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Research advances in the transcription factor purine rich box—1 in

inflammatory diseases

Yuan Yiting', Tian A7’
(1.School of Stomatology , Guizhou Medical University ; 2.Department of Prosthodontics and Implantology ,
The Affiliated Stomatological Hospital of Guizhou Medical University )
[ Abstract]Inflammatory diseases are a group of disorders caused by abnormal activation of the immune system , including autoimmune
diseases, chronic inflammatory bowel disease, metabolic inflammatory diseases, and periodontitis. The transcription factor purine rich
box—1(PU.1) plays an important role in the development and progression of inflammatory diseases by regulating the development and
differentiation of immune cells and related inflammatory signaling pathways. In recent years, studies have gradually revealed the cen-
tral role of PU.1 in inflammatory response and highlighted its clinical application value as a potential therapeutic target. This article
systematically summarizes the biological features and regulatory mechanisms of PU.1, explores its role in inflammatory response and
common inflammatory diseases, and analyzes its clinical application strategies, in order to provide a reference for future research and
clinical application.
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IEAHDE, PU.L L 5 SLE FE9 1 2146 4L 2K (SLE disease activity
index 2, KSLEDAI-2K) & IF AH ™, BF9E R, PU.1 1 37
~UTR AE1E— DI REM: A AT IR 2 A A7 05 (151057233) , 1%
i S50 FPU LI 2 & F X5 — 4 SNP
(1s132080) 2 I 5 3% BN AR . KA1, 151057233 11 X
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PU. 138 2 V85 B 38 28 200 I 7 378 M A 5% e 7 3 g B T g
Bk UG, PUL 138 i Tho 1A Y TL-9 Ay ik, 4id5 A 1k
A 5 Bk K W B R T R, AR S SRR I AR, 18
HWFF R, PUL 1T Rk 2 R 3U E s R0,
TR AE RN o A, PULT 3k BE 976 25 5 0K o A1 46 41 ffd
A4 TNF-o AT IL-18 B R, 17 3 2 Ff 241 Jfd 5+ 7€ IBD
e B R R 5 AR . RIUL, PUL17E IBD 95
et AR rh AR AR, 4 PUL LA Sl Y T AT B A
T B2 18 4 hE , AR TBD H3% il o B A5 42
3.3 R X ERR

AR E S AT 19 2 B T3 S R IO B A S
R S8 5 R W RS AR AR EE S M RAEIRAS . H Al H I
A 2 9 505 £ 45 BN RS RE T L (atherosclerosis, AS ) , 2
ﬂﬁﬁ{fﬁ(type 2 diabetes mellitus, T2DM ) , A0 i 0 35 05 K 1
& Wi 14 BT 4 (non—alcoholic fatty hepatitis, NASH) . WF5 %
B, PU.17E ASBEHIIE it B h R A AR . 7 AS/MVER
PR rp SR Spil 2k B 0] DL D BEH AT B, i3 0o ML 1)
fig, R PU.1 S 5 AS AR B, 46 AS v, Tho 40 L 11
Bht UK IL-9 F1 PU1 BB B TF o Tho 40 i i
G306 L9 P45 B W20 AR, DATT 5350 AS 96 A8 AT BRI Jrei
PU.1 5 T2DM AH¢, PU.1 BB 45 4 78 TLR4 L H 1Y 3'UTR IX.
B, % X 14 A R 2 A5 (single nucleotide polymor-
phism, SNP) AT LLsZ 1 PU. 1 45 4, 2177 5 20 T2DM RER
FW, BT R B, PUL T B0 50 RE 62 U 20 /s BRURY B BE
NASH"™, 2B 5% /& 338 o0 4 1) 10 ] PU.1, NASH /N B2 81
HR AR VR 55 FIBUNE B SERIOR , IRVRE A S T/ BUIE B F= A=
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v, T L 2R R B I D RE AN SE M . HETE R,
PUIAE N — P B SR T IR 215 AS 1 PD B it
JREHCHEILIN o AMESEE B ik R W], JEAE B EJE T fiE
B 1 W20 B AR A DM ANt 37 a3 A I RARE A
PRINSCHS, A B PULT L8 P F il 48 J8 35 A Bl 4Urh CD 1T
PH P B I A 23 . 7E PUL L BEDCER S, A R ok 2
P (Porphyromonas gingivalis P.g) 35 1) I§ Z2 0 LPS 175 5 F I
ML AR T RIAA P RS XKL PUL 25 T
AP B RN S AE R B e o PR, SR AR PULLTE
G BAVERT, AU B T 1 g AR FHBILERD , 348 mT Bk 2
JEI R BRI T B BT 47 ) FISRE

4 $B[EPU.1WIGKR AR

4.1 o oF Al

FURTET XS PULT RS 2 O B O F S E 5 . o,
I3 TN B TF R BT AT AT B Ry S5 g
5 PU.1 1Y DNA &5 & LSRR SRS G, DA 2808 il L4 ¢
W BEFERET, F PULIRIRG 7 AL /D B AT 38 i P
PU.TRYRIK KT, st I 6 3R A5 5 3 2 R SRR IR 2 it T T
RIEWY, Park SY FEETFFE RA B EEE], PG I Al s L) 77 o5
WY Jr BT AR T RA J85 i 6 L W 4 i v PUL L %%
TG, IR T TLRA AY2IK 33 GlATH PG 3 Al Ay
IRYT RA IS AER R 259 . Ak, PULT RYBE )67 (L 7T B
T8 T AN PR AR AE PRSI o AN SR T A i R B g
PERK AR, PULT 0] AT R AR S AT 4 A PR 7 ) 7K F- , Dk
BRRAE RN, Zef AU 1 , IFAT RE 1 kst SR 9 A 0 i«
SR, /N340 ) 300 1) IO P T Wk 2 A4 0 00 P BE e e PR
TERIVVE PR BFIE N SUETESR R AT SR M, LLER = /oy
TR
42 KRB AT @7 ik

UTAF AR, Bt ik DS i 15 AR B Tt 3 4 Jo , 1) FH R R
5] b 48 [7] 3¢ 5 & 7 5] (clustered regularly interspaced short
palindromic repeats, CRISPR) T4 2 RNA T4 FBext PU.1
PR TR IR 2 R BT BT T 3R . R CRISPR A, 7T LA
TE A0 2 T X PUL T PR AT i 3R B o, DAL T S5 B4R A
T PU1 RIS, X — T AR RS B gy W80 vh 2 7 i
3 YERE SN AN YR S S A BT RE T 1B, 5 I, B XS

PU.1 mRNA /1 siRNA 552 SCEERZ AT B gl T & HE o, X 2643
TR 1) 25 49 BE RS PR R AIG PUL T 9 ZR3K 7K - , 3785 B AR #84
FIE B T AT RUR, A, — S R SR,
T RERUR, WIEEIR R T e A B T PUL Y
B [ - UM B AR FH S0 2 I i ol s B R AR Y AR
T, 5 2 PR 2 Al 7 8 o) 7 3 A s A ROz A7 T
0 7R R S DL R BN 45— FR PR AR FSE N BLIE
FEARWRAL AR BT BRI E AR SR S &4 |
AR R A
43 AYtrEdS FnE

PU. 1 1£ 2 F 58 RE PRSI B A S 39 18 F 22 i A
A, R IR RTE RS C R A9
PRy o R E K e 38 Y AN S S B PCR 4828
HERG I FE A, T LATE S ] il s At 5 35 B A AR v A 0 341
PU.T IS 23R, e i RO i e SR LT 58S, 9120 Fo
FW TR ST R A AEVE B s LA BGHR A3 AR 25 B i
B PULLFRIK KT 590 18 i )™ 32 R B R0 A0 TR 1 1 B
TR YRR SR04 il 3 ST AR MEAL A T 5, PULT R
AT DAME AP RIS Wi R84 , 16 1T RE 10000 5 3 %6 400 1)
TRIT BN, DTS B I R 5 A i 8 R A PR AR BIR YT O
o RERIRSTR 0 B AR WA B Y RS R R
VAR N — B4 5 AP AE— 5 R PR, AR AT 5 KA
i AR 56 TE AR ARG Ak AT SR A I PR v A3 FH P R T i

5 HiESRE

TERAEVEPR UL, 55 T PUL I ZME H 25 8
et PULL7E B AN AR A% 28R A0 B 20 Al A0 T 40 fifd 25
Z P e AR T A PR E B R T R S RE SN 1 5 2B B
BT —HMR A, PULfERIEAMAE RS (DIRE A IETE
25 A B B ORI 8 B Hh R AR FEYY, Y g R
e S H IR I, PULL Y3 B 2R & T EUR R T I B, AN
M5 35018 1 2 RE AR B Y & A o L IR AR PULL
FEAS [RS8 A b (%) 914 0 XA B O g e B Ao 6 %
93 (R R IRAIL T, I R U BT SR LB AR AR, AR AR5
N T TR PULLFEAS ) 8 B0 Hh A9 /R FE ML, 0 2 4
0] 308 33 400 i — 40 MR B FH 2 0 SR E SO R, ORI R XY
Jrik. BEE ANAR RNA I3 A3 R 4 i R S H R 19 &
&P A GAT St — 2 W BH PULT A 28 A4y . IR,
PU.1AE N RAEDTF 5T 1 B ZEH0 S, AR A SCF SR nT e &l
PRAEERIG (IS WA T 32 168 U A

SR, PULTAH DGR ST WA I 518 2 Bk k. 1%, PU.1 S
52455, HAER R A0 A RUR [FG ELRAS T frdn
T (00 2 2078, AT AE I 50 25 TR I 4 ol o 2
A OAE MR —RMERE . LR, AN [R] S 0E 595 T i 24 it
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f14 S T AR Sy SRR A5 1) Z2 R, (78 PUL T 8 0 52 28007
TEA RS T AATEROR2E 5 I 4 5L 0 Bt B LB R
IREACE R THE . 55, T PULTEZESS S -5 b iy
HE RS @, L R PR IR T SR T RE 2351 R e R Gt
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