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Research progress of peroxiredoxin and acute
myeloid leukemia
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Abstract Peroxiredoxin (Prdx) was a protein family of antioxidant enzymes discovered in recent year. Prdx would interfere
with the proliferation, apoptosis and differentiation of leukemia cells through regulating the level of reactive
oxygen species (ROS) in cells and related signaling pathways. At present studies find that some subtypes of Prdx
are associated with acute myeloid leukemia and their functions were also different in the mechanism. Future
researches need to be further clarified the specific mechanism of different Prdx subtypes in the pathogenesis of
leukemia and their clinical significance, which may provide new targets for leukemia treatment.
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JL AT 999% 4 S AL T BV B, FE IR S LA
A AN B B L I S — 2 3 L T A
P sERE B, F A AL 7 K A 3G i 2R 4
rAekEdG . W ZAF 2 AT, ROS Myt AL G
SEAHEHEEMHFEISEER. BarwrrE
SPrdxg H LRI A A . K J Bt 25 HLARIAR G , A
o Prdx ] BE S F LG A P77 AP AT HE Ao

1 Prdx &1 5 ThEE

PrdxJ@ T S B A PR o A A i K
H BT RE 2T R Al i ok A Ak, s A A
A (H,0,) . AWLAS ALY A s, 7554
A R 38 3k AR v K A R B A L B 5 H At i
AALEE (G AL =B . A B H IS S A g . $t
i 2 o8 S A P i 5 ) AR R AR 2, Prdx B 45 51 1Y
DR, ANGE I b2 R AR 3 (Cys) E AT 4L
YEH o PrdxfEALIG PR G S KD IR 1) ik A b
Ny 2) 50l 3)HIEM; 4)F AL B, ) .
A, AFE A Prdx VR H G M A & A 14~ 81
2 Cys, Mg HHA RFEAIIEET . K5 &
HCysWEH, nlprrdxi KA. —KGHE
Prdx1~5, HGEMEHA & A 24 Cys(2-Cys), HHl
A Cys i # 8 AE KB R , 5 05— Cys4i 6 E
WAy, Z 05 W A R R R AT — A
EALTEIR ; 55 —RALE A 11 Cys(1-Cys), HH T
SR A e RS 5 A S Ak S 0, Prdx6 2 M
— & T I F e 51

Prdx/& H A B — 25l B LT X, B8 8
AERTHALEANTSER, HEOHAEA7
ABITE K s A alB e PrdxfE 1K 160~2200 4 K
fREEFH, HodCys MARSFE5H . Prdxi H &5k
b Ho AR T P LA R PR R U Prdxa B
BA2FE AR, 45497 S (fully folded,
FF) #3847 % (locally unfolded, LU). #f5x!
NN . FEM G248 Prdx 136 PEHF AL 5 5 —Fh i 41
YIRS G WARES, A T I A R A LB
PR Prdx By LUK S 2 48 Prdx 25 A 5 1§
Prdx B 2Z [B] () — R IV 50 A8 4k, HEEARRRIE &S
W25 G TG PRI A 25 R B K, IR ST Cyst DA
TR ITRENS S EELE G N sk . 73Sk, Prdx
B E PRGN E BRItk ARIAIBA — R
&, Bl ARIBEL R RS FJE SRR S5 HY . Prdx
U BB 1168 20 45 74 1 g 0 e Rl R B AR OR R
HA RS, Tk — 20 T fPrdxDhiE 5 HE WS
ALY AR S

2 Prdx 5 B IN%%

2.1 ROS. MEANXEBEBMFEHXER

F L S 7 A TN S A B A O I AR AL
DR o AR A L A R R A AR AR K, H
1RSI WS BN E o R LN S = NG A S W (R )
oAt R e B By, DUIsIR R g Aol
PRI A R A 5 0 L A0 T e AR B, LA
MESOR AN o 3, RN . Sk E Mk
N3k 2 M8 &R A LA (acute myeloid leukemia,
AML) Fl 2 PE I T 48 i 1 175 (acute lymphoblastic
leukemia, ALL). 4K, HrifEfbyy Jr €00 B 42 &
T R AT ER N A2 R T 25 4
AATHAR JE TP IR B PR . A BRI A
ROSHYFER K2 TIE W A0, HALH] 5 e k40
FRE A . FEHUIE TR I 2 A OC T o,
SR M AR RO S /K- 18 o ) FE AL B S
ity 208 S G PERY AR o — T3 i, A A il AR A
o B PE RN AT R PR A A N ROSIKAF-, AT E
ML T 25 79 A5 55— T T, TSR A e A 40 ) AT
FEAM A ROS/AK BT, 1 2 1 AR
ZLIGTE AN B AR EYE . 3 4h, ROSH]SI IE
WA AR R, B F BIROS R HEy i i 4 i
(hematopoietic stem cell, HSC) [ [ F& 5 B A1y 5
AU MER B M A, HSCIFIR Y A4 Fisy
b, MROSIKFWEEZ I H 5 AN, ROS/KF-HE
IO LR P HS CRAD AR HE A gy
UL, B X S A RSO 5 20 1 R 3R T AT O 2
A L9 A6 7 A A A U A R B ) A B

2.2 Prdx ERMBERAMBHHIEH

ERE, 2k e g s 2 W, H
I DLAMLIY &6 F e m . H BRI oe & B Prdx ) £
AR5 AMLAH G, HH 3R 5K KT K D e 5 A AH
A5 ®F59E B HIE 92 Prdx 1 JLF- 78 BT AF AMLAE B A iy
ik, H¥EYLIAMLAMIMEB1647 2B X 4,
WS4 T4 i &K (Sulforaphane, —f2k H 4L
BF 5% 52 1) 5 6 IR R % 1 A3 ) FT Al Prdx 1 A
ik, HEMIREAIRAMLAN L A AFBE 1 . AMLTIE A
K 5Prdx2 iR A 05" R P 51
ARUESEAMLAN i th Prdx2 5L H S 8+ X H3HEH &
FEfE Bl 2 T, I H5 HmRNAFE AL LA
Ko A 2H LLAML/N R AR IR BI T SRR X 42
UE S 25 7 15 2 1 5 77 RIS 40 M9 P RO S 7K F- K2 41 4l
AMLAH IG5, H FiAPrdx2 ik AKE, B4h,
2 R T 45 AML B 3 440 i B X6 IE SR
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L microRNARY ik 2L, iEimiR-26a-5p$ﬂ
miR-23b-3p/EAML IR K, HALSL P Prdx3,
AN AT fE S 3 B Prdx37E AML 6 354 i 1 T AE AL
W, A 2 PO B Prdxa 5 AML 22 [A] B AH 6
UESEAML 1 Prdx4 (9 22 35 K7 W i B A%, AL
A RE 55 Prdx4 B P 7 sk ik 7 v 2 B 1 o6 2 PR o B T
FACEM R H A OC, (B 5 Prdx4 &P E )+ X HT 2
L TEH o PrdxSHe I FEAMP 3 0 2 35 B g BRAIR
2 A F S PP IE 52 Prdx6 fE AML 22 25 T 25
HEREA M R RS HIAT L, Prdx AN [R) AR
AML & A= () BLARAE HIBL I B2 H i PR 3 SCAT 5 2k
—

Prdxji 5E K 58 28 75 & I 1 Q8 4+,
BLHI 5 100 40 B 0 TS T M o A A AR OG , JF
HA RN IR IR 7 AR 0 2 =k
AL S M B4R 0 I I (acute promyelocytic
leukemia, APL)?H}E@%’HC*WEJT:O APLE IR AINB4
YL P Prdx3 F 65, AL IR B B R I Prdx3
B2 AT mRNAKF, I 0] i S 40 M & A= PR T 5
MY Prdx3 3 Ak iF, =44k — 35 S 0 40 i 0
ZEME, FERPrdx3 &5 S APLAN M IR T 19 T
A0 B AN, adenanthin (M A& B I H 4R B AG XYL
i A G W) T S APLAN M x4k, HHLHI N B
FVE T Prdx 1 FIPrdx2 I PR 5F 21 e R 5k 3L, id
ok 1 ) JH ok A A T 3 PR T A A PN HL, O, Yk BB 1Y
B AF SR AP LD BB R )RR I 2
adenanthin A] % T APLAH Jfd 53 fb S 98 K /N AR A7 15
] o 5 —IWURF 5 Ml R R I 52 2R FH Prdx 140 il 57 H7
A4 = 4 i N ROS/K -, I {2 i APL 2 i 431k .
1,25- R 4EA: D 30— Fl A A5 1 I 40 i 43 Ak
PG, (H I 0 R AT kA L . A g
Wit T 1,25- #3244 Z D38k & adenanthin YT AL,
UE S adenanthin A] 38 i P8 44 Prdx 1 M Prdx2 1 14 1fif B
WS, 25- TR e ED3E T IINB4Z ML 41k
AL AT O, T Prdx 1 ATPrdx2 8 5375 S 14 L5 20
AR — P TE A RORIT ik

3 %iE

Bl S 2 B R R, I AR T IS T I
WA, (2800 A R &k B3R YT R WO At
T-o PrdxjEiE 472k & B — 4 bt A AL B 2R 1 0%,
JE P 1 40 A P 0o SR TR vk B R S F, T aE
R 45 20 B P RO STK S Ko AH 6 4 it {7 5 S i %
SO 7 S | B L RO N 173 AR
HAl, PrdxfIZ A WAl SAMLE A MK, HIEE

WAIRAHIE, If HHFRIKFH W MmicroRNA, #
WL A5 2 R WL 72—, FROTDAR T 2
i — 20 [ W] Prdx AN [ RS AE I A A o & S i 72
g B I PL S Fele PR S S5 — T, ]
B X5 PrdxAS [A] 37 78 () S5 #4470 L2 52 W Prdx i
PERYSCHE R, 8 ) BT X PrdxcAS [A] 373 1) 4 5
PEFGR L DI L 36 7 2 A 14 J7 vk
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