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Tab 1 Mitochondrial phospholipid and its components levels of hepatocyte in different age group(Ws /*g° mg ' pro,xt s.n= 5)

Group Total PL PC PE PS PI PE/PC
. NVEG  287.7H 27.34 106. 85+ 9. 63 94, 3 8 40 4.27 0.63 8. 12 0. 77 0.92+ 0. 08
me VEG  290.43+ 31.27 108, 39+ 11. 27 89, 49+ 971 3.96- 0.39 7. 89+ 0. 91 0.86+ 0. 06
0 NVEG  283.90t 24.82 104, 69+ 8. 53 96. 1H 8.32 4,35k 0.40 8. 25 0. 80 0. 94+ 0. 09
e VEG  286.78F 24.06 104, 94= 7. 36 92. 53t 8,01 4.15k 0.44 8. 04k 0. 79 0.88+ 0.07
s NVEG  292. 86t 29.51 93 34t 6, 72 101. 74 9.23 4.56t 0.63 8. 04 0. 94 1. 08+ 0.07
e VEG  292.8Gt 27.92 100. 39t 9. 29 90. 18+ 10. 12 4.03t 0.29 7. 69t 0. 83 0. 89+ 0. 09*
" NVEG 294,67 30.12 91. 44 8. 70 104, 89+ 9. 81 4.72£ 0.53 7. 555 0. 74 1. 15+ 0. 09*
e VEG  289.10+ 29.01 98 43t 8 71 94. 22+ 10.97 4,355 0.43 7. 58+ 0.57 0.92+ 0. 08"
#: P <0.05% : P<0.0lvs 6mo;N: P <0.05,2A0: P <0.0lvs NVEG
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2 ,18 24 NV EG , ,
MDA PLA, 6 ,VE 18
VEG MDA PLA,
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Tab 2 Hepatocyte mitochondrial levels of some related items ‘ ’ 0
in different age group(<t s, n= 5) :
MDA VE , >
Group (W /nmol® mg™! pro) PLAz (u) (Wt g g ! pro) .
6mo NVEG 3. 1H 0.39 32,48+ 4, 11 109. 8H 8. 32 ©
VEG  3.22:0.30 33,04t 3. 74 267. 83 19, 574 ’ .
12 mo NVEG 3. 64 0.50 37.93 6, 27 113. 38F 9. 43 , 151
VEG 3.45:0.43 32.9H 4. 43 277.39F 21454 (3) PC i
18 mo NVEG 4 1650.25°  51.26E 6 53" 98. 7G= 6. 81" 9]
VEG 3. 32-0.27°% 34,93 5 352 246, 265 26, 745 °
24mo NVEG 4 64£0.25°  65.76 8 49" 91 67+ 8 43 PE/PC
VEG 4. 44£0.21°  53.76E 6. 07"~ 235. 38F 25. 44"
*: P <005* : P <0.0lvs 6 mo;
A P <0.0500; P <0.0lvs NVEG MDA  PLA> VE ,
. _ . 18 24 R PE/PC
2.3 PE/PCHEA XA AR M4 & 3
3 PE/PC VE
Tab 3 The correlation coefficient of PE /PC . ,
with some related items ,
log PE/PC r P
log MDA 0.9551 <0 05
log PLA, 0. 9899 <0 02 E
log VE - 0.9773 <0.05 , E
10(% B ”
3 PLA2 . 5 s
N PLA: HC
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Age-related changes of the composition of hepatocytic mitochondrial

phospholipids and its mechanism
Sun Wenbing, Li Kun, Ma Ruiliang, Han Benli (Department of Hepatobiliary Surgery, Southwest Hospital, Third Mili~
tary Medical University, Chongqing, 630038)

Abstract Objective: Toinvestigate the agerelated changes of the composition of hepatocytic mitoch on—
drial phospholipids and its mechanism. Methods: The levels of hepatocytic mitochondrial phospholipid(VE)
and its composition, malondialdehyde (MDA), vitamin E (V E) and phospholipidase A2 (PLA2) were mea—
sured and the effects of V E pretreatment on the above-mentioned indices determined in rats of various ages
(6 mo, 12mo, 18mo and 24mo). Results: There was no significant difference among the total PL levels of
the four groups, but the contents of phosphoatidylcholine ( PC) of the 18 mo and 24 mo groups were signifi—
cantly lower than that of the 6 mo group and phosphoatidylethanolamine ( PE) /PC ratio was significantly in—
creased. There were significant increase of MDA and PLA2 levels and decrease of VE level in the 18 mo and
24 mo groups and the 4 VE pretreated groups (VEGs) had evidently higher V E contents. The MDA and
PLA2 contents were significantly lowerin VEG of 18 mo than in non— V E pretreated groups (NV EGs). As
for levels of total PL and its composition, there was no significant difference between V EGs and NV EGs.
However, the PE/PC ratios of the 18 mo and 24 mo VEGs were significantly higher than those of NV EGs.
Conclusion: The altered PL composition, which is closely related to oxidative damage, plays an important
role in the hepatocytic mitochondrial decay in aging. V E is effective only to some degree in inhibiting the ox—
idative damage induced by the altered PL composition.
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