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ATP B3 & v, BEASEE A, 7E R AME A H] —d B 4Rit&, Na® — K© 4R 4 X ATP 85 & 1 4 00 & B 2L ATP*2Na % &
Mgtk SRAAKR LT FRANMBRETHHA(F) SREEREF, LA RTHIEEA FHBM &
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vascular smooth muscle cells( VSMC) .

tration glucose or/ and insulin for 72 h PLA, activities were detected with [ H] - Oleate radioactivity( cpm) .

activities increased with high concentration of glucose orf/ and insulin and there were dose— dependent relationship.
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Aim  To investigate the effect and significance of glucose and insulin on phospholipase A, ( PLA,) activities of

Methods VSMCs in rats were incubated with the DEME which had different concen-

Results PLA,

Conclur

sion The increased PLA, activities were associated with atherosclerosis in diabetes, so treatment with PLA, inhibitor could pre-

vent the pathological progress of athcrosclerosis in diabetes.
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1.1 pasl&

B3 AW A R E 30 Bk B RS B DU R Bk £
37°C. 5% CO, & T # 4T VOMC R R 5%, Exn s
JH 4 20% ¥ % 4 f1vE (NBS) 89 DMEM 3 5 &, £ 41
MAEKEEA R A G, ML 0. 25% & & B, 34T
BRER BBEKRFNE 4~ SRUERBIATE
1.2 ZAAEtEFANSEIES4E

Z W E VOMC & L 1 x 10°/L % Z F 96 AL
B AR A, DMEM( 4 1% %7 &£ 4 m /&) 37 £ K7 24
h, 4k # ik DL& 20% #7 4 4t vE B9 DMEM 5 % &, /e
B R B 2 8 ( 5. 6~ 33 mmol/L) BK( F1) B &
(5~ 1000 ML) iR ER IR, TRty
ISHE: HEBE6NMKEL B ERS MEEY;
HEBEBEEEAARANKEE(X]L Table 1) .
FARKL 4, FE3 %,

1.3 BEBEES A, JEMHNIE

LI EERT2h B, ik LERT- 20CHKR
7, 5 B8 Maki 4% 77 3%, M B FGHE A, B, HJF
VU9, 10(n) - * H] 31 B AR 1T B9 A AT o P 8 g
ek, ok e mE A, B AHE(ER, Bk H[9, 10(n)

H B, RE 2B R EZ Y, (R A%
méc MAEBPE K Hk el A, EMH. KRBT EN
BS0U FERE 1.OmL 24844 (4 pH 7.0
100 mmol/L Tris HCI, 3. 0 mmol/L CaCl, 2. 5 x 10° 4
[9,10(n) - " H] B AFILW AT E) BEEE
37 CRFHABRA 1 h &, ;mA 5 mL & B H Dole i
FI & R B, B A0 20 mL IE BB A 3 mL :;@mw
WEES B, B ERAEERRAST TSN,
RUL LER+ W& 49 1T 80E]/(min® L)]%/\
1.4 Na - K {Kk#a ATP BEE SR E

TRAEMEIEFRT2h B, F PBS B HES
B0 1mL A% 1.0mL % &F®ET 37 CHRE 15
min, % & & 8 = Z & 4 : 200 mmol/L Tris HC1( pH 7.
4), 7 #E = £ 6 mg, 1 mmol/L NaCl, 200 mmol/L KCI, 20
mmol/L. MgCl,, JE#7 % ATP*2Na, %X G Im \ 15% = &
B 1mL £ 0E R B, OB EE®R 1 mL m A\ 4HB
£0.5mL. 1- 2- 4 R X EH B 2 nl, T RS
15 min & B 4 4 = 4 TAL% B &, 2 KK E 1T
680 nm AR HEME, EAFEEHLKE Na' -
K" &8 & ATP B & 1%
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HREN ks T, AAHELER BB, B

Rk R A ME B & A kAT
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2.1 ARRENEDEN AR MEF5H40mE%
EEE A, JEMERISZ

1E— 58 4] %) MK B YE Rl (11, 0~ 28. 0 mmol/L)
W, BEEEE A, WEVE SR A PRRE R FATEH(r=0
6975, P< 0. 05), 4% & FEA BN 28. 0 mmol/LL B, %
NEHE A, 5P A K, 6 20 B R B0 33. 0 mmol/LL i, T
GG A, EPER NS, H5 5. 6 mmol/L & HE4
AHEEATI A 2 M 22 7 (3R 1, Table 1) o

x1. TEBEFFHETOLEFBIAMHERELEA, N -
K" ki ATP B 55 M.

Table 1.  Activities of PLA, and Na' - K' - ATPase in
VSMC cultured with different DEME ( *s, n=4).

Phospholipase A,

a” — K* — ATPase

Groogs [ % 10%/(min'L)] [ Hmol/(g+min) ]
Glucose (5.6 mmol/L) 4.2%0.2 4.8%0.02
Glucose (11. 1 mmol/L) 6.5 £0. 4" 3.1%0.97¢
Glucose (16. 7 mmol/L.) 7.8%0.1° 2.8 £0. 54
Glucose (22. 0 mmol/L) 9.8+0.4" 2.6%0. 43"
Glucose (28. 0 mmol/T.) 13.4%0.3" 1.98 *0. 65
Glucose (33. 0 mmol/L) 9.2%0.2" 2.06 0. 99"
Insulin (5 Mw/L) 3.8%0.4 4.0%1.68
Insulin (10 My/L) 5.940. 5¢ 3.3 30, 45¢
Insulin ( 100 My/L) 7.6%0. 2! 2.8 0. 60"
Insulin (500 Mu/L) 10. 2 £0. 4¢ 2.4+0.94¢
Tnsulin ( 1000 Mu/L) 11.8 *0. 6 2.19%1. 02¢
G (22.0)+ T(100) 15.7 0. 5d° 1. 45 0. 34%
G (22.0)+ 1(500) 17.9 0. 4d° 1. 32 %0. 56%
G (28.0)+ 1(100) 18.230. 6d° 1. 24 F0. 77%
G(28.0)+ 1(500) 18.030. 3d° 1. 30 0. 48%

I: insulin (MwL). a: P< 0.05, b: P< 0.

G: glucose (mmol/L) ;
01, compared with glucose of 5. 6 mmol/L group; c: P< 0.05, d: P< 0.
01, compared with glucose of high concentration groups ; e: P< 0.01, com-

pared with insulin of high concentration groups.
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MFZ 2 (Table 2) A W, 4 40 EiE R #EAREE A,
WEPEYBE A B K G, 7R E 12 h )5, 5.6
mmol/ L. ] 5 il 4H 5 S 56 4H 1] 22 A E B M X, 24
h J&, 5.6 mmol/L i & FELLBE GG A, 7519 BAK T

Heseind, pa S i R4, B A, VE
PETEWEE 72 h B BRI 0E (A, 96 h BB AR B A, WE M
B 72 h BN, BEGHF E (P> 0. 05), F & bE
MRS RA T HAETEE 48 h M. 45 34%
71N 6 17 R B 3 0t K BRI A ST L4 i 5 i
A, WEPERSMZEER 24 h JE A B3, WEETEVERH 72 h
oA o R R R B 25 A AT 0B AE 3 A, WA
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Table 2. The change of phospholipase A, activities in VSMC cultured with different DEME (; *s, n= 4)[ x 10"/ (min*L) |.
Groups 12h 24 h 48 h 72 h 96 h
Glucose (5.6 mmol/L) 1.8%0.4 2.610.3 3.4%0.4 4.2%0.2 4.9%0.6
Glucose (22. 0 mmol/L) 2.0%0.3 4.210.5" 7.5 0. 2¢ 9.8+0.4" 10.7 0. 4"
Insulin (100 Mu/L) 1.9%0.6 3.8%0. 4 5.2 %0. 3¢ 7.6 %0. 2* 8.210.6"
Glucose + Tnsulin” 2.2%0.5 6.430.3" 11.9%0.6" 12.3%0.5" 12.240.6

*  Concentration of glucose is 22. 0 mmol/L. and concentration of insulin is 100 Mu/L. a: P< 0.05, b: P< 0.01, compared with glucose of 5. 6 mmol/L. group.
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FIERE A, (2 F X — N AEER 24 h 54
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H S C V&1L
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