5536 %% 45 18 1] FEMRKEFHRE Vol. 36 No.18
2026 4-9 H China Journal of Modern Medicine Sept. 2026

DOI: 10.3969/j.issn.1005-8982.2026.18.010
XERE : 1005-8982 (2026) 18-0068-07

o [ £ e B S B B 2 R S R Y
ER SIS ERE

EiENR, TAE, RER HEC RFL, oK
(1.HFFEHAY &—lKEFK,HHFH M 730000; 2. HH 4 AR ERK
wER, H A 2N 730000)

WZE . P mIesrB P (NETs) & —AAHEF 0l RBRKDRG I LT HEMREH, &
DNA £ & A $ B EG MR, EFHELT, NETs % F kR /RIKAE B4k R, NETs 24 & A T
R EMARBE, EHRROR A, A, LFRMRTAI, NETsEFEHE (OC) FARE|XHMHEM, &
SCE 8 NETs oAU . 507 5 TG 3745 2447 &4 . NETs 297 £ J& M8 e R (TIME) ., #4894
B (PMN). SASTY R 5 7 @ 69 VE A AU TF i8R, 9 NETs 5T 9P £ mA2 ot o R4, AP
SE IR AN BT R AR08 9T BB ARAARIE .

SR . RS PRAMIIINEE ; IR

hESES . R737.31 XEkARIZED . A

Research progress on the role and mechanism of neutrophil
extracellular traps in ovarian cancer®
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(1. The First Clinical Medical College of Gansu University of Chinese Medicine, Lanzhou, Gansu 730000,
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China)

Abstract: Neutrophil extracellular traps (NETs) are complex fibrous networks composed of DNA chromatin
and various granule proteins that capture and eliminate pathogens. Under normal circumstances, NETs can clear
pathogens and play a defensive role. When NET function is dysregulated, NETs can alter the immune
microenvironment and promote the occurrence and development of diseases. Recent studies have found that NETs
play a key role in ovarian cancer (OC). This article discusses the mechanisms of NET formation, biomarkers for
diagnosis and prognostic assessment, and the roles of NETs in the tumor immune microenvironment (TIME), pre-
metastatic niche (PMN) formation, and thrombosis in ovarian cancer, clarifying the key role of NETs in the
progression of ovarian cancer and providing a basis for ovarian cancer research and treatment.
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TR, S5 PPl AU R AT B B R O S P A T S LR St

IR RRT T EEAS TR A8y B WM ROV SHE TN . EAiiE . IR

VAT S LR AIRYT , MBS G iR T BT
B 51 5988 8 IR T AATE )R IRPE, B BE, 1 i
BHE T ARG ML AR 2 R414L, JF H ALY
AR B2 T 2 1, S O g A
JEH%, HAE A EIET0%Y . WHER, TFFRkH
Hh MR 4 AL A rb PR R 40 B A1 BB BiE - (neutrophil
extracellular traps, NETs) 7F Bl 5155 & Ji v i 3] 5¢ gt
YERT, NETs #5 2H 73 3o i B il 5 O 59 19 12 1B A1 15
Ja VEAGASE, BEAh, NETs XA 6] B 0 0 B9 5 98 i
& AR iR a0 ] bR Y S VR M AR SO 2R R
NETs J& S AL . 12 W 5 35 37 Al A2 90 45 &
NETs 7£ B 58 98 P 9 %0 9% i A 55 (tumor immune
microenvironment, TIME ) | #8542 50 TE AL (pre—
metastatic niche, PMN) . Ifil ¥ JE 1% 55 J5 T A9 4 HI AL
i, Sy BP9 A S50 B 5 AL I R 16 9T T RE T Y
BB

1 BB X RIS NETs

o R AR U T G 7
microenvironment, TME ) ) 5 B4 il 540, 586
R L A 17 R W [ D B i A e o [ B 2
TEIRE R R e . He R | AR IR LS5 A& A B B &
B S R U (YRR YL S o =K (o oS R e )
£ 7% ) 3 ] (granulocyte colony stimulating factor,
G-CSF) . FIAAEA % (Interleulin, IL) %5 5 # K
(9 VE T AT 3K gl v vk 40 i iE S A g R, 5%
AL B Iiygg AR AN, 3 RV L i R VAL B e R e A
JiL % 7k Ay ek 968 AF G rh 4 R A B (tumor—associated
neutrophils, TANs) . TANs 78 I8 & J& 1) A [A) 5t 45
SrA R A (N1 AY) RIfe s 8 (N2 L),
WF5E 4 B PR 2 B A4 T RE O AN 02 [l 8 N8 /Y, 1
A KT -B  (transforming growth factor—, TGF-
B). G-CSF. TH#E-B. IL-8FH FIIEH T AT
A A A AR AT A LR e TR R R A R
N1 B 40 i 15 4 52 4 15 1 1 PR 7 A AR AR 2 4
fb & H,0, B, 5 2 WE B AZ R B (transient
receptor potential, TRP) &5 il 8 JF ik, Ca™ N i A
FERpIRE A M, He Ak, N1 RUAT 8 o FE 3R Y Fe 324K
PO g e e, M P 20 e 2 P A 3% 0 e g 200 i
N1 BUER T F AR T i 4u i 5, i e ) 3hik

( tumor

(dendritic cell, DC) 45 % Y28 4 Jf0 (8] 42 % 4% 50 M 7 1
FAY. B BhE 9 & e, TME N2 2 f) $5ci 3
N2 BB IL-6 . IL-13, TGF-B. 5 4 )& & 11 /i
SE PR R AE KNS o S A WFSE R, FLIRIE 1 TANs
i i CCL20/8 JF PEAE T2 8 H LK -1 (programmed
death ligand—1, PD-L1) 041 T 40, 52/ 4 i
KA Gk, R, T 408 AT 2 TANs N1 A i)
N2 IR AL, I R A K SR, B — 1R
A I IE S 05t (0] B iR A A It JRAE ST IS, R
R 1Y TANs JE U NETs,  NETs 3o 5 B¢ i it g
Jeq I AE AR O L AR L. SR EEAE .,
KA KB AL e R BT T 0E A R B
NETs J2& — i 5 A 4l 25 F0 I8 I AR D Be ity &2
LT Yl AR EEH , G ORI 2 1 J2 NETs /Y&
0, FTEER I A (Neutrophilelastase, NE) |
HAE MG, i % ILYH (Myeloperoxidase,
MPO) | ¥ Bl C 55 URLEE 111" K NETs X5 )5
PREB B AR, (HRAE TME H NETSs A i i 41l
o P52 2 i 23 R Ok b e S0 M P, 5 B A0 i X
P & ke B BB M R, 3K SR T NETs Y L
AR, 24 Mk, KB NETs £ ¥ i ¥ NETs |
PRI M TE NETs SRR E NETs =FZE R, 5 fi%
£ NETs f 5.4 4 90, 78 6 3 75 (phorbol 12-myristate
13-acetate, PMA) . J§ £ #i (lipopolysaccharide,
LPS) . G-CSF. IL-8 2%l X 28 1 15 F R 300 2
HHE C (protein kinase C, PKC) . 2224 JFU0 % 5 (i
fitg . 40 M S5 5 08 22 BUBE  (extracellular signal-
regulated kinase, ERK) 5% Z ' 241 ffd N {5 5 1% T HL
il , = 2 NADPH % fk [ (reduced nicotinamide
adenine dinucleotide phosphate oxidase, Nox ) g5
PR AL, 7R R FETE M4 (reactive oxygen
species, ROS) & i Ca™ WL, #F— 25 1% 1 Ik Ik oG
2 MR MW ME B 4 (protein arginine deiminase 4,
PAD4), FEFHE N EAOR AR AN NARR, &
B R LA T I )5 Y A R A5 M B AR, Sk
[, 5 A6 NE A1 MPO ¥4 iz 2 41 it 4% 6E 98 15 16 TH
RED (gasdermin D, GSDMD), NE b5 5 F-Lsh
HEHEGIN SN E 22, 5] A A
ALk, FEROKEBEL, RE
NETs #£ A 20 Hl M8 8 /E T, (et 2 7 ROS #l
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GSDMD-NT A2 2| 5¢ #8957 F"2, (E 45 3 =
S, 4 R R O E BB 4 (eyclin—dependent
kinase 4, CDK4) /CDK®6 7 %5 fif 1 NETs J& 1 i 8
I, X AT RE 5 e AT IE 1Y Bk = CDK6 114 /)N L b 1
RGBSR NETs ARl Ry 2, JE
VA fif% M NETs AR ROS F Nox, AS 23 5| v kL
Y ZEFNZE T, TR 38 i P i Fi B NETs BTt
PN, R —ab R, FELERUAEY) . IS
i /N A 45 ) 3 R 2R 5 0 Toll B A2 K 2 (toll-like
repetor 2, TLR2) /TLR4 5} A4 57 14 & 15 5 NETs
OB, HF A A A A A S R NETs R BT

LPS

rhR A A

E1

2 NETs 50p&EEI2 R EiEd

5ME M NETs 8 %3545

OIS 98 i R 12 W 5 B DA AR A 4
BEE PR 125 (carbohydrate antigen 125, CA125). A
K} 52 4336 25 H 4 (humanepididymis protein 4, HE4)
F¥EE R (carcinoembryonic antigen, CEA) , &
Kl CA125 Hl HEA 7] & 5 GRS Y2 R, (HEHE
BURME A, RIS R AR WF5E & B NETs
WSS MR RA . KR, JF ELAE R A0 i 4 5 |
WAL RS | MR G, 4 B PR SE vh Kk 5 AR
FH ., Dobilas %" B 4 5 NETs (19 2H B 43 /2 75 7T
A Ay B 598 12 W R BUIS PP AL AR B, BE S I

2.1

Wi FIERL A DI RE" . BERE N DL LA BITELPS | G-
CSF . FMAE - 5a JHCT fith b4 195 4F G 73 ¥
B, HF — 20 B2 R 4K DNA - (mitochondrial
DNA, mtDNA) J-3#i% NETs, NETs ()% il 72 £ %
WA T LRLAR IR 5552 5 4 LA ROS, Hoh ROS fiE
0% e 42 LORLAR DNA 25 5 S H Ry R (WL 1) 1,
it 1A NETs 25 S8 0E FUS G0 X R %),
T AR K (1A 8 UE SE NETs 78 i 1) & 4= . &
ok A v U8 A A (5, TR R OR G i 4% NETs JE
Ji s o T B 2 BT I IR 4 A A5

NETs f R B 53 FHL %I

T 199 {5 BFF 4 ik e £ 2 A A0 R IR A MR i PR 2
RUF 4y W6 BB HE AT A, W OE I %K CitH3
dsDNA F1 CA125 Rik/KF, HRYEA R, ZH1E
FEAE B S0 3 1 CA125 & T, 1 CitH3
Fl dsDNA & s ¥ K FHisr, I NETs AHCHE 4 5 09
SR JCA G, B DOBILAS B 251878 A5 w41 B .
Wang S5l R 3 55 % B0 01 55985 £ & 41 ] 1 v CiH3
FlfDNA FY7KF- 35 1 25 w8 T X A2, JF HLFE 25 g
B, NETs AHOCHE br 52 B0t 2 b T id i 3,
55 CitH3 1 ofDNA B2 Wi A L, P& BB 12 W 1)
i £ T T R RN 24 5 AR, R B S Y 12 W
ERf, AN, RS B AR I cfDNA KT 5 R
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FE AR C SR PE R AN . SR AN AR . PR b A
AR S 0N = AR 2 1 DR N e [ O =
GuME TR RAETE AL . A Go 1k g% I 48 U IR A
O, M N R R OGS B 2 S Ry i g
NETs 5 5 4 & 4R 4 41 7 8 86 i e 46 . 96 i
AR T AT 3 Ak 2 g RO bR 2 i
JPHENETs, fEZ2A8HEor i, bR PR S R %
I 3% gDNA. MPO I CitH3 5 %8 22 09 & 24 17 W
(overall survival, 0S) #H3&, T#MA C3b/c K5 0S
Tk, dE—XF M3 C3b/e 5 gDNA . MPO Fil CitH3
Fic Xt FEATER R AL HT, & BE C3b/e Ml CitH3 ik 7K
AR R AR RN 87%, T HAl H 3 (I A= Ay
46%, 535b, WELFUR C3ble KV FH KT 1Y &
HOS B ks, FH R AMAE G & 42 1) £ w8 5T A
T, ABHE 5 2 (K FHR 35 4 45 & B, A &0 i
NETs (s>, FiR BRI, SMH I NETs 4 5¢
BN RS T EEERMRE, YL
SE I R 2 B v s, n] BB A B R 2 RN TS
VAL B A b 590
2.2 [fE/KNETsHXIE+R

B SR 958 114 45 28 P N T4 THOR: Ak 97 Tt 24 0 1S
AR A EZFEA, i NETs BEIA k2 i 18 15 i
() FE B P, AR5 N B3 U5 58] v 20 591 2 T 12 B
S (high—grade serous ovarian carcinoma, HGSOC )
HHEK T ofDNA . /M . CitH3 . MPO. 45 {47
HEBKCEFE R ET S, I H SR EY Z A 5
B2, SRIE T HAE N NETs 47 75 9 1t 8] U5 44 Fnis A
PR, AR A ofDNA . CitH3 Fl MPO [
KT, ME KR 3 3% B0 A R A AR Ak 22 5
A B85 NETSs 7 7% 6 - I 16 30 B8 b &k #5 VR A
&P, TANs # 1A b J2 45 T8 11 S100 A8 (1) 3 22k
P8, T K b S100 A8/C 2 I E 1 (C—reactive
protein, CRP) W AH F+ i R WA 25 T HGSOC & # ,
X5 AR RS KA G, PR kIR
KA IR E A -5 RBACE AL, a2
B A AR A bR AR R R RN, RIRE, fEANE
PR A R A RS IR 2R B2 (R kR (R 2B 56 7% (HI
JEE PN RIS BERI ARSI R 2 B2 AT BERIL s R GE R A5
YEHT, BB S100 A8/CRP Fb AR fb 5 4 3 & 2% VI
%, 18 % TANs 5] #2 i 7k S100 A8 /K F- T} , CRP 4 &
IR T, R, BE R R 4> B R E 22 [a) B - i Tl g
T3 S100 A8/CRP Lb{H A7 % FL il HGSOC A= £ %,

Y1 988 B 7 miDNA 3% NETs, Ji /K mtDNA ) & =
VY o3 or K55 i R P B LR BB R S T i R AR A
FIE, 25 B F JE 7K NE 7K 2 4 248 &, 38 2 P74k PR
il S 25 A A I T 2 i s 858 /K F NE (1 200 ng/mL)
() 4= £7 15 8] 2 8.5 A4~ H AR 7K AP NE (200 ng/mL)
AARE 115, ATUL, 187K mtDNA F1 NE /&
W3 EOC B #87E W5 A e ™. H it T8
JK NETs F-#8 50§98 1) A= W br 5 T ik F 2 16 B Be
FEAR R BESE 38 2 5 A A BR B A R D0
— G HETHIE K NETSs 76 UP S U5 PEAR 1 8506E

3 NETs 58P &JE TIME

TIME J2 0 %2 240 e F i 968 441 16 A 45 240 i D9+
MPEH TR L B 2430 85, e A mFsh &3
NETs A] 3 i B0 FH S 8T 4 M sh e 538, M
AR T 240 6 280 17 4 R R L 8 B R T R A AR
W, T 40 ARG B o | bR 40 B G E kR, s g
A HE ™, Wang %% B8, NETs 5 T 40 fd 5016 1)
fig A ¢, TLR4 8 #l bR J5 ¥ 4f CDA'T Y 6 4
RLUT I K, NETs /v 5 /9 CD4T 40 i £ i 5
S PRI B AKH T TLR4, BLAh, NETs nJ i id 9K 5 £k
AR E AL R 1L A HE CDAYT 20 I 24k R 9 5 v T
M (regulatory T cell, Treg), H:v] i@ i 40 MY 545
ik L 0 G 5 T o T A0 PR R S A £ 3
ZALAF 7 A Th 40 i o2 W D RE 1 TR S
KA G 2 I N e e I R AR K . Zhang 5T
CIBERSORT 5. 2 V¥ Aili B9 5 98 2H 23 v 4 922 4 Jfd 14 241
AL, MR NETSs HH G55 AE 5 G058 4 4 R 2 A4 JRUR:
H, EfCAIERHEBIMETA M . F 2512 CD4'T
21 Jf RN H ek A G 2 U, IR 2 ML I A i
ZA IR A (BT VA S OF DY/ 11 I L O R AT B i
T P A0 M A R O IR 2 MO TR N 20 )
ey M2 A, WIOL, 7EE & NETs B TIME 1, KZ
0o g 3 Vi TR L 40 M S D RE e R R, XA B
TR Al % . FERAM SR g T R B, HGSOC M
HE K LI 0 R 20 R AR A A T A0 AR A A, A
75 BP0 b S 71 R R, {H 2 7K mtDNA BB 6%
2 S TLRO SR i T R AL AN Z AR T |
I AL i) 38 73 F CD8O 1 R ik /K - L, BifiJ5 24
GRS R S AR — RO A A
it B HE DCs B W & B B, HETTE R T 40 i M Ak
JHALUERS B IR Pk AL 210 Tk B Xk, i iF
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4736 &

naive T 41 JL TG, 3XFP4E FH AT 42 1F T 20 i 6o 72>
K, 7€ TIME "1 NETs 0] $10 ] sk 25 48 2k 60 8 1 2%
Rt BT R, R I NETs X 5528 i 410 1l 7
PR, e R G s i e 8

P ARAE , 76 & & NETs () 3R 855 op T 40 g £k 1A
By b PR T 20 IO A B, R
JE TG . RAYERF TR 0700, FEARSh
Sege b, FH NETs 23 3 0 CD4*T 41 Jifid 1 CD8'T 41
ffl, CD4'T 4ii a3 DIk =iy 3R AL, 1fif CD8'T 4
L £ R R ) e e i O A A 2 W 0 S8
I L AEAR 1 5 vy 22 iy 2 B0 A o O BROIR A,
CD8"T 21 Jfd ] fi Xef 48 4 47 D fl g o HL A4 20 F
FER B, BTN SE T Z K -1 (programmed
death-1, PD-1) /PD-L1 {5 5 il ## /& NETs 3 3 T 48
JL T BE B A5 0 EHLH 2 —, FEARAN LR,
NETs #0 il T 4 fa Dy 6E, 245 % 40 o] 49 i) PD-L1 47 Bl
TTHMIIREKE , W, 1EshWss Binis I w
BERY R PN [ 5 PD-L1 Hi4k 3 i 5, W43 CD8'T 4
e g v e, R AR BB B N, N AR T
FFtE, I, ] PD-L1/PD-1 15 7 38 B & VK
S R0 T A M RE B () R4, DL PD-LI/PD-1 15
5l A W T Ok TR A A NETs 19 25 49 vl A
JE AR IR IR YT 1) F B9 T 1

4 NETs 5 5P &% M % PMN

PGil, 70% 090 B R E A R RS, ™
i g G AR AR, AR B0 S g A0 O
UH 5 H AT B B L RS T 2, PMN 78
2005 4E 9 Kaplan S5 5 A2 HY, PMN 248 J5 & Jig
3 35 43 D A0 L DR ol A O Ak 2% B ROABE i T
WRIEAKF L GBEIH A A AL ELA AR AR
ARG g A, R T 05 2R MR AN i R . AR O
B, TANs JCH ™A= i NETs nf {2 i#f PMN = 4= |
5 By B9 S 90 40 i 06 15 ATL A 1Y e e M 00 TG A R O U
SN KT b 7 AR KB Lee ZEPARFSY R L, 16
Y1) 5595 £85I B B 98 55 0 BRI X S v G T #1) NET's
(bR 59, A f B L P B R L G AN
A0 159 5 NETs T2 5 17 19 59 200 B 5% 4% 1T 1 - 400
R, AT =000, R/ PAD4 Y 3 R 3%
ik, SEPADI4T /N NETs & bt b, H 2 A0
F1 200 631 50RT v b A B b B Ry, 5 ) R A AH

Lo, JE RS PAD4 $ i 551 GSK484 iy B S 987 15 Y fRL
FTPADIA™ /N BRI s i BH S a2, o A = B
B, HEA RN MBS AT, wii
PR 20 A 552 4 R NETs (1978 15 A B9 5 9 41 A 78 9
I B4 AR S s AR T A R B RBE . Bun SEPTE R AR
SR B G-CSF e %155 3 b Mo 40 Jifd 7 4= NETs,
G-CSF-NETs 5 A B 595 4 ifd 2 OVCAR 8 M35 5244
A O S0 I s 4 O, R B TEM H ) NETs B
i b 25 1 0 A R P A 22 e O RN R M, — LR
20 M 1E I B TR AE I K T, NETSs 19 R 45 4
957 A0 M AR AR A T B, R P S50 2 B 7 AE G-CSF
{1 g 988 /0N BRI fis 9% 1S R PR, O L IS4 1
iR ke BBl Ci-H3 3Rk 7K W1 m, R W H G-
CSF F34 1 vh b7 20 R 1 NETs F402 12 4% 1
Lee %5 Gajendran 5519\ 2y O 8 i ' NETs 3 i
TLR {5 538 15 5 Bk 40 i #a b IF -+ i 14 13 3%
ik, HOEBLAMA 2= 515, REAE 76 UP Bl
2 B % 7% B2 B1-CD43* B 41 Jifd 1] X B S 4, [+
F, CDA43* B 403 = A 1Y TL-10 o] 38 fin 4 5% w90 JiE o
(%) Treg/Th1 B, T IL—10 4 77 A= {0 T 5 AR i T
ROS, M4, NETs{E#E CD43' B 40 sh CD22 R 4,
F 3 CD22 5 Sre [A] P8 X 2 8 [ 0T i S R W TR G 1
(src homology region 2 domain—containing phosphatase—
1, SHP-1) MAHEAE WD, 28306 () SHP-1 FE 1L B
2 B 32 R (B—cell receptor, BCR) HE LS EAE,
MATTHE SR B 4H L) BCR ({5 516 5, DATT 3 558 o fis
fif R 4 MG A%, X S E R R T NET 28 T # 8%
TP RS H Y B 4l Bl )2, (AT PMIN B B A
TONHLE AN E RS . NETs {2 8 PMN JE B it i B¢
TP S £ b MR A AR RS 220 SR G R
JEE AR WO TS AR R S, PR, NET 30 i 570
TIME F5% W {5 15 32F — 2D 5%

5 NETs 548 < M ez m

BT 5908 8 U R AR R AR ZE SRR 0 e AR
TE Penfound ZEPOHF 58 v, 49 A T 4 491 4] I Bz 14 Bp
BB, 280 F 0 R 1.74% 1 8% kA5
Jok AR E , 9.449% B R T B DK AR A 2K, A]
YR Ry 2l (1R 2o A WA TR T =T - B DG i 3
I AT W98 % B NETs 7] £ SE 44 P ik Ak T s BER
A, TEMRA AT AR BE /AR SR B AR T W, — 7
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T, NETs 9 bR 25 ¥4 by i /s e 3R 4 412 (LR B 2 050,
Jf H NETs REW% 55 £F 2 85 1 A1 FH 52 il 1M 44 A A 1k
He LSS, LA N R AN T AR E NETs B, T
Ak By Hh PR 20 T 35 £k AT 5 00 P R AR, N
B2 A ML 5 NETs Z M8 OB R, i 75 1 N B2 41
L 55 £F 2 B R /N G B, R R i AR RO
MAE=S A5 W gE il B R /N B O B
NETs 2 4 F 1L 45 P41 %€, F1) FH PAD4 417 i 1) GSK484
FRIUNOE SR A MR A T il 1 1 990 M A 0030 1L 4 P 2 11
JE, AT UL, NETs () DNA ‘& 42 1 PAD4 ¢ b Jgg 1fin 44
T A b R v R HE OGS ™ . I DR BB R
S0 i RURS: T A R NETs AT A8 2 e 20 i e i e
FLAS 52 Wi 358 1M — A BRI, PR R ORIF 5T
L 1T NETSs 385 72 3l /0 2 400 ol B 98 1 44 2 B 1)
A RCR N, K R R 2 PADS (BT bR 4y, AR
Sk B g 10 7 I6 25 40 0 e AR, IR YT B SR
AP LT I R

6 4iE

ZE LR, NETSs J2& PRz 240 i — ot 2 19 4
FHPLHEL, Eewnik k& AR i B A AL, 4Rk
&P NETs 76 g 0 & A L & J el B vp 40y 3 EE 22 1Y
{6, NETs B CitH3 . dsDNA . MPO 5 By 5 )
HE B PIA G, 5 A 48 FR 56 A R 0 T i B B
B2 WA LS PEAR B9 AR AR S . NETSs BEfS L
AZTIME, F30T 40 M D)6 £k, M Jad 240 it 106 36k AL
TRty W L, 0 0 B 5 90 A M % A% i ) I PMIN,
T 5 A I A ORI WS AN R . BEAk, NETs
S AR i g o R T B B N R 2 —, H A
NETs A fii 2 U6k 2 i 1 44 HLAS 52 ) 8 1f i —
P . HATX T NETs £ s o g AL B 58 4k
T, A RE B NETs 55 b I8 240 M 2 (8] 1% 3 40 4F
UL, B, A E T 205 R KR NETs 1
BLH o AR L7 3R UE S NETs 19 25 9 2% 37 97 B 398
M A RBGEAR T8 A5 ) FL A G 928 40 M A 18 B0 F
3 o 5 B A B[] 7Y ASOR A 1] 10 ) NETs {575 K
b 20/

B % X W
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