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AR, 155 K W3 SUR 1/Kir6.2 25 H 35 1Y
55 7 S oY

FHFH kX InH TFR LEB

[WE] BH SWETB-ITEMEEEE 1 ~42(AB,_ ) T ATP U PE 8 & 738 38 (K,,,) T 3
SUR1/Kir6.2 % [ %35 M ETER T SO . Ak R R 408 1k 2505 2w IR AR 8% 35 1 K UL
Jo I T B 2200, BG4 43I0 0.50 pmol/L A% A 7 -k B(NF-kB) 1 il 3] SN50 .2 wmol/L p38 22 %4 )5 %
1% 45 O (MAPK) #1171 SB203580 8 2 wmol/L 45 H i i C(PKC)# 57 CTC, T 30 min 543 510 A
2 pmol/L AB, _,,, 5557 72 h J5 R H Western blotting 35 Kl K, . 3 SUR 1/Kir6.2 25 1 () A X ik ik, &5
B (1)NF-<BH#HI7] SN50:SN50 + AB, ,, 40 SURI/Kir6.2 1 H F ik 8K FXF 41 (1=6.237,P=0.010;1 =
7.136,P=0.004) il AB, ,,2H (1=12.620,P =0.000;:=18.580, P = 0.000) , SN50 20 SUR1/Kir6.2 45 [ A %} 3¢
SRR TR R ZH (1= 12.240, P = 0.00051 = 4.906, P = 0.034) (AR, _,,41(1=18.620,P =0.000;:=16.350,P =
0.000) F1 SN50 + AB, _,, 4 (1 =6.002, P =0.012) ., (2) p38 MAPK # #ll 7| SB203580: SB203580 + AR, _,, 4l
SUR1/Kir6.2 % I AHXF A KT AB,_,2H (1= 13.010,P =0.000;2=8.506, P = 0.001) , {¥ Kir6.2 7 [ #H %}
FEEEH T A4 (1 =7.537, P=0.003) ; SB203580 4] SUR1/Kir6.2 % [ A %f % ik B AL T % B4 (¢ =
8.089,P=0.002;1=19.380,P=0.000) AB,_,2H (1=18.870,P =0.000;:=35.430, P = 0.000) Fl SB203580 +
AB,_,41(1=5.869,P=0.014;:=26.920,P =0.000) . (3)PKC i 5] CTC:CTC + AB, ,,41 SUR1 & [ A X}
IR TR AL (1=4.756,P=0.040) BAK T AB,_,41(1=15.170,P=0.000) ,CTC 21 SUR1 & 4 A X ik
I T %t BE 40 (¢ = 24.000, P = 0.000) . AB, _,, 41 (+=43.930, P = 0.000) il CTC + AB,_,, % (1 = 28.760, P =
0.000) ; CTC + AB,_,, 4 Kir6.2 25 [ AH X 3¢ 35 % T X 4 (1 = 15.000, P = 0.000) #l AB, _,, 41 (1 =24.140,
P =0.000) , CTC £ Kir6.2 & [1 A5 % 3R 35 #E A T 4 B 40 (2= 9.429, P = 0.001) il AB,_,, 41 (¢ =18.570,P =
0.000) fH# F CTC+ AB, A (+=5.571,P=0.018), £ NF-«xB.p38 MAPK fil PKC {55 5% 33 s &
5 AR, BRI B BRI B 22 9T K, I 3 SUR 1/Kir6.2 35 H B K3k o
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[Abstract] Objective To investigate the potential signal transduction mechanism of B -amyloid
protein 1-42 (AB,_,,) induced up-regulation of ATP sensitive potassium channel K, subunit SUR1/Kir6.2

proteins expression. Methods The primary cultured cortical and hippocampal neurons of rats were
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identified by immunocytochemistry. The experimental groups were added with 0.50 pmol/L nuclear factor-
kB (NF-kB) inhibitor SN50, 2 wmol/L. p38 mitogen-activated protein kinase (MAPK) inhibitor SB203580 or
2 pmol/L protein kinease C (PKC) inhibitor CTC, 2 pmol/L AB,_,, (30 min later), respectively. Western
blotting was used to detect the protein expression of K, subunit SUR1/Kir6.2 after 72 h of culture.
Results 1) NF-kB inhibitor SN50: SUR1/Kir6.2 proteins of K,;, subunit in SN50 + AB,_,, group were lower
than that in control group (t=6.237, P=0.010; t=7.136, P =0.004) and AB,_,, group (t=12.620, P =0.000;
t=18.580, P =0.000), but the SURI protein expression of K,;, subunit in SN50 + AB,_,, group was higher
than that in SN50 group (t =6.002, P =0.012). SURI1/Kir6.2 proteins of K,,, subunit in SN50 group were
lower than that in control group (z=12.240, P =0.000; : =4.906, P =0.034) and AB,_,, group (t=18.620, P =
0.000; ¢ = 16.350, P = 0.000). 2) p38 MAPK inhibitor SB203580: the proteins expression of K,,, subunit
SUR1/Kir6.2 in SB203580 + AB,_,, group were lower than that in AB,_,, group (= 13.010, P = 0.000; ¢t =
8.506, P =0.001), but higher than that in SB203580 group (¢ =5.869, P =0.014; ¢ =26.920, P = 0.000), but
the expression of K,,, subunit Kir6.2 protein in SB203580 + AP, ,, group was higher than that in control
group (¢ =7.537, P=0.003). The SUR1/Kir6.2 proteins expression of K,,, subunit in SB203580 group were
lower than that in control group (¢=8.089, P =0.002; ¢t=19.380, P =0.003) and AB,_,, group (t=18.870, P=
0.000; ¢ =35.430, P =0.000). 3) PKC inhibitor CTC: the SUR1 protein expression of K,;, subunit in CTC +
AB,_,, group was higher than that in control group (¢t =4.756, P =0.040) and in CTC group (¢ =28.760, P =
0.000), but lower than that in AB,_,, group (¢ = 15.170, P = 0.000). The SUR1 protein expression of K,,,
subunit in CTC group was lower than that in control group (z =24.000, P =0.000), AB,_,, group (t=43.930,
P =0.000) and CTC + AB,_,, group. The protein expression of K,,, subunit Kir6.2 in CTC + AB_,, group was
lower than that in control group (¢ =15.000, P = 0.000), AB,_,, group (t=24.140, P =0.000) and CTC group
(t=5.571, P=0.018). The expression of K,,, subunit Kir6.2 protein in CTC group was lower than that in
control group (t=9.429, P=0.001) and in AB,_,, group (t=18.570, P =0.000). Conclusions NF-kB, p38
MAPK and PKC signaling pathways are involved in AB,_,, up-regulation of SUR1/Kir6.2 proteins expression
of K,;, subunit in cortical and hippocampal neurons of rats.

[Key words] Amyloid beta-peptides; Potassium channels; NF-kappa B; p38 mitogen-activated
protein kinases; Protein kinase C; Blotting, western; Cells, cultured
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SB203580( #i4% 1 mg) . 2 i 2 F2 (FLHE 10 mg) .
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Neurobasal 15 77 3 | Jifi 2F L7 (FBS, FLA% 500 ml) #4
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10 ml) ) H 2 [ Invitrogen 23 &) , DMEM 25 ## 5% 77 3
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ARV EA Y TRA RS ™, 135 TIER
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(1:100),4 CiE &, T2 M 7 30 min, B F2 EL 22 vb
VR s T Idi1l F 1gG T i (1 : 200),37 CHEH
1 h, IR 22 v LR % 5 W i SABC, R T 20 min,
JG W TR L 8 W VR 5 min X 4K, TR YL 0, 6
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SN50/SB203580/CTC £, 55 9% 7 do X BE 41 R FH 45 4
TR R 36 % vh I ARG F2 L1537 5 AR, _ 41 R H AB,
(2 wmol/L) " 4k B ; SN50/SB203580/CTC + AB, _,, 4
K H SN50(0.50 pmol/L) 5% SB203580 (2 pmol/L) 5§
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(2 pmol/L) Zb 3 | 5535 72 h )5, Wi 4 41 MU 4T Western
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I Kir6.2 2 1 (P = 0.000) H XF 6 35 5 22 5 A 48 it
SFE (1), Hoh  SN50 + AB,_,, 2H 1 SN50 4H
SURI 4 AR X 3R 35 B ¥ T X5 B 41 (P = 0.010,
0.000) A1 AB, ,,41 (P =0.000,0.000) ,SN50 4 IR K T
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Figure 1 Optical microscopy showed the brown cytoplasm of

cholinergic neurons (arrow indicates). Hematoxylin staining X
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7), W] PKC 1 5) CTC A LA S Wi AB,_, 1% S 1Y
K o 7 3 Kir6.2 25 By FE 35

W’

AB 755 1 Bl 22 B VAR T AE B 21 2 165 3R 05 4
B h & R AR 2 A RS B, ) R AR
RN H R R R R R B R 2R B R AR
L Z— " AR AT LA & o B 48 Ak B 3 R B L S
HAT0E A B A I R 08 3 A ST o 3 4 A
T BB AN AR I 5 R AR T R AR BN v
S (ROS) , BEARZ LR D) B F ATP i 35 1 , Fn] F: 3
20 e R e AR O DA B I R A R A AN A T
UEAh PRI EE A AR 2T 40 M A BE DA B ATP 508K i) 7
B A TT OGN R REXT B S T I R e M LA PR
TER
Kypste —f ZHEH K EY ., 1 Kir6.1/Kir6.2 F




- ou6 - i A M 28 2

H20214F 11 HEE 21 85 1]

Chin J Contemp Neurol Neurosurg, November 2021, Vol. 21, No. 11

F1 AFAHLA SURL E H M Kir6.2 85 A X 235 & 1)
Fb#(x+s,%x10%)

F2 ALY SURL E A A Kir6.2 £ H AH X 1k 51

Table 1. Comparison of SUR1 and Kir6.2 proteins
expression in different treatment groups (x +s, X 107)
£ 591 BI%  SURIHEM Kir6.2 2
XFHRE (1) 3 96.20+5.89 117.33+6.18
AB, L2 (2) 3 122434655  168.67+6.02
SN50+AB,_,41(3) 3 7056 £5.50 8533+ 6.94
SN504H(4) 3 45.88+4.78 95.33+6.18
FAE 37.940 68.640
P1H 0.000 0.000

AB,_,,B-amyloid protein 1-42, B—ﬁ*ﬁﬁﬁ H1~42

4 FHXT 53T

i (x10°)
-

CAPDH M- - —

GAPDH, T il -3- Wi R M %0 5 1, SNS0 4
2,SN50+AB,_,41;3,AB,_ 414, X IR

B 2 Western blotting % i 7~ , SN50 + AB, _,, 4 1l SN50 41
SURT 2 I AH RS R I5 IR T X HRZE A0 AR, _,, 21, SN50 ZH IR IK
T SN50+AB,_,4H

Figure 2 Western blotting showed the expression of K.,
subunit SURI in SN50 + AB,_,, group and SN50 group was
lower than that in control group and AB,_,, group, and the

expression of SUR1 protein in SN50 group was lower than that
in SN50+AB,_,, group.

W L85
Table 2. Pairwise comparison of SURI and Kir6.2
proteins expression in different treatment groups
\ SURI&EH Kir6.2 % 1
2 1] 9 P L
tff PiE tff PiA
(1):(2) 6.380 0.009 11.450 0.000
(1):(3) 6.237 0.010 7.136 0.004
(1):(4) 12.240 0.000 4.906 0.034
(2):(3) 12.620 0.000 18.580 0.000
(2):(4) 18.620 0.000 16.350 0.000
(3):(4) 6.002 0.012 2.230 0.441
4 FAXS 43 F

FiiE(x 10%)

Kir6.2 - ...

GAPDH , H 1 05 -3 -5 % Mt %0/ 5 1, SNS0 4
2,SN50+AB,_,,4153,AB, _,,41;4, % B4l

Bl 3  Western blotting i it 75 , SN50 + AR, _,, 41 Fl SN50 4
Kir6.2 2 1 H X 38 3k I T 0 BRI AR, _, 41, 1l SN50 41 5
SN50+AB,_, A TG i 25 5

Figure 3 Western blotting showed the expression of K,
subunit Kir6.2 in SN50 + AB,_,, group and SN50 group was
lower than that in control group and AB,_,, group, but there
was no significant difference of Kir6.2 between SN50 group
and SN50+AB,_,, group.
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AL R IE T, v BB B 1k AB, ., 40 1 B P A IR
TEH 4 B B PR 7 R B R T R T 7 A AR B RO
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% 56N NF-kB ?ﬁ‘@ﬁ%ﬂ%} 20  Mattson 45
I 75 5 i A Ab B AL B (MinSOD) 41 i 33 420 0 i
FE BB - A RN BE R BT A AL DAAR T NF-wB it 4
ToHLH . NF-kB 30 7 SN50 J& 40 5 41 > FL R 7%
FEIY KIS, SNS0 & A 28 35 4 il 119 PSO A% 22 13 7 91
FRE S P b BH 1 NF-wB DA A A 5T % 7% 2 A0 ML A, I
1M 40 ) NF-«B B DNA 25 & 36 #£ o A BF 58 SN50 +
AB, LA K, W5 SUR1/Kir6.2 5 A X 2 I8 =K T
AB, 21, W SN50 AT LAREAR AB, _, 175 7 1Y K, W5
Kir6.2/SUR1 2 H Y5 o HED B, o] e & i T
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F3 AR SURL & A Kir6.2 25 H AH X 3Rk 51y
i (x +5,%10°)

Table 3. Comparison of SUR1 and Kir6.2 proteins
expression in different treatment groups (x +s, X 10°)
ikl W% SURIER Kir6.2 7 [
X HEAL (1) 3 72.67+249 145332411
AB,_,41(2) 3 9533£3.68  195.00+4.08
SB203580+AB, ,41(3) 3  68.00+2.16  168.67+4.64
SB20358041(4) 3 55.67 +3.30 85.33+4.64
FAE 62.210 228.500
PfH 0.000 0.000

AB,_s,»B-amyloid protein 1-42,B-JEM LR 1 1 ~ 42

FHXS 937
Bt (x 10%)
170

1 2 3 4

GAPDH

GAPDH, H 7l ¥ -3- R JId &0l 5 1, SB203580 41 5
2,SB203580+ AR, _,,41;3,AB, 414, % i

B 4 Western blotting ik 7R, SB203580 + AB““?H SUR1 &
AR 235 AT T AB, _,, 41, SB203580 41 SURT 45 [ A X
PR BT XTI ZH (AR, _,, 41 F1SB2035800 + AB, 741

Figure 4 Western blotting showed the expression of K.,
subunit SURT in SB203580 + AB,_,, group was lower than that
in AB,_,, group, the expression of K,,, subunit SURI protein

in SB203580 group was lower than that in control group,
AB,_,, group and SB203580 + AB,_,, group.

Fz4 AFAEFLSURTE H M Kir6.2 2 (A X Rk &= 11

Y
Table 4. Pairwise comparison of SURI and Kir6.2
proteins expression in different treatment groups
N SUR1#EH Kir6.2 #5 H
A PP L i i I I
(1):(2) 10.790 0.000 16.040 0.000
(1):(3) 2221 0.445 7.537 0.003
(1):(4) 8.089 0.002 19.380 0.000
(2):(3) 13.010 0.000 8.506 0.001
(2):(4) 18.870 0.000 35.430 0.000
(3):(4) 5.869 0.014 26.920 0.000
1 ) 3 4 AH X F

B (x 10%)

Kir6.2 I — - - 0

CAPDH ey W — -—

GAPDH,, H {1 % -3 17 i U/l 5 1, SB203580 41 ;
2,SB203580+AB,_,, 433, AB, 24, % B4

B 5 Western blotting % 7R, SB203580 + AB,_p 4 Kir6.2 &
A 2k BT AR, 41, {H T XS 8 41 5 SB203580 41
Kir6.2 8 [ A0 % 2 35 8 I8 F 4 B (AR, _,, 41 71 SB203580 +
AB1~4Z?H_

Figure 5 Western blotting showed expression of K,,, subunit
Kir6.2 protein in SB203580 + AB,_,, group was lower than that
in AB,_,, group, but higher than that in control group, while
expression of K,,, subunit Kir6.2 protein in SB203580 group

was lower than that in control group, AB,,, group and
SB203580 + AB,_,, group.

SN50 i 12 1 il NF-kB 9 4% 88 A7 T H A il , DA 0
il kB BT LA R AR, o A AT G Y [ 5 5
KR AR, MM 25 MEVE T, 52 ) K, 2
BRIk o ABFIR S H N, SNS0 4 K, I 3 SURT
A X R GA AR T A AR, L, 4, R B SN50
AR, 5 K, W5 SURT 8 [ 3 35 38 i ay 4
i/ FH 2 AR 4 S 0 5 1 SNSO 415 SNSO + AR, L, 41
K W25 Kir6 2 25 AR X Rk 22 R B g i 7 2 X,
FHH SNSO X AB,_, 15 F 1 K, W 3 Kir6.2 25 [ 3K
B A A R B R e o P HE T, NF-«B 5
S Sl PR B 5 K, 3 SUR1/KIr6.2 25 A (1)
Rk,

MAPK J& — 2K 22 2[R /9y 2 TR W 8 , 2 5 4 e ob
5T AR A R A 22 G5 2R D RN SR T 4
I3 A AN M AF % T AR FL 3 p38 MAPK I h
MAPKs [ % 52 2 — 2 IE# B0 T, p38 MAPK fi

T 40 M T P, — ELONE TR A A M A T T A
ek 7 5 & SR R as & L 51k 08 T4
KHH K EFRE, SR T R %Y,
p38 = EARKFE AL R 1 PR L I IR 08 S5 T I A
W 0] % 1 22 W B8 2 BH P T AN RE A4 S
WEFEFR T, AR AT LA 35 5% 1 240 H 3005 p38 MAPK
HTMAPK 06 1) 25 I E-2(MAPKAP-2) , T 1 1
RN F U AN Z-1L- 1)/ EIR LN T -a
(TNF-a) {72 A 290 #E N ZEBATJR 9% 16 B8R 9 i 4 21
I PR /IS BB AL 005 1Y p38 MAPK 3 %2 5E fif
TRl T LR YR g 2 AR BE BRI 28 5 4 A p
FEAR AR VR T, A 2o B I BT 3 B R A TR
B, T 2R Bl R RAE A 2 B U o &
JCH T2, SB203580 2 — Ff itk iz S WK ke Ak 5 ) , it
I HI 0 p38 MAPK H5 S dEM il ), EEEAEH T
p38 MAPK = ATP £5 & 1 PE A7 £ T160 ', 3 i 1) il
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RS OA[FALIEALSURT H 1F AT Kir6.2 2 AR X R 5 B
H (x+5,%x10%)
Table 5. Comparison of SUR1 and Kir6.2 proteins

expression in different treatment groups (¥ +s, X 10°)

4151 1915 SURI K Kir6.2 % 1
X HRAL(1) 3 110.33 £2.49 129.00 +2.49
AB, L2 (2) 3 139.67 +2.05 150.33 +2.05
CTC+AB, ,41(3) 3 117.33£2.05 94.00 +2.07
CTC#1(4) 3 75.00 £ 1.63 107.00 + 1.63
FA4 331.900 113.000

P1H 0.000 0.000

AB,_s,»B-amyloid protein 1-42, B-TEMEEE 1 ~42

1 2 3 4 A X 43 F
B (x10°)

GAPDH, H Il -3-Big It UM 5 1, CTC 41 5
2,CTC+AB, ,4153,AB, 414, % 841

6 Western blotting 7% & 7= , CTC + AB|~422E SUR1 #& (1 #H
X 2R 3R R TR IRAL PR T AB,_, 415 CTC 41 SURT 2 H AH
X FRIE AT X RLL AR, L, 4L CTC + AB,_, 4l

Figure 6 Western blotting showed the expression of K.,
subunit SURI in CTC + AB,,, group was higher than in
control group, but lower than that in AR, ,, group, while the
expression of K,,, subunit SUR1 in CTC group was lower than
that in control group, AB,_,, group and CTC +AB,_,, group.

Fz6 A[ALFEY] SURL E A A Kir6.2 £ [ AH X 1k 5 1Y
T B 3

Table 6. Pairwise comparison of SURI and Kir6.2
proteins expression in different treatment groups
, SURIZ& M Kir6.2 % 11
2 [a) 9 7 1L
i PE tfH Py
(1):(2) 19.930 0.000 9.143 0.001
(1):(3) 4.756 0.040 15.000 0.000
(1):(4) 24.000 0.000 9.429 0.001
(2):(3) 15.170 0.000 24.140 0.000
(2):(4) 43.930 0.000 18.570 0.000
(3):(4) 28.760 0.000 5.571 0.018
1 2 3 4 X 43 F
JiiE(x10°)

GAPDH , H il -3- W 2 bt S0 ; 1, CTC 415
2,CTC+AR 8133, AR, 414, X IHAL

B 7 Western blotting % {7k , CTC + AB,_,, H Kir6.2 EHAM
Xif 22 1k AR T X 4L F0 AR, _, 21 5 CTC 41 Kir6.2 85 1 MW &
LT A B AT AR, _, 4, 5 T CTC + AR, _, 40

Figure 7 Western blotting showed the expression of K,
subunit Kir6.2 in CTC + AB,_,, group was lower than that in
control group and AB,_,, group, while the expression of Kir6.2
protein in CTC group was lower than that in control group,
AB,_,, group, but higher than that in CTC + AB,_,, group.

p38 MAPK 5 ATP &5 & 1 A H 5% 2 W % %k , AT
il p38 MAPK 5 =5 ¥ T 3d #% . SB203580 i 2 5
p38 MAPK ) ATP 45 & , % 5 # il p38a Fl p38p i1
Tk, EARIMH p38 MAPK 1 [ AR 1L , 15 i
MAPK BB AL RE J1 IF R 22 BI52 M o ) FH 3 Fl k2 1
Ji, SB203580 U # H T % 5 45 9% 40 M v p38 MAPK
A BERR AL Y AR R B, 5 AR, 4l
EL , SB203580 + AR, _,, 4 I K, W 3 SUR1/Kir6.2 3K
F1 A X 2 3k i 3 R AIK , 2% B SB203580 1] L) B 3 [F
K AB, 753 1 SURI/Kir6.2 % (1R 223k . BT I
JEA, A] BE R HY T AR BE B | I S [ A 2 e o A
JHeL 3% A TR R I A R R T, B0UE p38 MAPK, p38
MAPK 3 4% B8 25 40 i i, 0 % S IR 7, R 8K,
3 SUR1/Kir6.2 mRNA ik T+, R WG 1L p38
MAPK A AL A 2 #ft 28 2 5 /E T, 3 B SUR1/Kir6.2
mRNA 35 F+ &, 1 Hoxk Ja L 28 o0 A # 2 2E vE
Y . T SB203580 fii T ATP 45 & 7 5 , 5 3 p38
MAPK K 5 ATP 455 Y REJT , ANALREAR AR 19 20 it

BEYEVER M H B FRAC AR, .5 T SUR1/Kir6.2
EHFkE ., Hi,p38 MAPK [ 5 Skt 2
5 AR, _, 20 B M AE R 800 K, W 3L SUR1/Kir6.2
EHREENTE . AT, SB203580 4H K,
AL SUR/Kir6.2 35 1 3R A ¥R T X B4 (AR, .41
1 SB203580 + AB,_,, 41 , % B SB203580 X} AB,_,, 1%
1Y Kir6.2 2 11 3R 35 TH e i i E A 2 AR R e
[, T SB203580 + AB, _,, 41 5 X FE 41 A kb, SURT &
H AR X 235 8 T U] B 22 5, K B SB203580 Xf AR, _.,
53 1 K, L SURT R [ 335 T 8 A 47 5 1 10
fEA . RILIN N, p38 MAPK {5 5 & il Ik 7 5
5 ABIE S MK, WI SUR/Kir6.2 T IR £ A .
PKC /2 — MR B N 19 22 SR /05 A R VA, &2
A 12 R TR AL Y. #ECRATT  PKC LT
MY A7 76 T 40 5 rp BTN IR &SR, PKC #%
% 25 240 M FEE T A TS o R ST R T 0 U - 12- IR
5 IR Wi - 13- £ FR B (phorbol-12-myristate- 13 -acetate )
& — Pl AR FE 5 PKC SO 7, mT R AR M 2200 AB K
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7. [37]

o PKCATNY o-73 WA, JU I J& PKC 1Y o [A] T [
il e [6] T , PKC A 5 09 - 43 00 I8t 98 305 76 Bl J 2% Mt
B IR IT LB 3R £ 45 R 3 aT  vE vE R
FERTAR R 1 o (sAPPa) 7245, 8070 AR, 38 & PKC Ay
S8R W W B R AL SR 02 T O AR SR
CTCAEFRA M) , 5 AB, L, AL, CTC + AR, _,, 4
Ky M2 5E SUR1/Kir6.2 £ 1A XS 2 35 i Y FEAIC, 2R B
CTC 7] LABEAR AB,_,, 75 3 1Y SUR1/Kir6.2 f5 [ 1Y &
ik HATREAL I , PKC M 20 A 5 21 240 At IS 0 38 0%
e iFE 2 b A 1 o IR AL, B S B Ol 0E AR i 22
i o8 5 R i AL, DN T A K, 3 3 2R A 4
T4 3h 1%, B K, 3 SUR/Kir6.2 2 H 1) #
ik o PKCHpHIFR CTC i — R I A BERR AL VER]
AT B ARG K 2 25 1 9 3 55, DR 5 2 5 38 JE (1)
JFX . Wik, PKCAE 55 Sl g 2 5 M & IT K,
KL SUR/Kir6.2 25 11 3R I8 W TH i o A BFSE 45 3
N, 5 AR, _LAIMI L, CTC 41 K, W SUR1/Kir6.2 15
FI 22K B AR, W] CTC X AB, .15 S M K, 3L 3
KA AR RTJ2 AR R AR 5 5 CTC + AB,_, ZHAH
b, CTC 41 K,,, W3 SURT K 1 Rk A, 11 K, I
F Kir6.2 2 [ W A 2, & B CTC X AR, ,, i T 1
Kir6.2 25 1 2% 35 19 410 i 75 H] 02 47 5 1 19, #€78 PKC
R 5 5 AR, o5 T 10 K W HE 3R (1 35

K oo 75 BT JR 2 T 3R vh B W8 TR W p 2 R 9 4
o AR TR BT, I ACKE 77 09 B 5k B #h 22
TR T AB ., T2/NB, S BUK,,, W3 3R GA 1Y 22 5
P, FEARWIGEH,NF-kB . p38 MAPK Al PKC {5
SHFEBKYM TS AR _L,1E T M K, A
SUR1/Kir6.2 8 H B 2R3k, i R {5 5 e T % ml
LB AR M 28 98 K, 7 5L SURT/Kir6.2 25 11 1Y 35 .
#% B NF-«B.p38 MAPK fll PKC {5 5 %% 5 i % 7
AB, 5 T SUR1/Kir6.2 75 [ 19 335 J7 1] & 44 K 4
YERL, R — 25 DG 5 5 3 2% T 0T 50 7 3 B 2R
DR BRI 2 W) R SRR i BB LA
Rz &
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