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Effect of glipizide on gene expression of myocardial ATP-sensitive potassium channel in diabetic rats
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(HE] a@Q . WEBERLEGDEINUESERRARONA L F ATPBHEMH AL Ky EEH KA H W, Fik:50 R
BEMARBEIS N EFREAG=10) BB R EA(FHEAR 6 A a=100FF EHR & - D F E#KET £ (ST 4 B R
MAA G E 68 25 mg/kg WA EF—ABERETIHERLEE X .2n=30); RE KK M &4 KR . ft TG, Tch A ofn
&L RARAEAHOMA TN G ZHAAR) . mHE K R 8 48 KA 4 R RE S K67 AR R %7 %
A =100, F RN BEA 10 R(EFARTEREEELAMEE), RT-PCR AN Karp 4 & T # SUR2 fn Kir6. 2 ik k, #
K:STZEHE3dBERFER L KR T mAEH =>16. 67 mmol/L, ¥ RmBE A & T Kb, WRERFBEI %R BTH Ko
SUR2 Fu Kir6. 2 Wik AKX FEREFA FERFBEEHRTAURAMBAMLEEZ 2R, ER BIBTAR2ARERS
BA L STZH S0 LB MERERKTE H 8 A Kae SUR2 F1 Kir6, 2 th 5 35 A& F; 36 77 7 B th 4% 7] ok % 38 AL Kare SUR2 F2

Kir6. 2 Rk T,

[REIR] #E70 ks BRI ;0 L ATP SR M 47 3 R 5k k

[(FES%ES] R587.1 [X##RiRE] A

fisfi Ik 25 26 9 (sulfonylureas, SU) i i3 3¢ A 1 &5 B 40 i iE
iy ATP #0282 F i 18 ( ATP-sensitive potassium chan-
nels, Karp) Il 5 K 43 W0 . BEAL s 4 5256002 & B, B b
ik JR 285 245y A% B A i AT 40 ) O B JULZE 8L A9 K 8 I
S JIL AR S 20 A B A2 AR L 7O LR I B 47 DR B ot L 1Y
RFE T AR 2E 2% 0 WL 47 B BE A4 K 42 5 ] B 185 fn ot 45 BEL g, o
A R, B, B DR 26 25 W6 T ORE PR L R )2 S T
098 9 1) A6 e A Ve ), BT IR R 5T 04 IR, i
LEX — G R T REWR HRE N RLAREZHEEE
B PRI Sl vh AT HL 2 058 3 — 25 ) R 91 AR i), 4 HE At
WEIRSE 2 WAE - R E IR R 2 0,

A BIF 58 LS AL B IR A TR 3R (STZ) 35 5 A BB FR s K R
O LI Kz 38 18 2H B0 B —— B IR 26 52 & SUR2 #14 [] %
WA Kir6. 2 J2 & 7E mRNA 7K & 448 4k 31 215 4% 51
HE 198 35 95 o M DR R B0 L K 33 SUR2 M1 Kin6. 2 ik
BYSER , hy HE— 20 1 gk TR 28 25 W0 36 0 A PR 1) 22 A R
S B

1 ##EFAEE

1.1 ZhhfME Wistar KRR E 200~220 g, Hi Tk,
oh ERL 2 BE 5250 8 ) hoD 4L CR RS TE S SCXK I ]2003-
011y, HLZHAIH A% AR Y2 ¥ 55 .0 #l, PCR X (FE [E Eppen-
drof A7),

1.2 AR A A& EAR e A T N 43 A R DD
s L JC R AR TG R, K 2L M 4y R &
445.50, 4 F MR .

N
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BCRNA 2 B0 ) TRIzol™ W F fin & K BBI 4 #;
dNTP, Oligo (dt);, Tag DNA & & i, SuperScript™ [|
RNase H™ ¥ %% 5% iff , RNasin ) 5 36 E Invitrogen 2 &) 7= fh 5
PCR Gt RigAETAY TRRSARA /AR, HAiik
IR0 g T A A 1 23 AT 2 A 2 1R
1.3 2 A#mEBRKABERFE 50 L KRB 0 IEF K
A0 F) IR EH 0 FOAERIKE /N Fl&® STZ
OB IRMIRERI L .30 F) oy g TR 4 R B A5 2 4 4] LA
e R 6 SR T TE R RR R 2H A LA B R, 6 A S M IR
BERI 45 25 mg/kg YR I — UMM IR TE 5T STZ, 1415 3 d
0 i 4 L 23 B BE ==16. 67 mmol/L # W R W R AR ) 45
LA ST B BE, STZ B4R 3 d B # bk R afw i ifin
A= HI0 (TG IR B (Teh) AL 3 B & % Cinsulin) ,
KA & & R 8 7% ( Homeostasis Model Assessment, HO-
MA) P PEA i 5 Z KT (Ginsulin resistance, IR) , 1A K
HOMA-IR=In[ (FPGXFSD/22.5],

1.4 HFIabkhg 7 £% BB AY B IR K BUBE L R
3 HE B A B PR R I 3R VA T 2 FOME PR A% B Ik R T
Hn=10), HFIM A H 16.00~17.00 LL 10 mg/kg 7
I P AR 51 IR R TRB R 1 5 IR 3R A TIUIR N B 5 3R (L ik
70/30)2~4 U K& T i 5, I8 4 5 15 3R 50 2 ol i At A4 45 7R LE R
JEFE (4. 7~8.3 mmol/L), 53X A (n=10), 1E % K R &
F ) — i [ B 2 AR SR K, SRS 12 ], KBS kR
P 5 T B BCH o0 JUE K AR B AR KSR I, — 80 CHRFE TR .

1.5 S MaLRE RNARK 100 mg LALLM 1 ml
TRIzol™ , JH HL 3 &1 3 4% vk ¥ &) K 1 minJi T 0Kk i B
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5 min; MMAGAF 200 pl JFHRE IR 15 s, UK HE 3 min,
4°CE > 15 min (12 000 r* min” ), W EERETH —FHE
DT IMAFREWEE 500 pl, KB HE 10 min J5 FHIR 4°C#
> 10 min (12 000 r * min '), 3% L&, 0 2 ml BB 1Y 75%
RS VRULTE ,4°C B0 5 min(7 500 r » min~ "), FHEJF 0 50
pl T RNA KA, 55053 600 BT RNA ¥ B F1 &
i, TBE/ B I8 Ml B Uk A RNA 588k,
1.6 RT-PCR A B Btk cDNA & M KB 8 0.2 ml
PCR ¥ EEE H T A B RNA 6 pl (4955 & RNA 2.0 pg),
RNasin 0.5 ;€20 U), Oligo(dt)1s 1 pls ANTPyix (10 mmol/
L)2.5 pl, FEANATE RNA BiK ZEEBAKTR 17 pwl IRAJE 70C
M 5 min, B UK A SuperSeript™ [T RNase H™ 1 pl,
5XBuffer 5 pl,DTT 2 pl J5 MK 25 1L IR 5) )5 BRI & O
42°C Wi %% 3¢ 60 min, 90°C 224 5 min, W 5 Ik R 2 .0,
—80°CHETF .

PCR &N . H W3 A 519 )7 51 MR 8 GenBank H 1% 3% A
FEA 514 3% 3t B A4 Primer Premier5. 0 #% 1t . SUR2 (Gen-
Bank:D86038) :231 bp,Sense:5-ACA CGC TCC GCT CTA
GGC TG-3', Antisense:5'-GCC AGG CAG AAC AGC TGT
CT-3', Kir6.2 (GenBank: D50581): 167 bp, Sense: 5'-TCC
AAC AGC CCG CTC TAC-3', Antisense: 5-GAT GGG

GAC AAA ACG CTG-3', X GAPDH mRNA J N %, H
PCR 7=4) K/NA 453 bp, 51 ¥ ¥ 51 & Sense: 5'-ACC ACA
GTC CAT GCC ATC AC-3, Antisense; 5'-TCC ACC ACC
CTG TTG CTG TA-3', BMIEHEY # &40 F . SUR2. &
AARME 94°C 4 min, fEHF 94°C 45 s,55°C 1 min,72°C 2 min, 3t
32 MEH , AR IE AR 72°C 8 min, Kir6. 2 #1 GAPDH . & I
A5 PE 94°C4 min, #E¥F 94°C 1 min,56°C 1 min, 72°C 1 min, 3t
32 M, AR IE A 72°C 10 min,

PCR 7= 91 (R 00 < 1. 2 0 Bt i W 6k Jsg ri, Tk 68 TG 11 4% 4
ARBAL , Gene Tools BAFAT 6% B 43 1, UL H A9 2 H mR-
NA ¥ 35 Wi 6% B fH 5 W2 3 GAPDH mRNA ¥
35 O B E Y L (EVE SR B 0 3R B A mRNA A X
H.

1.7 %AF4® BIEL o+ LR SPSS 13. 0 for
Windows 244 B, 41 8] Lt 42 F One-Way ANOVA (H[H %
Jr2E5HT) ik, T 2 57 P Least-significant difference (#¢

NG E VORI,
2 & B

2.1 RftMxAr WFEILFR,

K1 STZFE53dEEEFRHNUE

Tab 1 Measurements of indices 3 days after injection of streptozotozin
(n=10,7+s)
Group B?sl};?;” (c'g/mtiljfj- L b (c‘g,/mn;l;)(lj' LY (('B,/’mrggr- L b (ZB/[LIES'I ml™ 1) HOMA-IR
Normal diet 472.75+38. 26 4.0540.70 1.254+0.31 1.49+0. 83 14.69+4. 34 0.9840. 22
Fat-enriched 540.21+32.25" 4,3040.56 2.0140.32" 1.514+0.94 30. 5446, 46" 1.43+0.51"
Diabetic model  485.51+42. 16 17.65+1.28* 4 7.8243.274 2.3640. 644 21.954+5.36"4 3.1940.53*4

* P<Z0. 05 ws normal diet group;~ P<C0. 05 vs fat-enriched group

e 8 TR A R B O B R LR R BB IR O A
RIZH (P<<0.05) .0l TG R MMEE R B EHS FEWRRE
20 (P<C0.05) , B Ko il Teh 5 1E# IR & 24000 W 35 M 25 7 s B
PRAGAS L2 K RUMBE . TG B Teh B E & TIE®HIRE L&k
RE AL (P<C0. 05) 5 B 7 s 4 20 41 A B2 ol e 1) 3% W 3% 00
FIEH R EL (P<0. 05) B AR F /&5 A8 1k & 41 (P<C0. 05) 5 B
RGBT KR S ERREALREER.

2.2 BAKR M Kuyp i il SUR2 #= Kir6. 2 & B & &
W1 B BRI A A% B BRI T 4B 5 R IR YT RN IE
WATHRALIA] SUR2  Kir6. 2 ZN KB LB ELSF,

3% 8
3.1 s AehEs  STZE M & WS EY . @ T

5 NO & B B B AN ) SR AR 2 e S MR BRI 1 B
NG, BEAER M STZ M& AL a2 ) — W Bt i 5t (50 ~ 75
mg/ k)" BT A S LT 1 DB FR 9 K R R, A 28 S
ToA R PR 20 W I 15 2% D RS2 40 o e & A 00 500 B g 22
[ b Xt T 2 BB BRI IR B 5 22 2R g A5 AH OGB4 db/ db /s
BB Zucker R GK R BRAF , il T8 5 D8 2 70 1 0 i

P 2 AR AT X 58 4 5 I FRAR AT 5 ELO A ) 5t A 57 B i
TR MELUEST, MDA SR IR E 2 F R N B STZ 454
e B UKL S 2 O PR R BRUBERL ) 5 R

08 r 0: Control
B Diabetic model
- B Insulin-treated
E::‘ ! L% E W Glipizide-trented
E 05 F
E 04r /
i W
02 } % %
0l / /
‘ SUR2 Kir6.2
1 FAXBOMAR ATP H&E M H

i & SUR2 Kir6. 2 mRNA Fik 7k F b5
Expression of SUR2 and Kir6. 2 genes of K,;p-mRNA
in rat myocardial cells detected by RT-PCR
n=10,x+ts
o J R B I T TR IR I8 2R AR BT 1 155 ke B I 2 W R s 11

Fig 1
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TR R 2006 4E 1 H L 27 &

R R EEAEM, AOTEGE A SRR R W
FLAE AR 5 R AR TR ST/ R STZ 5 8UB R 2 1 4>
WA K WA, B TR BB IR . RS STZ M mi iR k&4l
I J3 85 3R K SF- 8 0E & Tt AR H: il R K O i 4E R E R, UG
WA & 0 5 AR, N STZ Wt a 72 h @4 KR
MR T A PRI R R C R EORRBEE e E
BT ANV B STZ 516 JBR 5 5 B i K, D) e 4 B3 A2 3 1 o 8
A L TR B OB B AR R 2 K R L A
TG g Teh IMLAE 3K — &5 16 PR 1 2 B8 IR RE IR IR 52 R
SN T U B NN NI = S G S
S R STZ Gt 5 7= A 1 = IR L 22 DRRE IR (5 4% 5 5 F [ B
.

3.2 #& 5wk 3t HE A K RS L Karp 18 38 SUR2,Kir6. 2
Ak ey SCHER R SU 38 ik BT i A5 5T RS RS 43 4k
A Ko 3838 A9 TF R X500 045 28 48 7 A R R wa b, {H Il
IRSEE I S5 IS AFAE 25 52 S B0 SU T ARy 2
Yy BEARAR A JE AT TR 00 WL K e 38 T8 BOARZS B0 AR D), 3R A7)
EF X B AT — #A 8 ] B R ST L F A TR YT R SU
EHTE 0 WLE S Karp il i mRNA 335 897846, TS0
& RGe=A5Em,

ARG SR B STZ 75 5 0 S50 1 2 RUME IR Ik AN 3%
Wiy L Kapp 838 SUR2 FI Kir6. 2 19 33K /K ¥, 3% A 4 IR
i I 2 R R K 3 0 A BT L AR A RE L TR
SE e 2 RUOBE DR R B, B R S 2 A R ORI S
B L 21 4N 74 25 05 1) S5 IBORUR s b L LR A i &2 RE R
TR e AR R AT (R R Al R T A A 35 AL o R E
T2 v BB, A ZU 0 Korp 38 18 B0 28 23 TR R 8 BRI & A ok
A5 R 2 7 R oA s o A BT R k. AT AR YT R
e [ 51 bt g T TRORE PR KRR, I R % R RO L 2 K 38
T 2H B 2 SUR2 #1 Kir6. 2 #) mRNA 7K 7= A2 g, 7]
AE DN A3 A 2 1) B 4R R TR T R 4 A A I R AR R
e A 1 R 0 ) B 9 R S 0 2 0 BR 9 R BLD L4 R Kare
I Y Ak L2k — 25 AT 0 L AN AR E A R 5 R OR BB 1
Il R ATF 2 LA BB SU b0 1585 28 45 (9 52 i,

BRI KRB R SURKSIARRME S 2 [, & B0
W2 SUR2 by, REBEG i 7.0 LA 29 Ky 3 18 B0, 35X
FEE ZRTR T B — R AL E A R 53 B DR s K BRUTE 42 55

—Fh SU A% 51 ik 19 Ak B8 A1 3R H B0 A B B0 30 B A%
B M G YA 9T A S DR A BRC ILAY K 308 0 2 AE BCRE B 1Y
LR, X —BLGAR B RO AT RE S T 0 L Ko 38 38 X SU
4 2 17, WA 7R AR B DR 3k LAY SU 2 0 LR 1 T905&E
37, 9 20 LML 45 ) RE WK A2 25 F 5 &5 3R, S BE 1T SR 4 I8 =B
PRI
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