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Abstract: p38 mitogen — activated protein kinases (p38 MAPK) are
involved in the regulation of osteosarcoma ( OS) development. Therefore,
this paper reviews the current research status of p38 MAPK signaling
pathway in OS, mainly including the p38 MAPK signaling pathway
regulates the biological behaviors of OS such as proliferation, migration,
invasion , apoptosis , autophagy, iron death, angiogenesis and epithelial —
mesenchymal transition ( EMT) , and non — coding RNAs and oxidative
stress are involved in the development of OS through the modulation of
p38 MAPK signaling pathway. reviewed to provide new ideas for finding
the treatment of OS.
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‘B IR (osteosarcoma , OS ) J&— Ff i UL 14 J A& 1 i A1 i gga , L
AR R M B, 2 0T ILEME DAE Y REH
HENMEIT 454 T ARMAR BT S8 TRYT 0SB iy 7t 3 L 5%
%%Mtﬂﬁﬁ 08 JE ) 5 AFEAFRAAARES N, p38

2224 JRUE Ak H A ( p38 mitogen — activated protein kinases,
P38 MAPK) & — TP R A A [) 5 s DR 189 17 5 e oz 2 10 O3, HL
#5 p38a ( MAPK14 ) | p38B ( MAPKI11 ) | p38y ( MAPKI12 ) FiI p38%
(MAPK13)4 Rl Y, 5 i 14 2 26 2 SR VAR 67, o] LUl s
p38 MAPK 1m733_%ﬂ}* OS 4l Jfd (34 5 L% AR B APH T- 5, A
SCHE p38 MAPK f* i X 08 QEHH@E%M TR, K AR g
RNA AN o p38 MAPK {55 B xf OS 45 iy B 52 AR 2
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v T R 25 PR gk R

AL ML 2025 4R 1 3 (SR 423 1))

T8k, i — D ARTE p38 MAPK {5 518 #% 1) A 7E I 458
B, AT OS $& 43T i SR m
1 p38 MAPK {5 S@7E OS FH1EA
1.1 0 OS ZHAmiEsH  EHBINELE

T H 22 2 % B4 B H1 ( protein serine kinase HI,
PSKH1 ) j&—Ff A W2 1k 1) N JS 88 11 22 %0 R B, 4%
il 1 22 SRR R 25 A 3 ) %32, % mRNA i T
HATWAER . ZHU 4 BF5¢ & B, PSKHI 7E 08 41
U R GRKF B & TR, 5k o R
PSKHI # |2 it #2345 41,24 h J5 PSKHI 1] 41
FIXTETE I R g 40% ER AR Ny 40% , 34 8.5
T BAPEXT R (Fe g shNC ) 19 100% F1 100% |, 1717 32
FARA MBI fEG T2 E 2R WA SRR
(P <0.05) , #E—AF58 & B, iof 2 1k 4 At A%
ZH H) 5 2 1t p38 MAPK ( phosphorylated p38 MAPK,
p — p38 MAPK) Z& 1A X 3B 7K - 31800 BEBH i | T
(1.5.1.2 vs 1.0,¥JP <0.05) ; i /il A SB203580 ( p38
MAPK #ii|25 ) 5 n] AAG &4 BH Bt PSKHT 1) 42 i 984 1
FH XU PSKHI 3 3 3#0% p38 MAPK {5553 %, 12
#E OS AU ER AR ZE,

p38y J& p38 MAPK Hifij— TR, SHI %7 %
N OS #iififs U20S 43 g4l 2 A p38y i k2, 4%
R, p38y ML 47,6 — k3L -2 FRILm|NE (47,
6 — diamidino — 2 - phenylindole, DAPT) 5t fy 7% .
24 hJiE 2N 32% (2783 20% , 34 10 ZE AL T XF
WEZH 19 35% 100% F1 100% ; 111} p38y 3zf Z36 I M5 150,
MR, FEGE T2 F 2SI G FE L (¥ P <0.05);
PP R B, 7E p38y shRNA AR E R BR 5 , #0L 1)
- 40 6 988 11 Tl T L R 200 SR 09 2R 1 B/ 40 ) 3
B A Fk B G B TE A7 p38y i ik 5 M
WG, X U] p38y it Fab 2 A OS 2 i iy it
J& . DAL 2" {58 % FH, Alponin 3 ( CNN3) Z& [17E OS
VR R b s KO3R5, A CNN3 J5 4 G
di R 70% |, 35w T X BRAL B 60% i B8 R K AR 7%
I3 30% F1 40% , ) 8 AR T X5 2 11 40% Fil
60% ,FEG 2 b2 R IA G L (HP <0.05)
XU I ARG CVN3 BT L0 o] 40 1 84 4 L 5 7% AR
78, BLA, CNN3 LBt o] LA il 7 P H2 T g i) A=
KA e 8% 5 iF — 2B BF 92 & B, TUBR CNN3 )5, p38
MAPK 25 [ & 35 7K F 52 0F 41 8 % AR, X 1 W
CNN3 ARl S p38 MAPK i #% , 75 OS (i it
e R HESUEER
1.2 08 OS HpET

p38 MAPK {5538 & £ OS 4 i iy I 7= v e 3| &

TN, LEE % 0 (L) A1 100 pmol « L™
(SR ) A S R AL BE U208, 455 & B, S22 nl LA
TR T DE R I - 3 (Caspase —3) 2 F IR
T W R A% B 28 5 1 ( poly adenosine diphosphate —
ribose polymerase — 1, PARP) I #53€ Z ML S AL EH ,
I OS 4 U20S i 1 i — 2B se & B, 55
B 2H 1Y) p38 MAPK i R 2k 7K P J& 6 BREH 192 £
(P<0.05), TmmASLEAAL N - W B R
(N - acetyleysteine ,NAC) 5, 248 Z X U20S 41 i1 19
FTESE IS . XU RERIE SR TAEN
AE-5 HPT A A TE P S G p38 MAPK {553 #  V)
R

TIAN 2" 10,10 .20 40 pg « mL ™' i Bl 5
FRALEE N OS 4H Ml 1438 4uff1, 45 R A B, bEE B 7
BV BE Y BT AR PR TR 2 Caspase - 3 iR
Caspase — 9, 24/ BB [ I 1 —#58 ( adenosine diphos-
phate, ADP) — #20% ] -G lEFN B bk U040 L — 2 AHOC
X ZE (B cell lymphoma -2 associated X protein, Bax)
IR K P T, TP T B 40 bk R - 2
(B = cell lymphoma -2, Bel —2) 1 & ik 7K S W R ALK,
XU U] B A T A0 M R T, EL AR R A
e, WA, 2 BE R EEA G, 155 T p38 MAPK
AIBERR AL, T A BIRB 796 (p38 MAPK il 245) )5,
SR T A M S AR TR X U B B AR
P 2k p38 MAPK 38 44 Ze A (A4 Ay oA 51k ) 123
kA OS il A= .

YANG %" F10.5.10 .20 pmol + L™ CLEFMA
AbFE OS 21 g 24 h, 458 Wow, 41 M08 T2 50 51
4.5% 9.3% 38. 7% A1 41. 0% , TR 1k B4
THE (¥ P <0.05); fe4b, B T %% Caspase — 3,
CLEFMA JR ¥ 7% 1 A5 ¥ Caspase — 8 F1 P i ¥
Caspase -9 MR 3 T, #H—2 U5 L&, CLEFMA 3%
T p38 MAPK # #§ f2 4k, i Jim A SB203580
(p38 MAPKi 2y ) J& , o] LAl [N CLEFMA ity 4 fin
)52 fi# Caspase -3, -8 Fll =9 FKik/KF, X iiH
CLEFMAGH i3 p38 MAPK J4{5 A OS 2 i iy oA 5 1k
SMNIRAE R T %, A B T i A % CLEFMA X A
0S W T-EH
1.3 $0m OS ZHAE B M FNEkIE T

I W 200 i P O 0 0 Joi -5 00 i s Tk % 1 Tl
PRHEA TR AR 5 I AR S AR, AL PN A 3 A7 76 1Y 3 AR
PL#I"™ . MASUELLL 2 H1O (X HR4H) \1.56 3. 13
6.25.12.50.25. 00 pwmol - L™"f#y AT - 101 4b3 OS 41
JL, SRR B, AT — 101 LS| & S [a] 4R 1 5 =X



Chin J Clin Pharmacol

107

Vol. 41 No. 1 January 2025 ( Serial No. 423)

EM A OS 4l i i A K AR, 4 25 pmol - L7
AT - 101403 OS i jifl 48 h,Beclin 1(0. 90 vs 0. 75) Fil
WEMH L E A4 3 1 (microtubule — associated
protein light chain 31 ,LC3 1 )/LC3 ] (1.50 vs 1.00)
HYZRIB IRV O FRAH 35 T s (9P <0.05) , HAR
#7 p62/SQSTMI (1) 241, AT B AT - 101 REA% 155
T A WaIE R AN AR B R B, AT - 101 4R
F9 OS 4 i i 40 i 5 rh A7 e B WRAR AN . i — 250
JER,25 wmol - L™" AT - 101 435 p - p38/p38
FUAE R 0. 70, & 3 5 X BRAL 9 0. 30( P <0.05) . iX
LW AT — 101 A DL3E o 0% p38 MAPKAE 53 % , i
TS OS 4ty B W S, AT 0S 1A= 4.
R, AT - 101 A] RLAE S — A e e i AL 7 S F 00 71,
MTIFRBRIGYT 0S RLITIr % .

ZHU 26 0 (X HR4L) 120,30 40 pmol - L7y
LA IR OS i, £5 R & B, L AR
IR I] 9 S 1) D7 = )OS 4 i w48 5, it A1, LC3
(1.21 »s 1.00) ., H M A1 < & [ 5 (autophagy related
protein 5 ,ATG5;1.73 vs 1.00) ,ATG12(1.33 vs 1.00)
Fl Beclin (1. 70 ws 1. 00) 3R 3K 7K -2 80 0) B2 W 2
THE (¥ P <0.05) , Haf 5 o B % B B WK T2 i,
UL LR OS AP i s 1 AW kAo ik —
IR I, L S T p38 MAPK, 1 ELAMA
p38 MAPK il 25 )5 , &84l 1 L 5 7 5 1 2
IONS N I o A I il L S AT R DS T U @ T
p38 MAPK{5 il #4155 B WA A Tk X5 4t 08, h+
B2 R Ry — ok BRI BLIR YT OS I 2 it T
R

BRAET e — e 5 P 4 M sE T, RARAR
WAL TS TE 4 (reactive oxygen species, ROS) 4 Jii I
S IR B 484 (lipid peroxidation,, LP) () 28 4
#LAE OS 1R AR R R 3 B MR . LV
FOCXHRZL) \1.15.30 wmol « L™ B - AR A
TR (B — phenethyl isothiocyanate,, PEITC ) 4b # A OS
YL, 25 R I, AT g S v R AORSE ME BR AT, 4 A )
HAWEBE A AE G2/M #, H.30 pmol - L™" PEITC 2% Ky
3(0.25 05 0.10) , B0 BAT B 8 i (P <0.05) 5
AR, 7 30 wmol - L™" PEITC AL FER , 20 i fr) S kK
SF-(10.00 vs 5.00) AFa @8 (3.50 vs 1.40) ffEE
[ 1 (ferritin heavy chain 1,FTHI ;0. 27 vs 1.00) A1t
H Bk ( glutathione, GSH ;0. 20 »s 1. 00) PN & (23. 00
vs 0.25) \ROS(4.00 vs 1.00) ¥4 X HBH KA T B3
PR (2 P <0.05) s 9t —2BWF5E 4 B, p38 HE IR
IRIKSP BV (01,15 .30 pmol + L") Je B i) (0.4,

1224 48 h) py¥ghnimipz A& . X U] PEITC A D)
i3 5 A ZE LA A AR DL, S p38 MAPK {5
S, FEO 0S 40 1 IET .
1.4 S50 OS 4RI & £ AL

LA AR FR — AR R A 3 A, i ) 3
HEFEENEM. 8N AE KT (vascular en-
dothelial growth factor, VEGF) J2&—Fp g ifil & X 1, 7E 1L
B OS B % vl A B O E W AE .
VEGF - Ay33i55 OS fyilm R4 A G . JE TR
ARSI A BRI B8 1 RE M, T BB — FioRE I
JHE AR 5 TR RE K ARk B TS AE bR AR ). TSAT
U R, 420,10 ng - mLTHRHLE (—Fi iR
HF) A BSOS 4 i, VEGF — A mRNA FHX R0k
K300 1.0 F 1S (P <0.05) , & B R R e
T VEGF - A {3635 s B 0F 50 & B, SR R A itk
T p38 HEERIE, WA p38 Ml 2 )5, i 7 HE
PR T VEGF — A 3K L K N B AH 41l ( endothe-
lial progenitor cell, EPC) fiT % F1 45 I T 1o 3% 13t B
FFLE IRTT OS $2 4k TRl it s s

15 OS o, I 4 A= B 5 i I8 e 7 % DI AR OC, L
U 0.6.12.24 pmol + L' 1758 Z 4L FE 0S 24
T, 25 SR B, 7 v R R B K P R 0 i o A
AR VR P 52 e B2 AR 5 A1, B R AL 1Y cAMP J2
WG F 25 & % H ( cAMP response element — binding
protein, CREB) %5 S M i 25 & fE M /DM e i & - 1
(thrombospondin — 1, TSP - 1) )2 3 T _E FH4E i H 5%
WG ;46 24 pumol - LT HFEHFETHUGE, TSP -1(2.0
vs 1.0) \p38( 1.6 vs 1. 0) FZRIRIKF- KA 0) IR g 2%
ThHE (31 P <0.05) ; i —2DAR N S8 K 3, 75 & R IR
A DA 52 84 p38 MAPK/CREB/TSP - 1 {551 #&41)
il OS 20 M (4 3G 78 AN LA A 7o X B35 8 2 v] LAl
1 H 4 p38 MAPK/CREB/TSP - 1 {55 53l k4 0S
g oA TIN =2 0
L5 F0m OS 4HA6E E % - 8 3T B 1L ( epithelial —
mesenchymal transition, EMT)

EMT J& R JiG & 8 21 4 Ak T hE % 7% 1) 11 20k
Ao AE MRk R A EMT f 3800 £ 40 i 3R A5 1T
B R FT 40 MR . HUANG 451 4351 11 0,
80 pmol + L™y # A7 A B AR MG63 4l i, 25
REI, BB OS 4R i 2 22 M T HA M
HIFEFT 380 pmol - L™ iy S i 11 AL FE MG63 4l )
30 3 2 5 B A A T A0 L rh EMT A G HE i 3Rk
KRB, etk A K 7 - B1 (transforming growth fac-
tor B1,TGF —31;0.5 vs 0.8) .p38(0.8 vs 1.0) \E - 45
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v T R 25 PR gk R

AL ML 2025 4R 1 3 (SR 423 1))

ZHEH (E - cadherin; 0. 8 ws 0.3) . P B HE I ( Vimen-
tin;0. 9 ws 0. 8) AYFE AKXt B A0 A i 25 1 A8 Ak
(¥3P <0.05) , ix 4d B 28 951 2 1 w] LLAM R OS 46 i
EMT {5 3l 5 A1, i BK 5 p38 MAPK 5 53 % 411
il 24 F1E 2R G Wi B W A DU R i EMT AR B
E — cadherin ,JESZ T p38 2 E i B i# i MAPK 43 F
{ES- BRI OS 20T EMT 188 A5 , 55 156 B 2 3 e 17
AR Ry —Fh Al B 2590 HT Tl R, R 2 08 f 5 1Y
s,

MR A & S PR EE IR BESE 3R 15 (Sialic acid -
binding immunoglobulin - like lectin 15, Siglec — 15) 7£
R0 Bl R SR 3 ik, FAN T BF 5T R B,
Siglec — 1576 1 P IR 143B 411 g o 3 2 35, 1 fif K
Siglec =15 )5, EMT #H ¢4 H N - cadherin (1.4 ws
2.0) . Vimentin (1.0 »vs 0.5) . Slug (1.0 vs 0.8) #ll
MMP -9(1.2 s 1. 0) BJ40f BZH (NC 241) A8y B 3%
ML (P <0.05) o WAk, H S PR I 1 ( dual -
specificity phosphatase 1, DUSP1/MKP1 ) 7£ Siglec — 15
UUBRE 3% T, i 5k DUSPL W] LI #E OS 4 i
HIMETE TR MR 28, TR 1 Siglec - 15 HifiR)5 7
ey 08 AR IL B8 AR ZRRE S BRIk, E— 2B 0H o &
B, i A5 Siglec — 158, DUSP1 4 %0 p — p38 (1.0 wvs
0.4) RFWHIBHIEE (P <0.05) , F B Siglec - 15
i DUSP1 4319 MAPK il e 3 OS 4 iy i) 8 4k
e, X ULH Siglec — 15 K@ 14 % DUSPL i
T 08 Wy HE RN, H DUSPL 5 p38 MAPK {55
T A VA

ZHANG 2 i1 0,25 .50 wmol - L™" [ I % % #
2 (tetrahydrocurcumin , THC ) £b3H OS 401, 45 R & B,
THC W40 7 OS A0 ny G 58 T 7% Fi 28 At 1
MET g9 A2, sk, 88l S - 1ol hypoxia — in-
ducible factor — 1o, HIF — 1) 7 THC fHTEEFSAE ] T
A KB AE M. 3 — 205 kB, & 25,
50 pmol + L") THC b3 OS 4HfE)5 , p - p38/p38 &
FECE 20 %0 0 0.5 A 0.3, 34 i 35 ik T x5t IR 41
(0 pmol - L™Y) 1 1.0, HZ5¥4b )5 () HIF - 1o 36
KK VIR 8 3 R IE (0.75,0.50 ws 1.00, ¥
P<0.05), X8 THC ] DL i3 #04 p38 MAPK i
BRI HIF - 1o K35, FFMM4E EMT (235, T
i OS dnf Y5675 .

YANG 22" 5 558 F + A 7 P g ( Alantolactone
ALT) ZE3E OS 28 i S 1 20 fl, 45 R & B, ALT & 3%
PN T OS 20 fitg 5 58, T X 1 A0 M A 1 R AR AR, i
Hb,ALT A] DL i 390 e EMT o 72 0400 i) 56 o 4 ) 28

FIER AT R MR 2%, 1 0.4.8.10 pumol - L' [y
ALT -3 OS Zifif, p - p38 i R IK 2 W BEARIE T
[%(0.6.,0.4.0.3 vs 1.0, P <0.05), H ALT B¢ &
p38 MAPK | 24 %} OS 4 (43558 TR Fl iR 22 HA
PREAIRIENT o X BT ALT A] LidE s 0] p38 MAPK
=5 PSR L OS 4 py 358 FIE %

2 3E%4R%5 RNA i#= p38 MAPK {5 S @ik 7E OS #
HI1EA

FEGifS RNA 245 A8 BE 2 i 7 4= 25 1 BT 1Y RNA
9 25 T ARG TE A T R G 2 A e
A B R R 0 IR T A A A B DD O
Fo RAIMONDI 452 5k 15 A JFUA Bl 2 A A 41
LU LL , 5 R LB, miR - CT3 1 OS 40 i Hh 28 BAIR,
it Target Scan K %¢ % R Wi S %6 T I JF 9IE 52 1
VEGF — A2l miR — CT3 [R¥EAEA Y748 5 1 OS 4 fig v
i Fe3k miR - CT3 J5 K, VEGF — A mRNA A%t ik
IR HRZH 2 E REAR (0.6 ws 1.0, P <0.05) , 3% i}
Wl RibmiR — CT3HN ] 1 i ogg il 48 A 78 e ob , i 3%
ikmiR — CT3JRFEAR T OS 4HMi AT 8 FfR 28, i —
AWE5E A, miR - CT3 15 T p38 MAPK 3 % (Y #
W, 5 7 EMT Al Vimentin A9 % 5. X i B
miR — CT3LEV T OS 4 i i) I 38 Az s A0 20 Jfd ik Ji& vp
BARBEN, 55 EMT HE R4 5K,

LIANG %" W58 & B, miR — 744 - 5p 7€ 0S 4
ZURANNE P 1 23K K P FEAR, 2 38 miR - 744 - 5p
J&, FUBERCH (60 vs 105) GEFEAHIALH (18 vs 44) |
EMT #H564 1 E - cadherin(1.5 vs 1.0) N - cadherin
(0.6 vs1.0) . Vimentin (0. 8 ws 1. 0) X% %} B 2H A B
WEAR (1 P <0.05) ; tbAbh, i K3k miR - 744 -5p J5
K, TGF - B1(0.4 vs 1.0) S p-p38(0.3 vs 1.0) 3
RO BRZH 0 S RRAIR (1 P <0.05) , 33856 T TGF - B1 %t
OS A2 o XYW miR —744 - 5p JZTGF - B1#Y
SR, Il i p38 MAPK {5 53l 4 il T 0S
it EFNHE RS

K 5% 9 4% 15 RNA (long — non — coding RNAs,
IncRNA) ANCR 7 Jifig 1) & A= & Jig vh e 5 J 24 1 1
Filo LIU 22558 % B, ANCR 76 OS 4 i 125 41
ik FM, #UIK ANCR 48 h J5, OS 41 fifd i 3 5 %
(24% vs 58% ) 7T %L H (20 vs 60) N — cadherin
(0.3 s 0.6) Bygoxs BZH W] AR (1 P <0.05) ; i
— W5 R B, BURANCR)G ,p - p38 2 H E A /K-
ZF}E (1.7 vs 1.0, P <0.05) , i it A SB203580 J5,
PRE T si = ANCR XF OS 20 i 34 5 | 3T 7% 2 22 1 400
il X BEHTIUER ANCR W] LIG#E 23 3805 p38 MAPK {55
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TP OS 2 YT RS AR o

LncRNA AFAPI — ASI {353k 76 A0S 2120 141
ffa 2 b3, SHI 25 B ik AFAP1 - AS1 J5 % B, 0S
AR OL S FEAE (0.4 w5 0.2) JHT=FR(30% vs
5% ) ARETE A% E (100 vs 310) Bax (2.0 vs 1.0) .
Bel -2 (0.8 vs 1.0) , E - cadherin (1.2 »s 1.0) .
N — cadherin(0.7 vs 1.0) ., Vimentin (0.6 vs 1.0) [t 3
RPN B R A T AR (3 P <0.05) 5 E—
TSR, MR AFAPL = AS1 )5, vas [] 25 ) 58 e 7
51 C (ras homolog family member C, RHOC; 0.7 wvs
1.0) .Rho #H %74 1 ( Rho associated coiled — coil con-
taining protein kinase 1, ROCK1;0.5 wvs 1.0) | Twistl
(0.6 vs1.0) Flp —p38(0.8 vs 1.0) 5 (1 £ ik KTy
Bt HAL B FR R (3 P <0.05) , . AFAPL — AS1 &
RhoC A HAEH], RhoC 13 323K a] LAER 731 4% AFAPL
—AS1 %f OS 4 s EMT #ji 6], X 5B AFAP1 — AS1
i RhoC/ROCK1/p38 MAPK/ Twist] {223 475 OS
R EUEME A, Hrh RhoC 5 AFAPL - AS1 H R §IL4T,
AFAPL — ASL 0] IR OS B 3G 7 #L A5, R iF5e &
ST OS KA R ERHHL o
3 S MFEIEE p38 MAPK 5SS @ EE OS F1HY
ER

AN O TR RN AL S PR E T Ry, £
I ROS 1Y R, TEAUFR OS RN Z R e b &
PEAREE M MEM . ZHENG 7 & #Ug 17 40 1 08
s, P T OCHE 1 Bax (1.6 ws 1.0) (Bel -2
(0.7 ws 1.0) My HXF MUAH &4 T BB 24k (1
P <0.05),if55 7 OS 4liffa iy g v, HHAMH T 0S 48
MIR I FE TR AR 28 T A ROS $lii1 25 N — £
ARG, M T E R TSR T, X R
H] ROS 728 7 2 1175 5 1 20 it o1 1 v e o 224 A
E—2PHE 5T K B, 42 B AL BSOS 40 i v Y
p38 1 KK KPR AT (LS us 1.0,
P <0.05), ixX Ui B 2 i 2 # T B ROS 4 11
p38 MAPK {3 2l P4 & 0S 410 AT, % 0S 934
SRt OB AR YT SR A TE Al R

NING 277 ] O( %P HE4H) 2.5.5.0.10.0 pmol - L™
P A1 w0, ( Lycorine, LY ) X B OS 4fififd, 45 & 3N,
LY X N OS 4 i 5 A7 751 2 1Ak (] 49 15 1 240 P g
YERT, H 20 JfL 0 T 32 Yy g 0 B 8 3 T v (20%
35% A2% vs 8% , 1] P <0.05) , 2/ it J& 1 9% BH ¥ 7
Gl #1(34% 36% 42% vs 25% ¥ P <0.05) ,ROS &
A A RN T 1.5.1.6.2.0 f% (3P <0.05) ,
p-p38(1.2.1.5 1.7 us 1.O)fl p —p53(1.3.1.5.2.0

vs 1. 0) FER K P-H 40 BRALTH &, iX 6 BH LY 3 5o 3%
Jn ROS #9774, AT p38 MAPK F1 pS3 {8 i) 4
TREF . S K, A SB203580 J5, 4l 1
ROS A= i, 98055 T LY 5319 pS3 /i1 20 ifa J& 1 fH
HEAIA TS, HAE OS By/NER SR A BB A AT v, LY [ 44
WZE 25 M 1 R i AR XU LY 2R YT
0S —FMETERI 25, iR a7 OS $4it 7B iy skms
4 iFig

OS V&N L2 Jo s /b AR o i 28 38 1) D
WCAER I Z — , Hom R 28 SR A A R — B
TR AL G . OS BBIEA BTA (AR B
TEH RIS 5 ) 2 R 0 Re ) b, e T H s
WA, X FEIHN T HE R AEYEAT I E R &
M Z 2R YL BE W oy IR 2% . 7EFR % 08 kA
RN 3T HLHI I A PR, 3X — s R I AR 7 & AR 1
M2 i 22 5 538 8% Ur ) 4 L S8 L2 e ) 25 5 A
B, Hor,p38 MAPK 5 5 3 B A oy OC S 45 %, 78
0S AL KB R £ LEZMIEM. p38 MAPK
V£ MAPK G5 ) — B, BEAE e [ 22 Fefr 240 it A1 098,
T Tk R IBRAE R A S A% 366 155 2 240 B DAY, 2 T 52 )
KRB S5 RE. WA MR Y], p38 MAPK {5
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