526 FTREF 2020 F 2 A% 49 65 4

Ay = ==
BE « BERIFR 010, 3960/, issn. 1671-8348. 2020. 04. 003
P& E %A https://www. cnki. net/KCMS/detail/50. 1097. R. 20191115. 1516. 008. html1(2019-11-18)

CERSE 2 NRREOINERBPITUEATIER

SEF REF . AEE.ELE RS
(RREHRFHEF_WEERSAF 65010D)

[(E] BH MR TEB A 2(ALDH2) £ /s R 8 800 Ilaa io 8 © F PrAe e 4 B R385 L ud) . Ak 36
RO H3WH 1 URE 2HIABRCIESFNA 4-2EHBEU-HNE) B R+ 5 de B2 Z 440 4 22 3 KB
A (B B R4, W R HE R 30 min B K HERE &R A S B 30 min & B AT FE IR L IR 45 min,
% 320 (4-HNE #Rm4) D& A 4-HNE#H S A 75 min, 23 M E 3 B KBRSEV @A THHK, BT
R AE L FH M F36 RADRAFAAN ALDH2 A A S A XA A ALDH2 £ B ik A 3 ARA4 L%
WENE LR ADRCSIARL, 4 AEHBI DR FHBAEIR 6 R A Tl 2 i £ U e & AR, &
AA T 6 RDRANBRAEACEARMNE &-HNE 9 REAKRF, R (D4-HNE BA -8 b Fi#EHIDR
BARCEMICA TIHEKR T 4-HNE #RA(P<<0.01)fedtfo F# 24 (P<<0.01),4-HNE # iRl h s o F
EADR A T EF AL FEL(P>0.05), (2)4-HNE £ ALDH2 & B 3tk & s & 8 805 AL
mier g RkiAS T ALDH2 A B S RZX A (P<T0.05), AF AR o R AN T HHZE(P<0.05), (3)AL-
DH2 A B sk A b Ao Mg e @A & T ALDH2 AR & &K A (P<<0.01), m 5 A & 6/ S ILIE 5T & AR A
THA&EZE(P<<0.01), &it ALDH2 @4 M 4-HNE 42/ R8s Ml i ey A o,

[REBIRI] CTEEBLAK 2;4-F T HEB; S 800 Lmie; A

[FEZSXS] Rodl.4 [#tiRiRm] A
[XEHS] 1671-8348(2020)04-0526-05 TR R (R RS ) #R1IRE3 (OSID) : g g

The anti-apoptotic role of Aldehyde dehydrogenase 2 in mice hypoxia cardiac cells”
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[Abstract] Objective To evaluate the anti-apoptotic effect of aldehyde dehydrogenase 2 (ALDH2) in
mice hypoxia cardiac cells and to explore the mechanism. Methods Thirty-six mice were classified into three
groups at random. All mice’s hearts have been isolated. Those of ischemia/reperfusion(I/R) group were per-
fused with normal saline and those of 4-hydroxy nonanel (4-HNE) +1/F group were perfused with 4-HNE.
These two groups both experienced a period of 30 minutes ischemia followed by a perfusion period of 45 mi-
nutes. While the mice hearts of 4-HNE group were perfused with 4-HNE persistently for 75 minutes. The ap-
optosis index of cardiac cells in the three groups were measured. Then the other thirty-six mice were classified
as wild type, ALDH2 gene over-expression type and ALDH2 gene knockout type by adenovirus transfection
methods. Mice myocardial ischaemia model was induced by ligating left anterior descending coronary. Six mice
have been chosen at random from each group to measure the expression of 4--HNE after four weeks. The area
of myocardial infarction (MI) of the rest six mice in the three groups were measured. Results (1) The cardiac
cell apoptosis index of 4-HNE+1/R group is higher than that of 4-HNE group (P <C0. 01) and I/R group
(P <<0.01). But there was no significant difference between the 4-HNE group and the I/R group in the cardiac
cell apoptosis index(P>>0. 05). (2) The expression of 4-HNE group in the infarcted heart was obviously higher
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in ALDH2 knockout mice than that of wild type (P<C0. 05). While there was less expression of the ALDH2
over-expression group than that of wild type (P<C0. 05). (3) The area of myocardial infarction of ALDH2 gene

knockout group is higher than that of ALDH2 gene over-expression group (P <C0.01). While the area of myo-

cardial infarction of wild type is less than that of ALDH2 gene over-expression group and more than that of

ALDH2 gene knockout group (P <C0. 01). Conclusion

by the detoxification of 4-HNE,
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