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s, FERRS TR IIEE, TS SRNASE . RPN R . A RB 1
JEG AR T AFTERAE , PrdxITERNZE RGE . AL RGE . IBPF 2 58 L2 WP I 28 58 45 RAT MR P LI SR

NG 1 K A A e aod e v 47 Y T AR
[R#IW]  Prdxl; RAE; VRS AN

Research on peroxiredoxin | in inflammation-related
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Abstract As a ubiquitous and highly conserved member of the antioxidant protein superfamily, peroxiredoxin 1 (Prdx1)

has the highest content and the most extensive tissue distribution in mammals and is one of the most concerned

antioxidant factors. Prdx1 is an antioxidant and has the function of molecular chaperones, which makes it widely

involved in the process of anti-oxidative stress in various organs and cells in the body. Inflammation is commonly

involved in the progression of human diseases. Prdx1 plays important role in the occurrence and development of

inflammatory diseases in the nervous system, digestive system, circulatory system, and respiratory system, and of

infectious diseases.
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0 {48 AL 38 TR 25 0 A8 Ak 5 22 40 i A K
b R B I R UIAE OC . i EL3h Y Y i AR A ) E
Jii & F i (peroxiredoxins, Prdxs) 9% & M 2
WRHEMNZS5 T Z0MME R, SN, 55
PR AE % . Prdxs K T 19874F | K H Kim %1
TEMEBEH B AR 2l i ok, IRz IRy MEE
17 o 19944F, Chae%: AR 4% H o) 40 AF 58 iy
£ HPrdxs, PrdxsTEMiFLaWhRiLef WA, K
Prdx1~6, M4 H S S5HEM O 2 e R (Cys)
B A 5 ORAVE IBLHI AT LAy R340 . 4 5] oy i
I Cys#l(2-Cys) . AE#LAI X CysH (atypical 2-Cys)
FIEACysH (1-Cys)>*, Prdx1 2 — IR I8 — Bk,
F A 2R BTG PR, I RLH CO OHAR iy X J5
/ﬁ\ﬁl/l\@j&l‘%%$ﬁ/‘JCys§£%(Cp)[s], At Prdx1
J& T AL X Cys B RAE R — A+ W H f 2
P FEAS G B AR, A PR AN AR E A 5T Y S AR AE
K HG |k 09I B I BE % 5 S AN i I 5 . AR
Eﬂﬂﬂﬁ%% s %iﬁfﬁ‘@ffk‘(reactive oxygen species,
ROS) Wy m, # i FEDNAE B, A X
fk[6-7]4 I8 : Prdx1 BE AT DL3E i 375 BR 4% FP RO S R ik
A 20 M 520 0 SR AR I O SR (LR B A, ]
PIAE by 98 E I H TollBE Z {4 (Toll-like receptor
4, TLR4)HISCAR T 3d e p 9 35 550 o A SO A5 I 3
Prdx 1 7E i AH SCHME VR .

1 Prdx1 HEE 454

Prdxs) {ZfE7E T IR AW M B LY
B A Prdxs 8 78 H N H, AR 3 XGRS & A — 4
RSP Cysik 3 (C,), TEAME LT 72 v Bl o AL &
(hydrogen peroxide, H,0,) % Ak B W i fR (C,-
SOH), X% b iy EZAL M, 7EPrdx1t,
COOH A ¥ [ CysF I 5 it %18 5 H (thioredoxin,
Trx) 454, T 55 B G 2B B PR ST Prdxd
—Fhr T h23 kD, H11990 & IR Ik K4
BRI AR BT, FE A TSR Al A%, i
17 7E T B A I8 R i B Ak P g A b ) Prdx1fe:
Prdxs Z G i) 2 B — A B, JL-F 78 fr
AL A FOKE R R i, el 42
o, Prdx sy BE R IA T S A LR A0 R i v
AT FEMZELR, Prdxd i Ak T R R
20 it it 3 At

Prdx1J& —Fdr b, 5 40 M b Ak N i Bl
WARGA K. Prdx1 7] UG BRIANRIROS, @it 5
AN TR 2H TR (%) Y54 it R 1) L 52 R T 4 A B A FH A
AL R A S AT T Prdxl LA A T RE

TR TIRE, FEOR I A0 50 32 AL DL D BE B A
FHEEMIEM . Prdx1 5> FAER I AE R M T
o ST R Y, TS R SR B N
b&, PrdxliBEA GEETE . 4ok
B, Prdx1AEEE F 4R 35405 240 il (natural killer cell,
NK) X i 40 i A 4 T 4 o e, Prdx1fERS
55 B W 40 i #% 2l 40 ] ] F- (macrophage migration
inhibitory factor, MIF)$FSetEas &, MMM Y 5
FAA

2 Prdx1 SREHEXEHZHEFBZBEHXER

RAE S WA X A7 R0 — 3 1oy e S 1y
RIEAR G A G/, = NKW A SRR, H
TERGE R, 450005 PR %o 2H 2 i 400 1 1 4 5 1)
BB AR ARG PrdxsB 5 T RAE L
Jo7 e R, AR R T SR R kL R R
R EAFTEZES, X ATEE 5 PrdxsIBEARRIA G, f
i, EPrdxlE&l@%(knockout, Ko)/J\EﬁﬁﬂPrdXZ Ko
/NER, BEZ B (lipopolysaccharide, LPS)AbFRJ5
P 2H /N BN L P S 5 31 BOAE 1 R v 1 SR R 2
Hehn, HJEPrdx1 Ko/ By AN # AL T 5 W] W (9 T
RA KDY, MEPrdx2 Ko/, J& 5 i JF R4
Tk iz i MEE 4y — A% 7 2 W5 12 (nicotinamide adenine
dinucleotide phosphate, NADPH )% fL 155 T 11
W IRTEROS S 5 1 #0E S A 5P R PR o
B—T W&, B FxB(nuclear factor of
kappa B, NF-xB). 2245 {b 8 H ¥ (mitogen-
activated protein kinase, MAPK) . c-Jun%d &R i
fiff (c-Jun N-terminal kinase, JNK)%%Z 5% 1{5 5 i %
WS 5T RIEN Y, VF 2B MBI 5 RAE 1Y
S SR G, Bk B 2 A ST HGE T Prdx17E ¢
SiEAHOC 2R Ge i vh 10 T A T

2.1 Prdx1 5 Z ZHREM KR

Pl 28 G E S T AR A 28 2R G /DN IR B 40 i A
B0 I o 200 VTG Y e B 2, R R 48 R 9k
g Y B B AR, TERR BT MR AR T, A A
O e — R DR SR R SR T
TNF-«xBRYJH @IS, B — PR RE TS
B2 R MR TR IR b T A 22 R G R
i 0 K R o PrdxsTE P K 8 A0 IV RN A S 1 — 6 i
2 F Ge e P B AR AR FE T I AE d at :  95
P, Prdxs & 4 AE F R 1 S5 fih & Y, Prdxl
TEAN 22 3 G0 RRAE SR AG h AR A AR FE R, 7
E@@%mﬁfgifflﬁ{%(cerebral ischemia reperfusion
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injury, CIRI)FIfK Il (intracerebral hemorrhage,
ICH) ™, CIRIFHA™ Az iy 4 M 40 i At 58 M A it
G AR BT SR 00 A A 1) AR RE T A A P A B B
5 HA G 2k ARRE SN AR T A A Y R
TCH " A 4 i I 23 i 0 &4k & il 463 4 200
Liu: B0 /N B CTR IS A Y IF 5% % B . Prdx 1 £E CIRI
iR kK i, Prdx1 Ko/)NEUAT BHIBTTLR4/
NF-«Bfi5 518 I, 4% CIRI/) BB 40 B 8 T~ F 48
KR . EICHH, #ii4hPrdx1 45 TLR4/NE-xB
ARG T BE S A ICHE M2 RAEIAGP . R
M2, Prdx1{EAH—FPRNAZS G 1 (RNA-binding
proteins, RBPs) GBS I 4% 2 E , JF i 5 5 & IR
I TS IS U RNALS &, A5 T T M DG A mRNA )
FasE vk, dEmE A ICHE S BB 1. 7E ik M
JBE R B Hy I (subarachnoid hemorrhage, SAH)MHT,
Prdx1FlPrdx2 iy & 32 35 g 0% Ul 5 S Ak I 8 R 4%
N, BB EGEM A RGN hEERY, g bk,
Prdx1TEANFEBAL AR, S H5ARMIE T ERE,
o HAE M RGP VR, RS o B ) 2
Prdx1 1] fE 2 AR B 28 RAE IR YT HE A5

2.2 Prdx1 5K RFREEKR

RAEVER ZEEAL RGP 00, wd®
HHARGEEWR N EE WREZ—. W5 Hsa
fiE (irritable bowel syndrome, IBS)HI &K AE Mk
(inflammatory bowel disease, IBD)H kA A it [
B X, AHSIE L B AT A A AR JE R A
AR . IBD N7 P45 7 & (ulcerative colitis,
UC) 175 % B K (Crohn’s disease, CD) & &4
M9 (colorectal cancer, CRC) YRR Lt fift B A B
e FEERE R, SRRE B[R] BE AR i % A I
PO A . TEHAE R GE T IPE R L, Prdx1(¥)
ESIN G P L VAR AR @ SR 7L AL (92 R
L2 i AR A A A A T 1 R A P Horie
UG . WS IuC 5 ARG shIUCH L, W53
WUCHH A= R B E B 20 b Prdx1 (1) R IKBEH R
SE R JEE A 8 A0 HE A . 53 — TG T 1B S B AiF 5 )
P AR R R YL FUIBS (postinfectious IBS,
PI-IBS) FI € 15 AI1BS (diarrhea-predominant IBS,
IBS-D), L7 P Prdx1/K V-5 ©ATTHY A Ji i 2 i ™
AR R R E A, $RPrdx1 9 FKIkKF1E—
SERRRE L RERS N UCHIIBS I RAEFEE . NE-xBA[
VoA Fh e R BL R 38, J& RAE SO 1Y G HE A
U, FEHUCHE VI KA CRCHT, Prdx1 A HRK
FESW48040 il h A% NE-xB p6S/K - E i, [A]
A, 40 FiINE-xB p6S/KF i & MK, ik — 2

FE L. Sw4804H M Hh Prdx 12k 25 UM R IR
HEH F-a(tumor necrosis factor-a, TNE-a). 40
4% -1 (interleukin-18, IL-1B). IL-6FI#fLH F
CXCL1[chemokine (C-X-C motif) ligand 1, CXCL1]
(2235 0 E N, H e HE Wi Prdx 1 ] BESE i NF-xB
p6 S5 il BN i RAE L2, IR /RPrdx 2P0 4s
J JiE AR IR YT R o AN, FEPrdx X 0 43 1)
SO, Prdax LI Ik /0 A P R AT ARG B Y
b, ARG I B AN M 2 AE BN ARG RE, A
17T A 5 B R B L R, 5 — T
PR . Prdx IR R 545 M 2 T 3 (damage-
associated molecular patterns, DAMPs)ifll if NF-xB
15 5 30 [ S HC Al A A8 7 A A A A1 L PH F- (TNF-a
IL-1B. IL-6)Ki%E T RAE M kA, JndE S PENFH
i, (EWFSEE RS & T Prdx1 A] G838 i 410 il S A0 N
OO 3 8 B AR 4 VR

2.3 Prdx1 518 R % R IE KR

TE I 2 G0 5 0 ORRO I A R0, R E S
o R D I3 B P o X R Bl K (coronary
artery disease, CAD) KU A7 S 4 R . R
5 CAD Y & HE AL 25 VD AH 5, 78 At O JIE 9%
e, RIEW A HEE EEMAEN . TE S koK A AL
(atherosclerosis, AS)EHUAI R, RAFE [ 51 %F
TASKEJERGAA, B S5 i L T &
AR %% B2 JIG 2K M (oxidized low density lipoprotein,
oxLDL) & AL B i, Ktk WgoxLDL, &N
RANHE, dEim S EAS, ASEEH T A M, B
I A0 L A Prdx 1 3K KO Fe i Y B A RS R
N Prdx1 A REZS 5 T 0 I8 0% 1Y & R it 72 .
FEO ML BIR T, NE-E24H &K 72 (NF-E2-related
factor 2, Nrf2)s2—FfiE kK1, nlAHFiFEL4E
Pt RGBT B Z Nrf2 2RO L
AR RN e RE B R, Nrf2 B 3G BT LA RACE O JE
THRE, xbC JIE AN I A B A B R AR E ], TR
B R AEE 2% 00 ML 0 T A N B LA JRE £ A6
i, O LA Prdx 1 R IA KB B, Prdxl
ﬁﬁ?ﬁfl?ﬁNer/IﬂléI%ﬁﬂﬁ@ﬁl(heme oxygenase-1,
HO-1) 15 5 % 3 R WU Fe g 8 174 51 1.0 i R
i F1AEAE R 38T, AN, Prdx AT AR Dk 3 R AL
5 % A (extracorporeal membrane oxygenation,
ECMO) A 1Y O I AR o 2835 00 B 300 A e s
Y. BESEIR L. ECMO LRy M, R
Prdx1 I BT 5 42 B RAE S 25 A 1 & A TS R
MG IRZE )R A Ko FEASH, Prdx1 AJ BB 1 41 il 41
ML H,O, B, E T 52 Wi N K2 240 B RN B 05 440 i
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T S RE B M5 S i, R BITASHIEREY, 2
Jo B — TR I U S B I S B R R 3
J& . Prdx1 ] o 45 I H, O, 15 14 i Wik i 2 Ok 2 5
5 5% 240 6 g L [T 2P . #F ox LD LA P A 5 055 &4 i
. Prdx 1 BE AT LAVE S 40 04k 700 O 4 =5 4 B 1 77 0
F, XA LIAE Ap38 MAPKIELIE 5 N1, M4
M ga T SR TS, L E K, Prdx1ml
FE I 1 22 P g 48 A O I A5 B D R B AR AR
H2 HL BRI 0 75 2 F — 2 gT . A, It
FWFGE K 2 0 3 57 7% o ) A A b i L b F 5T
FE4y T LW S, o el 5L b R #) I PR
I, WHEMRK W BHEE.

2.4 prdx1 5FIR ARG RIEMSER

W R e —Fpas UL . 2 RN, E
BRETRE . XRE . W MEE . ROSEH
W% 5 38 i A FE B IR, AR A T 4
HPT AL RE Tk 2 & AR ARV B, Prdx 12 H Y
HER R o B R Ak s AT BG4 i 2
ZUTE N Y 45 b A 200 98 0 S I DA K 1L A8 e e 1) g
B AT AR5 2 AENTIR R G b, R AR S
RE YA, il %’U@Hﬂﬁﬁ’fﬁ(acute lung
injury, ALI)SCJET b 48 0E S oy 16 4 Il 4 3 375 P
RO LA A, o BevE 27 i A 2 — i M A
PG . A MBI ERY: Prdx1Z 5 TALIF A4
K&, H AT Rk ok i ) AR IR Y . ALDE
H1 22 Fh A 3 B0 il P 45 1, R e ML i R 52
TERE, B ARVEANM . A0 A TR A B AR
F U] 19 2R 8 2R 45 S UM N B AN S b B AR o
040 M A2 BRI © ) iZ A A . FEALTR B AL
W, Prdx1id Z AL T NF-xB p6sHiZ S A7, dE
BamAgE R AN FIL-6 . IL-8FITNE-affj ik, i
Prdx1 B W 2 S8R TS, FBE, B4R
(ozone, O,)i5 T W Mli&8 R AE L UEBH T X FRHVEH .
Prdx 2 SR X A0 B 5 S 1 40 405 A — 2 1 DR 4
H AR IR 2 T 1L -6 A 0P A 40 i ks Ak P T
(keratinocyte chemoattractant, KC)% R4 A9
Tk, RHFRAER KA. AR, LvaEIXALL
KBS R (G BFF 5% & BE : Prdx1 Ko/IN R AT 3 5 384 i
ROS/KF-, FFHIE P38/ JNKAF 5 8 e oA 434 o i 4
Yio AWFFEENN . Prdx1 AT BEE i A 57 il i L iz
L S R M, R K, DT R i 2H 2R
PR o AR, TE 1R 25 3K 5 5 1 il 948 % E AN
i eF dedbrh, WF5E# DIE B Prdx 1B T ROS K-
AIMIFTE P, A8 B il 50 28 A F1 21 4 Ak vt 4 o 8
HAE ] o Prdx 1 B8 9% 38 i Bt AL AR F6 IS T4

B A AE2(T helper cell 2, Th2) 43 A2 ik <l &
i B AR S, £8 TR, Prdx1EMEI R 4
rp AR T B R 98 RE S R 9 3 AR XU AR, AT RE ER
AN TR 75 5 70 A0 AR R A Py 7 A ) A — 2 N 7R TR
A K, Prdx15ik R R 2 ] () EARVE FHALHI 55
it —25 B

3 Prdx1 SRR RFZENXR

G AN L RO E Y SRR . 5
A P B 82 200 i B2 07 114 Jmy P 5 4 B 2H 21 SR E SO
JB T RAEA— R, JRE R Y W A, ™
RN PR S P e L G X TN P 7= 2
RFE, WA A B SE RV LR AR o i
FEAE SR T SR 5 R /Y, 23 XEHLAA P A= A H)
PR 5 ] ﬁﬂz‘ﬂﬂ?ﬁéﬁﬁiﬁ(hepatitis B virus, HBV)
SR B 28 B 18 T IR 1 B RS, A
R FTENURSRDUAN T . 0 25 18R e FFS 3 48 E S
AR A EZEEM, Prdx1 ] 5 40 K
BEAHOC A EVAH BAE I R AR . FELPSTE 3 Y
JEYL MR /N RAE R He PR B : Prdx17E/K
SLJE 6 hN ] BB o T A AR I R AE , T7E
12 hJi5 PR IR 58 20 M DR 7K 7 b 3 3 v, R T A
PEAE , N SRR s R BE T AE BRI B
T {7 3] %9 BK 78 (heat-killed Staphylococcus aureus,
HKSA) 53 B PR e b A 5 R R By & B AR
BTEARNE, Prdxl Ko/ L4 K 1 19 7= 4=
FUTE 200 J Y 0 T S g, DT 5 AR H R Y AR S 4
fi, JRACHEE E, HoRPrdx1 v GEXFHKSAYE T 11
JE YRR 5 A7 A R RIS, Prdx 8 B Y IR
TP VR HIRILA i A R B, AR T T e s
R AN [ 5 S W i AR N TR B9 A . HBVSE e —
A AR 0 B AR R, FRE B R AR R L
PR . Deng® % 8. Prdx1/EZ PR EEXE M
(HBV X protein, HBx)M%5 & H, Prdx17] 5HBV
FRRNAMBEAE N, fedt R, XHBVE
FEAESETTER, X AT RE M Prdx 1 7E HB VIR YL 1 1
TR AL VR AR AU LR . Prdx1 7RISy
PEpE Al BEid & 5 HAE L R4 4 8E 2 58
[] {05530 B iy A FEAE I, X AT i — 2 e

4 4515
Prdx 12— Rl HAT Z M A Y22 DI BE R 3 H

8 3k HC O S A T A e B B IR 9 R T AR Y
DR, TESAE R T R OCHEAE T, AT X AN [R]
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FR G0 25 T 9 A A S A P 7 LB 48 0 sl 9 o A
(1) o Prdx17E 4 M N AE A ST A AL BT TS E 2
AR HGE , A0 AME S 58 AE 4 5 5 F

FLILAUG IR, I HX B 17 5 50 AL T 1k
TR BA MM EWPrdx15 5 T RAEH PR
o, i ) BAR AL AT G 2 — 22

TR Pits
g
Ao AT HH & mRNA ling
S TLR4/NF-xBi ‘
“HHM

FasEfE A AL R T~ A A ik ok

U IREESAN
B/ L P B A R R Tk

BOE N2 /HO- Ll

| mmEp.0B

| 0iblp38 MAPK . INKIOHRIL R

Jitis

| FEAIKROSZK - FIMIE i 14 }7

S TG

| SHBVHTERNARIECIEH, Gt e

B 1 Prdx1 5 RIEE X RG KR Z BB X R

JiF
i 1 DAMPsiF 3 5 iE

Jii s
PEHENE-kBI % S0

JEHFIL-6 HIKCHYF Ik

Figure 1 Overview of the relationship between Prdx1 and inflammation-related systemic diseases
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