Medical Diagnosis =222, 2026, 16(5), 520-532 Hans DU
Published Online October 2026 in Hans. https://www.hanspub.org/journal/md
https://doi.org/10.12677/md.2026.165068

NCF4EEMNMRER BB R ERPHIIER

Zop—1z, T g1z, B ¥z, ZRPZ, RPHR2
UEJLEE TR A RRE, Sk L
HEALH TR @b, Wwdb il

ks H i 20264F9 H14H; FHHM: 2026/F10A7H; KA HH: 20264F10H 15H

R

H . WEP R T4 (Neutrophil Cytosolic Factor 4, NCF4)H#E R i ML H R K 5
H S RBERMIRR, FHITRIRKREN T M. ik B%ENCF4/p40phoxEfL. X EIEME. FiEERE.
THAEE 3 BARRSACFFEIERR, HPEEMPT . ABREERELRFRE. 4%: NCF435
TR i BRI S — 1% R B PR E AL B5 2 (Nicotinamide Adenine Dinucleotide Phosphate Oxidase 2, NOX2)
BHEEEMNSER, FEEEENECAFEREAEX E74E. ZERGE SRR RLEFEME
BEHLMAMESENRSTER, HRH B S RMNETHME 30 AR A ME RS . KB R B
BRI e RIEMIRIEY FOREE R FRERAMAEYE,; HmEE LT R AIENOX2iHE B
5. 458 : NCFAE B X EATE TR PR 2R AR B 2, HEEL N BERA T 2 HE 2L p40phox
EAL. FHfky TS R IR R R AL,

XA
NCF4, p40phox, WEHES, ERERE, HH AR

The Role of NCF4 in Adaptive Immunity and
Autoimmune Diseases

Weiyi Wang!2, Xin Wang!2, Yang Zhou!2, Tianqi Wang'2, Mengjiao Zhang!2

!Department of Internal Medicine, North China University of Science and Technology, Tangshan Hebei
2North China University of Science and Technology Affiliated Hospital, Tangshan Hebei

Received: September 14, 2026; accepted: October 7, 2026; published: October 15, 2026

Abstract

Objective: To summarize the mechanisms by which Neutrophil Cytosolic Factor 4 (NCF4) regulates
adaptive immunity and its relationship with autoimmune diseases, and to discuss directions for
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clinical translation. Methods: Basic studies, human genetic data, and case reports were summarized
and compared across NCF4/p40phox localization, compartmentalized reactive oxygen species (ROS),
antigen presentation, T-cell priming and B-cell differentiation, and related diseases. Results: NCF4
participates in the localization and assembly of the Nicotinamide Adenine Dinucleotide Phosphate
Oxidase 2 (NOX2) complex, enabling ROS production in compartments such as endosomes and phag-
osomes; this spatial signal can alter antigen oxidation, epitope selection, and major histocompatibility
complex class Il presentation, while restraining autoreactive T-cell priming and terminal plasma-cell
differentiation. The mechanistic chain is relatively complete in rheumatoid arthritis; inflammatory
bowel disease also involves genetic background, barrier and microbiome effects, whereas other con-
ditions rely mainly on rare cases or NOX2-pathway studies. Conclusion: NCF4 links compartmental-
ized ROS, antigen presentation, and humoral immune tolerance. Translation requires joint assess-
ment of genotype, p40phox localization, cell-specific ROS, and clinical phenotype.
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1. 5|8

75 P % (Reactive Oxygen Species, ROS) K HH #4027 W 41 B 7% B S B2 R0 43T EL 224 0 I fe fli e
W R IR IR A AL 2 (Nicotinamide Adenine Dinucleotide Phosphate Oxidase 2, NOX2) I fig FE KA,
TG Gy Ik, Jo T R S E A E B G B ) R R . BRARIX — IR AR, RE ROS BB H A
LB R AE X G Hh LA A i 22 R F 4 (Neutrophil Cytosolic Factor 4, NCF4)%# 5 p40phox. NOX2 &
B EZH 73 gp91phox/CYBB. p22phox/CYBA 5 i fi4H 4 p47phox/NCF1. p67phox/NCF2. p40phox
J RAC EEE PRI, Hrb p4Ophox I BER LS & B G RUEER, BEGEE SR NA ., AL
MO X2 [1]-[3]. B, NCF4 B = UAMAE T 3CFF AR R, 3EAE T4 NOX2 it 4 23 9 ] 52 i s b
PG ) S 5 .

WEX N, AR EG N = IES A : NCF4 KB ROS Jeif 15 bt in T AR ALiE
. DU SIS0 M E I FURAS Ak T s mm B B I SIE T S 3, B AN E NCF4 15 5 Wik —5 2
PR AR 3 A e B S PUAR TR AR . RSO NCF4 JE R 1l S 3a Al NCF4 Sk B8 B FU/E i o se i) &
BARYE, ¥ NCF1. NCF2. CYBB J NOX2 MG F/E R AR AR RIAb 78, FFah& NFFIS AL SCHk
AU R TE I 1 NCF4 55 R B ECR, 35 PLIX 24k ROS Ny FE Lt B H PR 0 )iy 52 Ak
I A TR 2 o

2. NCF4 BiZiE M4 e Z i E MEER SRS
2.1. NCF4/p40phox 5X={k ROS

NCF4 FI 45 M A Y2 T p4Ophox BEBS K NOX2 $50c 54w P X = #5EE. A\ NCF4 4miiB4) 40
kDa ] p40phox., L5 N 3 75 g 241 it S8 AL B [ Y5 (Phox Homology, PX)%% #4J35 . # 9 Src [A]7 3 (Src Homology
3, SH3)ZE AN C 3 5 W 4 ff 2 AL B A1 Bem1 (Phox and Bem1, PB1)45#J3ek;  PX 45 #4045 15 51 i i Fk AL e -
3RS 5 AR EE AR SE AL, PB1 4535 p67phox TERURIEE &1k, SH3 45Ky 2 5 A H)
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MEAEH . PX R0 ] Hik4s & A 4R U130 & A (Filamentous Actin, F-actin), {# p40phox 7€ {7 [ 5%
FIJE G FOAH B Z2 T (4] [5]. fEUREERE b, ALK p4Ophox BERR L DL K2 4346 /% 40 (Cluster of Dif-
ferentiation 40, CD40){5 5 1 IR PR JE Rl 1~ 52 A4 AH 5C [Kl ¥~ 3 (Tumor Necrosis Factor Receptor-Associated Fac-
tor 3, TRAF3)5 p40phox [F15CHE, AI#E—B Lt ROS AERk[6] [7], 1 BISE KIS A 5 1 5 7 L AT T S0k st
(R BHAS [ AR .

NARAZ S FI S BB 1 — P R, NCF4 5240 5 56 238 1 /2 4 8 RN I I N 8 SRy, TR BT A
ROS ¥ th A0 N . M PX S5 R85 R105Q 72 5 1] Hil 55 MR IO 5C 1 i A S8 A AR e, [T R B 3 4
AL RIBUR B8] 2 BB T 90t UL 8% 21w R 4 o SR 4 ) 3 B2 AT Epstein-Barr 75 22 (Epstein-Barr vi-
rus, EBV)#:4L B ZHfUfig P9 ROS S5, FFic e, PZEIM AN S 2OE R B ) B 2 3 (9] 558 A mibe
AJ GE [ 5 HAth B 5 WP E AR SEPE R [A], Nef4 RSSA A1 RA4F EHHIGY PX 45 Mlifiis: & KA ROS,
T 53 A AT 2 (B 52 PR A5 5[ 10] [11]. SBF AR BIRh . B 40 M3 A2 A& Mt & W23 A4 78 7 A SEAH
KA 5 A0 ML N AE RGN BRAIE[12] [13], B NCF4 AHSCER B BRI 3. ROS 77 A (A0 ML [X 5 A
H AT AR A

X =G RE T ROS 7EIE R S i B A SR IPE R . B s NOX2 i@ 5 i pH. EHE
BEyE A PUR OR AT, 52 2 A S 1 2 A R (Major Histocompatibility Complex, MHC) 11 28731 2%
FeAZSCRIB[14] [15]; NOX2 =4 fyid AL AU AT £ /Kl IE 2 8 (Aquaporin 8, AQPS)ES 4412 3 /iUk B
M2 AME T, FFEER) 255 ROS WIEIE B 4BME AL FIIGSE[16] [17]. AHECZ N, NOX2 fiKIIfEsk
AR T AR RIS R, I SR TR A OGN 18] [19]0 IXEEEERSCRF I ROS BRI FFEEmT
V1) 7RSI 241 A7 B SR MR G B RN, AR SC R B I TR At T BB () A () A= ) 2 i

22. iEMT. 285 T AREEE

NCF4 %t T 4 [ 87 5200 15 50 R AR BURBEN MHC R A7 2 /1. PR ELL . B RAEBRR SR
5 L K. MHC 3580 % T 20052 00); 78 Nef4 RS8A /ML, NCF4 IRISUTLA ROS A 4EHRF
FPIAN A I ZUBR 1) 76 %) B -6- T R 7 M 8 (Glucose-6-Phosphate Isomerase, GPI)fE GPI325-339 A LACHk, M
TR AR ZE AR A FRAZ TR R 4 5236 . NCF4 L2405, ARATHRIK BN, RN SZREOST R T 4
WOAE 5k 45 R BhFE 15 RO K [20]. B MR AL PR A IR S Wik B A G 2R 8 (Autophagy-
Related Protein 8, ATG8) 2B IBCAF 7815 21 75 [ —E &5 5 (217 [22], ¥iBH ROS 7] [A]I MK BeAb 2R AS T
Wi Tk R s B AT R Hi R, AR R B TR S E .

VR0 AT 7K 3X — AL B T RLAE 2 e A S MHC 1T 28 236 IhRE . PRI p40phox Rk 2 H] 55 4MJE M
MU BT HU R 0 5238, TR IE PR SIS AH X IR : 7E p4Ophox SREE B E d0farh, ¥4 p4Ophox [=I%h
REfE S M ROS A5 3%, R105Q FRARMERIAMNIIAGEKE[12]. SUbLFEIN, B pH. FEIAHK
R H 8 (Vesicle-Associated Membrane Protein 8, VAMPS) /-5 i) NOX2 %52 F1 Py 44 iig i i 8 AL 20 Tl 52
WP R AE . PARBE O S 38, FFeAr MHC I R IR #i4:  A7 FE[14] [23]-[25]. H1t ] WL, p40phox
SERL X 3 A SR SO RN R 25 m) R R R — SR ISR B, FLDRRSS R 2 o8 T 4 A i o 436 fih 31 1 3
(A2 iR

AT A WAL e 4RI T A S 2h B A RS A s A8k o 175 ok B A% A e 4 B B SR ) s T
AR ESIT I A, IR IEE Nefd RS8A ARG 48, Ui BT R 40 5 & T 4 s 3 i Y
WL EEAT[20]. A SIR4EE CYBB B NCF1 Wit 27, NOX2 5 Sl femiBUik & T 40l & 3 &
M CD8 B T 4HMRIAE XE3h[26] [27]; S A0IE ERUR ) 8 1 IR A IR B RR G JE 52 /62 22 (Protein
Tyrosine Phosphatase Non-Receptor Type 22, PTPN22). {555 5 K %5 & H 5 (Signal Transducer and
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Activator of Transcription 5, STATS) & GATA 4i&# M 3 (GATA-Binding Protein 3, GATA-3){5 5 &7,
ROS & A REAE I8 5 1) T 4HM /B B4k 82 R A AE (28] [29]. ANid, T 4ffJs 3hFEARe sl ke B £
PUAFR Sy 1, MR ZE— D% B WA AE NCF4 5 5 AR UHILI R . NCF4 1% 5524
X %46 ROS. HUEMNLE T AMEEII 2 WE 1.

NCFAIREIEE NCFAE I INEEZ IR
R
(NCF4) -
p40phnx
BEMSR
NCF44k i
HINOX24
gpaTPnox/p22etos Wi/ B rh/ B
\ {
& ¥ BEBIK M FEBAEBER P, 0 ey Seoo
S RH Bkig o0y 0000 er g

i L L R T

BE R BHR R
THREHER - THEE -,

Figure 1. NCF4-dependent compartmentalized ROS regulates antigen processing and T-Cell priming
1. NCF4 fk#ifX =1 ROS EIEEMTS T MAEH

/l\\

2.3. B SRR E

B 4N ROS FIER—J7 I MHMHNE S, 1 BE S AR B AP Be i e . B 40 2 4
CD40 # Toll #3214 (Toll-Like Receptor, TLR)FIIS Al i ROS A%, H ' CD40 HlEH TRAF3 5
p40phox J<EL, p40phox i KA EALA KB IEREERIL[6] [7]. X i) NHE R NCF4 25 2R in{E 5 4.
21, T p40phox B, p47phox HFFE L KR B Ik ELRFZH M A 358 1) TLR7 A TLRY Je LA K p38 2224 i
1B F I (p38 Mitogen-Activated Protein Kinase, p38 MAPK)H4t, ME/RX =4k ROS 5 A G A
PRS2 RS S PR HI[30]. PR, HIBr NCF4 %F B 4ifaf/EH, FEX 5 FEEES 558K 400010,
MASEELL B 2 0 PR

Ncf4 RS8A AL T NCF4 X AN 2 AR AL RIBRFIE o FRAR /N BRAE IR S5 S 51 R v i 3
B2 PRI AR I B B Sk, (EPUE 2. B8R T MRS & AR O TR R
RILEEHIN13] [31]. BREHRE . B 4B AR SMIIEGE — SRS A B A /ETE: R58A
B ZHiffififi N ROS N FE I At A e, b 7id A AT 4 /N R DR R 22 57 . NCF4 Dhe 32408 FiEfl C-X-
C FJFiatb A 73244 3 Fil 4 (C-X-C Motif Chemokine Receptors 3 and 4, CXCR3 fl CXCR4)FIAM AL . #KIE
TR B A P R 0 R R S Sk (131, B A R T M R MR e A% TR T TR AL 4K I (Nlicotinamide Adenine
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Dinucleotide Phosphate Oxidase, NOX)i&E A Hit 5t W & 7- AS [B] 43 AL B BO AN [F) 25 i S 4B B ROS | 75 3R IF:
AAETE[32] IXLEE5 0K NCF4 MEH B “ RS IEEER AN HERE S “ AT I B A S afr ab o047, fig
FE T AIC ROS IRZS AT B8 178 438 1 IOR B0m MEAR IR 0%

FANPNY 1530 25 32 3 ) [ RE M 2% B HF sl o PR oK YR ROS W] BRI R -y A B S 41
R, T NOX2 BREEA T BB T TP 3 RHAIE o] 15 A F) T B 4BV E AL ISR 19] [33]; Bul i diikid vl
2R NOX Fl NLR K& # & H 45/ 8 1 3 (NLR Family Pyrin Domain-Containing 3, NLRP3) % i />
IRARE R IE[34] IXEEHLHIFEASERT NCF4 XA L B YE, 75 B 40N fESRAAH B
e B, BSPuiEy e E N B i R . MR T IR U S s B A 98 hE AR ELAR )
A, NCF4 WA TIX—1E A N EN T . B 40 N NCF4 1532 R i {5 5 5 2R 7 i Be A R
FLEE 2.

BCR CD40

N
st s ses e baeal | EVessissasa st eieied | e e i
8b48888555884855885485848 Y Sb855LL58854854854 ERERLLLLLELEEL8448548
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Figure 2. B-cell-intrinsic NCF4 restrains terminal plasma-cell differentiation

2. B 4f2A NCF4 [RHRMAAELL R L ENE AR

2.4. BN M RERZHESHLE

R BIE FU AT R 15 0 — 2% TSR AL B S Ao 2 AV e e AT TS B2 o A R B U R JR 1 ROS T 2 2
BRI EARAS B KR e, g N MHC RALFEMIIRBL: B S 40 M 1 SR 2S5 B 5 1
TS RN T MRS B AN R NCF4 {55 W BR #2428 R 7040 e B B A1 [13] [20]. Hrp
FE— 3R RATH T B PRI 32 BRAE, 102 DIATT RN 324, g AL T 40, KAy &
R BV IIEE AT RE Tt . NCF4 tHIIER: 1 IR A IR TR 208 5 ARB e B p AN fE, X =4
ROS B R B S e 32 L Rl AR

A PARIE R E T NCF4 ZhRESZ 1R Je v M — 315, A PRI 40 i) p4Ophox Sk 32 E2 R B 9
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FLREOR 3 0 M AR R TR, JFrT AR . PRI ZE TR o 2 S AR B (8] [9]s HAAZ 4 A AN 5 16k 200 L A4k it
NCF4 1EF MR N E B ROS, HILECAE & R B E A . 0T &% MHC IT 28R A7 0, ki
YT E B RN T A S 30[20] [21]: B 401 p4Ophox 255 B 4l 524k CD40 Al Toll #3214 A4H
KAGTHELL, NCF4 KA HI LY ROS [ BRI S AN 28K 50 46 S B S gy S [6] [7] [13] [30]0 BFTEIR
YHHE 5, NCF4 B3R 7% />, {H CYBB. NCF1 K NOX2 BRIt #R, AWK pH. A K NOX2
SEAERNAT YR A R EO M T A S B[ 14] [24]-[27]. B, [F— NCF4 55 n] 78 A [7 40 g o 2 51
RIUNPUBRG T REZ I 51 RAL 238 BUA R B TBOR s R AH DGR AL, 75 2 [R] Ak 130 BF 4 SRVt il
W7 M ROS FTfEIX = .

NOX2 BRIEHI <K 2 AUA# B T 40H(Type 2 Helper T Cell, Th2)70 4k LA A B YE T 40 5 854 T 48
Jfi(Regulatory T Cell, Treg) -7 48, A IR 52 BEHE AL 1 41 M 25 2 1 1 S HF[35]-[37]. HEERKIE ROS
Z YN R 715 5 IR F 3 (Suppressor of Cytokine Signaling 3, SOCS3)sZ M & 54 T 4 f iz e P A0 & 20
DR, FA IR JFE NI 52 B AH R J5 R 8] 5 #1249 [38] 0 X 2648 IR, NCF4 AHKCH & Fu
PR T A0 A B 407 A e s & LSV SE b S [ 283, o DAR R — 2R 11 E K A BE . NCF4 1
PE G B 70 Hp (00 DSBS B T PR SR BR T L6 1, ] R LUEAN [ (R AT 9 it 5 32 B2 1SR it S 1

Table 1. Representative studies of NCF4 in adaptive immune regulation

%% 1. NCF4 i§iTiE N M e BRI

FRIT RFE IR S SR FrAR

e . Ncf4 RS8A /M. EWR4HAL. AP ROS 4HF &AM ENL

PURSULS TAMRED  Gprosang e pmmpo] | W, BREECET T o L TIRRIER
S pa0phox B BRI 5 B SN LB LB 2 4, 5

MHC [ 415 2.1 A, RS 12] A pd0phox 7T 0 AL

. Nefd RS8A Bl BHEHA. B Jok ROS FEEMSMILNIE W Ik 14 R 40

ARAHLTE LRSI 13] VLR [ B WP 7B

[ - Ncf4 R58A 5 Nefd pFe N RSSA TEFXLAMEN ROS HNE

AP ROS B o AP R
. NCF4 XU i SE RS 5 T 150 R 6 480 2 A .

Sl HaTh RIS [9] ROS H 1 5 3 MR B

3.NCF4 REE5BEREMER

3.1, ERUBRTR

R HE <11 % (Rheumatoid Arthritis, RA)S2 H Rif

=1y

HX He

H NCF4 3844 QIR 5536 B S B WL HE 4226 R 1)

PEIp o Fin BP9 % B AR TE NCF4 SAZ TR 2 515 RA AHIE, (5575 B SrPuiaBA 1 1 53 14 . 21 56 8
s E A 23] NCF4 K HoAh NOX2 WIEFE K 2 &S RA BEPEMK[39] [40]. fEINREE
T, Ncfd RS8A SEULFEIEM A ROS AR I 5 i e 48, HAEH A lVEEbtR A4 T 40
JEENAN B A AR AL IR I[10] [13] [20]. fIk ROS H R4 B i3E 4095 3 21 DL K B R4t ok U5 ROSS Bl
H G2 3 ST I8 OB A A FEAN 78 T IX — MLl [41] [42]. PRk, RA H1f) NCF4 {5 5 Al Re 1 %
SRS ABUAT I B, HEOGE 5 B — SRR AR R R R AR G R

Il I 7 i A 31X — WL Fih oA AR e I B 40 2 T . /NREARAMNE A 78 &I RA 3% NCF4 Al
53 47% 14 (Cluster of Differentiation 14, CD14)% A4, HHXTHUMIB R SER F77 3 Tl VERe A B s
— IGURE 72 AR £ B AZ AH A NOX2 KUK ROS 5 i 21 B F1AH G [43] [44]. RILE S IhRG H R L —E,
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HAE 45 Rtk A AR A A X %46 ROS R3S . I BOE S BRI E, 2% NCF4 IRIRefE N
7> RA B I RBERTRAE, 5 B SRS 41 ROS Dhfg LA LURABL S VFA

3.2. RGMHABIRE

NCF4 5 R 401441 BT IR )& (Systemic Lupus Erythematosus, SLE) 6 R ok [ 55 W61, i HA L 7
PEMHITE )2 1) NOX2 g B 7L . — 44 p4Ophox HREAE LRI H UG 5. IR =% . B Sk,
ICAMAART SLE I REI, $2/~5E W NCF4 DhResk il £k R G 1E B S z[45]. H5Ik—3, ROS k= Wi
SUHTFHPRFE, NCF1 fkfi ROS A% ik 115 2 40 AL SR AI ML 1 K & FITh eI AR IR R A,
SLE #H% NCF2 A8 5 th i 038 NOX2 E &AL HI[19] [46] [47]. XEHFFRHR, NOX2 KT AL AT AEFEBET
RFIFRBOTHL I RGN B & %)%, (0 NCF4 fE5 W, SLE H (18057 STk 4TS 75 SR AR 40 ML A4 R0 491 36k
Htk, FESREBRIGEE E B S AR LS TT FE NCF4 8% 5 IhAEITAS, EoB B4 N 138 SLE bk
WSS AR N A

3.3. RIEMHHEE p40phox BRBEIHEXRIEAE

P EVE W7 (Inflammatory Bowel Disease, IBD)H [ NCF4 #f 70 2 I “ 5 WA S RN AK€ 5 WIhRE
FRPRRIVEIAG 7 FIRFIE. AR A OCHR FUR AL NCF4 (152 2 AU 5 IR X 4, il i 8 76 =2 A
H. 5 N#¥ Immunochip 7347 25355041 BALHIPE PR HE— 20V 7 #5350 70 % B BK rs4821544 [1AH 1
[48]-[52]; i FEAIHNEE AL 2 BAA 0 oK 3553 L 6 385 OR K 53] [54]. WIFFCEE R 22 AT ek B AHEZE )L o
TREBAL AR AR B P,  TT A BETT HAFRE  NCF4 5 IBD fFE B FAAE R, PRI, AR S
MAREGHMERIM IR g &, A R I IE5Z NCF4 520 (1 38 % R .

Ty REAR S5 R0 28 WL R 93 191y ix — 3 J RE B AR A4 T B BRI AR ki . AR IBD W7 I NCF4
% NOX2 U RThREAS =, #rB FAErP R4 ROS T I%: L 5 & 5 A F1E M5 B LK ROS
SRLRRGAS . B M AR R AL OS[55] [56]. p4Ophox BRI B T IR K R SE S i K%, ©f
T BIAE IS 20 ARG 2 AR (8] [57]. /DEUBFFLE—20 7R, p4Ophox 25 7 78 T 1B [ B I Hh P44 4 A
SAEFITNRE, p4Tphox BRRAH L5 % 9% 55 B 52 BB A IBE A (58] [59]. X LEAF FUKs NCF4 AHC [ 42
BRI P 1 S e T R B BE R . AR REAN SOREVH IR, U0 HA R — SRR B nTd i 2 AN H RS G St R i
g RA .

p40phox #f P PRI I R R IIAR AN B T 11 98 o T8 4% P 5 P P A G ek L /SRR DR o P BRI e B G A Ja&
JeRN G R R IN[60]-[62], 2 BB TN HE— 251035 TG TR ZE I 26 5 R vy 98 RERAS 2 8] 1) S SRR 4L
[9]o XUERASEIR, NCF4 HRIEFTIE B PTG 2 015 it 52 50 nf DAL [R] — B3 TR A7, JFBEZHZ
IR DUNA IR o iR _F AN DAZ S8 M R 2R o B — B B e B A R ) 8, T Re st B
PP ROS R 1R S A5 1

3.4. RftERmRERSHRIRK

Hofth B B Se B ) NCF4 BURLH 1 215 B AERIA SRIR R T o 98 ELYE A AL B P S UM R RSB R
TRITJE NCFA FRIE T B, BB P B B G PR PRI o B L2 21 o PR L2 i NCF4 #eor 577 [63] [64],
RS IR R L NCF4 SR80 B e e R HBE SN o B LA L, RA RIS BB . A B
RAYID AR RGO IBD BATE S 8% 55 Wk, (H 32 57 bof g AL 2 2 5200, SLE N
PAZE DL A NOX2 Sl BRI TE N o A0 AORT FUE Al 5 R BRI AR 2, 5 S PRIE (e At e e #2411
HIBERE R . DhREE T E R P75
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4. NCF4 BIGRELINE
4.1. BESESE

MILA T T, NCF4 1 5 IE A T4l B i B A R R R BRI R B3, AN B S T el
WL &R AT IBD. RIZEMIELE R RIEIEGA I E B G s TR RISV P 2E i =
A, Al NCF4 5 CYBB. CYBA. NCF1 Al NCF2 J:[RIGNNBALITAG » A8 5 Al R o 4 & ks 5 ] v v
FI N AR A TS ROS p40phox ik Kk WK E AL AT DI RIS UE[9] [55], BAX 73 E IX
EEEE R NOX2 Kif. X195 0L RA 8¢ IBD, BEANZEMEMMEREIAR, BE65 8 SRRE.
TRASTRAL . U8 A AH M Th RESL R R R 22 4 70 JE AR o X FE 1) 90 J2 B A N T8 A% A0 S 5 T U 6 1) 40 P
RUMESR:, WoRIERR)S 2 IR AR P ph Ak s o

Table 2. Overview of research on NCF4-related autoimmune diseases

% 2. NCF4 18X B B RERAM R
BORBR T NCF4 AXHF T AR 7T LR R
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