R REE MR 2021 4F 6 J155 42 B4 6 1 http: //'www.ajsmmu.cn

° 664 Academic Journal of Second Military Medical University, Jun. 2021, Vol. 42, No. 6
DOI: 10.16781/}.0258-879x.2021.06.0664 - 42 & -

NLRX1 K& IR T e K £ IR R G i i U R i e

ol kmA, B OB, 8 A

LIBZETERE RS (BB RS ) KBRS G EEE R, 1 200433
2. FpE ORI EE 94804 RN TABA, I 200434

VIBTERERE R (CBREERY) KIBEESFESERL, i 200433

[(HZE] ZiTmaaERMAE 5 (NOD) FlE &R E L )74 M K& 1 X1 (NLRX1) J& NOD #:3Z &
(NLR) KGR —, RRERGEZREF. 3RV, NLRX1 GBS NF-«B (558 1 B TH R AL, 77
THEMARTE, S5 AN UMAET AT R RN, T2 INK A MAPK #5748, NLRX1 55 0PI i s 7 i e e
Y o S RH ZEPENTEE | S % R R A P R 45 I R A A R e S i R A . R R UIASG . Bk, T f#
NLRX 1 7EC 26505 H /R B L HAG T S 2 A,

[X#ERA] FSRaARELTINFGEELD XL; EHE; RIE; ZET «B; WIRRGRN

[FE>2S] R56; R341 [X#EtFRER] A [XEHS] 0258-879X(2021)06-0664-06

Physiological function of NLRX1 and its research progress in respiratory diseases
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[ Abstract ] Nucleotide binding oligomerization domain (NOD) and leucine-rich-repeat-containing protein X1 (NLRX1), a
member of the NOD-like receptor (NLR) family, is an important regulator of the immune system. Studies have shown that NLRX1
could regulate nuclear factor kappa B signaling and type I interferon generation, regulate reactive oxygen species production,
participate in autophagy, cell death and innate immunity response, and affect c-Jun N-terminal kinase and mitogen-activated protein
kinase pathways. NLRX1 is closely related to the development and progression of respiratory virus infection, chronic obstructive
pulmonary disease, obstructive sleep apnea hypopnea syndrome and lung tumors. Therefore, it is of great significance to understand
the role and mechanism of NLRX1 in these diseases.
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AT IR 45 6 R AL A5 (nucleotide binding 4N SAEJ%: (1) NLRC/NOD, % caspase 5%
oligomerization domain, NOD ) #:5Z{K ( NOD-like SEgEFgIE} ( caspase recruitment domain, CARD) ;
receptor, NLR ) ZJ & — S 0 T 40 g P9 By A =X (2) NLRP, ##4E F45445 ( pyrin domain, PYD ) ;
iR 5] 2 {& ( pattern recognition receptor, PRR) , (3)NLRB, & HW®XHEHEMHEOEEF
A 23 DN G o R L 3 R v 455 #4 B8 AN [] %] ( baculovirus inhibitor repeat, BIR) ;
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(4) NLRA, 7 Mgk 5% 5 36 6 45 # 3K Cacidic
transcriptional activation domain, AD) ; (5) 4544
ORI NOD I % 52 2 R #5291 Y 5 AR
X( NOD and leucine-rich-repeat-containing protein X,
NLRX ) S o K658 NLR M A5 1T L 42
NF-«B {5 538} . MAPK {55 3 i 1 IL- 1B 2E 145,
Z: PTG e SO, AR S 40 M PR TR, TR
Z A O R AR

NLRXI % FX & NOD5, NOD9, J& NLR %
JE R — D1, o2 E AT E— ST X R 1A ) PRR 5

(5, 5 A NLR 5% W5 — B, NLRX1 ¢
TALEWAE R SR VR SRR, (iR RS
YL, WF5E M, NLRXI BEJ# % NF-xB {5 518
P4 AT AT 4R 2 (type | interferon, IFN-1 )
A7 AT IR P4 (reactive oxygen species,
ROS) [y E™ | S EAMMBET . R A s
SRR IR INK R MAPK iR £,
VFLITIR R GEBm # WA C 7 L AR SOk NLRX 1
AIEEAE . D RE S HAE WP 2R Ge B Hh i kAT
gk,

1 NLRXI1 BEAREHINS

AR5 NLR Z 58 5% 0 75 A7 28 B AR B 280 L 245
Fdal . PO AZ T TR A 5 S R A AR SRR AR g 1] 2
B i s & A = R 2 75 (leucine rich repeat,
LRR) ', 5 H i NLR % % B B A 7], NLRX1
Btz — e R R g, 2 R i e —
B2 W 25 R 3RO B A 39 A2 SE R 1Y Sk (A 1) 7
%1 ( mitochondrial targeting sequence, MTS) ;
8] 0 PR AT BIRZH IR 4G & S R A5 F 3 NLRX1 B
SR ui HA HomrEPE, B 7 S LRR A1 AN IEFRAE
g =2 AL A Y, XA = MR R AT B HAT £ B
if, W55 TSRS R4 . NLRX1
REAE B MR TR MG 5 M NS5 500, 48
Jo L PR N 2 AR S R S E AR AL B B
B RIERN . G RE . TS A fr i
AR

N NLRXT EEHALT 1154 A A K 11923.3,
FCREZ Dy 4 900 bp, REB SIS 1 008 NEIEMR, 5
1 6 /™ MF S48 A% Y NOD A7 ALY [R1 IR P 510, 3
B B REARSE T AR R G Y T AR R

Sl D TR B RO AE R . NLRXD E AR
O TR A, e R R R R . AR
BRI E GO NE, DLASE, X RIINLRX] 5
AAARRE AU C R B V). NLRX1 (195E {7 i A W]
i, AUFAETLALA R, A AT AR
B ORIEIEEAL A NLRX 1 A B AR TIRE, 0
FERAARIME R NLRX 1 520 RBUR (R 5 8 H
( mitochondrial antiviral-signaling protein, MAVS )
FHEAER, Zepi AR BEIE T Y NLRX1 5 PN R 4%
BEWNEYIAEIE; Mgt iy NLRX1 g8 5#%
T «B 1 ] 2 M 1% (inhibitor of nuclear factor
kappa B kinase, IKK ) fHHAEH, #lii] NF-«xB {55
220 Sl 7

2 NLRX1 WFEIh8E

2.1 AFEXPAZRET  KREENLR FRAL
BAE N A M AL A AV E R, BaOS R A E R
SRR EZ E A E YIRS RAE R . 1EH
RAESEPTN T2, AR 59 NLRX1 fiE-5 35
15 1 IR RSB R 532 A A G R 6 (tumor necrosis
factor receptor-associated factor 6, TRAF6 ) AHH 4%
BRBEE AW . NG LHES Toll FE32 1K 4 B0
(L R, NLRX1 FIl TRAF6 (31 1 K63 iHikiz
#21b, SEEEYHE. —BE5Y5E, NLRXI1
1 LRR 25 44 48 5 2 005 19 IKK 4545, #01i] NF-«xB
e S s M HISRE RN o B T i
79 NF-xB {554, NLRX1 i ] LA B Hz 8 15 2 FH iR
5 5 JL A (retinoic acid-inducible gene, RIG) -1
FESZ K (RIG- 1 like receptor, RLR ) HH5¢ 45 2L
PRSP BEMAE B S I 2
22 AN R AL R TERFERYYS, NLRXI
il i A0 RIG- T, 2R 0 3R 8 70 AL A OGR4 5

( melanoma differentiation-associated gene 5,
MDAS ) HI MAVS Z [H] A EAEH], W85 IFN- 1 {5
S5 RIG- T 5 MAVS 1 i AT DL I NF-xB |
TP T 3 F07 7R TEN- T, A6
P IkAh, NLRX1 BB caspase 8 AHH AR,
IBEALA A e B2

MAVS J& — B3 F 2 br AR S B ) 785 42 26 11,

VFZ 43 F U4 H EEAK o7 3L ( proteasome subunit
alpha type 7, PSMA7 ), Fas #1¢[H ¥ 1( Fas-associated



° 666 °

W TEE R 20214E 6 H LA 42 3%

factor 1, FAF1) . THEZREEHIHEN (stimulator
of interferon gene, STING ) . XX £% RNA 4K #fi 1
M % 1 ( double-stranded RNA-dependent protein
kinase, PKR ) Z5#BRES NLRX1 AHHEAEH, J:[n]i#
T MAVS, S0 E A . PSMAT 8 — LA
Yyfi 5 NLRX1 Z5{Bl, REH0#] MAVS, ¥l /> IFN-
fy 7= £ [l RE, NLRX1 ] 15 STING (MAVS 13
SIS ) Gh4, T IEN- T R9AR ' . 55—
JiT, FAF1 o] AR NLRXI-MAVS & &4 . #6
R BAEIEA IEN-1 7 Besh, NLRX1 i fiEE
PKR 324+, 4ERE TR 1 B9ThRE, dEims
YUREERIE R, S YR T 3 AR IH]
FOPEFIAEF o SIS 111X NLRX1 FO400%
BEPPENLEAE A E—E i, A dt— PR
BRItz Ah, Al REATIA HAL AR 1 BT REA% 5 NLRX1 AH
HAE, P9 JERE SN TR T LN

2.3 NLRXI1 5 ROS i T £k Hi f& 4b B 1 Ay
NLRX1 A] LIRS MAVS {55, AL T AR A Ay i
FIEE 5 P Y NLRX 1 BE -5 09 0 4 o i) 32 TR 400 i €
2 Cib sl O e IAHEAER, WsmZoniiir=4:
ROS HIRE S . ROS J& BLR 41 75 L7 7 ik A2
A I RIGERR, BAT = BETE I, R AR S
L APE N W — A5 5 03, TENUARARH TR [ AR Y
[FIAT SR 2 R T AR o AN MR IS e Jl R
W A R TR SR AK R R SRR J2 41 L Y ROS 11
2 A FEAHIE Y . NLRX1 A 57725 1 ROS fEis
Z P SR IS, O LRSS INK (55l 5
FUUMIZET, TEMIRE A L DS S i H R A A
Y A TR P RS SRR,
NLRX1 "] LA ROS 174, FHAEZFp A= 974 2
RErh AR/

24 NLRXI 5 g AWJESHMIET: . KA
IR A A ARG A B AR )" B . NLRX fig i
I 11 052 6 16 A E A 22 g rh i s >
TR TR YL J5, 0 B R D Be n] LABE S AL 1
IR BRBE T, AN BT N 19 B T 7E B W I R
A BRI B B 15 Wi AA, e 00 idk 1/ B ASE
VU 2 AN, AT S8R T A R L 4 32
S5 o NLRXT AE %8 i 5 4k 1Ak Tu P8 4E K [
- (' mitochondrial Tu translation elongation factor,
TUFM ) 454 i858 (1 sh g . TUFM R

RIG- | {5555, Jfm A WEAHC 8 (autophagy
related protein, ATG ) 5~12 il ATG16 fic & 1 &
WA A ¥, NLRX1 M TURM 3 [a] 48 AT LA 45
il IEN- T (72 A 30 3 W35 2 i ss oAb,
NLRX1 iffig 55 beclin 1- 47028 /P ZAH S HE P 1 7 4y
EAE SYHEAE MY AL, 22 ST
P AR R A E L Y MR A YLk
BRI AT, NLRX1 F B g S350 5 WA TE il
WD MR R AE SR Y AR A R D
TR I 2R O REMS 75 5 B WA il & A A Wi,
1M NLRX 1 %230 5 19 A e BA (2 B,
FHEZ, NLRXI1 = il B inZkifk ROS BYAE AL, [
AR AE T 2 (E Y HLAAR P 7 e 98 200 B s
NLRX1 RE4ERRhi A A iR DI BE, 7€ TNF
52 A SRR — W REHASS TAE I rh A EE
YEH; 24 NLRX1 #iF BRIy, %A ez 40, 8
i A WS A LR A i DL g
NLRX1 jdiid Z P A6 17 3 w2 fg .

3 NLRX1 5&FMIE RS ERFRFIX R

XT3 DA (R TEU ) RN 9 S I PR DT 2 P R
YA B g8 I oy ) B R 4. AR NLR S5 1)
— b1, NLRXI fiE {45 NF-«B {5 538 i Al IFN- T f)
AR, P95 ROS 774, 25 HE. HfFET - FZk
PR EA S RN, 520 INK A MAPK {5538
P, 5 PR T s B R R | P BH ZE P I
( chronic obstructive pulmonary disease, COPD) .
FH ZE 75U [ HER P 1% %87 45 1% 3 /< 25 5 fiF (obstructive
sleep apnea hypopnea syndrome, OSAHS ) FIffi
TR A . RIREDIRIG
3.0 vROGE R AR R E bR BEREDRERE I
W WA T 2 A R g 1 XSS 38, o 7 T S R I
AW IR A5 T R B 2 A A AH B
YER, ISR BB RE. AR5 0, S i
RE A% 10 0 35 70 ROS K 7 52 il ok 78 v = A 1 BUBE
RNA ( double-stranded RNA, dsRNA ) BIRSGE [
B i Bt B D AE' . NLRX1 BB 65 L3] dsRNA, Jf:
) RLR B S0 T RO ™ o I i,
NLRX1 2 % L }fY 4 & [ polyinosinic-polycytidylic
acid, poly (I : C) ] Ab3HJ5 iz B LR N,
FEAESE b K A0 M b 8T oA, AR ROS
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A, X NLRX S008I0 0 e s
Tfie S a T Epi ik ROS A .

[FIRE, JEyy B A7 B9 #E (influenza A virus,
IAV ) 8 NLRXT [ /)N BRI 2H 2 rp 26 30k i 75 52
il AE Sy, STE O P AR A R T .
— L Hr R, NLRXT 3R S iGN R 21
YA SEAE B AR | IEN- 1 248 A2 PH, X S 4Riik
TR G B A 1 SR T 2 (polymerase basic
protein 1-frame 2, PB1-F2) ESM4IMAT-A K,
1M NLRX1 ] LAGRP F WE 40 Jf 52 32 PB1-F2 i 3 119
FT-VE RN .

Y B 5 P W25 S A B¢ (porcine
reproductive and respiratory syndrome virus, PRRSV )
B4 % Fili 369 5 M 41 L ( porcine alveolar macrophage,
PAM ) & J& YL PRRSV ) PAM A Lt NLRX1 #£ ik
S 98, KI5 AY PRRSV A AEA S NLRX1 #iK,
BXHEZR NLRX1 #3851 RARH T 25 1 & il . ik
— 5 K, NLRX1 BEfE 5 PRRSV [WEZ 14
19 AREAVER, M0 PAM i PRRSV (% "7
DL 25U, NLRX1 752 Fh I B 2 ek
o BA S B IR E
3.2 COPD Jifi vl 5 i 24 A 2 /)N BRI N 2 fili 2 21
ik NLRX f9 B0 RE " . JiE 4 2 1A i 6
ELLEZH L 5 COPD 1Y & A1 0%, < I M A vl {2
] COPD /) FRURSE U il 6 2 s 41 B v NLRX1 5%
PN AR AR R R T S MO,
AP H] NLRX1 YRk, B4 FEIL-18 i fk. Jili
IRASAE RGN E " 7EBLZ NLRX1 BT,
MAVS TER WA T 0 BES0E . OB,
FUKAR . AMPET %5 f il 25 ek A ™ 5
NLRX1 J& MAVS (4 #1227 | b 78 NLRX1 7]
VB IS S R Y I RS ik A,
NLRX1 7£ COPD # # fifi 2 21 v i) 2 3k 32 24 ],
I HLaX FRA il 5 COPD £ # 1< it 52 BRFR FE A7 7
RSB AR AE
3.3 OSAHS OSAHS J& — i L i [i] B B 1) J52 52
B BT B A T AT 455 11 b I B JE O R AR 1
e, % AT B AR EUNE . S EkIR INE, FECROS
Wz IR AIEVERE | SE RV IR — R
1) g B A B MO AE . A AE 2 BE, NLRX1 Ry 2 1k il
# OSAHS i  1& iy = & N H, H 5 RAE

PR 7 IR RAE PR 7 1 e 38 /K7 22 B 3 UM G, T
NLRX1 ik N RIf#RER T % 9 0 507 f4m i, 53k
BHSALUEPERAE . HLUA: | Fdefbind, M
SR AHE P 2E, X AT AE A UF OSAHS B il A
Wk A BB

3.4 AT B BEA1EOC T NLRX1 B B9 K £
BUOAR A T e SRR I s BN T, A B
5% 2 W NLRX1 9 2 i g8 & A= 1 J B2 455 (] 1
Coutermarsh-Ott 25 2! % 18 T A KA 5% /A 1 il 3
PR TR BO0E AT T [0 Bk P A, 5 E 4l
ZURH LU fifig 41 21h NLRX1 %3k B, 7E28
HA iR TR 75 3 14 I o 988 /s BRUBC AL v, NLRXT
/INERURH A T B A A /N BRGS0 5 Y TR < T 2 R 11
PEIGE, Bl R A R R, R AR
R I A 2 B A i E S, X U] NLRX1 ]
10 ) G L P R 2L T T 04 S P T i o A i
FERSIE TR, Ma 25 B U A IR Y i 7%
NLRX1 )33 B e 2k W] RIG FE At i B (5 510 B AT
%, Iipoly (I : C) Al Lt MAVS f#Fk NLRX1
XF RIG R el 5530 B 7

4 N %

NLRX1 5 W W 38 5 15 e P05 . COPD
OSAHS Flfii #8 Jirb 98 1) & 93 % V) AH 5& . NLRX1 1Y
R INHEFE AU & T W 3R Ge e & L i)
WFFEGUR, 25 ISR IR YT R T B 7 1)
NLRX1 /& NLR 15— e o, HA ZFhi
FIhAE, HHFET NLRXT 7E RS S Re
JrEPE R AN SE 2T, IF AR R G
AIRITSE AL TP AE Sh ) SRR AN AR o35 /K -, i ke
Z R RIE R IY, AR R

[& % 3 ]
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