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The progress of immunologic mechanisms of mycoplasma fermentans
macrophage-activating lipopeptide-2
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Abstract: Macrophage-activating lipopeptide-2 ( MALP-2) is a classical mycoplasma-derived outer membrane li-
popeptide on Mycoplasma fermentans ( Mf) with a special diacylated cysteine residue structure at the N-terminal. MALP-2
poses as a double-edged sword that plays an important role in inflammation and anti-inflammation, apoptosis and anti-apop-
tosis, immune adjuvant, biological synergy, biological inhibition, vascular injury and vascular repair, etc. Therefore,
making out the complex immunologic mechanisms of MALP-2 can provide a basis for understanding the pathogenesis of Mf
and its clinical treatment, which also provides a theoretical basis for the clinical application of MALP-2.
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TR BAB VIR 57 25 5 hE S0 , IF 9 N sk b
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FELE—E A DG . ME () BRI &5 gl o 2 3=
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1 MALP-2 Wy 4 F 4 Hy4 &

SHE R ME ) 40 i8R 55 i g 5 XY
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MALP-2 1 4 g 5t FH 5 JE 25 1 ( Lipid associated
membrane proteins, LAMPs) (3= 4% 1z b H 21| 4
i BAHEE LAY, SRR
JTARSC IR AR /R B Um0 F 23 H 1, i S 5
1/ W A Bf 3% 18T 1% Toll A 3Z4 ( Toll-like receptors,
TLR) Z56 , BT 22 24 )5 28 1 U ( Mitogen-activated
protein kinase , MAPK) LA S #% %% 5% A -F kB ( Nuclear
factor kappa B, NF-«kB) F13# % 1 & H-1 ( Activator
protein 1,AP-1) 75 S 4 i ™ Az 4 F A 5E 4RI -+,
WMEMMA 2 1 (Interleukin 1,IL-1) HAMENE 6
(Interleukin 6,1L-6) B TRFE A 7 ( Tumor necrosis
factor, TNF ) %7 TLR6 H [d] TLR2 8 51 I 45 &
MALP-2, /iS4 N 15 538 e, 4 #5 H A W T AR
FH, B A E MR T Y R A P E T MALP-2 £k
YRR, (H MALP-2 PEHIEAJRBR T3k
TLR2 f TLR6 MIZHNE, $2 78 MALP-2 Jf A HAK i
TLR2/6 w4t K HAE YT HEAE ], AT R AF e B
I RIEAE, MALP-2 (LR W) #AE &2 07 a iy, A
SCEATR JUAS 7 T4 7 A
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MALP-2 £54 TLR2/6 (1% NF-«B i 1] i 5
=S T 1 A | DGR = T T =
(Interleukin 8, 1L-8) FIH7 40 - 5 I 200 o 4 9% 3l ik R
“F ( Granulocyte-macrophage colony stimulating factor,
GM-CSF) 5| 2 5 ZU 1 5 HE S 7, 5 SO IR 7
A SCHERHRIE , MALP-2 AN {375 S 00T I 1) 1) 78 5
TS 1IL-18 . H AU 4 (Interleukin 4,11-4) |
IL-6 TNF-a XL T HLfA CCL1  CCLA4 25 4 A
FRIZFE, WIES PR A LN 7 1L-8 4K
P EURFE N GRO-o 5 BAZ R #A AL I 5~ MCP-1,
MIP-To Jo MIP-1@ 7=z A HE 14 LR, B
2 Ah  MALP-2 AT 45 52 0K 2t v o b 20 it X e 240
JLAE/INERUI ZH 2RI 0, O B S 3 05 S 0l ol A8 v 1 48
ARG B> F-1 M35 MALP-2 B 341 i A
F A A B D 5 A R T
J:ﬂ%tq%’{j(éﬁﬂﬂ@( Dendritic cells, DC) RIMFE DT
J5 CD40 ,CD54 ,CD80 ,CD83 ,CD86 A2 (1 4 ia bt Jit
HLA-ABC J = 24 SUR B & 1k MHC T /9 3%
5,5 DC LR, 1 H R PR s A fE A
Mitsunari M 25120 \ &3, MALP-2 £ NF-kB }2 MAPK
PR TG 2500 57 )2 40 L DL B AR 1Y) O X5
2 IR 5 A -2 (eyclooxygenase-2, COX-2) f H:
AR5 7= ) 1y 51 BR % E2 ( Prostaglandin E2, PGE2) ,
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A, MALP-2 22 TLR2/6 K NF-«B i 55 /N E
WA it 4 75 35 3 1 — S8 fL &0 & [ (inducible nitric
oxide synthase ,iNOS)""*/ | MALP-2 i [ 15 5 N fiz 4
2 NADPH %84k NOX2 K H ™= Hyid L4 ROS 194k
B, 8 GM-CSF By B '™, DL L #f 58 & W,
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Je AR = W 55 22 b R E AH 5C R - T & $3 B0R
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BOE PIBK, #E T B0TE N2, 35 5 HO-1 19774, AT
RAEHBCRAER" . BB n WL, MALP-2 B T #%
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2.3 ®EEFIER
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W5 DC 3 WAMIE 58 210 it IR 7 AN i AL PR, B4 AL A
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PR BTC AT I 1 e 38 [] s 8w A1 3 /0N B s 40
JHL PN R G5 A% A AT TR A A 305, R R R 3R e P
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HIV Tat 21 JFRIZ 6 B S A0 Ik B 2K 727 AH OC 1
A T T G R RO Y 7E coX-2 B
AP PCE2 P2 A B T, MALP-2 75 5 HUAZ 4
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L) FIFR S B, MALP-2 5 7 S ol — Fp B
R e
2.4 HYthEER

WoE & B, MALP-2 1] I TNF-« 75 5 i) A fili
L AEREYIME 11-6 .CXCL1 2 CXCL8 Z5 28 1835 K -+
EIAY  MALP-2 {2k T4t Ry L H R R
Afia b N 7 CXCLIO By £k, F4eE Ak b
P& MALP-2 A 5 A9 4% 41 it 7= A= 40 i X1 116,
TNF-a 5k F MIP-1a . MCP-12" | BRFRER 5
MALP-2 & & b o8 A Jl £F 4k £ 40 i 4 1k I+
CXCL8 ,COX-2 S AR ™ PGE2 ByFRik , I
MALP-2 4 S L T CXCL10 %355, 5
MALP-2 2848175 5 A F--1 (hypoxia inducible factor-
1, HIF-1) } COX-2 i % P[] L 8\ ili £ 4 £ 20 g
AR T CXCLL .CXCLS M4 P i A= 4 R (vas-
cular endothelial growth factor, VEGF) )52 35 , fig i H:
ML A G X 27 44K CD47 5 MALP-2 22 MyDD
55 I B P [ R R A i T R AT
MALP-2 0] 5 Z Fj iy 5 % A A= W Un 6] VR T, DA
— R EAEYE R,
2.5 E=¥MEER

9T R IR, 2558 MALP-2 T &b 3 14 /1N B L s 24
Ji 38 5 52 R TLR-MyD88 4 #i {5 = 38 %, fifi JI £
( Lipopolysaccharide , LPS) JZ i 71 7= 4 TNF-a ¥, 0>
F H A E LPS 5511 NF-kB Al c-Jun NH2 K % i
it TR0 | 3 /N U M 4 B LPS WY 52, [ =2
PRERPY L AR e W W MALP-2 iR AT i)
HIVEF , BFCA AT B B0 H MALP-2 4S5tk
Sk K 4 A 3G Ak, AL P5 K g 2R IR 2 L
SP1 WIBERRIL™ , b S HAT RO 40 2 MyD88 I
NF-kB 38 B4 MALP-2 ]384/ B8R A% B v 41 it
1L 40 M8 RAW264. 7 7= A= #4400 i 5 E 2 B
INOS YL M IR 2 K fEAH] MALP-2 1+ &
/N B M4 iNOS 26357 iRl MALP-2 4
SR PN 2 AR TR &SRR F-- 1 (intercellular cell ad-
hesion molecule-1,ICAM-1) ik BT
2029 fl ] MALP-2 A 5 %) & 81 1 J2 40 B 11-8 3%
B 1, 6- R MALP-2 A 5 A Mk 1 4
PR A ICAM-1 AR 0 LA L 3l Al i
YEHRE , MALP-2 W] BBAETERE 5 2 Fh W it & A I
N7 8 Z2 AN 15 DA R n 40 il FL AR 3 S — A
BRI,
2.6 MERGINMEESEAR

ELUESE Al 9% 7 S A SR e 5 By Jok ok A i Ak A7 A
—E M & &R, Curtiss LK™ 4t 38 Bk, MALP-2 £
TLR2/6 2 A 1fil 3% 41 8 4 i X 1+ 1L-12 . 1L-23 p40
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FKET R, S T /RO 42 B R AE N, fif =k
T v 4 i 2L (T KT | i 2 B0 U R A
A% A, MALP-2 45 TLR2/6 \NF-kB } ZNF202
WS TR E WA M ATP 455 & E ik A1 1%
ik, S A AR [ AN, 5 308k bk s B B Ak 1 B
A sl Bk — IR S S R BE S 0 3 bk 5
FERE ALY A KR

SR SCERHRIE , MALP-2 25 TLR2/6 S 114
MuiT 2 LA J2 GM-CSF 1 VEGF 431, i & {18 ik P 2
Y 3 | G A ST A IR R, 10 B I 4 AR
P AL, MALP-2 B458 T P4 2 40 NO 1)
PR, 2l T NO AR () 15 T 5K . N BERG BfE43F
PR VLS FRAZ 20 R A B, T I M 200 O 7 AR B R N B
Y AL ARG i T S ELAR A RN S AR K AR T
e s 1k /N BUS BB R R . MALP-2 {2
MM A A R 2 (O T A= K [ F GM-CSF 1935 7,
XA AA I8 B —FloEr iR ]

3 RES5RYE

MALP-2 @33 454 TLR2/6 #4i% NF-kB . MAPK
ST I BT IR S E PR B 40 LA G BN R E
S R REE R 455 AN AUt , MALP-2 38 i iy p38
MAPK #il MyD88/FADD 43 NF-kB i [ 4 & 17
YU T, SORT LA ) 2k (A B R A2 B R AR, SR
il TNF-o 47 S A0 4RO T, X5 40 B 0 08 7~ th B A XL
TR ; R, MALP-2 BEAT LA S/ B 4 &
PR SN, Ao G 2R B B v A i T [ K - | i
G I 1453, SCRT AR HE P R 20 G 0 34 5 iR RS
K558 A, 1 O L A AR R, X AR B
MALP-2 X IfiL 5 1 9 AT 14, MALP-2 34 0] L3
1 T — BB I S W 4% A0 it DR R AR DR 38
SERMLIAR B GRERE ST, A R IR 6 7 LA B 8 I A
REMEZE R HI A A SR AR, MALP-2 RILAT 5
BRARER PTHEARATT B BR & R 5 2 My it Al |
YER, DT aE — 25 45 w5 ofg 40 6 A= 9 30 v 4
MALP-2 B T HA UL & Fh AW 2=24E - A, iE vl 4
TLR2 \TAK1 J NF-B il i I 1 #4550 40 i 55 25 1
BN ZE ARk, LAk , Tschernig T %[46] Y% B MALP-
2 e IR T UM R 1 1 R AR IE R Y
FEIR N TR M IF 5 i R 4 RE S N BIL i AR A
B, R VL E 25 A AE R B 2% vy i, (H
CSBRF ST R IR L A B3 T A B MALP-2 (B0
PR R SR A i EOR HIL B4 T 2 09 iR 4R M A
il Xt MALP-2 fITRA T s R 2 R AR A Bom AL
TIAFFE S MALP-2 F1IfG AR 0 FH B0 8T i s 3
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