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p38 MAPK {5 5 i# i% 5 15 14 FE 28 1% fi &K 7%

T W 4k, T

HOE R

(EREMKFWES —ERFRAF, X 400016)

KR 1 b PR R % 5 p38 LR R E ALK G MR8 T
FE 4 ES:R563 XERFRIZED : A

18 14 BH ZE P fifi %5 9% (chronic obstructive pulmonary dis-
ease, COPD) J& — Bl H A AU &2 R AE 89 1] LAYy FIR 97 B 9%
RS BN 5 2 P SR AT R T 5 R A A X A
W55 S F SRR & ORI 57 S0 R H % . % 9 il
DIRe Rl AN i e, B R AT N IR AT SR IG AN 2 RS
G R LI . 76K o E 5% . COPD i % 95 3 e BB 3 3R L9 3E
AIEA WG N Wit 2] 2020 4R 4247 ¥ O 2 IREE 3 KA TR
H5, MAPKs & —25 22 /5 @R 86 O 3l . 2 15 5 40 i %
T 12 5 20 40 A P 0 T B AL G L N T 2R A i A B
2, p38 22 JF % L3 H B B (mitogen-actived protein kinase,
MAPK) 2 MAPK R EE RS S5 T X 280 214
ML T R 5 106 . 7E COPD i & 8 R h A % B
EM .

1 p38 MAPK (E5&5&E

1.1 p38 MAPK k3 K34 1993 4F Brewster 2510 % 3
TIXAS T 360 > %K R 2R A AR X 43 F B AR 38 X 10° MR
1994 4 Han %50 43 8§ JF 52 B 1% 8 11 R, JF i & 4 p38
MAPK, B, EMIL 34+ E &M p38a.p38R.p38y I p38s
AR, AR AR RILTEA 2 5. p38a TEAFILH A

YEE R A - T (1988 —) A - . 32 B8 I 2 08 1 BHL 238 M B s 08 A2 L) BB 7 i Be s . &

163. com,

XEHS :1671-8348(2014)23-3090-03

W ARAE R R o R 3 3K P W DLAN M B B AN G
REAAL s p38B FEMT AL h & it fe 225 p38y FEAEAE T H # ML s
p380 M 2 UL F il B o Mo VAR 1 38 B A0 M0 R 52U L BRAR LB
R RN AL

1.2 p38 MAPK W42 ketE p38 MAPK EZ A F 40 i
IME TR AZ . S 5 B T A0 AR KL A R
W R TS RAE R S T, p38 MAPK i@ i nl bl £ Fh 40 i
SME S B S 10 R EOR) I (HL O, VB PR T8 S 2k L AR
&) Mg LB (LPS) R H T (TNF-o IL-1,1L-6 %) & G™ 41
PR 20 O BE JC 43 . PR R p38 MAPK # 2 bR 24 11 40 ffa v 1) 41 g
O 55 ST B 0 A vh 49 43 A 24 A B0 AR [ 7 ORI B R L p38
MAPK il o b i 09— W £ 5w M MAP #il MKK3/6 5 52
Ak, Thr180 Hl Tyrl82 (TGY Motif) ifi 3% 1k, 1% b J5 (9 p3s
MAPK i A 41 it 4%, 38 &5 78 [6) 19 T Ui 58 0, 40 56 2 O
(MAPK 154k H 4 RE 2/3, MK2; MAPK-interacting kinase 1/
2,MNK1/2;p38-1 75 /3% {2 1 # B . PRAK/MKS) | %% 3¢ A
F MG R F-2 . ATF-2 ,CHOP/GADDI153, fJL /A 34 3% K F
2 .MEF2.Elk-1.p53 %), K Z HIIGE. HWH K5 iE 1LY
p38 MAPK [a] 2] 40 ifd J5t 36 5t . B2 %2 F — g™ .
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2 p38 MAPK {£2i&%5 COPD

COPD & 3 W78 B 2 B0 DA op M ohr 40 M L 5 e 4 g bk 2
0 IR R T f9KE AE . F =% B (LTB) L4 2 8 (1L~
&) MER LI F o(TNF-) S ZF RN TS S TREMNE
PERAE R . TR B KB, p38 MAPK F 55 5T
COPD (¥ 4 i 2 i3t A%, I vl RE S 55 T 4 B o 38 R AR B Ll
Fi 5h Wk 0 R T 4%
2.1 p38 MAPK {523l 5 COPD %% # COPD % Jifi
T6LBE T B I At L B At 2 Ffd v, p38 MAPK i 2 5 m iy . &
AJ DL 22 B 5 0 {5 5 10 Ak o A 3SR PR R AEA AR R R
25 5 p38 {5 3 [ 5 b 3 KA T A R SR AR Y O B 4
5 . T34, p38 A IE PRI 5 M RE B K i v BE 4% 0 AR T A
ML R A p38 A A nT 0 A S A B P s A e R
R 40 B 1Y 3 0 2D B SR A -2 . TNF-o, IL-1e IL-18. 116,
IL-8.IL-10 &5 /9 7= A F1 /sy B e L B I b 8 8 B COPD
FINIMLE C k& A (CRP) K, 6 By —F iR
(FEV1) 700 1 P X5 5003 42 5T
2.2 p38 MAPK 50k f B Ryt B R UM E &8
T A 455 W Wit 76 PN 1Y) 22 P08 M 98 R R R S 5 M R v 1 e A 1 e
RGP BREH T RKZ COPD & # 10HX # Z#ht (R H A~
O W TR 0 FE 58 ) COPD 4T 48 54 BRDY L 3 A
S COPD JRY7 I E B R 51, A% B T &R 52 1k (GR) 3k
AU Wy g sz B A OS2 COPD B 3% 38 2% 46 Bt 1% AT i
#lz—, COPD B % Jili 4 p38 MAPK 14 i ¥, p38 MAPK
B ERIL GR, > GR % N5 I 5 DNA 855 8677 GR
g2l p38 MAPKa, p38 MAPKRB.p38 MAPKg %} 5+
PRI T Bk X GR R BRI . MAPK 8% B2 [
L(MKP-1) /& p38 MAPK {1 P4 il 4 410 il 500, 0% Kz B & %ok B
MEKP1 3 P R I /) B L W6 40 B 100 470 98 1 A ik 55 1, R U8 T
ot Wl B I U 2R R N UK S 1 R I W R 0% S I L 45 3
FAb )5, MKP-1 )ik & R0, 5 p38 MAPK G P 1Y
H R — T,
2.3 p38 MAPK #£ COPD # 3¢ il 3l ik /& J& & 5% #1161 H # 1E
il s k& JE (pulmonary hypertension, PH) & — 4] #i Jj5 22
BRI AR T 14 1R 0 A B0 Bk 7 R BEL g S RRAE . il 3 ik
T TR A 2 S i JEOIR S A 0 5 I 2 OF- 3 i Bl Bk R K T B4
F 25 mm Hg™*"7 55 fili 5 5 A / s e S A S A Bl 3 fok o8 6
WHO Jii 8 ik 5 4y 2 5 3 507 BT . A #F98Ik o, PH
15 COPD B2 v i B - 7E 309 ~ 70 %% =2 ] 200, &2 2 i 0 9
B R R YT . ISR S A L W 4 A O i COPD
PH % e EEIR A E . ARE R = AR A0 3%
51k p38 MAPK 151k, & PH A9 & 2 ALKl 2 —" .,
COPD % # 2 1k p38 MAPK (p-p38 MAPK) % [ % % 4 #
0 B0 Jok g 3 R — B GE A O ™ . p38 MAPK 7 Jif Ifi.
B A BN L Bk R A5 E M+ p38 MAPK
FEPIIY MAPK 36 4k, I 58 i3 oL fE Y G H AL, B 5
cAMP JK-F R LI BE J7 38 0, 3% 4> 2 #2 T B JE PH A9 4 A%
R Z —P 78 4 0 I 3l bk S W 0L 4R i, 0 AR T Y Sk
(ONOO_ )i i PKCa p38 MAPK %l i 55 5 74 5 - it 22 i 3
PIRFF R A LB M B S My k. HXE RS S
COPD tH¢ PH A 5 if — 2 BIWE5T . 18 P Il %06 4 ¢ PH &
A TE 0 R 2 i D) fg A . p38 MAPK 1% b 51 2 I B2
0 Jf 3 58 0GP ZE L R P B 40 MG 5 AT 4 p38 MAPK )
il 70 78 42 BHLAE 5 55 41, p38 MAPK/Elk-1 J2& 4 57 41 Jfd 1 5 1 5+
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2.4 p38 MAPK 5 COPD % LA 2= 48 KAV 2/ LA
S0 ) 4T A2 T AR AR e AE L 2 COPD B8 2 A1 JA WL 2
RERERR MM &, WL 2S48 76 COPD M b Bk iR m L A H
20%~40%"4 5 COPD ¥ i8 shiit Bt i N B LA 1 R0
U AR O BT B AE G p38 MAPK (135 PE B = (p-p38
MAPK) 0] 98 15 E AL W 3305 T LN Z 45 & F 5 (MAFbx/
Atrogin) FJL A 3 AR 45 £ [ (MuRF1) 2635 f 12 25 7 32 0% 1
MAFbx/Atrogin fil MuRF1. % [H4Z # 1k /K F 5 BLIA 2 H 1 R
il Je 25 4 V)M R 5 OE R X B 4 L A LA 2 4
COPD g8 2 B 19 3k JJL P33 A6 A o o 85 B2 1k p38 MAPK iy
%7  MAFbx/Atrogin fl MuRF1 By #%&iE KL BHREZE
PRS- 3G Y Atrogin 2B (A3 11 5 p38 MAPK i 2%
KB KT RS AR G, M A p38 MAPK AJ i MAFbx/At-
rogin R FE A, H A 38 FR7E AR E ] COPD & % 1 i
Pu sk WL p38 MAPK % #% 1% 1k, B k. p38 MAPK i % 5
COPD B #H NN E4 &6 A KA Frakgeiist . 78 COPD B3
LR L 36 49 W55 05 8 1 4 (GLUTA) Je 4 2500 1 6 312 ) i 2
W0 1 LT p38 MAPK 1 B Rk Al 9> GLUTA (1 3k K W 4
P A AW A2 5 i UL DY A R 32 TR B L P T
EE

2.5 p38 MAPK I il # 5 COPD fy349F p38 MAPK #} i
FUAE N — FOBE B R 259, 35 4F Ok &2 B 98 & 75 k. Arm-
strong 25 BT R 6 W6 B 0 40 i P L p38 MAPK 1 1k
Xt 7 T 2% B WA K s — B p38 MAPK 410 ) 57 1% 4 B J5% e 14
IR U R B RV A BB B> LPS 4 S0k B COPD
i Ol o SN B O DN P Il I e O = A V2 U SR D O
COPD M40 &Y 1697 157t p38 MAPK il A& B AE W A
BIT AN FE 38 J2 T X B0 26 S B 22 M R 3 B R
BT p38 MAPK £ . 8 75 A [6] (1 41 21 v 32 3k, 34 95 AS [a) 8 1l
B ¥ M B AN [R) T i R 0 W R Ak R O [RD A R R A B A
B A 2 AN BN A 36 1 I B T L 8 O
B K ik i 2 R G GLEE M o MR Re 2. X e fl
NATIRZ AR BB B /)N 1 W AP g 4 46 570, 4 ARRY371797,
PF03715455 2647 75 4l T I L .

3 I &

COPD 1E 2l —Fh I 1z 2 4t 32 EE B w7 o T UL 1 & 357
kb2 4a™ FIAG AR IT I A KAV R R ETHRR W
Jrial, p38 MAPK {5515 S 78 COPD WyRfE 3 i T &
LAY A € RV R AT LA 2D 580 40 B B A DR R B AR
GR D fig % 1% . #1415 p38 MAPK 1 fig iy COPD A 3 iR 7
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