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Research progress on signaling pathways involved in host macrophage polarization during parasitic
infections

XIONG Haiting. ZHOU Biying  (Department of Parasitology s School of Basic Medicine , Zunyi Medical
University s Zunyi 563000 ,Guizhou 563000,China) ™" "

[ Abstract)

infection and immunityin the body. Macrophages exhibit plasticity and heterogeneity, and alterations in the

Macrophages are important innate immune cells and antigen-presenting cells, playingacrucial role in

microenvironment can induce polarization. They are primarily categorized into classically activated (M1) and alternatively
activated (M2) macrophages. M1 macrophages facilitate the body’s inflammatory response and serve an anti-infective role
in the early stages of inflammation, while M2 macrophages suppress inflammatory reactions and are linked to tissue repair

in the later stages of inflammation. This article provides a review of the progress in research on the signal pathways

related to the regulation of host macrophage polarization in parasitic infections.

[Keywords]) parasite; macrophage polarization;signaling pathway;review

I I A S [ A R i TR AR R T D Sk 4 o i
MRS — B B 28, 75 A AR dURR e o A b al S B B R 8 B
TR R R L RS RO B 1 4T i R B A )
S MR S B L T R A R RVFI T RE AR Ak, RIS B A0 M AR Ak
% 40 M 4 G A Y (classical activated macrophage, M1 %) FI
QTS fb B (alternative activated macrophage, M2 %) 5 4~ I B
20 ¥ A0 M R TR 75 L A0 B PR R A JBORI AN i A 9 P ok
X 43, ML AL W20 B AE A Thl 40 B 7 - 4 %
(interferon-v, IFN-y) 1§ £ ## (lipopolysaccharides, LPS) 41+ &
JE B, 43 Wb i 983 38 B8 I - (tumor necrosis factor-as TNF-q) |
H A& 6(interleukin, IL-6) \IL-12 F1 IL-18 & R ALK 1, /=
RiKiFHE S M — FH 1k A & W (inducible nitric oxide synthase,
iINOS) \MHCIICEZHYUMAF MR & & 11 26) .CD80 il CD86
S HA B AT I R S e iE . M2 BB W 0 i = 7E
Th2 40 P97 TL-4 A0 TL-13 35 S 77 28, 73 W TL-10 F% (R 24
A F-B(transforming growth factor-8, TGF-R) %4t & ML H ¥,
B FIEK A R -1 Carginase-1, Arg-1) . H #%& ¥ 52 & (CD206) .
CD163 . JL T Biff-3 ¥ 8 (1 3(YmD) Fl & 5 X 35 F 1(Fizzl)
L FEAR HE A SUE S LI5S A BRI R R A S O T R 4R T AR
FHS, peAh AE R 2 3 A R AE 5 B 40 S L M1
BURF R PR A BURGAE T o 3o 1 A8 E S 1 23 I A AR
U, 0 LA 3 B™ T 401455 L W 20 i 1) M2 TUAR Ak R #5470

SAE A B A sk B G Tl T R g

LI 40 il et AR [ £ 5 R AR AT M AT L 18 4 O Ik R
KRR E E A Toll ¥ % {& (toll-like receptor, TLR) 2 Fl
TLR4 8 ¥ . 22 24 J7 7% 1k 28 1 4 B (mitogen-activated protein
kinase, MAPK) il 8% | % 2 B2 I i /1% 5 % 5 S 3 S0 B+
(janus kinase/signal transducer and activator of transcription,
JAK/STAT) @ Bk, #% A5 Bt UL B2 3- MG/ 1 W B B
(phosphatidylinositol 3-kinase/protein kinase B, PI3K/AKT) i
#% K& Notch il # 6 FiF S5d s A A E B RE ER S5
W 0 6 A AH D% A5 55 I8 1 BF 5 TR AT SRR
1 TLR2 #1 TLR4 {5 5@ &

TLR J2 [ A G v — i i 2 B 0 3 52 1R (PRRO , 32
T 9 e BRI L I 2 T 1 R S DA R R O 4 i TR
T A [ A 88 N R I G S K R R T H
Ay ik s TLR2 A1 TLRA P AE 7 57 U3 AR 55 I3 43 7 152 2 i
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%R, IX 28 PRRs 7524 58 KA% AR, G858 1 WOE B v 41 e
PE 55 PR A il & AT et .

1.1 BAm® R A4S E R RAREARE O
AR S 2 2 AR W S I R, Yang 2O AL B A
L PR S B A 3R A IS BRI T P 5 50 R A B P 2 4 b
fitt CD206 Ay 3¢ 3k T &5 . CD86 [y 363k B 3 FEAK, B B 3% k2> 3l
ik 3 A T R 5495 11 R 5 e 2 A BB L W AN B ( peritoneal
macrophages, PMs) [y W & Bt IL-10 . TGF-3 Al Arg-1 {93
KK B, TNF-o. IL-6 1 iINOS # 2% ik K B % 5% B )5
&P TLR2 2 [ 4k |l /b, 328 541 H A i W8 o e 410 26 ol R
A0 TLR2 A5 53 B 40 ] 5w 40 0 M1 R AR AL ol 2D %6
JRE . Gong % H A< il 0% th J2 4 g e TLR2 /) BRI /4 720
(W) /N B S AR L 25 S 5 SO BRUT P2 e Fn & A Ak 5 45 3 &%
PR BB (TLR2 D /N RS WT /N AFIE E
W 40 Jfl 5 %5 3% TNF-o.IL-12 #1 iNOS mRNA K, £ F ik IL-
10 Al Arg-1 mRNA 7KV, FHITE H 4% il W B e v af 5 58 o
TLR2 {5538 1% S B W40 M2 Bk 1L .

1.2 %% ¥Rk Yan 5 UM AR g 41K CsHseB
Fl# TLR2 A TLR2™™ /N BB 86 5 I8 19 B 15 28 0 (bone
marrow-derived macrophages, BMDMs), % 8t TLR2"™ " /NG 41
J s TL-10 7K 8 3 A+ 55 . TLR2 /N B4 i TL-10 JLF B0
W s #2 5 H A2 S % 0 U 41 & [ CsHseB 3 A TLR2 01
TLR2™ /N BN B 9 K 0 2L UE TL-10 7K ¥, 45 5L 30F 52
CsHscB 7Ef& N TLR2 K#E 77 5 S 1L-10 4. R U LE4E
SCEEWE R T T RE S A TLR2 55 38 B AR 2 B W 4i fg M2
AR AL .

1.3 X% F % RHMF RS WM AEI 2R
(extracellular vesicles, EVs) Al ¥ #it JR ¥ % & WT /N R
BMDMs; #:54 WT /Nl BMDMs 5 R 3 7 2t EVs — i i
R EEW P 1L-12p40 , TNF-o IL-1p.1L-6 . IEN-y FI IL-10
BETE F A TLRZmRNA /K 75 83 3 T % 18 40 5 b6 o %
TLR2WT /h il BMDMs 5 R ¥l 7 = EVs — 2B EH, 5
WT /h B BMDMs #f L, 3 b 35 i 1L-12p40, TNF-o Fil IFN-y
G WA BE WA TL-10 43 I3 22 36 I AR ROBT 8 7 Hu gk e b W]
fiE 3l i TLR2 {5 5 8 B 42 ik B 0 40 i M1 TR fE

1.4 A E Kk Aguayo % FIF A M A e H MK B 85 G
(glutathione S-transferase, GST) ,LPS L[] % # /)» Bl BMDMs,
S B TFN-v, 116, 1L-12 p70 I 1L-1B 2541 4 41 i Fl 7k 7 B %
R T B2 s #3225 ) GST Fnal LPS Hili A B4 4 il % THP1-
Blue CD14 4. 455 UE W AT A W s GST W] BT LPS % 5 1)
TLR4 5555 RUFE R dURS: bl gl i TLRA {55
A 3% 0 L OB 30 ) s 0 . ML AR AL AR PP LI SRS P T K
JE (195,

1.5 FRBFKRE ARSI 5T K IR TR B )
) 84 5 0 R R Al g PR T . Cano 25T S R T K 2
W3R 5 /N BMDMs b 5% 35, 5 % RALH H, & 20 E w40 g
VA8, 7 A Sk e i i) R 8 B AR 0 20 23 b TL-6 N TL-12; 30F — 25
TLR2" \TLR4 " #1 TLR2/47 /NEWT /N RE W5 48 i 43 5 5
FERBPTK E SRR S, RIS WT /MR L, TLR2 /MR
B W 4 it 5y W 16 F0 TIL-12 7K 7 Jf oK F& (%, T TLR4 A0

TLR2/4 /NS WA 4306 TL-12 3, HA 16 724, 42
7% TLRA 3 M1 R[5 0 20 A 32 B, 26 W 78 5 ER OBl BT ok
gk g i Al e i TLR4 {5 53 B 4 #F B v 4 i M1 BUR AL
1.6 HKAHZE KR Mazumder 27 F LPS #il i+ [CF) £
5 JF TR R 9 THP-1 5 W40 i, 5 % BRZE AR 1L, TL-18
Hl TNF-a iy £R3EKF T8, 1L-10 Fl TGF-B R AKF 1A,
PRORAR B WA i ) M2 AR AL 6 Ah 7R N BRUOAM R I B A A
4 My (peripheral blood mononuclear cell, PBMC) 3k Jf A4 5 W 40
MR E TLRA {55 30 50 5 He A5 B 8 T A QR & I AT HE 6
P b R e B L AR i e R ER R A R e R e B s B 3
/B, TLR4 W9 B s Bl Ja 78 THP-1 B W 40 jg At A PBMC £i7
Az (1 T A0 L T R st 3 ik TLRA 45 5 482 7R A G R AT 2 R il
A JE AL S TLRA {54558 B0 5 B 0 20 g 0 ke . R W1 AE AL
PRI A & i sl e o W1 R GE 3 TLR4 5 558 M 42 9 B w40 it
M2 IR AL .
2 MAPK ESi#

MAPK & —Fl 22 5 B2 /95 2 B2 45 11 Wl 55 240 M B 50 L i
B A R TS 2 MY e T A O TR L S b
A5 40 i A0 {5 5 98 1 3R BB (extracellularsignal-regulated
protein kinase, ERK) 1/2. c-Jun 4 & K ¥ # B (c-JunN-
terminalkinase, JNK)1/2 il p38 MAPK3 4~ WK ji% . i i & &
PRSP B9 = 20 W A 9 106 R o T O T ARl R B B St S R
B,
2.1 RHEMmAE R TUHHE ALK EVs 1N R PMs,
5 R AH G . & B p38 Al ERK i R AL 7K - T 5 . 40 Bt b 3%
o IL-6  TNF-a F1 IL-12 p40 43335 0 5 45 25 7£ s Z 1T p38 Al
ERK # il 57 i 4b #1L PMs . 5 58 878 40 B E 35 W P TNF-o. 1L-6
FIL-18 R, 3275 B0 p38 F ERK B R Ak AT BEAE HE 5 Wik 40 i
ML B AL Sun 47 4 pcDNA3. 1-57 5 # B it
VSPAS7 ik # 4, If % ¢ & /N L PMs b, & 3 1L-6, 1L-12
p40.TNF-a Fl P-ERK # 2 1t /K ¥ L T XF l 4, #2785 ERK/
MAPK {55 il % 7] g 5 B W 40 i M1 BUAR A AR OC . R UI7E B
SEHEE HUR S AT B SE 1 ERK A p38 MAPK (5@ k2 5
F 40 i M1 B4R AL,
2.2 A3 FR Kk Kim F5 AR 0 BRYE BALB/ ¢
INEL S SN B AR L, TS B BRURFINE 28 E L I 2F 48 Ak F B 4
S50 JLR O 5 [ B R B UK A M A 2, o A R g R
B (7 R FEE ML BB W0 B0 (7 R 2R M2 A
W 0 I 5 2 A W B e S S R ORI R O B U L W A Y K
i AR 0 D B R OB AR S SR HE W/ 2 W 77 W) Cexcretory/
secretory products, ESPs) il i AT IiE 5 W 40 g . 1L-6 Fl TNF-a 7K
V- T A, H AR S SR MF6p/fE F B 4> 1
(HDM) #i # /N B, RAW264. 7 4l , IL-6 Fl TNF-o £ [H %Kik i
BT st — AP TR ) 2w MAPKSs i) 550 954k 2940
IL-6 Al TNF-o £ [R5 2 FEAL . R B 7E 4 S S 0 AU e ]
e i MAPK {5 53 48 ok 5 40 g M1 B 16" .
2.3 Rk 3 Bk Leroux 25 FIRI ML 5 I o 5 5 2 e /N
FRRIL Y W 40 L 55 %) B ZE AR B, R B p38 MAPK i i 35 %
M2k - MAPK AHE./E FIEE 1 A 2 (MNKL/2) (95 B2 16 K - B
G, it 3 i TEN-y & #4500, 42 75 p38MAPK 1] BE 5 E Wi 41 g
M1 BUAR AL AH 56 5 W3t =5 T8 e 5 7 %/ B BMDMSs J5 & B8
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1L-12 433 £, p38 . JNK  ERK1/2 B2 fb /K - T 55 5 35 T
A p38 il INK #1477 4t # BMDMs , & 3 EL b 40 f 43 W 11-12
b, 3 B AE NI b 5 0% Bk g A BT B R T p38 MAPK il JNK
1555 30 ik & 5 W A i MLT AR AL

2.4 HKRER R Feng %77 2 [ 5 3 i AR O 4R
(surface-related antigen,SRA) $lli RAW264. 7 41 it , 55 %F BB 44
XFH, R B SRA W] 55 E g 40 M - CD68 45 4. H IL-16,
TNF-o 1 IL-6 W4 £ #: % & # ERK 1 p38 & [ # i 1k K
- TR . B AR 2 B IR gk e b AT B SE 12 ERK 1 p38
MAPK {5538 i {2 JF W 40 i M1 BB 4k, i 5 29 BG S TR e Jek
2.5 % EMik% x  Chong %" ¥ £ 5 Bk 4 du AT 5 k40 JR
TERF RAW264. 7 200, & BLAN I & b 1L-10 F1 Arg-1 &
FFE L IL-12 F1 NOS-2 8 % K& {5 ; R B p-ERK1/2.,p-P38 Fil p-
INK (28 FUKOF B 72 8 £ 5 Bk W 1Y B8 35 9 b R B
M2 7[5 W0 R 0 L R W AE & By ER 4k UK e o
A g F MAPK {5558 B4 #F B Wi 40 s M2 B4R AL

2.6 &%k  Wang %50 57 BB IR 6135 S 10 45 W 4 /)
SRR, — 21 /N BRI 3 A B SR ESPs, 500 BE 2 AH B, & PR
N ERES By 9 95 B B R B B 3 FRAIK . L PMs Hp CD206 I
Arg-1 12235 Fi, TNF-o 1 iINOS {35 F 98, 3275 g & e af
V5T E W AN M2 A4 Ak AT W R /N BRUA B SR 0  RR E
Gao %V FE/NBUR 45 i & Z B HE ABEE UL 4D R EVs 4T
RIEEAE T CD206 B W 40 M AR B, B ERKL/2 8% B2 1k K
o FRBIAENE B UG b T REE 1 0 ) ERK {54558 B B
Wt 20 e M1 AR k.

2.7 HERAMAZR K Yin 50 R A S K S
AW/ X TR SRR A SRR, R
RAW264. 7 40l v, & 35 X5 B4 X L, B B 4 ffg CD8o F
CD86 N, 4/~ M1 B 5 I 40 )i bL ) o 20 5 32 %5 & B P38
INK1/2 #RR ALKV 2 REAR . 2 W] 7E AL IR 2 5 dU e v
A A E 1 34 INK F1 P38MAPK % 53 3% 3 4] 5 0 40 g M1
R AL .

2.8 M#EFgHhk MHEELHRALY ESPs F1 EVs fEM T
RAW264. 7 4, J5 26 LPS H384 . % B0 5 W 40 g 1 TNF-o. 1L~
18 Al IL-6mRNA /K 5 35 1% F % B 41 ; [7] i) ERK1/2 Fl p38
AR Ak /K IR A L 2 W A K R 4% o U e o T il 5
#4 ERK F1 p38 MAPK 15 53 5 30 il B w20 Mg M1 8% Ak .

3 JAK/STAT {5 S i@ &

JAK/STAT {553 f 2 —Fh iy 40 i1 B 3 B0 5 5
50 I S Bl [ A G s DA B 1R GE P G AL A 6 B
LIS 5 40 Ak L A T G T R e AR
0t PR e A A M L A2 MR R L R AR AT TAK B 18
ORI Tl T2 1 32 A 5 LUK 32 A b 24 4 I Y i TR % B ok
TR AL TE JNT H2 52 2 - 52 88 FL A Sre homology 2 (SH2) 45 1 45k 1ty
STAT 2 (1 I H B R AL T i — B IR s SR IR 5 7 2 40 i 4% &%
A FEAE (19 DNA {37 25 9857 6 08 55 520 . BEAEAT 98 & B i 1
JAK1/2 FiI STAT1 wf 5% IFN-y (9433 , 700 1 B W 40 g M1 7
AL,

3.1 ARPAEILL R ER STAT6 25 S ik ™ 5 i 1

s 3k — 25 FRR B Hp A L 2% He Dy 4 i e STATG /N BRI
WT /NREE A, 55 WT /) BUA L STAT6E /1N BRLK i B
A YMI Fizzl fl Arg-1 2k TRE5Y . RU7ERHK P
ZduRGerh I AgiE o STATG 555 02 F B Wi 40 is M2 )
k.

3.2 Wik 3wk 1R (RHD RSB HEKIERT
RAW264. 7 4iifitl J774 4L F0 DC2. 4 40 Mk I 00 B w4 i, 5
S PRZL A BG . & B Arg-1 fl CD206 Ky 32 ik b5 # 8  i B
rhoptry ¥ ff (ROP) 16 (— R Wi 3t 5 I d /g 2 1 B FO 9 T B3
PR IHE F I BALB/c /NEL. 5 R 6 AL E . R B IE R 32
Y I 4 R 2 3k M2 AR A . BLJG S B AR 1k STAT6S
FWIAE W b 5 08 HUR G rh el Bl STATG 55 7 S A2 E m
20t M2 T4k

3.3 $H¥m&k TFilbey £V M ZILIZHEL LA 3 B4 0
&Y STAT3 S i) BALB/c /NEL, & B I 1580 16 W Arg-1
220k B E AR T X IR 4 L 3R % STATS Bk I S vl 68 55 15 1w 41 My
M2 % b AR G, 3R B 7E 2 08 08 48 R e b vl RE G i
STAT3 {55 % T {2 Ik 5 i 41 g M2 B A,

3.4 thaktok Xu UK T 410 e B 22 E R R 1 I
FURN e J77AAL T 400, 550 B AL B . CD206 5 1 41 il 13 3% 3%
Jin, IL-10, TGE-8 F1 Arg-1 ik B % F 8, I & 3 JAK2 Fi
STATS 198 B2 fb bt 25 T 41 Fh i€ B My 22 20 R 4 1 400 ) ) 5 2
1 0 TR B . 2 A 7E O e B Hu gk e b T RE B 0 TAK2/
STATS {551 ¥ 75 5 B W40 f M2 Bt 1k .

4 PIBK/AKT {5 5@ %

PI3K/AK'T 3 % /2 41 Mo %% 40 i 41 90 3 52 0z 1) £ 2245 5 5%
HE L RETE AN M AR AR I K SE A I R R
PI3K/AK'T 3 # (1) 8 & al LAVE 5 3 %, bb i 20 3h 78 i 25
Z#0E 4 (mammalian target of rapamycin, mTOR) , 7] 3 [] i
W A M1 M2 R AR
4.1 3 A akR% %k Zhang SV 2 B BER ) JE L T 5 N R
RAW264. 7 20 M 3t 85 %, 45 S 5 % B4 A48 b, B b 40 g A
CD206 il Arg-1 By Z2 3k ;3% & Bl PI3K.AKT 1 mTOR
T Kbt 2 358 5% B ) A4 2 K T 2 W AE 22 5 R 4%
R Al fig il i PISK/AKT/mTOR 5 5 3@ i 4 3#F B Wi 40
M2 TR Ak o 00 i I 4T % 0 1
4.2 mE %k Wang %57 A 40RBER 26 B TPx
[ (thioredoxin peroxidase, TPx)/EF F /N Bl PMs, 5 %f B 241 #H
I, & Bl Yml, Fizzl, Arg-1 il 1L-10 & 3 7+ 55 . [A B PI3K.
AKT il mTOR BR ALK Tk 3 — 2 A AKT Fl mTOR #)
il 70 B IE 25 5% 38 W A 41k BBk 2% duUgk e b W) BE @ 33 PISK/
AKT/mTOR {5538 % {2 2k 5w 20 g M2 B A
4.3 BRAHZRR  Gupta 506 R AT B 5 LT HEE
TR iy RAW264. 7 41 5 AKT 1 i 77 5 o B 4 #4  {4
2235 R R I e 22 BMDMs o, 5 % IR A 1L L 2 B 1010 g
> IL-12 R0, HLAF 2R BUFE T 3R I R AR R AR A
FCFI A2 50 ok R e v ] Bl i AKT {5 5 5% 5 (2 3k 155 1 40 il
M2 B AL .

4.4 SRR R EALE B LR L A T R i
Tl 9 A THP-1 40 fa Sk R A% B 10 40 Bt » % 50076 1 A s i) B 30
(24 h D LA M1 BUE IR0 32 72 /5 1 (24 h J5)H L M2 B E



PE AR AW ¥ A&

Journal of Pathogen Biology

2025 4F 4 J1 55 20 55 4 M)
Apr. 2025, Vol. 20,No. 4

o 047 -

e 4 Ak s i — 20 B e R AL 25 R A T O R A G M
% I I8k & BLAE S5 1 PISK Rl AKT 8% B8 £k K °F i 35 7t i 5 %2
BT B A PISK i 57, 45 R Arg-1 Rk W E T,
TNF-a iAW E L, R UI7E 45 R0 R 2k dug g f5 391 b Al
fiE3E 3 PISK/AKT {5 53 i F B g 40 M2 RUAR Ak,
4.5 oM EE &k Wan U087 B 2 R DU 4 @
TeAM iR B ESPs /E Al F /N L BMDMs, 5 X} B8 20 Af 1 & B
Arg-1.1L-13 F1 M2 R) B 155 48 Jif AR 5 5 KL F 3 5 Bl Jo 56 T AL
72 SO R BYE L 0 0k O # F PIBK/AKT {5 5l 3% 5 % & 46,
FEWIAE T I 4 [ 2 g g b o] gl i PISK/AKT {55 i #% 12
B2 A M2 IR AL
4.6 R#F R  LiEWIH G EA R TR 14-3-3 A
% WT /N PMs J5 & 3 AKT R b W & A w5 4%
sIRNA-AKT % 4 /B PMs H, 3F 3 — 20 JI 8 40 R Op 78
Frlt 14-3-3 /A . &K B 1L-6 . 1L-12p70 Fl TNF-o /K 3%
T X5 B2 R LE RO 0 1~ g g vb m] RS 1 BTG AKT {5
SRR T E AR M1 B AL,
5 Notch 5 5@ ¥

Notch & —Ff g B <7 09 40 M 7] 45 5 @ 0% . 2 5 B W R i
KRl Yt AL AN AN P Noteh FR & Delta-like ligand
(DLL) 1/3/4 5 Jagged/2 Wi 25", 5% 35 W, Jagged/Notch
FIH AR5 S B v i M2 R4k .
5.1 B Adm® Kk Zheng &7 I H A I Wt 2 My K g
BALB/ ¢ /MR, 460 % B F4/807 g 4 i S5 35 3% in » LS8R
M2 AL FE B 5 43 35 K H A i W e m] s % e B9 HT )L (soluble egg
antigen, SEAVEF T RAW264. 7 4 e, 5% BB AH L. K E
W20 Jfy o NOS-2 383K 080 55 . Arg-1 R K3, TL-10 AP F+
[7] i Notchl Fl Jagged] &3k # 7R 34 0 B /5 #-iM A Noteh 55
S0 540 A R 5 2% S IE 5E Jaggedl/Notehl {5 5 1% 5 /4 310 i 7T BEL
Wt SEA 75 53 5 W 40 it M2 BUAR A o 2 1 06k 2 /0 L, 52 ek 9 M 1A
ZEMPRA ik . FRUIAE B A i R o on] BESE AT Jaggedl/
Notchl {5558 F& 5 5 B W 4l il M2 B4R Ak .
5.2 MAAH K% Chandrakar 27 8 B Y #: 1€ R {2
Ji SR #E R A 9/ B BMDMs R 3 Jagged] 19 335 K F- I
150 5 1 A R BRI 0 /0 BN 20 L P R AT Jagged] FTEK . 5 X BUA
AR LY B EL Wik 4 L A ) A 42 Ji o TG I A ) 3 2 W 35
55, 1L-10 A1 1L-4 380>, KW Jaggedl/Notchl {553l # 1 # &
A e AR B A A M2 BUAR AL, R ) B e A TG A
B,
5.3 %A #H% R Li %0 KNG 2 B ek g 0 Bk 1
S I e T R G 9 732 ] B T K Y 1) 58 A A0 i e T 0N T Ak
H Notch 13 ; #3576/ BUS U £ 57 ek 2 oy 2R i) 5550 fin A
Notch il 5§ DAPT, 5%} BR414H th , & B/ B IE o M2 #LE
Wit 20 i 4 22 . ML B 5 5 40 i sl /b 5 T 9 3R ) Dt Sk 19 e sl
RAW264. 7 41, %& B 1L-12,1L-10 1 DLL3/Notch3 ¥ - ;
PR S A DAPT #4730 0E - 25 3 W AE 2 55 BOER 4% U e opy
A fgiE i DLL3/Notch3 {5 5 i A #F 5 w20 s M1 BURR AL
6 ING

fEAF AR BB GLE 18 35 B WA A [R) 0915 538 5 T g AN TR
P43 - s DTG I 15 E  i 1G B 5 40 Ak L B B A I i
FHE S S RGBT UR] AR i TLR2 {5538 8% 43 AR i

E Wi 4 i M2 M1 B4R Ak s JFF R W% o w B8 i 3 il TLR4 55
3o B0 ) 0 L ML YA Ak 5 R B K B L AL EC R AT
Hn] e T TLR4 {55 38 8% 43 042 i B v 40 il M1, M2 B 4%
b BEAEHEE AL S SRR NI S O BURT 2 [OE R L £ By
PR % HUR] BE BT MAPK {5 538 P& 43 ) 2 3F B W 48 il M1,
M2 BUAR AL 5 B AL kL IR A 2 ol FUE 268 2% U nl AR JE i 4
il MAPK 5 53l B 41 ) B w40 i M1 R 1k B R A g L 2%
N 508 B 2201 R E £k B B e B ] R EL G JAKY
STAT 15538 B AR HF B W 40 My M2 TUAR Ak . 2 s R 2% L 4
TR ER % AL G R AT B R R I £k R T A TR R
HO R BT B R A it PISK/AKT 15 53 % 0 942 1k B 0
Y M2 M1 TR AL . H A I 0% Rk BGR) A 2 )5 L 2 5
BRZ% UA] R 3T Noteh {5558 # 43 5 42 3 B v 4 g M2 M1 &Y
WAl o 2 b A 5 B E AT At R i 39 sl A5y Tl
BT L Ry ) W2 A SO DL R SR B IR YT B T SRR .
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