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Abstract

NKAP is a highly conserved 47KkD protein that plays important roles in transcriptional suppres-
sion, T cell development, maturation and functional acquisition, maintenance and survival of he-
matopoietic stem cells, and RNA splicing. In recent years, more and more studies have been con-
ducted on the relationship between NKAP and the occurrence and development of diseases, such
as pneumonia, lung cancer, breast cancer, hepatocellular carcinoma, colon cancer, renal cell car-
cinoma, etc. Most research results indicate that NKAP plays a role as an oncogene in tumor dis-
eases, promoting cell proliferation, invasion, and migration. However, current research on NKAP
in diseases is still relatively limited. This article mainly reviews the research status of NKAP in re-
cent years.
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1. ¥%EF «B BUEFER(NF-xB Activating Protein, NKAP)

% «B (Nuclear factor-xb, NF-«B)J& —Fi B A £ [ i 15 DhRERI e 5 R 7, RS 5 R, &
i S5 LA T A A5 BE DR Y 2 IA 1], b Rl i 5 20 i R 21 R 38 - AR AH A7 4355 T O 42 4 L 149 B
A AT BB FEAG[2] . 244 oA F 8 1 (Receptor-interacting protein, RIP) & —Fift 2 2 B/ 75 & B i 1
A, TEMRIIRSER T 32 k-1 (TNF-R1)5 3 1 NF-xB #0E i S Z{EH[3]. Danying Chen %5 A\ [4]7E 1%
BEXURAZ L LEN RIP M EAEHE AR SEE T M EEIFa 48 NF«B BUSEH(NF-«B Acti-
vating protein, NKAP), &—Ffis R s (8 A . %0 700 I S 9 S BbAE W NKAP & — MZE H,
TS5YMEEE RIP A ANERIEME A %] NKAP Fik mT 4] TNF-F1 ILI-15 S NF-«B 0% . Fit
B4R, NKAP 7E TNF-FT ILI-i55 1) NF-xB 30& 1) — PP A AT K7, (2 NKAP 1B F s UIpL
BRpE— BT . BEE E N AMIFTCIRN, NKAP fEA 944 PN ¥ 22 54 T it 48 25

2. NKAP 5&FHER
2.1. NKAP 5 T fpaty &

T AU R B KM T 2415 5 i SR SR 2 RV A BAEH . Anthony G. Pajerowski %5 A[5]
7B~ NKAP 54 E H % OWiitEE 3 (HDAC3)AHK, & DNA & a5 &M —i45r. 4o, NKAP
55 Notch 4fi#l#| E M. HE— LR RIAE T 4Kk i+ NKAP [)3iX 5 Notch L3 [K [ Rk
B, 14K LY NKAP AJYEJy Notch 15 5 1 — e el 81, {EH T Notch ¥EEER, 2 T 41
REFTLFR . FHETR B s T 4R § G, HARES 5 G N2 Ik 4,
XL AR ) B 4R T MBI A Be 1, WA T —ABGARIP IR . Fan-ChiHsu 55 A [6]i8 5 24 52 56
R NKAP S AFri bR T 20 B2 Dh e A B 0030 3 i JiaE i 4, R BR 1 %% sk IR 7 NKAP [ & 2k 584
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BELIST T 20 M R, NKAP 2 T 4 s N3R5 D) BE B /1 7 24 75 1) . Barsha Dash &5 A\ [7] 1 78 45 RARE
B NKAP F1 HDAC3 [AH G T 4l i B0 B . AARYE AR R0 T 40 (INKT) 4 2 —Fp B A&
N7 A A ] A bR B AR A SR R R . BF TR R N[8], 7E INKT KB, NKAP Al INKT [ Al
K, NKAP HREAHE N 2 OBET 3 MR SE T AEYAARRG T 40K & M, XK
NKAP F1HDAC3 7E D fig EAH EAE A, 25  H ARG T AR &, 2 — R T % 3| K1 NKAP
& INKT K E P H. Puspa Thapa S5[91HfF 71 45 SR AL R B NKAP 48 T AR MEEARMG T 4k E
I CAEZ 2

2.2. NKAP 5i&Mm4ApRI X &R

1 IfiL -4 i (hematopoietic stem cell, HSC) ()48 & AR A A& P 404k« H5E AN [ 33 3 S Bk 4E 4 1),
XA BRI £ S 308 L D AE 7535 . Anthony G. Pajerowski 25 A\ [10]& 3, WENG & & 817 76 18 i 40 i
FUETA 3 20 B 2R P S A S R -1 NIKAP 1) 2% A i B /0 BRI S 6] 7 A 80 1 R 0 I T e e 2k
AR/ NKAP (35 SERTTZE 2 FINZET:, M B BEiE mThAsfse i, & F4upms e, I HX MG
MINREFE GBS L YIMIE G 1. ZIF RIS R I, NKAP & N 3 4 i 4 RF A0 A A7 BT 7 1)
WD EUE ST 12— . NKAP 7] 5 HDAC3 454, H#XT HSC B4 fliEf7 2 CE 22, Shapiro MJ
HAZ N [LL]%F NKAP BT 7 — R 5 AT TR R 1148, DLW E HDACS 5/ &0 25 . Y352 B F347
XA RAL LR T NKAP 5 HDAC3 [0, (HA % NKAP e ek, bfE, ERNAE
FORER SR A BRI T R1L R Gt , 455K Box NKAP F11) Y352 %f H 5 HDAC3 KDL & HSC I 4ERFFIAFTE 2
RHEFE, RN/ FRVEIG BT 44 R )35 FE O C AR A, X 3R B NKAP TEAS [F) 28 B 4 i A [ B2 & 4 o
RAEAEH o [R1AE, 20 55 A1 BN NKAP SR FE R, 40 i A 2 Aot i S 4 1 771 (CDK) pa9 Ink4d AT p21 Cipl
FIZRIAIE N, NKAP FAg2x BRI 51 A& 40 i 5 1E s 4n B B0 T B0 40 B SO By, AT S5 50400 P Jl 4
BRYNMIAET, %M FEEh AR AE I NKAP S 2 738 i 41 i (0 77375 48 55 5 22 12]

2.3.NKAP 5854453, RNA BJ#%. DNA s RERIBIZH X R

R 1 (R-loop) 2 i 24 LU L R L S T B mRNA 71 HE SRR 73 BSIN), 22TE B RNA-DNA 28 3844,
XRS5 RNA-DNA Z 22 L [ il R FR85 4. #84L 1 R-loop #1282 531 DNA $ifii, FHUEER
AT E , M FESFh NS5 - Zhang Xing 25 A [13] & B NKAP 2 S8 DNA 55 fl R A AT E
R-IR 1) 5 BB AEAE T NKAP SRR RIS, 7533 DNA #4551 DNA & 1| Xk et . NKAP A BAF
F# F HDAC3 7E471] R-loop AHICHK) DNA 4% A1 & il N2 bt R 0 SRR VE A o i — 22 1) o0 i R
HDAC3 TifiefasE NKAP & 2 A Km T H 2 CE AL BvE T . DL B4R NKAP F1 HDAC3 #fi/2
R-loop A& (8T SR S PR R 7, AT 57 W42 T AR iE I 51 2 R-loop AH G HE BRI 4 AN R SR UK B firh
A KA. Sarah K. Fiordaliso 55 A\ [14]Rk %5 T —Fh i T X Je kB K] NKAP £ SRR FEUN i &
filo WA R IIX Le T AR REETE NKAP [ ¢ i [X 38, NKAP 5 HDAC3 ik 5 8y #k AR F A B
EH. BEMNHNEIERGELE. KIJEOR . 2G5, 1T w5 S5 FEm A A S5 PRAFE .
DA g 45 B3R B NKAP TE8E S b A SCHBEIE T, RT3 NKAP [ ¢ R X8 AR K E
BB . YLt pORE B 20 B9 T B EARNT TF, T Y B RS O 1] S B R AN RS R R Y R A2 . Teng Li 25 A
[15]& Bl NKAP #E4 420 Z4 e iz 4k, NKAP Rl BRS8N\ S840 i G o f el AN wiy o UIBEL A, Tiv2
FA e NKAP 5% 4 S E (CENP-E)IT L 1), NKAP ZhAHLE A T35 22 ri & CENP-E E AT i
(1, XGRS SOGB4 AR I NKAP 2 —Floli i, S 2 24N 1, 3
S R ] AR 5| R g AR R T R B K AR . /E RNA BIBTHEAN N T, Bhagyashri D.
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Burgute 25 A[16]/IHF 7% B NKAP fEfif 5 RNA 4548 H. RNA el f By 2K A EAEH, 7€ RNA
A B B A0 0 T A R A% FE AR

2.4. NKAP 5HER X &R

BEAE B FCIRIRN , NKAP 5 088 505 1) 5% 3252 BIMCR R 22 (00 OCVE « WROHRL 2 it e % e 1 E 2 fa e R 3%
Liu J & N [L718F 70 5 A IR MR AR O 1) it o PR W2 Ak s TR C BB IS 40 (myristoylated alanine-rich C
kinase substrate, MARCKS)5 NKAP &/ #i% NF-xB 15 5 B # . MARCKS 7E i - Bz 41 i A i e 40 B o
WeliE, H MARCKS & M B # 5 NKAP 454 . /£ MARCKS ser159 1 ser163 7 s i iR 14 J » MARCKS-NKAP
FHEAE R Z 2306, T2 NF-«B 15 58 M I H0E . %0 700 UESE T B Rt MARCKS (phospho-MARCKS)
5124k NF-xB (phospho-NF-«B, phospho-p65) & IEAH 5%, WAH5 5 1) phospho-MARCKS i 1 {12 4 4 i
HFIIRIE. L. M, F—FEes R MARCKS BEER AL #0771 $E ) MARCKS 1L, wf
FHIIH S AT ) NF-.B A5 Sl B E L (R R T3k [l gui iR 28 e [17]. JTaEsR, Rk
AN BT, Liu M 25 A 1838 i 6 KA IR 4w % RNA MIAT (IncRNA MIAT)ZE g £ B (LPS) 7% 5 i fiti %
P VE X —F 9 K MIAT S0 ml i85 12 miR-147a/NKAP SRARS" LPS % S HIiEF 45 . IncRNA
MIAT 7E LPS if5 R [P fidB 2 5 Hp R I& Fif, LPS 5%/ MIAT FHir, sh-MIAT gedilii] LPS 5 5 1 &5
SN, AN AN ARFE T, R AThEE. sIMIAT BETHFR LPS Xf /Rl b7 TC-1 4ifi i 45455, #0H NF-xB 15
S BT kA, MIAT f£9 miR-147a (947, miR-147a EL3E4LH NKAP. Yun Jun £ A[191\ A
5 T E B9k Bk (Aluminum oxide nanoparticles, Al,O; NPs) 5 il 48 5 A7 5. 1% 1 BAF| FH miRNA it
Ji %t 275 T AlLO; NPs 1 A\ 32 <% | Bz (human bronchial epithelial, HBE) 4t ] microRNA (miRNA) % ik
T 7 RAE. E2ZRRIEN miRNA 1, miR-297 fE 85T AlLO; NPs J&, SxtiRAIMLL, B3 Lif.
[l 45 A& A5 BB T R LSBT AT mRNA BREES /347, RIL NKAP /2 miR-297 [$EJEH, H
L HRAAAHELTE ALOg NPs % 55 1) HBE 4RI/ EUIT R, NKAP B35 N B 17 BOAHIC %8, /N LA
# (Infantile pneumonia, IP)Xf )L E {g FEit B F (1 HEBRROBR B . BF 7038 B [20] K B JE 4 Y RNA (long non-coding
RNA, IncRNA) LINC00707 25 7 fili 2 i FE A% . LINCO0707 Hi 2 al @i i 15 miR-382-5p/NKAP %, I
%% LPS fil & 1) WI-38 4514, B S48 RN 1P St 7 —FloBr 6 77 SEm . 4t e (hepatellular car-
cinoma, HCC)2 tH 73t [l P i A= iy s 7™ S (g 2 —, I IR AL 2 IR 3R, i 2 B4 BT 58
TR BV FREAL. BRI SRS [21]. RS TR 4 5 TH SR I7 SRmE IS TR K g, (BT
Jie B AR AR RANIRMRAK. Song T &8 AN [22] B L 1 47 1T NKAP JEid AKT 5 5l 8 7E HCC Wk #%
FoElER . LRI NKAP 7£ HCC HEMm Rk, JF5BFAAA R, NKAP T I 535 FR(K
¥ HuH7 1 Hep3B I 40 £ 4R BT /7. mlls NKAP #8535 40 HuH7 1 Hep3B 41 At i1 40 iz 28 (p <
0.05). Tl NKAP [1] HUH7 4ii/fifl Hep3B ZH YA 125 B3 T . ik NKAP FJ &Mk AKT (R 10K -F
KLU p70S6K Al Cyclin D1 [35E . A B FT K I NKAP 1E4E iz -t R FEAR LR i fE H . Shu
WB % NHIWFFE[23] 8 ks T NKAP fE45 e h Rk B, FRESs e it R AR R e i R SESUREH
R NKAP ] 4101 45 e 40 i i B AR 2%, (R Sh4m M T F [ W . — S84 52 1) microRNA 7] DLTE 55 5%
J& K% B g 40 i i L PR 6 3k . Wei Yaining 25 [24] & I miR-4766-5p 7& B 2L M 4H g 2 b Rk T i,
Rl A0 B A T B A2 58 . 1A FLIE R B miR-4766-5p did ¥l NKAP ] AKT/mTOR
5T I A B R A A . He Yuxin & A [25147E % AMIMA A T ORI, FRR RNA (circular
RNAs, circRNAs)fC i #H 2% [FJEHE 1 (circRNA paired-related homeobox 1, circPRRX1)A] Lt 5k [ & i 41
ML SMIAA RS o 1% SRR SR cirePRRXL 72N B R IEFH & . circPRRX1 B % miR-596 5
ik, HMIAA circPRRXL Z/b# 43l i miR-596 521 41 i £ 4% Th Ak H. NKAP # %572 2 miR-596 (1) B 4 0
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FAThEE RN IE 7o AMIAA circPRRX1 /E 4 miR-596 F3 4+ PE YA RNA (competing endogenous
RNA, ceRNA) 11 NKAP [R5, AR LU % (pancreatic ductal adenocarcinoma, PDAC) A3, H 5
SEAELFRIBH/NT 5%, & —FhEar (B R . N6- 5L IRNZE 4 (N6-Methyladenosine, m6A) &1, miRNA
TR B EZNLE], S5 2P 0 55 5 [26]. TFFCRIL27], FEIRE b R 40 i i SR
microRNA-25 (miR-25) 1] LLIE I NKAP /i3 (1) m6A & 1fisi 5 ifiy 4 7 JH 8 55 6t 454 (cigarette smoke con-
densate, CSC)idFE i, X P& Bt Rk (1) IL R4 3 (methyltransferase-like 3, METTL3)f#1k.,
4 METTL3 J& 37 FIEH B4 2 i CSC 5l &M, i) miR-25, miR-25-3p, il PH & &R &
21 AW R2 R 2 (PH domain leucine-rich repeat protein phosphatase 2, PHLPP2), 5% AKT-p70S6K {55l
S FRTUCT DT 51 Tk B 200 ) ST P 3R 28 o P R OB 2 R 5 e T A 1R A ) i i £H 2 A 3
I RIER) miR-25-3p, X ELgh RILEI R, WHEIET meA &5 S miR-25-3p i i a2 2 R 1) &
A% JE - Xu Xiangrong 25 A [28] 1 5cHT A 77 45 B3¢ B , NK AP £ i iR Jif 2 (pancreatic adenocarcinoma, PAAD)
IRk RIE, R NKAP JE[K AT 525 306 PAAD 404 Y24 Thfe, 10 PAAD 4UME T, i
PAAD ZHJH T2 A A1 40 JE R (I R IA K. e4h, mTOR (REBRALFLRE KL T4t 11 p70S6K
FIZRIL ) T 4 NKAP 0% . iR E KB mTOR 15 53882 5 NKAP 7£ PAAD H 808 18 i 15 H
NKAP {5 M3 K% PAAD 4l A & iX —451 . Ma Qian 25[29]% B 4H e (I AF 72 & DR NKAP
SRZUHNH] Ketr-3 £ 786-0 41 (3G FEANZZ), Fi% ST, thst, 83T western blot £l AKT/mTOR
= S R DS B R IR NKAP 235 401 cyclin D1 #9223 HAM4] AKT F1 mTOR BB AL . %A 5%
B XA T AKT/IMTOR 5518525 7 NKAP /&5 e i suEE R, AR B4 it 1R
MU T B AR . 7E 0 S K AR (Ewing sarcoma, ES)4HE T NKAP diliid AKT 13553 B4 1 i 52 K]
RIEVER . WFFERI[30], NKAP fE ES 4 ik . @ifik NKAP ] ES 418 5 A673 1 RD-ES, A%
ZERER RE w30 o S8 I QA AR ARAS I 40 i 0 TR B NKAP (IS T2 ES diA i B3 in. %
WEFE HAth 45 5B 8], NKAP Rl S3 AKT BER LA AKT 15 538 TR0 K 1 cyclin D1 £k K. i%
W R T NKAP @i AKT {55 02 ES UM iE . TR M2, A NKAP 7 ES HfiE YT N 32
BETBIEAE . EFLIE T NKAP G XU AR BAE A, Liu Jiangtao 55 A [31]K I NKAP 7 7. i 21 21
FEHHLAPRIEE 2R, H NKAP ZI B ER TG fabr. NKAP [T I 228 01 7 205 40 i &
MCF-7 WA e pE . BbAh, Rl NKAP B[R geam 244l MCF-7 40T R fiZ 28 . iE— Bt i I,
£ MCF-7 4H i NKAP 5201 AKT/mTOR {5 5182, 2 K AKT.mTOR K& H N H B R LK.
PZAIE ST AR & B CoCl2 7] LA S MCF-7 41 NKAP (355 . Hd NKAP () 1 i i i 45 AKT/mTOR
5T IEEAH] T CoCI2 %f MCF-7 Al s MR 22 52 . Sun 55 K IH[32] NKAP bR AT 75 T IR ot BE4H
FEANARIET .. TEARINIURIN, JTER NKAP 300 T i 2 S i BUsi: . AhEId Ik NKAP @i 1F 1]
Rk B B A A A R A R BRI 1) 432 B (1 (SLCTALL) (e HE4T O X6 2k 55 15 SIIPTE . NKAP X}
SLC7ALL (i A B m6A HEAL HIHI PR 2 2 MR A METTL3 HI§5. Mk, NKAP i#id 5 meA 454 it
SLC7A11 mRNA BRI R, Oy — Pl ek 4 R 7. #0428 540 8 (neuroblastoma, NB)F(IAH
ST R IN33], T NKAP A 2244 NBL 1 SK-NSH 4i 05t , (Est4nuit:. sat, T NKAP
BEBRT p-PI3K 1 p-AKT [RIE. %W 70EH NKAP F R @S 6] PISKIAKT 15 538 58 FI30E 76
AR N K HE NB HISUE/EFH H NKAP 1R IA ] e AE 9 Tl NB 588 5 R M et ik 11q s i — o
FILE bR W . Guo Ting 25 A [3410F 78 & B ANKAP (S48 NKAP [ [RIJE4) h fit 52 161 2 S SR _E 5 P
Jer A 2R ) 5 DRI 2H AN AR RN B0 P A K - INIKAP il 23 338 R-loop A7 2R DNA 453 . i — 25 1 /i i,
FEAF A F, ANKAP @A S c-JunN AU (c-Jun N-terminal kinase, INK){&K #8251
FEC AT 3 HE ()78 4K . Notch 1 JAK/STAT {5538 B IS A B T ANKAP @R 8uE v . 1hah, INK
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5T E AR ANKAP /i SN P G E 2. @ik dNKAP JERMEUE LA Ras. Notch 2{ Yki
RAZAEIRE bRg A AL SR WM EAE 0 30k dNKAP BRI o R, AT 45 SRR
dNKAP i3 5 15 SR Rz P ANER 8 AR, AT AR NKAP SR TR 2 e S a6 A
PR SR TR AR

3. R4

NKAP J&—Mm BT EA, BAZMIhEE, HaERFME. T 4EHE . REAFMINEERE. &
M4 AERF IV LA S RNA B R AR . AT AR AWHRN, ALY NKAP & —
AL, XM . 1228, TR RHHEM . BB R R P NKAP e % . il . FUIRE. 45
i FFAMO N B 4 M SR R S AR R R EE T R . (HE,  H AN NKAP [ 5 AE T 5
PR, B, dkssnmidifmim. AN, RAPSIGIR R NKAP 2N [FIR & A2 2 b BOAE FI LA B 12 16
BAFINEE,
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