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HE . BY #HKTE R E B m i e 4E A . ik RINE R D R B ML R RAW264.7, F
B& %42 (LPS) 100 ng/ml+ 4 Fik % (IFN- v ) 20 ng/ml - FH @ 2 ER (M1) 4L, B G aiei% 4 (IL—4)
20 ng/ml FH-FHEHERAENA (M2) ML, # 5 ErdmamiiEiRl . DR Fafialtf A, dadm Xk,
ELISA. Western blot & 52 B} PCR ( real—time PCR ) %, #& M1 & M2 A B v fa feL o 5] AR E M KA, ik B
vl JARACAE A T B2 R, it Western blot. real—time PCR B %95 3¢ o &40 M1 & & M2 & B eg
ga L B AR B ROA , BRI AR X B8 1.2 (LAMP—1,LAMP-2 ) BUABHREAEE G 2 (LIMP-2 ),
25T s Bl AR AR ) 278 (chloroquine ) 25 wmol/L ik B2 2m it AR a AR 4m M1, M2 A B »# 2m e b fs)
HR RDEIERMPMAER, BaRaki, Bk ARES (LAMP-1, LAMP-2 % LIMP-2) ¥ %
E R FEE ML ﬁ#&%éﬂﬂ’%& T e M2 BIARACLL P 3 n, ZEBR AT H) 7 e 4L 22 7T A& M2 BLARAL LA
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Role of lysosomes in macrophage polarization*
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Abstract: Objective To investigate the role of lysosomes in macrophage polarization. Methods In vitro
model of macrophage polarization was established with RAW 264.7 cell line. M1 macrophages were obtained by co-
incubating of cells with lipopolysaccharide (LPS, 100 ng/ml) plus interferon-g (IFN-g, 20 ng/ml). M2 macrophages
were obtained by co-incubating of cells with interleukine-4 (IL-4, 20 ng/ml). Chloroquine (25 pmol/l), a well-
accepted lysosome inhibitor, was used to treat RAW 264.7 cells. RAW 264.7 cells in sham control group did not
received any treatments. Flow cytometry, ELISA, Western blot and Real-time PCR were performed to measure
differential success of two cell types and lysosome markers expression including lysosome associated membrane
protein 1, 2 (LAMP-1, LAMP-2) and lysosome integral membrane protein 2 (LIMP-2). Results Flow cytometry
data suggested that in vitro model of macrophage polarization was successfully established. Compared with the
control group, expression of lysosome makers including LAMP-1, LAPM-2 and LIMP-2 were significantly decreased
in M1 macrophage subgroup while a dramatic increase of mentioned biomarkers of lysosomes was witnessed in
M2 macrophages. In addition, treatment of chloroquine significantly decreased ratio of M2 macrophages over M1

macrophages. Conclusions Lysosome participates in macrophage polarization, and inhibition of lysosome facilitates
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differentiation of M1 polarization.
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L R 200 LA P 2 ) A W R T B SR A
2 JAE N IE R AR L R BN, IFAE 22 Fh RAE
OGP, ALAE O IR (SR REREAL . O LAE
Fe. LR, AR CIERE . BEIRE, ALsZE
BE) KSR RE A R E AR " TEAEE AR
PRI, ERANMTrT A AL, SO SIREAN R 2 g
I AL MI[ g Z 8 (lipopolysaccharide, LPS) It %
) EFEIVEA | B T2
M2[ 42 4 (interleukine-4, 11.-4) 1EM] o M1
T W20 ] DL b 22 R e S8 TR 7 [ iR SR AT A
T o (tumor necrosis factor, TNF—« ). FAZZHAEHa1L A
T 1 (monocyte chemotactic protein—1, MCP-1 )1, TEshk
SRAERE AL AR SR I A . R RPN, &
FEAR A AEAE T 5 M2 AL e 48 53 40 48 PR [ 40
4/ Z 10 Cinterleukine=10, T1-10). #{b2E KA
+ B, (transforming growth factor beta 1, TGF-3 , ) ], 14
SRANMIIEBRAE ST, LEBHIKokARAE A KA PR SR Y K
A R R 2, MR SSERER . BETA,
L W 200 A T Wk 200 L A 4 LA BT T 32 2L
iz —. Pk, EwE Ao oo 2 R
BT R

HHT, AWT9E4R1E C-Jun N-terminal kinase ( JNK )
S Notch Z5(5 il pg 2 5 B AN MM AL IR, (HHAL
i i A B B VA R AACTE MR AR R Rk, R
XF T AR A IR T A T i Y B A i 2
¥, TERAER N PR EZAEA Y (R
Z: 5 B A A D WAGE . PRI, AR5
R A LR 3%, TEARS N WA A A A
PR EHATE B WA A AL P E T . ABFTE B
Wik 200 LB P 0 P V81 42 AL o 2 (R S AR U R BRI 2R R
IR Z2 T LG A0 AR AR DB B By 16 S T 64 73
A

1 RS

1.1 #REIH

/IN B W 240 JfD R RAW264.7 (I 1 b [R5
40 B 2 ), Pt GAPDH $iL /& | Lipopolysaccharide—LPS
(Sigma 2% @ ), DMEM ( Gibeobrl 23 &) ), Ji 24F 1l 75
( Biochrom 23 F] ), & [l 22 BCA X7 £( Pierce 2] ),

v Cinterferon—y , IFN—-

PR A AL B IC 0 0 (dbat P E SR EY A
7] ), Mouse IL—10/Mouse MCP-1/Mouse TNF- o /Mouse
TGF- B, ELISA #5457 & (R&D AFl), PE#ric K
BT/ B F4/80 HidA . FITC FRic B/ Bl CD206 $Hiik
( BD Pharmingen /A 7] ), FITC Fricdi/Mil CD16/32 41
K (Biolegend 28 7] ), #HT TNF-« . INOS $T K ( Cell
signaling 2y H] ), BT CD206 Hifk . HT LAMP-1/LAMP-2/
LIMP-2 HT{& ( Abcam Al ), i 5% & . SYBR
Green Y4B} (TaKaRa A H] ), PCR 514 ( LA 1.4
VTR ARRA ), TN IFN-v . H41H5
Z4(11-4) ( Peprotech NGIDE

1.2 FHik

121 mfes BB v SRS XTI (RIEZHE
SEHIHIRE ). 25 LPS (100 ng/ml ) +IFN= (20 ng/ml ) ]
24 hi5S M1 418 TL-4 (20 ng/ml) il 24 hiS
M2 44",

122 RAMLE@mie AT T DR B
J BV A T SRS A A S AR Ak

123 AKX @AM M1, M2 A E * 0§ 4
28 R PR ANA, FEZER 0.25% B BN LS T
T BUS < 10° 4 /4, PBS ik 34K, 50 i
PBS H L, A S pl PEARICH R ERBT/INR F4/80 HidAk |
2 wl FITC FRic B9 45/ B CD16/32 Hi Ak . 2 w1 FITC
FRicrFt/ R CD206 Fifk, VK EFEF 20 ~ 30 min, H]
PBS Pk LA APk, PBS )G, FHIA4IMY
FACS Calibur Kl M1 % Kz M2 %4 5 041 g o6
1.2.4  ELISA ¥ fafe3z 4 L& o K e B F R A4
T A 3 4148 24 h RIBAANIET IR VAR, %
HEELISA 12 6™ it A 5 A THRAE 0 ARSI 4 g s
F& LW TNF-o . MCP-1, IL-10 }2 TGF-B , &1,
E 30 min A HIREFR G EAS R, 450 nm e P,
570 nm AR IEPE K

1.25  Western blot 4 E] TR A £ 2H 41,
B 1 x 10 NI LB A 0247 100 ~ 200 .
WATIRS), VK EZ2YEANM 30 min, 5 5 2080 RE 1 k.
FH 4°CELHL 12 000 t/min .0 15 min, BETHR. K
FH BCA 12000 G0 2 MR, A5 4140 pg BB
SDS-PAGE &EMEHLVK . B TR H 54 EDE] PVDF fi5
1o 5% WEIR WK TBS-T ¥ EHEA] 1 he —HT 4°C



55 6 4] S, A VEEREAE ELVE A AR AL D VR T

SR (1 2 1000 Fike ), TBS-T P 3. KHAH
BEZHE (1 ¢ 10 000 Fike ) ZREESEHERE 1 he 58
Ak 2% % 9% (enhanced chemiluminescence, ECL) i
MaEwa, BWEROEE. HKA, R Quantity—
One ( Biorad A7) ) BRI 50 HEAT IR 73047

1.2.6 8 PCR (real-time PCR ) £ZH4UMFEs35
B, PBSPE 3K, MIA 1 ml Trizol. $% Trizol ¥4 HU &L
RNA, 5 e B S 2%, A260/280 LU AE 1.7 ~ 1.8
Z )3 JE S R . 47218 TaRaRa Prime Seript ™ {85
&7 UL AR T 5% ¢DNA . i F Takara SYBR
B YeRl, ECH 20 wl WA &R 2 10 w12 x SYBR
Premix Ex Taq Il (Tli RNaseH Plus ), PCR 1E[a], JZ[H]5]
Y (10 pmol/L) 0.8 w1, 0.4 wlROX Reference Dye,
2.0 w1 CDNA, 6.0 pldH,0. I 4% 2 95°C 3 min
AR 95°C 5 s B PE, 60°C 31 s 3B K 40 PG
95°C 15 5.60°C 305,95°C 15 s Kifife. HAFEARL 2 ~ 3
ANEAL, Hrf GAPDH ANZ . RINFE SRS ks
fiff ( inducible nitronic oxide synthase, iNOS ). IL-6 &
MCP-1 #ric M1 B E W40 ; K5 2088 1 ( arginase—1,
Arg-1 ) il H 88 B 52 & ( mannitol receptor, CD206 )
PRIC M2 BY 5 40 0 5 7 R B S5 0 [ A il A
MEEHAI1 (lysosomal membrane associated protein 1,
LAMP-1), VEBHARRAN S H 2 (lysosomal membrane
associated protein 2, LAMP-2) KA FHAE AR 2
( lysosome integral membrane protein 2, LIMP-2) | HAY
FEP mRNA (AT IR AR 2777 (9 8=y vk itk
TS . AWTFERT IS P51 IR .

127 RERAMRIEEBKLAEL R
Y 3 ZH A DL G 3 25 B A T A 3R Y 6 fLAC
Ty, 5 BIEI, PBSTE 41K, 4% %

WHEEREE 5 min, PBS ¥ 4 K 5 0.2% Triton X—-100 &
JE3E 10 min, PBS ¥t 3 K 5 10% IN2EIMLTESE A 1 h,
FEHLME, A PBS 7 B (9 5t LAMP-1, LAMP-2,
LIMP-2 HTfk (1 : 100), 4°Cid# ; PBS ¥E 3 ¥k, fin
A Alexa Fluor 488/555 FRic iyt 4t (1 = 100) =
IRROGIEE 1 h, PBS ¥k 3 YK PBS #i B DAPIC1 @ 200)
JUAAIA% 1 min, PBS ¥k 3K, LB /KRG, PLkK
BB A 7RI AR R T WS . IRIR.
1.2.8  EERARIPHEIF T Hen B m e FEAHE
LPS+IFN-y A TL-4 $ 315 5 M1 AL F0 M2 & g 40
L R 25 o mol/l S I 24 h, 40
ARAGI M1 7 M2 8 E A e ] (k] 1.2.3 ).
1.3 Sit=FHE

B3 HT R FH SPSS 19.0 Geit#st:, iR
BB+ prifE2s (x=s) Fon, P ELECR kSRR
A K 5 ZAHIA AR 3R 7 227041 ( One—way,
ANOVA ), HH[EM W HHR ) LSD— #45, P <0.05
ERARGIEE L,

2 #R

21 FEEHRESENE

EjXFIRZH RAW264.7 Al b4, 28 LPS+IFN-vy i
T M1 B D, AR ASE/INEIRY, DhED 5 22 114
A S M2 A, GRS R KA, thEL,
UL 1.
22 M1, M2 B EIEYHARE S5

M1 B Jz M2 I 44 ff 34 3% 58 0 240 B i
F4/80, ILAL, M1 AL E W4 i S PE 3Rk CD16/32, i
M2 AU AR R E R R CD206, AN HIA S, L i

Mz SIS

e SR 19575

GAPDH 1EA]: 5'-AACGACCCCTTCATTGACCT-3' JZm: 5'-ATGTTAGTGGGGTCTCGCTC-3'
INOS 1EM: 5'-GTTTGACCAGAGGACCCAGA-3' Kl: 5'-GTGAGCTGGTAGGTTCCTGT-3'
MCP-1 1EM: 5'-AGGTGTCCCAAAGAAGCTGT-3' Kl 5'-ACGGGTCAACTTCACATTCA-3'
IL-6 1EM]: 5'-AGCACAGAAAGCATGATCCG-3' S : 5'-CTGATGAGAGGGAGGCCATT-3'
Arg-1 1E]: 5'-GGACCTGGCCTTTGTTGATG-3' i) : 5'-CCAGAGATGCTTCCAACTGC-3'
CD206 1EM]: 5'-AACAAAGGGACGTTTCGGTG-3' JZm): 5'-TCCTTCTGCCCAATGTTTGC-3'
LAMP-1 1EM]: 5'-GCCTCCTTTCTGACCACCTA-3' JZ1a]: 5'-ACATATGCTGGACACTGTAACG-3'
LAMP-2 1EM]: 5'-GTTCCTAGGAGCCGTTCAGT-3' JZm: 5'-GTCATCCCCACAACTGCTTC-3'
LIMP-2 1EM: 5'-ACTAGCCAACACCTCCGAAA-3' Kl: 5'-GAATCTCTTGGCCCCTCTCA-3'




R BREE 2 Ak

o 28 %

X HE 4

E1 ERMEES

N, 22 LPS+IFN-~y 5 M1 It fL 4 b, PE-F4/80.
FITC-CD16/32 B P ) M1 HY 50 4 it 1 451) 45 % 1t
BN [ S5XT R A, (83.18 £3.07) %vs (24.33+
2.95) % ; t =13.81, P =0.000], £ IL-4 %5 M2 A%
1k 4 v, PE-F4/80, FITC-CD206 XL FH 14 () M2 %I =
TG 24 JH L 451 A T PR L 18 0m [ 55 % RELZH LA, (42,79
2.70 )% vs (5.90 + 1.08 %3t =12.63,P =0.000]. VLK 2.
2.3 HpaiEsE EiE R P RERFKE

ELISA Z55 7R, 28 LPS 100 ng/ml+IFN- vy 20 ng/
ml J 05 5 M1 RY R 40 3% 57 B3 H TNF- o0 F
MCP-1 & i TR ( 5XFIRAL R, £y, =10.96,
Ppy-.=0.000 Al 1, ,=66.07, P, =0.000), i % IL-4
20 ng/ml il B4 S M2 AU F g 40 85 5% 13 R 1L-10
FITGF- B, B et 2 ( SX AL, +,,,=10.18,
P,_,=0.001 Fll t,,,,=8.821, Py ,,=0.001 ), WLIK 3,

LPS+IFN-y
EAN GNP N S U

(M2 BIEBE x 20)

24 M1, M2 BIE MR E S F N iAERHER
HFRIE

&4 INOS, TNF-a F1 CD206 2 KA, 4
J5 225301, ZZRAGTHEE L (Fu=2700, Py=0.000 ;
Fine-o=97.197, Pyy-.=0.000 ; F1,06=535.79, Pes=
0.000). 5 X M4 5, TE £ LPS+IFN-+ [1] Ml
Y5 T (10 L A M b s 3R 5K INOS R TNF- o 25 M
(Pys=0.001 ; Py ,=0.018 ) 5 £ 114 1] M2 AU iff 5 (1)
i 20 R 6 38 CD206 5 1 (Pu=0.003 ). 45 41
LAMP-1. LAMP-2 % LIMP-2 & /K- Ibkr, &7
I3HT, ZERAGIFE L (Fy=120537, Py,.,=0.000 ;
Fiawo=121.437, P -=0.000 ; F ,\,,=99.771,
Py oe=0.000 ), 5 XFRRZH LEEE, LAMP-1. LAMP-2 J
LIMP-2 5 H7E M1 BB R RIS (Pye=0.001,
Prow=0001, P, =0.001), Ti7E M2 I 054 b s 3

2 S S 100 7 f
24.33% L a —_
,.2 = 1 § 80
o - a
= 2 10
= &
- = -
2 o =E £ %
O e —
- & 20 A
CCD T T T 2 A ] ) i ) 5 ‘13 , E
10° 100 10° 10" 10° 100 100 10° 10° 10 o 0 " .
FITC-CD16/32 FITC-CD16/32 ~ iR LPS+IFN-y
X REZH LPS+IFN-~y
E 2 s 907 '
L =) 1
=) = S 40 -
= - 3 a
x - (&)
R = = 307
| 1 =
= <
& - = ol -
S 1 =3 g
3 <
GS i | T T S ." i o EI 10 ]

10" 10 10" 10" 10° 10" 100 10" 10" 10° SEN | |
FITC-CD16/32 FITC-CD16/32 St L
payiisEs| 1L-4

THRTREALILAL, P <0.01
B2 M1, M2EBEEMEMELE (R AEAR)

FITC-CD16/32



%56 GG, S . B B VAN AL P VR RS
3000 ; 2500 ; 800 . 100 ;
] —_ /_; 2000 % 600 I E 80 -
= 2000 = 1500 < = 60
ia = £ 400 R
5ot = = 1000 S i} _
z ; 500 T |—| S 2
0 . . oLl . - o : ol .
XFHEAL LPS+IFN- vy WA -4 STHE4]  LPS+IFN- vy WL -4

T 5XRAL L, P <0.001
B3 HpaiEsE EiE R PR ERTFKE

ik (PuMsz:O-OOOa P, »»=0.000, P,,;,=0.000 )o ULIA[EI 4,
2.5 M1, M2 BIEIRMpERE S F R IBEEHEX
HFFRIE

%241 iNOS, 1L-6, MCP-1, Arg-1 1 CD206 mRNA

FL#E, F LPS+IFN—~y [a] M1 %9375 S 41 it v LAMP-1 .
LAMP-2 & LIMP-2 mRNA [&{% (¥ P =0.000), ifijH.
16 M2 ZH4nfa T (¥ P =0.000), WK 5,

K, ZIr 2200, ZRAGITTHE L (Fy= Livp-2 | G = QP | s
4850.693, P,,=0.000; F, ,=377.775, P, =0.000 ; F\ =
10682.159, Pyep,=0.000 ; F,. =757.883, P,.=0.000 ; LAMP=2 ' - | s
F0=326.235, Pi=0.000 )o L:j XF 820 b ZB'E, Z'IE % LAMP-1 -—p o= - 120 kD
LPS+IFN-y [a] M1 #3755 19 B W4 iNOS ., 11-6 e
. . cp206 | e 160kD
F MCP-1 mRNA R iEKFF i (3P =0.000), 1i7E
22 TL-4 [a] M2 R S 09 F V40 i 5 Arg—1 1 CD206 iNOS ey 130 kD
mRNA 7K 3 & F XF B8 2 Fll LPS+IFN-« 4 (5P = - -
0.000 ). [A] B, #% ZH 20 Al LAMP-1. LAMP-2 f& ——
LIMP-2 mRNA /K3¥-E88, 07 220001, 229 A 8011 GAPDH | S SE—S_— 30 kD
= X (F|,|\1|Lz=436-174» PI.[NI]’—ZZ()'OOO 5 FI.AMP—2:1403~731 ) IFN- v +LPS _ + _
PLaw2=0.000 ; F\,,.,=308.116, P, v,=0.000 ), 5XIHEZH IL-4 - - +
257 1)2) 2.0 7 1)2) 257
0 —_ == o 1)2)
= ’ = 157 ’ ==
£ 15 2 — Z 151
3 = 3 1019 < =S
T 101 L) S D S 104 0
: = = ol |7 :
< 05 = - Z 051
0 T T T 0 T T T 0 T T T
XTHEZL IFN-y +LPS IL-4 SHIEZL TFN-y +LPS 1L.—4 STHRAL IFN= y +LPS 114
08 - 1)2) 2.0 1 0.6 - 1)
- 1 )
| 1.5 1
% 0.6 - % 0.4 4
Ay
3 04 = 10 S
<o 0.2 4 z .S E
2)
0 : r T 0 T T T 0 T r r

SFHEZH TFN- vy +LPS 11.-4

XTHR4] IFN- vy +LPS 114

SR IFN-y +LPS 1L-4

1) 5XE L, P<0.001; 2) 5 IFN- v +LPS 414, P <0.001

4 M1, M2 BIEBELRARR E S F RIS EBIKE X FRIX

( Western blot )



BB A

528

M1 Fri&d

M2 FRas

ayt|

A

100 1200 0 40 .
%0 ) 1000 T 35
- - = 30
523 70 = 800 § 55
3 60 = S
%) &) =
g 50 s 600 0
1 2) = 2) = 1 2)
L] T T
AL TFN=y +LPS 11-4 AL TFN=-y +LPS 114 FHHEAL TFN=-y +1PS 114
- 180 1)2)
T 61 E 160 2
140
= S
§ = 120
o 100
0 [ T | . —1 T i'—'l : :
XHABRAL IFN-y +LPS 1L-4 XFHRAL TFN-y +LPS 11-4
20 257 1)2) 251 1)2)
[ 1.5 1 — [am) ~
= Ay i E
= i 1.5 = 1.5
< = &)
— 1.0 1 — [ | =
a 4 10 1) T 101
= ] 1 Z s =
= 05 5 .5 505 1)
0o H— [ . l : 0= ' : ol 1L =4 1
s HE 4] N — S _
XTHBZHE IFN=y +LPS 114 RIHRAL TFN-y +LPS 114 XTREZEL TFN=y +LPS 114
1) SR A, P <0.001; 2) 5 IFN-y +LPS 44, P <0.01
5 M1, M2 BIEGMRE S FRIABEHERXSFRIE (real-time PCR)
Xof R 2 LPS+IFN-~y IL-4
LAMP-1/DAP|

LAMP-2/DAPI

LIPM-2/DAPI

El6 M1, M2 BIEMMBARE (HEEXE x40)

6 -
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2.6 M1, M2 BIENELRE A RERR A £ 1B

M1 B W3 41 A 21 €5 52 % bR it i LAMP-1
LIMP-2 D) S 2 65 e hric (1) LAMP=2 b F R il 41
M2 4, e M2 RS BEAR AR LAMP-1, LIMP-2
S LAMP-2 #8Z T AR A M1 4. LAl 6.

2.7 AmBEHHIFIXT E R R1E R

SRk — 2 R A S B A AR A O &, 7R
M1 ZH Fil M2 20 Jin A A4 1 770 0 chloroquine ),
AN AR S5 R B 7R, #E LPS+IFN- vy +chloroquine £
PE-F4/80, FITC-CD16/32 XL H 4 i) M1 %Y B W 41 g
L 5] 458 LPS+IFN-~y 41 34 fill [ 55 LPS+IFN-vy 41 b %%,
(85.33£1.333) %vs (73.52+2.348) % ; t =4.377,
P =0.012], [F) 5, AF [L—4+chloroquine ZH PE-F4/80.
FITC-CD206 ABH:AY M2 5 Wi 41 i b (9114 TL-4 40
FEAR [ 5 TL-4 L FbAE, (42.79 £2.702) % vs (21.02 +
1.528) % ; (+=7.021, P=0.002) |, VLK 7.

| 100 - + o0
S . 80 == S 40 -
£y Nl By
& 60 I8 30 +
€ < 28 -
E 20 E 10
0 . . 0 " "
IFN-y +LPS TFN- y +LPS+ 11-4 chllol;;:;:-ine
chloroquine

A EE, P <0.05
B7 Mi1E, M2EEEMALEE (RN4uER )

3 i

BRI —Fh 2 ZIRERYAM, 7R Rk
e MRSV SR R G P i e o B R f (. [A)
0 SN2 ] OB S R S = DT B2 e R 2o N B2 S T
10 2 T Al S 22 BT A I 2 i M TR AR
PEIGACE AN M2 B, P E R A D) LT A B,
M1, M2 R REAA = (Rl , SEER LA e iy E
B T AR E B, BN AL KA B
kR FERELL (atherosclerosis, AS) #UIFHIC, TEATER
E RS R, EWEgnp R M1 A, S
SR AT IR R ARE SN 5 TR 2 RAE AR ],
ELEAHAIN By M1 B A A SR AR IR M2 Y,
TR R SIE R, R IEE . 7E AS K&
A, M1 B E VR AEAR R 1, SR R,
SERIERN, e AS ZAFREDE 5 17 M2 TS MR i
STIBAIAR A, SESRANMIEERAE ), PIRIASE R, £

PEBEHARE FITHIR . 5 AS TR R, RIS
SERINBLRFEEATAE , (HBES e M1 Y g2 130 b 3 22
rE, ANREIFIELAL S M2 BYE Wi, PRI —
R IEPESAE, 2 AS MELIEAIEE . R,
FERE B AR A M1 BUFD M2 2 v 4 b Ak 1 B A
T RILTE R 4 FHUHL, A RAE AS WG 3 T4
M. HutZmtsa R, BErEdgpfibz 1 1~%
HWF . ZHWHEAERNE 20 R, Z2ME5 0T
JGm F R . S A IF I RN A MR Tl B
PI3K/Akt. C—Jun N—terminal kinase ( JNK ). Notch LA
J B7-H3-STAT3 %55 53 i ", i F o8 & 8K,
Vs T VA 11 0 40 bl b 3 0 3R s ot 2 25 T B
M1 7 G200 i Hh s A (0 e A M2 RUBRAIG, et
VA RHAA SVE A E R e, A NERE ) T RE,
LyiE e R AN . 2014 4F XU Z56F 58 280, WA
FENG T E WA M2 UL P RS SR, I
PRI R 25 R 20 B BT e I BRAR, R AERRAR
HEEEL, TR R AN " RS DL AT A AR
WA S 50520 B AN A A /e, (RO ERA I A
TARHATE FE A AL VR T . BRIk, ABFSE R B
(R AR AR W A AR A VR

A A A AR 25 R o, PE-F4/80., FITC-
CD16/32 XUBHMARC A M1 5 AN i L3k 88.85%,
PE-F4/80, FITC-CD206 XSHPEFRIC R M2 R 5 4 Jifd
e filik 41.93% . 5 3k h 4G 975 S LU BARTR) P R
HE—ARiE M1 AT M2 B S AN, ASHFST 28 H i
SEAANIIFRED, 11 iNOS  TNF- o A73c M1 76 5 44t
CD206 fric M2 B E WA, AN B 11 KO B 5
IR 530 56 U A ST 5 s 20 A AR i LA 5 43
S M1 I M2 8 AT i D) e 56 ST A AR
iR R, M1 BE BRI R R Rk INOS, TNF-a 25
FI IR IR R AE R F MCP-1, TNF-« 5 fi] M2
I 240 it 5 538 €D206 7 1A R /i 4 I8 1
IL-10, TGF-B . MHELL 25 HF IR E T B g
FUAR AR

AR, R EY (LAMP-1. LAMP-2
K LIMP-2 ) %53 Je 3 FUKOF- 23R 78 M1 BUAR A A
i, TAE M2 B AL AL h3s N, S aEroha R —2.
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