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[ ABSTRACT] Aim To test the changes of gene expression profiles after myocardical ischemic preconditioning in rats.

Methods The changes of gene expression profiles of 4 096 genes in rat hearts were observed using ¢cDNA chip and the signifi-
cance of the changes in gene expression was analyzed. Results The expression of 48 genes was up regulated and 27 genes
was dowrr regulated after ischemic preconditioning. The changes in gene expression were further confirmned by RT-PCR.  The
significance of the changes of gene expression profiles in the myocardial protection induced by ischemic preconditioning was ana-
lyzed. Conclusions Ischemic preconditioning resulted in the changes of myocardical gene expression profiles.  The results

were helpful to elucidate the molecular mechanism of myocardial protection induced by ischemic preconditioning and provided new

clues for prevention and treatment of myocardial ischemia reperfusion injury and ischemic heart diseases.
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AW ZAEE R DRRTENRIE. FEESERHA
Wr: Cy5/Cy3> 2 &A1z 4 I /2 ok i T2 7 40 R
FAREFRA LR, IERAZEFERFALAT L
FIA T AXAE Bk o TR3E B 4 F & 3k Cy5/Cy3< 0.5 %
BA % A Bk iy FGE N R TR
1.7 #%FE —REEER NN

BEALEER 5 M £ RERZER, 4 A% 15714 U
16 F AR R Rk ot TR R 4H B9 A ROQ LA A eD-
NA HAEAR #ATH 2 5k —R AWt R LR B, LB K
A = B B2 H e BE it £ B8 ( glyceraldehyde- 3-phosphate
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Figure 1. The overlay of double fluorescence marked in sham

group and IP group
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Table 1. Named genes expression was up regulated or dowmr

regulated in ischemic preconditioning group
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For: XL Y Al (B AR 20 RS AT Cy3.CyS HIBOL T 4L 8 H al(Hbal) NM013096 A
i, B — MR SREE A LM EE SR BT, K4 % il s 85 BB 1 Citron) NMUATI50 L
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Table 2. The RT-PCR primer
ey B g RS S
R H I T R NM-32599 AAGCCCATCATCTTCCA/ CCTGCTTCACCATTCITG
i R O 1 NM- 024349 ATGGAGAAGGGAGAGCTGGT/ CCAGCCTCTTCTTGATGGTC
&8 E O 1 AL H F 7 NM-053819 CTCAAAGGATTCGACGCTGT/ATGGCTGAACAGGGAAACAC
T ZE M) & NM-031831 GCAGATTCATTGCCTTGCTT/ ATAAGCTGGCACCAAACACC
S100 £545 A E 1 A9 NM- 053587 CATCCTGACACCCTGAACAA/GACTTGGTTGGGCAGATGTT
2B & R Ak NM- 022398 AGCTGTTGTCGTCAATGCTG/ CCTCATAGCGGACGACTTTC
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3. R REMERNHE—PSIIE DNA BRER
M: 100 bp ladder; 1,3,5,7,9: R FRXFHELH; 2,4, 6,8, 10: H il TS
M. 1,20 IREFRUAEE 15 3, 4 2R RREAE; S, 6 fh bl &
H: 7,8 & BEAE 1 AZUENH7; 9,10:5100 F54546 FEH A9.
Figure 3. RT PCR further confirmed the results of cDNA chip
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A IR BRI ( adenylate kinase 1, Ak1) < 2- i [% — R
AR ( 2-oxoglutarate carrier, LOC64201) A7 =% Bt & i &

M diaphorase, Diad) . K FERE ML L HI B A i &
(long AcylCoA dehydrognase, LAcad) g & & AE A K
Kl +45 & 8 F 5(insulin-like growth factor binding pro-
tein 5, IGFBP-5) %555, NRHFERIMIE( adenylate kinase,
Ak) AR A LB A7 L — TR, Ak B 5
Al T Hf, Horh Akl f74E T4 BB 3 . BT Y
Ak #REEMEAL LN N S MgNTP” + AMP” =MgNDP"
+ ADP™ (N= A, G), LA4ERFAE M1 P g B 60 1 A
TE . Ak TE—RhE B B0, AT AEAEYI AL TIRRER
IKFES A AMP A2 it ADP, A2 L) ADP i 401k i
BRALTE BAE R N BE B B ELER it N & ATP, DLARIIE
A am TG B IE W IE AT . (H3CHR[ 5] I, Ak 7] RE
AT BS540 R T R B 5 A3 1T 75 5 40 O
T-o Diad 2 ACBERR AL PN B B A k. A
0BT R B AkL il Diad 45— L5 i 5 A G JE R 7E
L TR N I 3R A 7K B R R, XAR L LA R
Bkl FREE G RE AN 2 A0, AT R R A O AL
BRI/ PR S ECO LR RO B B R 2 —
Lacad WAL R MR B- 8L HI 26— R R W L R
PO, BT R Bl Lacad 72 Bk Il 905& 157 41 34
AT T, T 5 — e 5 R R I K I,
i pROE W R A BE WL S B8 (UDP-glucose de-
hydrogenase, Ugdh) & 3% ¥ ¥t 3 % #% I ( fucosyltrans-
terase, Fut2) 55 7E Gt Ml 0 B 2 o 3R I8 7K F B & F
W, X R, AL Py kAL 5 O LA 2T AR T
A EHEAT AL, RO WUA BLTS 07 R B- 48040 Dy 3 0 48t
RE 77 LR Dy LU %1 08 T S O i Bt e O K
IGFBP-5 2 — M T AHRIE I, E Al 5 IGF-1 % 4
HE—iE, @i Lk IGF-1 5 K2R 45 5 5 3
AR T A AR B, 7R BRI TS B AL
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ar antigen, PCNA) . 2% 4 2 142 K [K] - ( connective tis-
sue growth factor, CTGF) . CIIDBP.S100 4545 & 2 H A9
(S100 Calciunr binding protein A9, S100A9) % 4 & &
FIEE 1 20233057 ( tissue inhibitor of metalloproreinase
1, TIMP1) 8845, PCNA J&— ] Y 40 i £ 77 B 5%
WY, SAEE P PS3 5. PONA & AW 5
P53 A4 18 [ Gadd45.MyD118.CR6 & P21 A H.{F
M MTAEA RN JE 18 2 EE BT A 200 A 193 12
J DNA B 52 Rk EEA/ER . T H SCTHRT 8]
I8, # PCNA JG Th e 578 40 g AR /K 1 3Rk U 42
TR TR R A . AT R B B I T Y 4
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S A S5 [R50 25 P I Vi ik R 1) 30 i AT 1R 4% T S
Oy LA P A 22 Fh AT Th R K18 S35 B B T .
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