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[ Abstract] With the ageing process, structural and functional changes of myocardium occur, so the elderly become more sensible
and vulnerable to hypoxic-ischemic damage than the young. Thus cardiovascular disease has already become the most deadly disease
in the elderly, as well as a threat to their life quality. The mitochondrial permeability transition pore (mPTP) is a non-selective
membrane channel, and the opening of mPTP leads to irreversible cell injury. Consequently, its opening regulation plays an important
role in cardioprotection. Evidences indicated that the mPTP regulation of the aged myocardium is special. For example,
cardioprotection drugs, which were effective to inhibit the opening of mPTP in the young, showed a decreased efficacy in the elderly.
Moreover, it is noticed that the mPTP influences the aging process. Therefore, to improve diagnosis and treatment of cardiovascular
disease in the elderly, further researches on the structure and function of mPTP in aged myocardium are essential.

[ Key words] mitochondrial permeability transition pore; aged; myocardium; myocardial protection

BEHE N D A SO R R, O I A A
NEF N REET AT . HAOFTEIESS, Fik 2

O LA AR P I A8 FIBE TR T e i) — > E 2
WALk N R AR LSBT, O RERZE

5 OIReY S A — R AV, FF H AR LA
23 FE B X B i, Bk AR A I A O 98 1 o 1 K
PERE Z T 520 . FE O BT, ZORiRfE
S R 25 B3 B o USRI AN 2R 2 — , ARk 2
KVE o GRS 20 I PN AR Ak ol R AL TN B — B TR
1 (adenosine triphosphate, ATP) =271, &
ARG SR AL RE S AR IR . ROBLIRZES . DIREY
PP R R O 2 Al v O LA L 32 B B F8 b, SO AN i

Yoks B #A: 2012-05-24; f&[1 H #A: 2012-09-03
BiRfEE: Fvk¥:, Tel: 010-88398285, E-mail: dr.ji.cpb@gmail.com

FET- R B SRR . R, XPEORAR S5 1) 2 B
PR, U O LRI SRS | R T B L I
PRSI K- EBR AR . AR TEORLIR I I 2k
WA G % P e £l ( mitochondrial permeability
transition pore, mPTP ) J2—FdEsEF k@A, ©
Je A 2 AR ZE R D Re s, T R AL IR AE |
P AR RSP RY], mPTP FFanyia iy
TEZAE O LN p BAT — € AP IR, B A T
o %0 UL A P 3 o R R A 2 R EE A

1 mPTP &9 R F
FIRT, mPTP BUZ5H K58 S E . LI



hiEZFZLREHTRRI S 2012F 11 528 H & 1135 & 11 B Chin J Mult Organ Dis Elderly, Vol.11, No.11, Nov 28, 2012 - 875 -

PRV FE AN T 20 43« SRR S i) L, Fe AR 8 9 125
FifiE (voltage dependent anion channel, VDAC ) .
WO RS R BR ¥ # B ( adenine nucleotide
translocase, ANT ) . & KR8 1 D ( cyclophilin
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