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HE. Y W F ARG AKX SED RN A LME(OGD)HG A 2R U F aa it sz 5 & & A Y i
B 5(ERKS)694E R . 77iE A SD KR, ¥ LB e Bk i B4 48 R B AR A, ARG REALEEAT B3
SREZE(Con 48) 520 (OGD 4 ) A gh i AL B4R GG AL 32, SRR Ay & A 2 € (TTC )R- &-200 K H A2, R A
AL AT (P13 & 4 m i B CAL RAP 2 40 A A2 E, R S 3808 TR A-84% R 2 (QRT-PCR) M| & 48
FOSNA T R OB Z M B (ERKS mMRNA)#I AL KA Western blot #4440 ERKS & & 69 £ 3K 5 BB AL
KF, R 5 Con ks, OGD 4w A MG A2t 8D CAL RA M %, 55242 A ERKS mMRNA
Fr p—ERK5 & A H % (P<0.05); XMD £l ERK5S MRNA #= p—-ERK5 &34, i i His R E I3 5L CALR
BT minke % (P<0.05), 5 OGD.1.5% ISPOC #» 45%ISPOC 41y ,3.0% ISPOC 40 /5 B Hid5 A2 B e 5D
CALl R AT Y, L2022 1 ERKS mRNA #= p—ERKS5 %% #%(P<0.05), 5 3.0% ISPOC 213645 , XMD
LB ISPOC # L2042 M ERKS mRNA #= p—ERKS5 &k, i A MG ARE 4 Z . 5L CAL R AT @R 5 (p<
0.05), L5t — AR FAEG AKX RED A T3 OGD # 45 #9447 ALk 7T 46 5 £ ERKS mRNA
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Involvement of ERKS5 in Isoflurane posttreatment-mediated
protective effect on hippocampal oxygen-glucose
deprivation injury in rats”

Di Cui*, Sheng Wang', Ming-yue Ge?, Qin Wang!, Jiang-wen Yin?,
Zhi-gang Dai', Jun-giang Si?
(1. Department of Anesthesiology, the First Affiliated Hospital of Medical College, Shihezi
University, Shihezi, Xinjiang 832008, China; 2. Department of Physiology, Medical
College of Shihezi University, Shihezi, Xinjiang 832000, China)

Abstract: Objective To investigate the role of extracellular signal-regulated protein kinase 5 (ERKS5) on
Isoflurane posttreatment-mediated decrease of hippocampal injury in rat models of oxygen-glucose deprivation
(OGD). Methods Male SD rats were randomly divided into four groups: the normal control (Con) group, the
OGD group, the XMD group, and the ISPOC group. Rats were anesthetized followed by harvest of the
hippocampus for further preparation of tissue slices. Histological analysis of hippocampus was achieved by 2%
2, 3, 5 -triphenyltetrazolium chloride (TTC) staining. Neuronal apoptosis in hippocampus CALl region was

Wk H #1:2017-02-04
* FATH  EK A RRH: 54 (No:81360203)

[Ef5VE#] £ M, E-mail :iamsheng2006@163.com; Tel : 18935701573
-1



mailto:iamsheng2006@163.com

T E A A

521 %

analyzed by propidium iodide (Pl) fluorescence staining. The expression level of ERK5 mRNA was determined
by real-time fluorescent PCR. The ERKS5 protein expression and phosphorylation were detected by Western
blot. Results Compared with the Con group, the degree of hippocampal injury, apoptosis rate in hippocampal
CA1 region and the expression levels of ERK5 mRNA and p-ERK5 in the OGD group were increased
significantly (P < 0.05). In the XMD group, the expression levels of ERK5 mRNA and p-ERK5 were
decreased, and the degree of tissue injury and the apoptosis rate in hippocampal CAl region increased (P <
0.05). Compared with the group 3.0% ISPOC, XMD8-92 independently diminished the expression of ERK5
mRNA and phosphorylation of ERK5 in the hippocampus, and enhanced tissue injury as well as apoptosis
rate in the XMD+ISPOC group (P < 0.05). Conclusions The protective effect of Isoflurane posttreatment on
hippocampal OGD injury in rats may be related to the upregulation of ERK5 mRNA and phosphorylation of

ERKS.
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Sl e = (7 (IR E TN W o L €
FE FEZF N Z —, TEIn KT T i B rh i A E 7R X
P 28 2R S8 AV THE PR A 1 vy IR 21, ATt AR R AR 1
A B — ELAZ SRR B A A L, R 25 )
AR YER I H IS b PR e i 41 405 5 2
AR XA, o T 5 e — A B A S YRz
SR /N B o AR ) B P RR R 254, IR —
PIRH 2= B A A AR 3 i 2 SR i R X 42
THRAEHIBLE] M A S 2 IR, P 2R, 5
Sl 15 05 i b 22 40 B A0 PR R S — R AIE 5
i e, o, 22 240 Ak 8 R (mitogen-activated
protein kinase, MAPK)Z G & HA R IE ) — M5
SEABRIG, MEH K BOZ KGR M5 5
FH VAT 3 5 (extracellular signal-regulated protein
kinase 5,ERK5)A %k C A w24, i HLHAG #1 il
A% R INEE, 7T A T3 MAPK 515 HAtL A B3 1) 3))
AE , PR 3 TR S 25 ) 0 25, B, K
T ERKS 7 7 Ul p 28 O o i/ FH v oA DL 4
PRI, AR AR FH 28 i K RO 5 i i S TOA
1 147 (oxygen-glucose deprivation, OGD ) £ %I | # i+F
ERKS 7 5 38Ul #2840 b /R

1 MRS

1.1 SEIHR

e SD K BUAT 50 ~ 100 g CGHrEE A T T K2
A PRI SIS ey ), SRk (Fi 5 : 64140902,
IR YT & e il 2555 1), ERKS 11l 771] XMD8-92
(2[5 Selleck Chemicals 23 /] ), — H VK (DMSO)
(#t5-:302A0324, % [H Sigma Aldrich A #] ).,
1.2 XWHE

121 KRAHEDL R LS i 10%7K 4 &8k

anesthetics; Isoflurane posttreatment; extracellular signal-regulated MAP kinases; brain ischemia;

(0.4 9/100 g) 22 i 19 SHF R BRUBR TR, 35 31)— 2 R
UREE 5, Al g b L2 SR A U ZH 2, BT 0 ~
A4°C TR % 95% %<, O, ~ 5% — A1k CO, IR A S
FrBE T (ACSF, mmol/L:NaCl 124,KCl 3.3,
NaHCO; 25.7;NaH,PO, 1.24,MgSO, 2.4,CaCl, 2.4,
Glu 10,pH 7.35~7.45)1 , 7EUK & L PRk 0 25 i 58
T T ZH 2 dE ] NVSL RS0 H HL(ZEE Cam-
pden Instruments 2\ 7 )7E FE I 2K Al P i 10 mm Ak
SRV A, JEEE R 400 wom, SR J5 I L ik RS &
BEETRIE A 34°CHA S ACSF BT R, I m]
HHN BRI E A 95%0, ~5%C0, IRA SR
90 min, LIME S il & i A& rh 45 40 o Wi IS P50 43 ik
R A 37°CHHE ACSF [ HE Al v, IF 10 FL =i
3B A 95%0, ~ 5% CO, {R-ASMABFF 30 min, 1EH
1 X R A

122 S Wi BEALEET AR Y 43 4H Ak
P, A9 ¢ 1F B X PR ZH (Con 41 ) | ke 480 J0 W 361 495 40
(OGD 4 ) 5 Uik J5 Ab FEZH (1ISPOC 4 ) . — /1 3L
HRZH(DMSO 2 ) .ERKS il 51] XMD8-92(XMD £ ) ,
ERKS5 11 il 5] +3.0% 7 58k /5 40 3 2H (XMD+1SPOC
4). Hodr, SR A ELE S 3 N A (1.5%
ISPOC #H.3.0% ISPOC #H 7l 4.5% ISPOC 4 ).,

123 HALAEMGAA G ZH) DK 7E 90 min
1B )5 WO 37°CIHJoHE N TN A (glu-free ACSF,
mmol/L:NaCl 124,KCI 3 .3,NaHCO; 25.7,NaH,PO,
1.24,MgS0, 2.4,CaCl, 2.4, JiE#E 10,pH 7.35 ~ 7.45) -
A 95%5/?&/_:\‘ N, ~ 5%CO, (ﬁ'ﬁ%/_:\‘ﬁggﬁﬁ 14 min ,ﬁQ
J5 A ] 37°C &4 ACSF i A 95%0, ~ 5%CO,
TRA A 530 min, BN B 4.

1.2.4 & B 0957 ARG 422 RSN F HE T S
J AL SHR , PP A G A R S R 1 TC AR T
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B, S5 ANBAMEE 5 25 1 IR R0 5 A8 S AR S AL B A R T i R S TR 3 P B4

Wi ACSF Fl5 A8 5 36Uk (1) 480 & i ACSF, Bt il 77
AR A IR AR 95%N, ~ 5%C0, R4S
T S SR & E (15 [ Drager 23 &) B9 #E 3,
il A TCHE ACSF HF-Ai 20 min, I 5 Uk5 &
THE 322 2 JBR P S AR W A (752 5] Drager 2 W) ) il 5 i
A ACSF H i gtk vk B, 2 REACURBIZH A R HF
ARE, e 1.5% .3.000F1 4.5% 3 5 JRUEK e R
JE 5 PSR FH [RIAE 110 3ok e o) 5 A A I e S e i 119
HEA M ACSF. SR J5 F 95%N, ~ 5%CO, V-1 5 1)
o Bk JORE ACSF, T OGD 253 H 5 min JE 13 ik
F o 7E OGD 2%}, et 95%0, ~ 5%CO, -1 5 iy
SR RUE Y S ME ACSF 4RZ20E 1 5 min, SRR A E
B 25 min, 2 AN B P S U S AL PR 10 min, EAE
B¥ 30 min.

1.2.5 & F agar4) A 422 ¥ A ERKS HI
XMD8-92(10 w mol/L)¥E OGD Hij %3 ZMilfF & 10 min,
SRJ5 OGD 4b#E 14 min, & % HE i 30 min; XMD8-92
JE 38 o R S R BMK1/ERKS 135 53 1% , M 14k
“2BHWT ERKS 31641, (XMD+ISPOC) ZH i F4m
il 77 XMD8-92 5 5 45l ik i &b BRI A [ B i2E 47 o
DMSO 4145 fii F- 7 34°CHY ACSF i 80 min i,
4 XMD8-92 ()1 7 DMSO il A %] ACSF H i &
10 min, 2R J5 & S E M 30 min,

1.26 A BGA2 N2 i E AR, R
ST HEATHAE, TH 2%2,3,5- S 4L = 2K Uk (TTC)
(H45-:204H032, Jb T R E R A 7] )TE 35°C T 4
8, 30 min. B fe A= R K sk, i 2R THI 7K 53 FH U
YRR, %G AR ER, LA 1 g 20 ml AL, RDETE 4°C
TR R R L B P 1 1A L BEAT DMSO
HAYHhAE 24 h, BRI & 96 LAk (AL
100 1), MEEFRACGIASAE 490 nm P AL FLAY IR
J&(0D490 ff) . 44 A Y TTC Yeta T [ 43R A
SLRLAG T A3, 3R Jy %1 4A : (1-0D490 52
540 /0D490 X HRZH ) x 100% , #4315 4H 445145 1 4
RPAT G 12443 BT (ODA9O0 BBk /), 3 TTC e fr,
AR, I AT R ) .

1.2.7 ATimiadayn 2 FERETRIG , B4 FERLEL
8 ~ 10 5K A Fr, HEG T HEA TR B IE (P (it
5 :MKBP1360V, 2 Sigma Aldrich 2\ #])imA ACSF
(2 wliml),37°C7F , kG I 40 A% L £5 60 min,
IRl A 95%0, ~ 5%CO, IR JRIGTHBEIRERSZ
R e R 4% 2 PR EE 10 min, Hl
Fo FHBOE IR A2 WA (BRI 530 nm, & 515

3

% 620 nm,LSM510, fi [ Zeiss /3 7] ) WLEE4%- 4 CAL
X PIYe (o 8 T2 40 B Az S 41 (0 e i ik AR 4k, £
Aim-Image Examiner 3K {4 (1 [ Zeiss 2 w] ) % 24
JGHRBE AT GRS BT (R P2 i B R, AR
KT M Z ).,

128 LB R R A% RS (quantitative re—
al-time fluorescent polymerase chain reaction,qRT-
PCR) # i ERK5 mRNA # ki B HEET
-80°C VKA Y 2% 2H Mk i (70 + 10)mg, 7E K& b ]
WRME 7 AT WA, 61 Brizol (BTN 1 H R
ARV ) PR ZH 255 S B A% BB A% R (ribonu -
cleic acid,RNA). #| Ji] & %+ DNA (complementary
DNA, cDNA) % —E4 a7 & (be N i H R A R
AT BEAT B RNA 37 5f |, b % S AL ( 52 [ Bio-
Rad A 7] ) B W e s 2600 O - iR P2 10 min,
45°C7EVE 45 min, 95°CiR /k 5 min, 7Kty 5 min, A4<5%
g rp IR R RS 1 W i B AR TARY) TR
B0 A7 BRA BT H-5 i, ERKS, 1E[7 5[4 : 5'-CTT
CCAACCTCCTGCTGAAC-3'; 2 [1] 5|4 : 5'-GTCCAG
CCAGAGGGTCAGTA-3'. MACTB, IE[H5|#):5'-TT
CCTTCTTGGGTATGGAAT-3'; 2 [ 5|4 : 5'-GAGCA
ATGATCTTGATCTTC-3', i &% 5% J&5 3k HU cDNA,
SYBR Green [ real time PCR &7 & (Fr N {H H Bl
HIRAF) BB W . ABI 7500 (€[ Applied
Biosystems /3 F] )i 19¢ 6 1 PCR #lF2 , # 4N F 4%
PEH#EAT : 94°C R B 2 min, 95°CAEE 15 s,60°CE &
305, 88)5 40 MRS, 38T B MIEFREE B AR
I 31 o, ZRAS A S ZH B PR B (B (CL D)
P W8 ACT=Ct yysum ~Clpam, A ACtEACE gy -

1.2.9  %.9% ¥p i 3% (Western blot) M & ERKS F= 5%
AL ERKS 89 & A K-F  TEDKE b, U 4K R
L B A B PMSF RIS 00 a1 790 A S e e
PLVE (radio immunoprecipitation assay, RIPA ) %4 i 2%
R (DU A8 A ) TR A BRA W) K B % 9 41
1580 R TR0y 24 2 s, SRIF B0 15 min(4°C,
12000 r/min), B EIHH . A A S 50 ug
Sr5MAF] 10%SDS- 5 20 B BERE 1 FL h R4 7
LK 3 B, O P g% 25 11 5 Marker(JE 5t Solarbio 2
FOE R FbRC. BIKG G K HE A5
2B W % MK (polyvinylidene fluoride, PVDF ) l&
(& [ Roche 23 7)), {1 5% B W48 524 1L 375 45 11
(BSA)ZEIRE 2 h 5, 4°C W& R E—duad i,
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ERK5 —¥T(1 : 1000, 32[E Abcam /A H] ),p-ERK5 —
P (1 : 1 000, 2 [ Cell Signaling 2% ) ) fil B -actin
(1:2000,dext Il EMAMEARAF) . —HiEE
VEE Ny 1 20 000, = IRSFE 2 ho BB 1142
WG, Wi, 5 BRI o SR T BRI
12 25408 Image J #kfF (Gel-pro analyzer, 3&[H
Media Cybernetics 2 F) )2 457 K A, ¥ B &
HAKEEEY B -actin WK EE(E R LU E R T 481
53T
1.3 FitEAHE

BB R SPSS 17.0 GE it 444, i %R
PPBC AR 22 (x = )R, LIRS R Oy 2200 #T
P L3R A Dunnett’s K356, P<0.05 N2 7R A
GiiterE o

2 R

21 BAXREDRARGEE

5 Con 4 b % ,0GD 4 . XMD £ Fl (XMD+IS-
POC )4H M 5't: & (optical density, OD ){E AL . 0 4
iR T (P <0.05),DMSO 2H OD fi 5 FeE 2%
SIG AR L (P>0.05); 5 OGD 4% ,3.0%
ISPOC #1 OD {E & i M FE EEFE AR (P <0.05) 5 11 5
3.0% ISPOC #H I %% ,1.5% ISPOC 41 .4.5% ISPOC
ZH XMD #H 2 (XMD+ISPOC ) £H OD 1{f [ A% 4 15 #
JE T E (P<0.05), W1,
22 BHXKREBISMA CAl REEHAMANAT
2

Pl YefaJ5 4540 i B o, 5 Con ZH HE#,0GDAH
XMD £H Jz (XMD+ISPOC )i &5 CAL IX i 1~ 1Y 2 Hfu b
% (P<0.05),DMSO ZH 4 ffg i T-F2 J& 25 R o ge it
= (P>0.05);5 OGD 41 b#,1.5% I1SPOC 41 .3.0%
ISPOC £ } 4.5% ISPOC #1iff Ty CAL X I8 T-HI 4 i
W8/ (P<0.05); 15 3.0% ISPOC 4H 1145, 1.5% ISPOC
ZH Fil 4.5% ISPOC 47 & CAL IX A T- AU 4 i 3 &2 |
XMD £ FI(XMD+ISPOC) 41 i T CAL X Ty 41 fiEg
W2 (P<0.05), Ph 45241 5 ik i CAL X b2 4 g
PR LA R A I 235 SR 5 45 2R i O P B Lt
RTIN 25 SR AR A — 3, W3k 2,
2.3 HHEXREIRF ERKS mRNA #I&RIX

ERK5 mRNA 7E4-2H i J b i 357K -4 : Con
41 (1.00+0.00),0GD 4 (2.63 +0.25),1.5%ISPOC
2H (2.25 +0.06).3.0% ISPOC £ (5.53 +0.22) .4.5%
ISPOC 41 (1.24 +0.25) .DMSO #H(1.18 + 0.11) . XMD

* 1 FAXRBDMA OD40 EMRGE D EM LR

(x£s)

215 0D490 {& AL E 5T (%
Con 41 0.59 + 0.04 0.00
0GD 41 0.28+0.03 5322 +1.79"
ISPOC 41

1.5% ISPOC #1 0.32+0.05 44,85 + 55799

3.0% ISPOC 4 0.45 + 0.04 23.93 + 2.46?

4.5% 1SPOC 2 0.31+0.04 47.81 + 3.852%
DMSO £ 0.56 + 0.04 4552129
XMD £ 0.18+0.03 70.03 + 3.52029
XMD+ISPOC 41 0.21+0.03 63.68 + 2.8V2%
F{H - 344.000
P1H - 0.000

H:1)5 Con 41132, P<0.05;2)5 OGD 4 %, P <0.05;3) 5
3.0%ISPOC 4 %%, P<0.05

®2 [HEAREDMA CAL XHEMMATEENILE

(x+s)

251 YA TR R
Con £ 15.18 + 6.53
OGD 4 99.1+17.77
ISPOC 21

1.5% ISPOC 4 37.11 £ 6.019%%

3.0% ISPOC 4 23.87 £8.97?

4.5% I1SPOC 4 45,12 + 8.42V%9
DMSO 41 22.99 + 6.05%%
XMD 2 102.84 + 9.95Y?
XMD+ISPOC 2 108.07 + 6.76%
F{E 173.11
PAH 0.000

W :1)5 Con 41 #, P<0.05;2) 5 OGD #H [t %, P <0.05;3) 5
3.0% ISPOC 4 kb4, P<0.05

2H(0.16 + 0.04) }2 (XMD+ISPOC)#H (0.27 + 0.02), L)
s FRRZE R AR L (F=379.05, P=0.000 ),
55 Con #H Ft % ,0GD 4 .1.5% ISPOC #H K 3.0%1S
POC 4 ERK5 mRNA ik [ ( P<0.05),XMD 4 Al
(XMD+ISPOC)4 ERK5 mRNA #iA Fi#(P<0.05),
DMSO 2 ERK5 mRNA ik 25 gt i2#m XL (P>
0.05);5 OGD 4 %%, 3.0% ISPOC 4H ERK5 mRNA
35 B (P <0.05),45% ISPOC 20 XMD 41 #I
(XMD+ISPOC)#H ERK5 mRNA 3k F 4 (P<0.05);
55 3.0%ISPOC 41 . %% ,1.5% ISPOC 41 .4.5% ISPOC
ZH XMD 4H K (XMD+ISPOC ) il ERK5 mRNA ik
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B, S5 ANBAMEE 5 25 1 IR R0 5 A8 S AR S AL B A R T i R S TR 3 P B4

T¥(P<0.05),
24 BHKXRESMA ERKS ESEBMKRIE

Con 41 .0GD 41 .1.5% ISPOC 41 .3.0% ISPOC 4
S 4.5%I1SPOC H i S i i p-ERKS 45 [ A ik 22
SR E L (F=94.07,P=0.000), 5 Con ZH [t
#,0GD #1.1.5% ISPOC 41 .3.0% ISPOC 41 % 4.5%
ISPOC 41 ERK5 R fb. & /K F-F+m (P<0.05); 5
OGD 41 H#%,3.0% ISPOC 41 ERKS5 # iz b 25 7K -
TFE (P<0.05); 5 3.0% ISPOC #H %5 ,1.5% ISPOC
ZH 1 4.5% ISPOC £H ERKS Wil L5 I /K P RAAR (P <

1 2 3 4 5
p-ERK5 = — e ——

ERK5
B -actin

1.0
0.8
0.6
0.4
0.2

p—-ERKS5/ B —actin

1:Con #;2:0GD 4 ;3:1.5%ISPOC #1;4:3.0%ISPOC 4;5:4.5%
ISPOC 4

A R E S EEBYEAFEXT p-ERKS FE35 1520

0.05)(ULEHE A). Con 41 .0GD 41 .3.0% ISPOC 41 .
DMSO #H . XMD #H Kz ( XMD+ISPOC ) £H i h figi A~ p-
ERKS & [ RIAZERA G E L (F=174.08, P=
0.000). 5 Con 4H H.#¢,DMSO 4 ERKS5 #fR k& H
FIkoK V2 R IG 127 E X (P >0.05), FLafiffi H
ERKS5 i1l 3] XMD8-92 Jii , ERK5 Wi iR fk 5 1 2 ik
K- FFAR , XMD8-92 5 3.0% 5 4 ik Bt 4 Ak 3
ERKS @2 1k 45 H &Kk /K P FEAR (P <0.05) ( UL Fff
KIB). VL&A rh#iieifbny ERKS Rikgi R 5
ERK5 mRNA [HZRiE45 FAH—3k.

p-ERK5
ERK5 —
B -aCtin - we— — — ———

p—ERKS/ B —actin

1 2 3 4 5 6
1:Con #1;2:0GD 41 ;3:3.0%ISPOC 41 ;4:DMSO 41;5:XMD 4 ;
6: XMD+ISPOC 2
B XMD8-92 % ISPOC ¥ Tl F I FE i

1)5 Con 41 1%, P<0.05;2)5 OGD #1145, P<0.05;3)5 3.0%ISPOC 41 Hb#:, P <0.05
MiE |EKXREDRE p-ERKS EEBRIE

3 itig

9T, FkA S Ras-Raf-MEK-ERK 1H %
BEIR AL IS , I 2 TCIRAE , TSI pf 28 A
FHE, MAPK {55l % MBI LA) ERKL/2 A
LB R AL 1) INK p38 BE 1% X B it 1fi 175 5+ 114 41 i 9
T, AR AL 7 R, T ERKS J& MAPK K%
BT AR B, 7RV Ty CAL X, e it 7 A B3 e 184 i v Ak
() p-Bad 1 14-3-3 F 454, ERKS LIRS 6
AH) c-INK T, LA S c-fos FiE02, ik 1ki ERKS fig
PRI 2278 57 R 7 (BDNF ) 3k, M5 52 Bl 1fi [X 3
PN, S REEREDS IR 2L & Bel-2
AR JRPE PP 2278 52 K -F (BDNF ), DTG 5 B 22 T A7
TS AW FE I, ERKS i@ 5 KLF4 38 i
T = KT 1) HL0, 1 ST A B AR 28 A K R
(NGF) , Feii b S AT i 28 0 a8 T,

AWFFELE R B, 5 Con 4H HL#, OGD ZH 1 Hh i

AW RR R T I Eh Ak A CAL X PR T4 A 4
2 PR KR Mg A ORI P B 28 5 i )
5 OGD 4 . #% ,1.5% I1SPOC 4H #i1 3.0% ISPOC £ #H
ViR BEFEAIG , ¥ 5 CAL XA 22 20 L i T /D, 1 B
1.5%7F01 3.0% ¥k J5 1) 7 Bk S Ak BT R S v 5 ki
OGD #it B &4 1EH]; H 3.0%ISPOC 41 ERK5
mMRNAF p-ERKS [12AT 5, i XMD8-92 FHWT 3.0%
ISPOC £H ¥ Ly 2H 21 )y ERK5 mRNA F1 p-ERK5 23k
J& R B RE E T i B CAL X T4y £,
Ui W] S5 38Tk i Ah BT R SR 5 il - OGD 45t 4 A £
P VEHI AT E 5 ERKS mRNA #il p-ERK5 335 |
VAT G 5 4.5% 4 B2 114 5 Rk s Ak B A B AR
YEHI, H ERK5 mRNA [#fIX. 5 3.0%ISPOC ZH H.#%,
1.5% ISPOC #H 1 4.5%ISPOC ZH A Fe i i,
CAL X #f Z 41 il 4 T- 2 ,ERK5 mRNAFI p-ERK5
AR, Wh I — e W 1 S ki Ak B Rt |
ERK5 mRNA Fll p-ERKS ey K Flifg 5 i i+ OGD
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Pt , AR S R ) B 43 17 P B 22 S IR S
FURE AL o FEASIIF 5T HHOEE 3.0% ISPOC ZH M Z8fdr
VE B, BT AR $E 3,000k 3 5 G e 0t — 45 5E
ERKS il FIHK A 5 ik S5 A0 BHZ, R XMD+ISPOC
24 . i DMSO 1} ERKS5 157 XMD8-92 fitj#%
#1, 5 Con ZH b4, DMSO AR G7FRRE R A T F2 BE TG
225, ATHEBR X S50 25 5 0 52 s XMD 4L F- 345
FEEETHE . M CAL X #4418 7234 £ | ERKS
mMRNA A1, 7] W XMD8-92 i &% il v 5 Y
BMK1/ERKS i BT ERKS {5 53 1% 5 , ki F 2
P Z IR ZS . SRT OGD AbBR S , KB HhIX
ERK5 mRNA il p-ERK5 FikTtE, Al HES ML
KA BRI A S, H AW IEIE S8 D X
ERKS £ K FR B I T 4 G 9

25 TR, — 2 R R 114 S Sk J AL R RO i
Xt OGD $51 47 1 AR MLl o] BE 5 1 ) ERKS
mMRNA FI ERK5 BRI /K A G, FEBIARME B,
SEHEA T IERKS 155 88 FL/E A —Fnl g+ HUR0
B TE I P A 43 1 B A e, Bt 5 RA TR Y
AWIRA WERGE e 5 HAhE B AE 5 5 58 X
T AR T B A €, LA I A AR A R
AR
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