1 Fll Caspase-1 ZH &, 42 WG 2 0E 0 1) G S 4Y)
i, AHRHFFE R, T 2259 mT LAREAIX NLRP1 %
PEANME R 235, RIEHT As BFE, AIF5E £,
NLRP1 # miR-497-5p 4 [a] #1 il J5, ASC DL K&
Caspase-1 F7K VLRI A FEAL, #E— 2500 2 40 g
WP R R TR B, IL-18 A1 IL-18 & 2
b KB miR-497-5p # P Hl NLRP1 % M /IMA 5
AR AT R F A BT, A AR SR 5T R W, IL-18
1 IL-18 PR A A It SR8 1 — 20 40 il AL 3] e o
LN FE R HLEI T RE S 520 ABCAL T ABCGL 3R
BA RN BB — LTI AT, SO TR AT
— W TAED ],

Z ik, miR-497-5p Rl fEET As 7 1 & 5
FHEEAER, HAEFALH AT 580 i ¥ 17 T ER NLRP1
P/ S R 43, P46 R E g [ B AR s IR
P, B APR 2 AR P R o 25 B, 0 9 UK 4t BT
miR-497-5p "I RERF S B IR As KA & R ) L
JAE R, [ NLRP1 AT RBJRIRYT As BIHTHLAL, R
As BYBIBSEAE 1B RS

[ &% 30Hk]
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