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Abstract

Neutrophil extracellular traps (NETs) are special networks composed of DNA chromatin and various
granular proteins that neutrophils release extracellularly in response to stimuli such as viruses, bacteria,
immune complexes, and cytokines. As an important component of the innate immune extracellular
defense system, NETs play a crucial role. Under normal circumstances, NETs mediate antimicrobial
activity and pathogen clearance, thereby maintaining the body's protection against external threats.
However, excessive or dysfunctional NETs can further amplify inflammatory responses and contribute to
the occurrence and development of various diseases. The formation of NETs is closely associated with

autoimmune diseases, diabetes, cardiovascular diseases, cancer, and more. In this review, the authors
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provide an overview of the role of NETs formation in regulating the occurrence and development of

colorectal cancer (CRC). The review discusses the mechanisms by which NETs formation promotes

malignant biological behaviors in CRC, including proliferation, epithelial-mesenchymal transition,

angiogenesis, immune evasion, and tumor-related thrombosis. Furthermore, the review discusses the

clinical prospects of NETs formation as a biomarker and potential therapeutic target for CRC.
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Hh MR A AR Ay [ A S g v e R £ 9 A
Wl 2z —, TR 2 ML SR A A 5L AR W Y 5 —
Bij £k, AT A A g K BURL AR A S BT I
M HEAT S BE B AE L A% IO R . e Ak, TR ALY
Hh P KL 20 i 3 T [6] i A R T — ol i 2R B9 DNA 4
0,5 0 22 b OB 25 1A Bl IR S A, B R R
LA A L A 3% 4 M (neutrophil extracellular traps ,
NETs ), A4 350 J5L Gl A8 9 0T 43 0 40 T 2 11 0 Rk
Ko, o —Fofe KA Gy L A0 B AL, A 2 3R
I B NETs A fF — 20 G RAE SO o 3T 4F Ok B Uk 5
NETs 5 A B e tE i . IR . O I35 B
I 0E 55 22 b A R PR B 1 R AR R R DR G
K ) YRR R b B A SR R W], NETs B %
525 H 9 (colorectal cancer, CRC) i MFE 4 .
255 5 CRC 1Y NETs AHOC B 5E dF R i 174538, BT
N B A CRC %2 B J i 7 B (H B 41

1 NETsBYEAGH K AL

1996 4, Takei 55" 55 ¥R % B i P4 KL 48 0 7
I BE  (phorbol myristate acetate, PMA) A H i T,
B O3 A SR R, A TR R A L I 2 A5 AR R 114 SE
- A5 ML . Bfi 5 Brinkmann 2575 i F — 25 19 56
TE R 3 R AN [6] 5 40 8 T AR B 0 R B R e
A AE T 7 e XA NETs, NETs i 25 AL A e 5
JBiDNA N E 4R, Hh 2 iEvteEn, miEd
EH., HEUEAMG (cathepsin G, CG) . R A
20 5P 25 1 ¥ (neutrophil elastase, NE) . J& i 4r
JE B9 (matrix metalloproteinase 9, MMP-9) | B
ALY EE (myeloperoxidase, MPO) . BFfHIZE . #i
PR IR LL-37 45 30 22 Fh e 1 R, AT LT 5 o Rt (A
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W AR BR TR SOV R RO B . TR
PR B AR T, NETs 230 0 — Fl il 45 1)
LR, B EAR 2N 15~17 nm BYF 3 A9 4% 4L 4
ot £ 4k F1 B AR R 25~50 nm A ERIE 45 K4 R 4

HhH R 2 i 2 NETSs 1) 32 72 94 FR 24 NETosis
ik A2 ) Z2 B g% AL YR Y, AT e 2 Ol
WO PR, MR RE . LA L 0T SR A
Ay R EY . AN A EAE T, W
K1 7R, NETosis 24 PIFIE B X 4 M0
fift P NETs FI% ¥ NETs, i # i f2 &R H0, — )
T2 2~6 h, HAKR Ry R 20 M A A7 ) PMA 55 R E
AL RO, SO AR A S R ALK
TG JF38 13 PKC/Raf-MERK-ERK {5 5 3 [ 1 1£ 41 4
Pk Jie B WEE S T B% 1T B2 W% B2 (nicotinamide adenine
dinucleotide phosphate , NADPH) EALEER, M5l
ﬁfu':l‘écwfk (reactive oxygen species , ROS) E"J%%ﬁim,
Wt 3K A 11 NE R MPO #5328 AR, R fif 24028 11 JF:
fedEge (O B R uedi o S oh, I AL A0 IR E kR 2 R
i V. %4 i 4 (peptidyl arginine deaminase 4, PAD4)
X AR R B B S B MER L A S EE H3
JRE R AL, Wl 2H 85 1 5 DNA Z [H] (9 e 51 1,
P PR TR R, MR YRR AN E
JBNETs o J5 2 3CFR O i PR U NETS, NETs ol &
P, — i HUFE R 5~60 min, AS{K#i NADPH %A 1k
Wi B2 175 5 77 A2 19 ROS, {H 55 2 Toll #: 52 {4 (Toll-
like receptor, TLR) BIAMAR 32 42 X6 A 56 3 G 1 T i
TR, T RE B TS Y PADA il & 41 B K A R
b, Bl g (5% 5, WAL Y G (4 5 DNA DL
U0 2 00 5 SUHE T M AL, i R v 40 i A% A 4 i
JREOR A 58 B, rb PR A0 A O ) R A L #a
SEINREXI AR AZ R
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Figure 1

NADPH A fL 51 ROS B, ¥ PADA A A HE A NAMR I, FEUOEME; ROS K LI T MK N Eﬁ NE %n
MPO MHMII iz AR, UIKIHER, SBE O LMEE, RInEER, HRg ORI S48 ) ;
RANETs (b PR L 20 M B0 Js R B DAMP 35 5, 5 TLR2/4 SZARBUMASZ AR AR &, AT NADPH %—H’JCE%
Yy, BHESMGE PADA B Y G FTAR R, 1l R b B AR S AN RS IR, LB A Y 5 5T DNA DL Y 2 1 7 sCHE Y
Jf15h)

NETs formation and mechanisms A: Suicidal NETs (When neutrophils are stimulated by factors such as PMA, IL-8,
they activate NADPH oxidase, leading to the release of ROS. This activation induces PAD4 to catalyze histone
citrullination, resulting in chromatin decondensation. Elevated ROS levels facilitate the translocation of NE and MPO from
the cytoplasm to the nucleus, where they cleave histones, leading to further decondensation of chromatin. Eventually, the
nuclear membrane ruptures, releasing decondensed chromatin into the extracellular space); B: Vital NETs (Neutrophils,
when activated by pathogens or DAMPs, bind to TLR2/4 receptors or complement receptors. This process does not rely on
the NADPH oxidase complex and directly activates PAD4, leading to chromatin decondensation. No disruption of the

nuclear or cell membrane occurs during this process. Encapsulated chromatin DNA is expelled from the cell through vesicle

budding)
2 NETsZ5CRCHMIAX4E%E AR HE & B CRC % 1 P9 NETs /K-t 5 5 35 1
FhiEr, H NETs KF 5 Mg & & B AR5 I KA &
CRC 72 — K & fa B g, B4 290 190 J7 8 AR IEM OE . Yazdani 25X} 27 i) CRC BF % #% HB &
Ziﬁfﬁﬂ%uﬁa;%ﬁ%%tﬁ{ﬁﬂ, JERBEAEA L AT 41800 B2 W oY K B AR 4 40 b b kL 40 i A
FET-MSE ZRIEHEY, B SE LK. MBS NETs KF W F#m, HIN&RILAHEAS3

PE. R HATTE CRC A2 34 7 1 B A 8k =0k,
0 FL2 8 4 B AR T B G BE TR T I I PR R R
SR A L —F 0 CRC R EF A S MM E & o %
%, WM 5 AR AR A AR AU 1495, i —
AT R CRCOEALHLE, & 48 550 A I e iR T
B 5 g2 H AR A A O Y In) L 3 AR OR BIF 9 R R
NETs 765 . Mo JF . ZUAR . B0 AR 55 2 Al % b s
S IR0 HNETs S R R 5 R o R
A TEH UM, REMFRL RN, NETs &
HA 4y T i RAR R UE CRC 9 & A R &
2013 4, Berger-Achituv S R AE I SC IR R
K I % B NETs, I % P NETs 78 98 20 28 v w5 5k
HEHBEM ARG A K, Yang 0 1 5 fil

© WA )3 of [ FF I F A EPTA

(citrullinated histone 3, CitH3) £ MPO DNA 7K 3t
2T, i NETs 5 20 43 (9 T L ik 52
AR E UG A RAHE . BRIZ A, Mok 4 i K&
HCNETs 76 Mg 20 210 F 1 %5 12 A0 A W A7 7 1 2 22
5, Arelaki S0 A1 10 4] CRC AR (1 Ji 78 2H 41 A0
Ik L0 &8 2 B 21 41 B NETSs i MRS o0 3150 2
HL B WD, 3 S T R e A 5] R I B
3 ] R 2H 20 AR RE B R, T S AR IR TR
DI W e #E$E f — @ R . NETs 7T 2 5 Jifog o
T4 B ROV (]IS b R AN A R iR A OC 0B B
(tumor microenvironment, TME) 0] DL i £ #f )5
A NETs (98 i . 76 CRC AL URIBRIE . 36 4 1k
KSR T AR A, R B 3k R Gk 2 R
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%% (polyphosphate , polyP) FI CD68* [ AL K 4 Jifd A1l
NETs fJJE B, polyP 3= %L il M /MR BE L, 7 A R
i SN AR E AR R 8, T AEAS BIF 5 v 3R 3k CD68”
B4 TS K 40 B T LA 3 2 polyP 55 A o4 R 4 Jfd & A= AH B
YERS, #ETTT5S NETs 8977 A1 55 80, i Jg 40 g
IR AL 7 A K A AL R T IL-8 155 & NETs 19 JE 18 F
fie JE 988 AE By U M, H b oXCoi fe BT 2 4R
(CXC chemokine receptor, CXCR) 2 HIE R
1 HZ AP, FE CRC Y AN [R] B B rp s U %€ 3] i
Wi 1L-8 & CXCR2 1y 3 35 7K F B 4% 1E 4 21 W 3% Tt
s S AT IR B PR R 18 O B AN Lk R IR
5¢, IL-8 5 v ok 46 B A CXCR2 A &S &, il i
B0 Sre. p38 M ERK {5 5 3 % 1fij fill 3 NETs A9 7=
A Shang 257 % Bl CRC H 58 A% (1) 2508 2 ) KRAS
IS Ao A DA A N LR B 2 ep ok A, R Tk
IL-8 (Y L3R M 51 NETs B9 il Mok, Wang 5
TE 2 I8 Z M (lipopolysaccharide, LPS) Hl # 5 1Y
CRC /N FUBE AL th % B, CRC 48 g 7] 3 o Toll £ %
14 9 (Toll-like receptor 9, TLR9) Fil 22 %1 J5i 1% 1k 25
1 1 il (mitogen-activated protein kinase, MAPK) 15
53 A NETs BE . LA ERTIL, NETs 78 CRC
tE ik, H CRC i A K H 30 58 vl i 2 i
#9875 NETs i T8 1

Yazdani 55 "HIE 523 £6 (9 CRC 41 JfL BE % & 45
i # k 4 F X (damage associated molecular
pattern, DAMP) 2 [, A K o M 40 i 35 4 2
TME 3355 5 NETs JE i, NETs W ] 3 o 44 5 26 ki
R A A R, Nk CRC 41 A9 A= 4 R g, I
FAAHLE] 9 NETs 5 NE #0 % 240 i _E f) Toll #52
& 4 (Toll-like receptor 4, TLR4), i# 1 p38 1 B 5
5 BE HE AU OC Y e s LA I 7 PGC-T1a Y 36
IRHEI, R AR LR AR B AR A R, 8 N R
7 A T A0 R B AR A o e /N BB BL o B I NETs
FHE AT WLEE B CRC Y A Ko B2 B s 2% . Ik b,
A W52 % B NETs S U5 9 DNA 1] 55 1 30 I Ak 2%
K7W Z AR RAGE AHES 5, 8 3ok T T e A2 R 4
i 25 2 A0 JBOE iR I, A 2 IR A e Y A A
H4%H . Albrengues %5214 & BLALIAK & 5 R S5 5 7
Az 8 NETs AT 300 OR B 300 00 LR e 40 L, felf LA
G IR IT LR 4 58 . BF 58 N 5% e /DN BLUFL 98 ) % T
i 98 2 Y v 3 sk R B PADA T 410 ) NETs B 805
2 g A A R B B BRI, LA BRI, NETs
(77 A 5 g 0 A R R B DDA G, BRIt =z A,
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NETs 7R A] 38 i 6 F5 98 25 088 4010 (circulating tumor
cell, CTC). {238 . e e AR 2t Sy
G RINIEE G CRC B B ALY 1L,

X CRC B AH LA Gy e (0 R, i
iR A 2 B B bk L 45 vh X9 A7 £E NETS' . Yang
G KT I® CRC 2B R AR, HIE KM m
NETs /KF-Jf B A7 3% 22 5%, i 4 xF CRC i AT 5%
% kb R D A0 S 2H 2% L R B, BE RS R
Jif 98 v i) NETs 50 B 5205 7 5t & Ve AT g, R W)
NETs 5 CRC [ & T 56 8% (19 A AR % UIH G, NETs
RE 7E BIVRE 76 7% 1 B2 4% B v 4 T R A A 1T LA
iR 7 % 1) & A . #E CRC {2 B B NETs 1]
AR CTC, Il 285 B F it 0 P JUE 25 R 7 38 6 B T
e e %, 3l i 2 MRS it T AR S0 NETs 1898
B, TR R RS BE I B T e, RS m)
1R Y7 NETs il A7 &% FR il i 98 5% % . IFIE 2 CRC R A=
R EEMESEE, Bl T AR DRI R AT
JE CRC 7% %% % A 2 H W] RE AR 15 K 01 A A7 i —
WY I, H B E N S TE R E R R
Tohme 554z 18 JT U Bi A Al B 25 5 20 240 i i
% ., M CTC/KF-ThiE, 534, TARBETT ST
U A AL R L P VR 0, NETs 78 1P N R T
B, NETs i 33 i 58 CTC 14 5 B R 1 o A2 #E i 7 20
Mom BE B, M B A OB R BRI
(deoxyribonuclease 1, DNase 1) % PAD4 I il 77 $1 ]
NETs (T8 1T A7 2008 2% X — e, ik — 20 7E 1A 4b
W 58 v 4 B NETs 2 38 4 B e i 2 2 % 2 1 Bl
(high mobility group protein B1, HMGB1 ), M 1M {6
I 40 M b B9 TLRO {5 5 J8 8% A& 4 A 98 R .
Carroll 55 IE B CRC A J5 A 56 1 42 B P 98 9 2 B
oy e 7 A W] S OB NETs 1 34 i g 2 & 1 K
Ko 53 8h Rayes 550" & BLAE AE 58 0 ARG AF AL T,
JE 2 P B CRC 20 gt T 75 %2 NETs Hff 31 CTC I
U WA B o o B U 3 WY A0 M A 9 T A
W (extracellular regulated protein kinases, ERK)
J& NETs i & CRC 40 Ml i #% 9 8 20 0 55 [ 7,
NETosis i 2 B¢ B NE 3 20 0% ERK & 45 0258
F L A/ BB AL eb feft FH 78 4 ok W) A 410 il NE 7T 2K
/D CRC R AEIIE L. Rayes %553 % B NETs | (1)
I IR T S5 20 O 5 BfF 43 F 1 (carcino-embryonic antigen
related cellular adhesion molecule 1, CEACAM1) /&
I3 CRC 40 il 5 NETs A B AF ] 19 & Z 250 7,
JEAE/IN B CRC 40 5 1 JUE 7% 266 B b e G S8 1
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Ak, NETs 3E B AL 2k CTC, 1 J2& 1T 58 5 % 40
JfL T SE AN A TR RS S, HX R A
A X T NETs fe f CRCH # 2 CH %, Yang 5575
if B 5E R B AN MO 3RO AE AE — B B OB R A
CCDC25, W] 74 & 8% NETs DNA 318 i CCDC25 fifl
SN EY AA21-25 [X 8 5 NETs DNA 4 vk as &, ok
i fih % ILK- B -parvin-RAC1-CDC42 2% B¢ 2 I , DA%
S CRC M2 40 M ) B 2R & HE A a2 4%, B,
#117) CCDC25 Ay 500 98 F 2 B8 4 L TR 97 SR s

I M - 1] Bt %% 1t (epithelial to mesenchymal
transition, EMT) & I F7 21 it 31 I8 i) X 4 i Jed 40 it
WATTES IR ERE I W EZ Y e R, o it
FE59 % B NETs &b B CRC 20 g 7] 75 S 16 i 22 4R
SR 4 P AR A EMT A, IR AT g E) bk
20 9 B 25 9 cytokeratins Fl E-cadherin Sl 2%, [8] 75 JiT
bR EWIIE R A . SF#EE A . ZEBL Ml Slug 1Y
Feik B, PRI BB NETs #0315 T CRC 41 il i) EMT
R, JET AR UE CRC AN A LA o I A A A
A PR 5 B A e B8 ) O B AL BRI L 25 S5
1M NETs [ CG. MMP-9 %5 2 Ff 5 43 1l 340006 145
oA K ¥ (vascular endothelial growth factor,
VEGF) =38 i 7= A4 T1-8 | TL-6 45 T 2% H] 8 ok 9 45
i 92 28 00 A A T, SR IR 1 B A e R AR A
FEE MM, BRULZ A, b g i A L B o R I
SR WT 2 B G 8 R G0 0 WE A T, I e bR A
JiL 2 A A 3 b 3 [R) A 2 IR A R A RS R T Y O
G, WF 52 & B NETs 78 TME w2 A5 % 5 30 4l /E
FH . AT HE T 20 M5 1 40 A I 0% 5195 T 48 A A
21 it 55 A B8 M 40 M . NETs 18 1T 40 32 i 8 41 i
E Ay B 335 200 i 0 ] FR1 L 400 it 2 ] 1 B B, R
HAZ CDS T A1 A R A& 405 (natural killer, NK)
20 A 5 7 A0 M A

3 NETs%&5 CRC#HHX MM AL

i 6 R OGP I A TR B iR AR A R
FEAC TR AY, ALYCT IR A B, g2 M R
FiJS A R DG . R R OGP I A FE R A DK
1 14 ¥ 2 (venous thromboembolism, VTE) F13f fik
MLAE#2 %€ (arterial thromboembolism, ATE), . Hi%
PE Bl R 9 VTE 2 A 0 3% 5 HE 9 9 A507,
CROC B 77 5T 2 A0 o DK ol A 1) o i AR, SR H:
WL ATSAS VG b o BIF 5T & B0 NETs AT LLGE i 2
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R AR T I R AR LA PN AR IR A LA K il A
B — 5, NETsE R Ko FREAY, HM
RS BRZE R ] Sy i /N B B £ A B 2 B R DT AR
PRt B4R E Ao 53—, NETs 1% NE I
CG 55 B 43 AT TG PN VR 95 1 2k 428 a7 i 2 956 1 S
IR T B fR A S, NETs Al i 4iff £ A
S 1104 N e B E iy K (R | R ) | B 1
I I o Zhang 551X} 60 4] CRC f8 35 F1 20 44 fil Bl
AXFRE B, CRC 8 #  5) 7~ £ NETs, Jf 5 i i
dERA G, 2 PMA BIBS , NETs 3& n] &g 25 14 fin 3L
fiE BE I 3% £ (procoagulant activity, PCA), FIL N
U5 I B[] &4 6, R O R — 70 056 1ML 8 52 A 4 R 4T 4 2R
FI 0 2 3G, NETs A] 375 5 1l /s Al Fn N5 # Jhk Y
B 40 i (human umbilical vein endothelial cells,
HUVECs) & L M B g Bt 22 & ®m
(phosphatidylserine, PS) i gi Z& 8%, X F H A &t
T P 04 B F B i Dk R PN B T R R R, fif
FHEEL T 5 T B A 4l A AR T PCA
UEAh, 16 AR B I /N AR B BB S 5 NETs #9724, M
5 vt b A TR BRE BB R B . B R BRI R
T AR A A L /N R P R AN 22 ) ) B 2 S
., ULSCBEAE CRC @ EEIRE S E/E R . 1
15 Wil 75 X NETs Il R B 55 19 AN Wi R A, NETSs 1] B i
h B i CRCAH O IR T 18 1 — 1> 3 4 ki o

4 NETsZ CRCI&F B EER

NETs 7E CRC 71 /5 3¢ 35 % Hg i 19 & A48 F R i
AEEMEDEH, BRE A K NETs /£ CRC i
TE /9 A2 W) bs 10 0 RN YR T B0 A5 U 8 W B R E TR A
FEIIS o Zhang ZEHONF HAS [R] HE 1Y NETs 7K OF % 31
NETs Fb & IR TR CEA FiR K 16 & P 0JR 19-9 3 H
W E ., BLAh, 230 K BUS P4l IE B NETs /]
A Sy — 350k ST ik g8 A OGBS BT, NETs =
b 5 BAEFE (overall survival, 0S) HIILHE K4
7% (relapse-free survival, RFS) [ IR A M,
CitH3 8 NETs B9 4% 0 43, Bk Sy o2 F90 0 0 301 9
JiE B E VTE KU 15 AL 5 1 ¥ £ 32 B0 AT 2B 4
bR & P02 il — TR 5T R ) 22 HE A g 8Ok
2, % CitH3 5 H ok 40 i A5 92 ) CD15 Al MPO AH
WA, AT KM CRC A5 54K P& 9 NETs. Li
G B & T — P45 G CitH3 5 DNA (% 87 A NETs
AE IR L . RS AL . MERA BRI NETs XF T
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i 3 1 L O A RIS M R mE R L, 1
NETs {4 #0014 K An 4k, H NETs Al gt = FH 12
VT 4 — A 2 e R AL A R S I IR N R
A gt — LIk

P NETs J& B 1M 98 22 CRC 3 Jig J& H Hif CRC
16 YT U BV ) B BFSE 5 17 o DNase 12 — Ffif
LI b B % ol SUEE DNA B IR 45 5 v A% R P9 Vi
K 5% & B DNase 1 0] i 15 [ % NETs f9 DNA 5248
W IR H g5 py s vk, HE I 2 PO IR, BOR
52 PR 20 M 0% E R AR BT RERY, H AT DNase 1
E B FDA b v A T 48 M 47 4 b i 3R 7 e, |
DNase I 8 [ 092 WA 0 A0, EE TR B K&
ey, JlE IR N A 3z 2R . Xia 5507 & 338
i AAV A 5 19 DNase 1 5 R % 5 JF BE 7] A 2090 6l
CRC JH- % B /Iy RS Y v o P b7 448 i 14 32 1 R NETs
BT A, 3 AT 47 55 CD8YT 41 i I V4 5 [ A5 1 3 )7 7
988 IO 25 WL 5 5 P MR e e, A AU CRC I
%% . Zhang %38 DNase 136 7] 5 0558 K A5 2541
il 350 PD-1 36 A R FH 3 2 2k 5 T 8 0 58 A A4
J+ PD-1%F CRC WA ITRCR . B, %% NETs JE B
(AT — T 22 201 #0 0T BB AR FLVE E /Y CRC YR Y7 R
AU, PAD4 J& NETosis Y SC 8, 2 BH W NETs 5%
PHAE T B E R A H A UL PAD
F) 4,45 AN BT 30 1 00 46 390 Cl-amidine 1 AT 555 4 41 1 59
GSK-4841-51 - I 78 AH I i IR AT 7% i WF 52 vh ¢ 30 1y
R B PAD4 S5 PRUAR L9 0 b g %500z o e Ak, 3l ik
I Nel? | ROSY | NO/NOS' ™25 Jt [ 5§ 4 1 76 15 %6
AT NETs B o B %5 45 28 80 17] NETs 245 %) i) BF 55
IEFEW K AN ZE B FF I, AR Lk Ak 2 B h E
BEWMEMER S ERETILEAR3-&E TIRAR
EGCG) 1] il i I 4%
STAT3/CXCLS {5 *5 i % #1l il NETs 9 i, 2F ifif 47
i CRC {528 517 . Zhu 25104 B 25 ¥ 2 0] 58 3o
T ¥ MEK/ERK 15 “5- 38 % 410 il NETs 1M 22 fif JH- 1 Sk ifn
FRYEVEWGG, ¥ 355 K 5 DNase | BE A& F v A 2L
BT 25T 3L . Zeng SE 1V 5T 3 W 1L 4% 1 o
521 ROS-PAD4 & 422 U ] 41 i NETs 3k 20 b 98 14 %
. AN, NETs M€ CEACAMI % 41 i 2 1 (1)
5 55 76 11 CCDC25 1 g CRC i3 75 7% v 16 iR 7 40
B, A A B ok —Fh AT P T I

(epigallocatechin-3-gallate ,

© WA )3 of [ FF I F A EPTA

FEAH S I R 3 56 o W B DNase 185 PAD4 417 |
FIZE258), BEWS A SCBH 1k NETs (19 1 57k i 310 1 5
AR, BB [ 0 NETs 4 228 CRC () B iR
FVEE A 25 42 18T 09 U s 6 . NETs /E b g%
RGN — 4y, 0 NETs (9 [7] 55 15 588 4 41 25 0 OF
WHAERIIAE. FT b, MR NETs If K -5 5 5 A
FE A FFIT RIRA WS .

AR PR FRARE LA EF R,

AVEHTUAR B I . 5T AR FROIR 51 0 UK TR
BB A R RS AR E R R T LT BARE
P ARE | EARAL T ORI T B A
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