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WE B ATRRaitE(CRO)M S F# E(CI/R) KR D A0 2 045 69 % vh 38 & L5
o Fik o 144 R SD K KA B F A k5 AR F K (Sham) 28, A (CI/R) 4L, CROAK . ¥ . &
# & (CRO-L.CRO-M .CRO-H)#0Fe &, Z 3-F (NMP) 4L 6 48, 2024 R, R A &b EH & CI/R X R AL
AR AR TRAAT 7 d 4 1 R/d MRS (ip) %6 25 (CRO-L.CRO-M.CRO-H A4 % ip %24 10.20.
40 mg/kg, NMP #Lip %25 1 mg/kg,Sham ZAF= CI/R 4lip T A 22 3K 5 mL/kg) . H#E 24 h /5, i it Morris
R E FZ MM KRS TIEIEE N, TTC 3 €4 AR 5L F  HE % €35 475 % CA1 R f2 CA3 RAY 25Tk 32
F#F , TUNEL # & %47 % CA1 R = CA3 R4V 208 T4 & ,ELISA &40 4 LA 2 G Mm% —-18
(IL—1B) . IL—-8 P 3R 5L Bl F —a(TNF—a ) A% , Western blot i) i & 28 22 Janus B 2/15 5 8 F 5 4 %
BET 3(JAK2/STATI)fE 5@ ZR Gt AA T, £4R 5 Sham4l s ,CI/RAF JLILE AR R
MK, B A 78 5 90 B 91 5 (P<0.05) ;7% CA1 R fe CA3 RAV 20 I Z R Y A MG K 20T R
A=A K iZ A S R ER R AT RN 24 H(P<0.05);#L4R1L-18.1L-8 . TNF-a &%
293 (P<0.05) ;p—JAK2.p—STAT3. & A £ % & & B1(HMGB1) \Bcl-2 48 % X & & (Bax) & & A ¥
R Z R % & B —3 (cleaved Caspase—3) A8%F £ ik % F» p—JAK2/JAK2. .p—STAT3/STAT3 . Bax/Bcl—2 F& ik S i)
AR 2t &, B2 AR AT AR F A B EAK(P<0.05). 5 CI/R 4163, CRO-M 4 .CRO—H £14= NMP 4L X &,
FIRICRE ) B ERE R EY ZEK(P<0.05);# 5 CAl RAr CASRAVZELREFH LW LK E.
B F A R (P<0.05) ; # L A2 IL-18.IL—-8 . TNF—a 4 & % 2 A% (P<0.05) ; p—JAK2 .p—STAT3.
HMGB1.Bax. Cleaved Caspase—3 #8 & & ik & F# p—JAK2/JAK2.p—STAT3/STAT3.Bax/Bcl-2 & ik Fu4E ¥ o
2 HBAL(P<0.05), CRO L#EAER ZI— 6 H R B, . CRO-HAM CI/R X 5 JLlcat kD
CAIRACAIEMNZ KRB FZREF B TR KERTFAE JAK2/STATIE 5@ B 40X & G LKW % A
B EH T NMP4(P<0.05), #&# CRO T4e@ it 474 JAK2/STAT3 42 5 i@ 387540, 3% £ fedh £ T
=, i 2 CI/R K il B Ay Z U AL B4R 371 A
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PRI A < AL A Z A ] JAK2/STAT {553 Sk s e oL #4508 12 K B e S o 22 a5 A

3, BB Bl I P 73 (cerebral ischemia reperfusion,
CI/R)i5 . 2= 28 1C ke 1 32 402 C1/R i e %2
e R — ¥ B DX 11 53 2 > FCAZ B il 1X 17 7
hpf 22 50XF CI/R B A BURS . CL/R B HL
BN IR Foh JRE RN R 22T A T2 7E C1/R i3
1) KA ML rh 47 e 4 LA A Janus G 2
(janus kinase 2,JAK2) X Rl G 5K 5%
SE I T 3 (signal transducer and activator of tran-
scription 3, STAT3) FE1E S AE LI 241 Jfd 9 7 45 5 2
RS EENE S SRR PR, A2y
0 JAK2/STAT3 {553 i S H A S 19 948 S 1o Al
M TCIR T A RO CL/R 457

HBEIA A, AR RS XU BHL 268 Ay e of A A
R AL, 2 DL 8 SN I AP 2 | TR A
5575 T RIRYT o LI AL HUE R ARME Y A LAY
TR SR A2 BT AR | L B R 4
SETN . AL AEZ (Crocin, CRO) AL LAY £
TG PR A 250 8 T K 2 3 b &, 3R
PR LB, CRO HA RAFAIHLR P b 4
TSR . ARGSE BE A 9T & B, CRO X C1/
R K B Bt 28 o4t s B R4 VR D, HL 5 4
il JAK2/STAT3 {5 5t A K. JESEH-F- (nimodi-
pine, NMP) j& — Fft — S0 BE 2885 25 5500, 2
PR B i it 1 o 28 45 407 10— 2R 245 W, 64 Sk BE A XoF
R FH T e ot 44 i ot 505 B U6 25 0 R o
A5 2o ] A C1/R R BRUBEEY , L NMP Ay BH A%
Xt HRZ54) K1 CRO X CI/R K B Sl oot i
S SRS AERLE SR CL/R I IRIA YT B HE BRI AR -
1 #R57E®
11 55520

Ve 144 L SPF 907 JH i HFETE SD B, A B
220~240 g, A FE MV (18122 ) A DR AT IR ) 5
BB HE P ATIE S - SCXK (3E)2021-003 . 7EIEUE

W PR EE o AR R B RO IR . At
FEARAFHEER T v B Be R PR D S kv [ A AL 55
HDZXLL(K)2021-014 ],
1.2 BRSNS Sk

CRO (4 J&F =98% ) (12 %5 : WKQ-0000584 ) 1y
B a4 58 75 A B AT R 28 Al s NMP (5255
2022C00417) W [ J& K 25 Mk A A FR 2N w5 4 2
21 (TTC) YL i (4545 . T8170) . RIPA % i (1545 .

R0010) \ECL & Yk (185 : PE0010) ¥ A Jb i R
SeEAEMPHE LS A HE By 643808 & (585 : €01059)
W A i = KAV RHE A 6 s TUNEL 48 i T2
T & (5245 : G1501) W [ eIk IR AL Rl 4
AN A E 18 (IL-18) (185 : H002-1-2) .
IL-8( 525 : HO08-1-2) A Jgi IR FE N F - (TNF-a )

$249 1 H052-1-2) i 71 & Al BCA ¥ 88 11 vk B A )
A& (525 . A045-4-2) ¥y H /g st i A9 T
FEWFFE BT s JAK2 (525 : bs—23003R) . STAT3 (%25 .
hs—55208R ) .p—STAT3 (%5 : bs—25609R ) . GAPDH

P25 bs—41373R) PLAR A BEER 8 (1 G (1gG) 47t

5245 :bs—0295G) W At 5 P AR A H R
A 3 p-JAK2 (585 : AF3022) | & i B i 55 14 B1
(HMGB1) (485 : AF7020) . B bk [ 4i fif2 83 -2 (Bel-2)

P25 . AF6139)  Bel-2 56 X 2 1 (Bax) (58 %5 .
AF0120) . 3006 74 2 it 0 iR &5 11 1 -3 (cleaved Cas-
pase=3) (455 : AF7022) HL A4 [ 5 [ Affinity 24
A, RM2145 BI4] A HL . DM6B 7% Y i s ¥ i 1
T FE PR R A F] s BX43 BRI 24 B iR e B H A BARE
Hir /A w5 FS3 4 K B bR A [ 3€ E MD A
24DN R LKA 40 8 AU A AL 7S — 23 F .
1.3 SEEGA A S48 2y Pk

144 HSD K U P 1R 3% 18 1 361780 2
fith, Fie R BE LA 210 6 41 - I TF AR 4L (Sham 41)
IR ZH (CI/R 41) , CROIK . /& i 41 (CRO-L,
CRO-M,CRO-H 20 ) 41 Fl pH H: X} BE 4L (NMP 4 ) , ¢
24 K, 6 FIEMET 7 dIFLE 1/ d I8 e v At
(ip) #4524 : CRO-L.CRO-M,CRO-H £ 53 %] ip 45 2}
10.20.40 mg/kg""' ,NMP 4 ip 45725 1 mg/kg '*’, Sham
A CI/RH ip 45 TAFER K 5 mL/kgo
1.4 JIiR i - T R s
KK 2512 h 5, B3 Sham 44k, o4y 5 401 %

FHER AR 7% BT I P 20 ik 2 b il £ C1/R KRB AL .
I T S 3 B 22 (IR BE 3%, 711) i 40 mg/ k) St
JERE , UM, 591 B 35 UK VS 2 5, TR e
YITT 2 1.5 em, 23 B8 45 I 354 50 ik Rn 200 2 st ik, e
P41 #5143 Dk T 0 i L 25 FL AN sh kR, T 541 30 ik
A SN B ik 22 K b s ik Ak, e g, B T e 1]
3 B Bk 0 Bl ik e, 1 RS G BRL 2 h JiE R 2 e PR
82 LI FFUE VE 5 Sham ZLBR ANl A LR A1, HoAvH Ak
RS RIZE o 3 5 Longa #1128 T B TT-43 Yo i A 435 SR i
TR, TCA T BB BRI HE IR Ay 0 43, SR it X6 iy
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JHE AN BEAR R A 1 43, A7 5 I 1] fofe o %ok 400 2% BT Sy 2.4,
BB R 30, NREATAE M 443, VEAr 243 LL_E A Ky
TR
1.5  Morris K2R B SEEG IR B2z 2T id e fig
151 ENRATSCERAG IR B2 2 RE 0 FRE T
24 ha , FEFL 240 B 8 HR B, 43 91 T Morris
KREEH T I IV G BRI ) 45 BE il A K (R
25 °C) g s R TR B0 T25 M4 BRAYF & frds
] (AN SR 120 s PR AR RS | 5K BRER EF & 915
B3 15 s, BFRIGE SA 120 ), BPdk ke pee R3] Bk I
A AR A3 A 2 U8, BOE A, 2RI 4 d
1.5.2 AR R LA K FICIZae i L%
BB MERN TG EH S d, K H KRR e
Morris 7K 2K B 55 T 4 PR 1A [0] 4% BE B A K L 10 5%
120 s PN g2 JFSF- 50 BB
1.6 TTCZ: ks mlinikE b5

FUME I F Ak 8 K BRSBTSk BRUG , -20 R TR
15 min J5 , ¥ EEVIRLS A, & F 2% TTC Y (i
HrE R 37 CHFE 0.5 h(5 5 min BT 1K) , kA58
X S A, R Image] B 50 T R B 4% AT B
1.7 HE $(0 iM% S CA1 XA CA3 X #iigs o

FREE 24 W5, 53 NS AL BEHLE 8 H KR, HikfE
JI A Ah BE 5 T Sk BB , B R 2R O VR [
5d, 2 WK A 4 wm TR G H R b 3E
JE 4T HE Je o, Wi T %8 5 CA1 X FI CA3 X
P2 TTHR PR A
1.8 TUNEL %o iM% CA1 XA CA3 X #f
LZ29Tw) 5| I

S50 5 4 B 1) I L 20 e, 4 R 6 U B
1T TUNEL B Y (5,47, 6- — Jpk Bk —2— 2R Je ng| e
(DAPD) F K I 41 e s (2, S R bric i
FURTE = BERR (FITC—12-dUTP) ] B4 4 T 40 g 4% Y
BLER A |, T 2L 5O A BT LEE I B CA L X
CA3 Xl otk il . B H KRS 7 TUNEL 4+ 5
YIR, 43 B LS A4 CAT X AT S A~ CA3 AT &AL
BF 43 0T RO BT P A 2 o0 S BORTR T # oe KL
B Y4E SR 5 T D CAT X RN CA3 #1220
To%,

P2 ICIT R =P T2 IC K/ A 2 0 BBUX 100%

244

1.9 ELISA LK L AH 4 IL-18 . IL-8 . TNF-«
g

FRHETE 24 h )5BS AR 4310 8 FLR R, S0HE
4k BE Je W7 Sk BBURN | BB 43 15 25 21 20 R 4 7 i B )
4,3 500 r/min B0 (0242 10 em) 10 min I
T , K ELISA 346 S 21 40 1L-18 \1L-8 . TNF-«
i,
1.10 Western blot {245 3 L 21 41 JAK2/STAT3
155 5 IR A B AR ek

S 43 T T 4 41, i RIPA 2L W8 s vk b BF
AT, 12 000 r/min B0 (B 0242 10 em .4 °C)
30 min B3, BCA 39 2 MR, 10% SDS BE i
LUKk A B B VG IEE  5% G AR W Ry VA W 37 “C A
1.5 h, TBST R W IZYE S minX3 K ,4 CHEH —Ht
[JAK2(1:800F#F¢) .p-JAK2(1:1 000 F# F¢ ) .STAT3
(1:800 #i ) .p—STAT3(1:800 i &) .HMGB1(1:
1 000 75 &) \Bel-2(1:1 000 F B¢ ) .Bax(1: 1 000 F
) .cleaved Caspase—3(1:1 000 #i#¢) .GAPDH (1:
2 000) Jid 7% , TBST % W= 16 5 min X 3 YK, 2 I 07
B _$i1gG(1:3500)1.5 h, TBST I&F i 12 ¥ 5 min X
3G ECL %, iz H Image) A4 T34 25 11 257 JK
FEfA
111 ik

iz FH SPSS 25.0 B A AT 5cs 3 A . i TR
FFE LA, 85 R FH (+s) 78 . Morris 7K 285
S0 3k s VAR VD SR HH T A o 22 A M 5 HL A R
Z2 20 ] AR HI S R 3R T 25400, T 25 SF IR 1L
AT F /N 3 25 vk (LSD—0) Ko 36, 7 25 A8 5 I AT
Tamhane’s T2 {545 . UL P<<0.05 E/n~EZ R EBA 51T
2 #& R
2.1 6HE2)ILCRE I bEER

55 Sham 2H FL#E, 55 1~4 FAG I CT/R 2H K Bk
REVE ORI RH T, 2R 5 ARG I 2RO 5 YR BRI
it (P<<0.05). 5 CI/RHLEL#L, 5 4 KK CRO-L
ZH .CRO-M 41 .CRO-H £H i1 NMP 2H K Fl ik ke vER AR 20
B RAIG (P<<0.05) , 28 5 RASIN 28 1 75 I B (CRO—
LA 48 B B 71 (P<0.05) ,CRO-L4H .CRO-M 4 .
CRO-H 4 [a] 3500 52 ) A E (P<0.05) . 5
NMP 21 Fb 35, 56 3~4 KK CRO-H 2 K [k ik vk
PRI SRR AIG, 55 5 R ARG 28 - 5 BB W T i
(P<<0.05). WEI1.%1,



R ASH R
GEAT

5 [ PR S0
(55K

CRO-L#A CRO-M % CRO-H#H NMP A
1 64H Morris 7k i & 3536 Xt Lk B
Figure 1 Contrast map of Morris water maze experiment in six groups
F1 6AMEEKEMEFET &REELE (v25)

Table 1 Comparison of escape latency and platform crossing times in six groups (x+s)

Sham 4 CI/RA

. e RETE LRI /s N
25 n PEY FIR e e LT B OB/ IR

Sham 2 8 75.09+8.47 58.82+8.03 39.42+4.35 23.85+3.17 5.504+0.62

CI/R#H 8 98.41+12.25" 81.56+10.74" 67.28+8.13" 59.61+7.42Y 1.94+0.25"
CRO-L 4 8 87.92+11.69 74.09+9.15 60.25+7.68 51.4446.07% 2.1740.29
CRO-M 4 8 84.46+10.85” 69.1548.43% 52.06£7.042% 34.26+4.682% 3.084+0.407%
CRO-H# 8 83.07+11.02? 63.82+7.674¥ 42.51+4.93294% 28.1443.599999 4.2540.58299

NMP 21 8 86.73+11.74 70.05+8.62% 54.82+7.23% 35.09+4.83% 3.4740.467

{E: 5 Sham 4142, 1) P<0.05; 5 CI/R AL AL, 2) P<<0.05; 5 CRO-LAL AL, 3) P<0.05; 5 CRO-M 41 1L4E,4) P<0.05; 5
NMP AL, 5) P<<0.05.
Note: Compared with the sham group, 1) P<0.05; compared with the CI/R group, 2) P<0.05; compared with the CRO-L group, 3) P<
0.05; compared with the CRO-M group, 4) P<0.05; compared with the NMP group, 5) P<0.05.

2.2 64lMIMEAR LLER ¥

55 Sham 20 H %5, CI/R 20 i 451 58 2 0 &g TH 5 40 1 L
(P<0.05). 5CI/R4LH#:,CRO-M 4 .CRO-H 1 [ .
NMP 4 i 4 5t % B i B fIE (P<<0.05) , CRO-L 41 . 30 - l
CRO-M 41 . CRO-H £ Jii] _I- 328 2 JW7 2 71 8 A 5t 1k %\t 2)
5 NMP 41 8, CRO—H 2 IR 4 38 2 1 5 J 1 (P < ©20 - I
0.05). L2 A3, z 2309

10 A

Sham 4l CUR 4l CRO-L 41 CRO-M 41 CRO-H 41 NMP 41
7 - 5 Sham 41 HAL, 1) P<<0.05; 5 CI/R41H4,2) P<0.05;
5 CRO-LALIL#E,3) P<0.05;5 CRO-MALILEE,4) P<
0.05;5 NMP 4 [L42,5) P<<0.05.
Note: Compared with the sham group, 1) P<0.05; compared
with the CI/R group, 2) P<0.05; compared with the CRO-
L group, 3) P<0.05; compared with the CRO-M group,
4) P<0.05; compared with the NMP group, 5) P<0.05.

ShamZl CUR#L CRO-L/4L CRO-MZ CRO-H# NMP4l 3 GEMIERRLE
B2 GHEMARTICHER Figure 3 Comparison of cerebral infarction
Figure 2 TTC staining figure of brain tissue in six groups rate in six groups
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2.3 641#EY, CA1IXHICA3 X #h &R st PRSI
Hege

Sham ZH ¥ &5 CA1 X Fil CA3 X M & TCIE A 454
EH . CI/RAEED CAL X HTCA3 XA 28 0 B
AR, RPN BCE IR D RIS AR

JREAZA— 3 AR AR PR AR R 155 . 5 CI/RA
&, CRO £ 7 2H FI NMP 41 75 2 CA 1 X FIl CA3 X At
20 PR AN )RR B %, CRO-L 41 .CRO-M
2l .CRO-H 4[] b iR #5007 522 57 s Ao , H. CRO-H
HBGERCRIE T NMP A, WK 4,

& 2 - iyl )’X‘:iﬁ

CA3X

CI/R 2H
B4 6485 CA1XFCA3X ML THE L&E(X200)

Figure 4 HE staining figure of hippocampus neurons in CA1 and CA3 regions in six groups (x200)

CRO-L#A

24 64l CAL X CA3 X #hepyoiir b
Sham 2H K FLUAF 55 CA1 X AT CA3 X AL AT UL /b &
T 20, 5 Sham 41 L, CI/R 4176 5 CA1 X
FICA3 X 8o T2 3 B 8 A (P<<0.05) . 5
CI/R 4 L % , CRO-L 41 . CRO-M 41 . CRO-H 4 fI
NMP 21 #  CA1 X (CRO-L 41L& 41 ) Fil CA3 X #fi 42
T TR B L (P<<0.05) , CRO-L 41 . CRO-M
2l . CRO-H 41 [5] b 3R %4 W 52 55 JE AR (P<<0.05) o
5 NMP 4 H#, CRO-H 4 K FE 5 CA1TIX FITCA3 X
P2 TC I TR B AR (P<<0.05) . WIS FIE 6.

CAIX

CA3X

4

Sham 4. CI/R 4. CRO-L 41
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CRO-M 4 CRO-H #1 NMP 4

2.5 6HifFLAHLIIL-1B . IL-8. TNF-a & i LbAR

55 Sham 41 Heds, CI/R 4 S ZH 2L 1L-18 . 1L-8 .
TNF-o & 5 B T8 (P<<0.05) . 5 CI/RAH H#,
CRO-L 21 ,CRO-M 4 . CRO-H 41 #ll NMP £ 1L-1p
(CRO-LZH[:4M) . IL-8 . TNF-o (CRO-L 4 &4 ) &
U] WK (P<<0.05) , CRO-L41 .CRO-M 4 .CRO-
H 2 [8]_1 8500 25 s (P<<0.05) . 5 NMP 4L
e # , CRO-H 41 1L-1B . IL-8 . TNF-o 75 £ B i A A%
(P<<0.05). W#%E2.

CRO-H 4 NMP 4

CRO-M A
E5 645 CA1RXHMCA3XMHEZIT TUNEL & E(X200)
Figure 5 TUNEL staining figure of hippocampus neurons in CA1 and CA3 regions in six groups (x200)



40 1)

§ 30 A [ S 40 4 2)
;L _‘:)ﬂ- ‘{
% 'EL; 30 -
220 1 2) B
& 2)3) I 5
= = 20 2)
= 0 2)3)4)5) s 2)T3)
o B T @
3 1 . 2)3)T4)5)
0 - 0

Sham%1 CIR 4L CRO.L 1 CRO-M4L CRO-H 41 NMP 4L Sham#l CUR 41 CRO-L 4l CROM4L CRO-H 41 NMP 4
TE: 5 Sham 41 [L 4%, 1) P<<0.05; 5 CI/R 41 LHE,2) P<<0.05; 45 CRO-LZLL#:,3) P<<0.05; 5 CRO-M 4 1L45,4) P<0.05; 5
NMP 4 AL, 5) P<0.05,
Note: Compared with the Sham group, 1) P<0.05; compared with the CI/R group, 2) P<0.05; compared with the CRO-L group, 3) P<
0.05; compared with the CRO-M group, 4) P<0.05; compared with the NMP group, 5) P<0.05.
E6 64iE5 CA1RMCA3RMETATEILE

Figure 6 Comparison of apoptosis rate of hippocampus neurons in CA1 and CA3 regions in six groups

£2 64HBIHAIL-1B.IL-8. INF-a & ELE (z+s) pg/mL
Table 2 Comparison of content of IL-18,IL—8, TNF-« in hippocampus in six groups (x+s) pg/mL
205 n 1L-18 1L.-8 TNF-«a
Sham 2 8 21.47+2.80 15.63+2.19 43.85+5.74
CI/R#H 8 53.064+7.14" 44.8246.50" 116.23+20.07"
CRO-L 41 8 47.19+6.25 36.5145.24” 97.84+18.53
CRO-M 4 8 36.58+£5.074% 28.234£4.432Y 73.194+£12.61*%
CRO-H#4H 8 28.3444.10299 21.3643.08299% 56.4048.5229%
NMP 41 8 34.9145.26% 30.7544.63% 69.48+11.95”

E: 5 Sham 41 H 48, 1) P<<0.05; 5 CI/R41 48, 2) P<0.05;5 CRO-L41H:#5,3) P<0.05; 5 CRO-M 41145 .4) P<0.05; 5
NMP 4] 148 ,5) P<<0.05,
Note: Compared with the sham group, 1) P<0.05; compared with the CI/R group, 2) P<0.05; compared with the CRO-L group, 3) P<
0.05; compared with the CRO-M group, 4) P<0.05; compared with the NMP group, 5) P<0.05.

2.6 6L S JAK2/STAT3 S Sl M EE  Caspase—3 MXT F ik 7 & p-JAK2/JAK2 . p-STAT3/
R 2k b STAT3 ., Bax/Bel-2 3 3 b B ] & %A% (P<<0.05) ,
E 4 5 9H Y T 4H 4 _ o .

5 Sham AL, CUR A S U2 p-JAKZp= g1 o (CRO-L 41 [ 51 ) B 2 it ) 63 T 5 (P<
STAT3 .HMGBI1 ,Bax.cl d C 3T RS \ -
axcleaved Caspase=3HIMIRIARE ) 0o 001 a1 CRO-M 41 .CRO-H 418 143

X p-JAK2/JAK2 ,p-STAT3/STAT3 , Bax/Bcl-2 % ik N
H A 0 775 (P<0.05) . Bel—2 A 6 25 14 hi B 5 e SR M (P<<0.05) . 5 NMP 41 L%, CRO-H

% (P<0.05). 4 CI/R 41 4% . CRO-L 41 .CRO-M 2H p—JAK2 .p—STAT3 .HMGB1 ,Bax .cleaved Caspase—
241 .CRO-H 41 f NMP 4 p-JAK2 . p-STAT3 .HMGB1 3 AU %3k i & p-JAK2/JAK2  p-STAT3/STAT3

(CRO-L 4H [ 4} ) . Bax (CRO-L 4H 5 #b ) . cleaved Bax/Bel-2 #&k FUEIH B F#FR(P<<0.05) . WLKI 79,
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HMGBI [ s i i S i e | 25 kDa
cleaved 17 kDa

h—— -
Caspase—3 E _ 19 kDa
Bel-2 | EEEE s — — i — 26 kDa
Bax | e S —— — 21 kDa
GAPDH | e e ST TE | 37 (D:

R G T

S VN R
RS N A
& & &

E7 64ABIHLAIAK2/STATIESEEEXEALZTE
Figure 7 Bands figure of JAK2/STAT3 signaling pathway related proteins in hippocampus in six groups

PJAKD | s . S w— — | 13] kDa
JAKD | e e a— - o w31 kDa
p-STAT3 — e S e wuw  [88kDa
STATS | s S s — s | 58 kDa
GAPDH | 4D U U Wy e | 37D
Q\\'g%@\é& /»””% o’&% 0)21& @\Q‘&
: NN
1.0 -

Sham 4
CI/R 41
B8 Cro-L 4
0.8 4{ == crO-M 41

EAEEEROES

U

A
p—STAT3

JAK2 p—JAK2 STAT3

1.6 7 B2 Sham 41
ESS craA
1.4 1 B CRO-L 41
E= cro-m4l
129 CRO-H 41
‘ NMP 41
] 1.0 1 1)
‘ 2)
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