2858 FTHRESF 201045 11 A% 39 5% 214

< ig =
A\ 4 b —=II— — ~ A Y A -Ih l;‘;l *
LIEER A, EEMNMEXRIKNEENXEZNTHR
‘g’#ﬁ]ﬁi],% 'ﬂﬁ]ﬂaﬂ/‘%q’ls;ﬂ‘éﬁzv&h ﬁqugﬁﬂ%]
(TEEHKRF: L. mEZR;2.MBERBEFR 4N 750004)
O OE.HH HASRARERENES A, ((PLA) L L MEK 5 & fu B X 3h bk 8 -+ 7§ U2 038 78/ A = % 45 49

X2 . #—FRFTHLERETRDMEEEMG TR, FiE H4.16.24 AAEN L EFH0EXK(SHR S &%
2, B B # Mk Wistar K A (MKY)OAE A AR, &4 5 R KA., KA % JE M AF Western blot 3 b 4541 & 430 ¥ £ 3 Bk T /& AL
wmig ¥ cPLA, A% MEK 9 &k, 8 (1DSHR MK 8 A# -4 & & H % ,SHR16,.SHR24 5 [ & # WKY 48k £ % A %4t 5
FL(P<C0.05):(2) & B WKY & I /4R fT 3 WAL £ F R 43 5 & SL(P>0.05), 48 F Bl # SHR & Ik /4K & WAL 4% & 5F KL R
B kg s /R R F WAL 258 5 A S SHR & i /h R F AR & T R A B AT B (3) BB 4k cPLA, £ SHRA & ik & 4 71 4
11.71% .46.00%.51.59 % . m B Al #& WKY & ik 551 A 29.10%0.36.00% .67. 84 %, K K K, B # 3% 4w , B a1 cPLA, & ik Fig
W3 e (P<0.05) 5 (4) B K K 8 #5638 e, B a1 MEK &8 38 m (P<0.05), &8 MEK #9#%& 5 cPLA, FHRFTiER
LAETHRERHHREERNHOLE LK.

KGR & B TG0 F PR Nm A KR A B #E A2; MEK

doi:10. 3969/j. issn. 1671-8348. 2010. 21. 005

i E 4 &S :R544. 102 MERARIRED : A MEHRS:1671-8348(2010)21-2858-03

Preliminary study on relatiom of phospholipase A, and Vascular remolding of hypertensive main artery”
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Abstract : Objective To study the relation of phosphorylated cytosolic phospholipase A, (cPLA;)and phosphorated mitogen-cu-
tivated protein kinase kinase(MEK) with proliferation or apoptosis imbalance of vascular smooth muscle cells(VSMC) of large artery
and to further study the possible mechanism of vascular remolding of large artery under hypertensive status. Methods The experi-
mental groups included 4-week-old spontaneously hypertensive rats (SHR), 16-week-old SHR and 24-week-old SHR, while male
Wistar rats(WKY) with the same week age as the control,5 cases in each group. the expressions of cPLLA, and MEK of aorta VSMC
(1) Blood pres-

sure in SHR increased from the beginng of 8-week-old. There was statistical difference between SHR 16W,SHR 24W and same

in each animal group were comparatively analyzed by immunohistocheralcal technique and Western blot. Results

week age WKY(P<C0. 05). (2) The ratio of heart to body weight in various week age groups had no statistical difference. The ratio
of heart to body weight in the same week age SHR was higher and showed the increasing trend with the week age increasing. The
ratio of heart to body weight in SHR was higher than that of the control group. (3) The expression of phosphorylated ¢cPLA; in
SHR 4W(11.70%),SHR 16W(46.00%) and SHR 24W(51.59%) was lower than that(29.10% ,36.00% ,67. 84 % ,respectively,
P<C0.01) in same week age WKY. The positive rate ofphosphorylated ¢cPLLA, was increased with the week age increasing ( P<C
0. 05). (4)The positive rate of phosphorylated MEK was increased with the week age increasing(P<C0. 05). Conclusion MEK acti-
vation and activity attenuation of cPLLA; may jointly participate the occurrence and development of vascular remolding of hyperten-
sive large arteries.
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Tl s B K BRI F5F SP-F 3R EE o, 22 1 L IE 3 06 IR L IF
WKL, 4R R — B ) B BL-420E+ 4 9 0L AE 55 56 2 55 O #B
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JaE GRD
4151
4 16 24
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ERK1/2 &2 cPLA, A 4 J7 & B e 16 1k ; cPLA, #7  5
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PR 28 37 B ) B . Pavicevie 21 X 4 VSMC i 17 £ 44 BF 55
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