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FF H37Rv Jg e A I A% A IS , p38 MAPK Fil
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ML e b R Y B,
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£ MAPK's & P& 4EREHLA A 208 SO AR AN EL
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AR TR R AT T 3R MAPK. G35 1, 26 TR 15 AL A e
PE N R FEEE AR o X OB R I 4 1 2
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MKP-1 #gEBBR/E R A SCah MKP-1
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1.1 MKP-1E#H

/N MKP-1 ¢cDNA 7£ Balb/c 3T3 cDNA 3
PErp i RS2, AR 3CH134, HAHM
JFHIT 1992 4F 1 IR MR IE™ . 2 5 MKP-1 i A2k
[F] Y5 44 (CL 100) th e 2 1) 11 9. 3CH134 5 CL100
LA AR TR) £ 1 2 PR W8 R T A A DX, O A0
JEHH MAPK F B AR FSEF Bris g, OLAERSE
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XSS 1y AR fb e wE p38 il SB203580
2)1E, {H INK 15 SP600125 XX FAs 4k IG5
] oK MKP-1 G5 AR S AR A 5 T gt 5%
T 4 f A IFN-y 387>, B IL-17A 5 IL-17F /"4
U B 8 e mT O A SR AN B MK P-1 AT 3

http://journals.im.ac.cn/actamicrocn



980

Lijun Huang et a. | Acta Microbiologica Snica, 2017, 57(7)

AT p38 MAPK G M52 mi FL A i A 51y %
5, JFE— DI PEAIHE T A0 Z R0 NE T 40
ot

2 MKP-1#£ %875 ¥ WH R &

21 HBoBEITEZWELIN MKP-1 §iEH:
KL T

G3ROAT TR A ILRE B R AR BT, (45 AR
BT R AF T S (LAM) B AR DG HiT IR i £k T 5% 2R 19
(LM), EANTRIEH T8 B E A w25,
LAM FEZ5H% 0 RoAF I . 40 B Ay BOATF T R A i
(Bacillus Calmette Guerin vaccine, BCG)ul %1
SRR AR, AT E A A A D e
AT 13255 i A 7 I i i A A TR T aliAk i
LM A3 5 TLR2 254, Ifb— 2B i A R Y
MAPK FI NF-kB {5 51 % , 175 R AE K 7Rk,
BT AT iE ) TLR2 RO 5 5 40 71
Fant,

AR iR &3 LM SE W4 TLR2 454
JE B A TNFofll IL-1202%%F ) [A]i i85 5 MKP-1
G Y L B9 e B B 0 A0 R BT Ak H R
M (Mycobacterium kansasii ~ lipomannan, KanLM)
AR B A L (THP-1) AT 35S ERK . INK FiI
p38 %1k, {H 60 min 5 ERK Al p38 Bl 4351,
XA ERK F1 p38 iiE M TS MKP-1 i35 E
JEAEEP, 24 ] U0126 i1 SB203580 (‘B 11143 Bl 2
ERK1/2 1 p38 il #l)kb3 THP-1 J5, MKP-1
ZRIRINBE 2 i, REH ERK F1 p38 7E A B
LM F3d MKP-1 335 b BoA HEAEH], IRl ERK
1 p38 [T 1 52 MKP-1 197 S i 4 (18 1)1,

ZRIAREFER , Sow e RSO T 3BT
I MAPK F B LK AL el 1] Al R[] 24

actamicro@im.ac.cn

koanl A
L )
Fa
AL 2

¥ ¥ % SIS
=[L0N e
PR NP
iRk
MK

L]
T Fi

1. EERAMEPEFES O SATE R HE RIS
5 MKP-1 HRIZUR S MAPK KX HP

Figure 1. Expression of MKP-1 induced by
Mycobacterium kansasii lipomannan in macrophage
and its relationship with MAPK .
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Figure 2. M. avium ssp. paratuberculosis affects the

expression of TNFa and IL-10 by modulating the
activity of MAPK!?!,
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Figure 3. MKP-1 plays a critical role in the
regulation of cytokine expression upon (mycobacterial
infection)!®2.
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Figure 4. DUSP2 plays a critical role in the
regulation of cytokine expression upon (mycobacterial
infection)™.
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Role of mitogen-activated protein kinase phosphatase-1 in
Mycobacterium tuberculosis infection
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Abstract: Mitogen-activated protein kinase (MAPK) signaling pathway is one of the most important intracellular
signaling pathways in which cells perceive exogenous stimuli and make an effective immune response. Recent
studies have shown that the dysregulation of MAPK is highly associated with tuberculosis pathogenesis. The
MAPK phosphatases (MK Ps) are the prototypic phosphatase that could dephosphorylate the MAPKSs, thus play an
essential role in the regulation of cell stress, differentiation, proliferation and apoptosis by negatively regulating the
activity of MAPKs. Among all the MKPs, MKP-1 has the strongest ability to dephosphorylate MAPKSs. In this
review, we summarize the role of MKP-1 in Mycobacterium tuberculosis infection and relevant research progress.
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