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[HE] e BWRHBHNLEFKEASEQME C (PKOARTERENRXR. ¥ & & SD KR ESFKFAELI A E
FEA(n=36)MERNKLH (n=36), BHLH 6 1 TH:D10 nmol/L Go6976 +1 x 10 ° mol/L £H F FEEK (NA) + BiAEL
HH (n=6) ;210 pmol/L Rottlerin +1 x 10 ~° mol/L NA + A B 44 (n =6) ;32 pmol/L PKCe-Pseudo(fBJEES)) +1 x107°
mol/L NA + FiIHEI LB (n=6) ;@2 pmol/L PKCH-Pseudo + 1 x 10 ™° mol/L NA + RIHE A4 (n =6) ;&2 pmel/L PKCL-
Pseudo +1 x10 * mol/L NA + R B A B A (n=6);®1 x10™° mol/L NA + HHE A B A (B M, n=6), PKCa 3 H 7
Go6976 ,PKC3 1% 7] Rottlerin, PKCL.0 1 ¢ BJEWE T M35 30 min J5, 0 1 x 10 ~° mol/L NA Y45 il & 35 ik e , 5 15 min i
B EM R (1x10° 510" 1 x107°.5x107°.1 x10 * mol/L) , MEME K HHIZL. # £ K ETEE,Go6976,
PKCe BIRBA PKCOBEDH /N HHBEN N EFKIEE, SNEZTEN N RAMEERERE T Z2E X (P <0.05);
Rottlerindf} 1 75 10 By 9 Il B &4F 5K 308, H7E 1 x 10 ™° ~5 x 10 ~° mol/L P B 4k FI B 45 &F TR BRI 5% W48 (P <0.05) . £ KT,
Rottlerin ,PKCe RJE4 1 PKCO BRIEY R X HEARERBBEER THAESFKIBE, SZNENRAHEERERIT%E
X (P <0.05);Go6976 il PKCL BIK WA FIHK 1 x107° ~1 x 10 mol/L HIABERA TR M ELFKIBE (P <0.05), ¥
PKCa.3.2.0 25T HETENRIHBRSERNMLEF K.
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Effects of different protein kinase C isoforms on vasodilation induced by propofol
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[Abstract] Objective To investigate the relationship between propofol-induced vasodilation and different protein kinase C
(PKC) isoforms. Methods Vascular rings of SD rats were randomly divided into endothelium-intact group (n =36) and
endothelium-denuded group (n =36), and each group was divided into 6 subgroups: (D10 nmol/L Go6976 +1 x 10 ™ mol/L
norepinephrine (NA) + propofol group (7 =6); @10 pmol/L Rottlerin + 1 x 10 ~° mol/L NA + propofol group (n =6);
® 2 pmol/L PKCe-Pseudo + 1 x 10 ~° mol/L NA + propofol group (7 =6); @2 pmol/L PKC-Pseudo + 1 x 10 ~° mol/L
NA + propofol group(n =6); 3®2 pmol/L PKC{-Pseudo + 1 x 10 ° mol/L NA + propofol group (n =6); ®1 x 10 ° mol/L
NA + propofol group( control group, n =6). PKCa inhibitor Go6976, PKC3 inhibitor Rottlerin, PKC{-Pseudo, PKC#-
Pseudo and PKCe-Pseudo were used to pretreat isolated thoracic aorta rings for 30 min. Then 1 x 10 "° mol/L NA evoked a
steady maximal vasoconstriction, propofol was added in progressively increasing cumulative concentrations at a 15 min
interval (1 x 10 S 5x107°, 1x107°, 5x10° and 1 x10~* mol/L), and the changes of vascular tone were observed.
Results In endothelium-intact group, compared with endothelium-intact group, Go6976, PKCe-Pseudo and PKCH-Pseudo
inhibited propofol-induced vasodilation ( P < 0.05). Rottlerin also inhibited propofol-induced vasodilation, and even
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reversed the effect (1 x 10 ™° to 5 x 10 ~° mol/L propofol) (P < 0.05). In endothelium-denuded group, compared with
endothelium-denuded control group, Rottlerin, PKCH-Pseudo and PKCe-Pseudo enhanced propofol-induced vasodilation
(P <0.05), and Go6976 and PKC{-Pseudo enhanced vasodilation induced by 1 x 10~ to 1 x 10 ~* mol/L propofol ( P <

0.05).

Conclusion PKCa, PKC3, PKCe and PKCH involve in propofol-induced vasodilation in intact endothelium.

[ Key words] propofol; thoracic aorta; vasodilatation; protein kinase C
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RBREALE T 8 BRG B — AR B XS I B 9 AL
MEEFKER. AR HRE, AHBESHK
MES NO Ak, A EHAKF R NO XETHhiEk
BN E B — S 1k & & 8 (endothelial nitric oxide
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¥ 5% PKCa # ] 7 Go6976.PKCS 11145 57 Rottlerin.,
PKCe BJEY .PKCo B K ¥ PKCZ HJE ¥ ( Merck,
f8H) ;X B 'H LR XK (norepinephrine, NA) . X R B
FJ% & ( phenylephrine, PE) . Z B H 5 ( acetylcho-
line, Ach) /% B b2 F1 9 TH By th b % 2258 K%
BEAARERKEA ZRZERME, KHS R A
X :118 mmol/L NaCl.4.8 mmol/L KCl.2.5 mmol/L
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1.3.2 MmMEHHK B4 T F ADInstruments
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—IimEK A, S ETHERGT C) . AFERE
S4k(95% 0,1 5% CO,) 3 B&A 10 mL KHS B
BH. HT0NER 1.5 g R KN, P4 60 min, 5
15 min #%% 1 Ko A 20 mmol/L KCl EE HE M E
FIR,UFERMENBERKE R, FILEFE
)5 ,H 1 x10° mol/L PE W 455 EE B, IMA 1 x
10 ™° mol/L Ach HIWT L & W E W e ¥, #ME&F
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SANKETEA(n=36) MENKA(RBEETHK)
(n=36), BHSK4 6 ML D10 nmol/L Go6976 +
1x10™° mol/L NA + TR A B 4t B 4 ( Go6976 41,
n=6) ;210 pmol/L Rottlerin + 1 x 10 "° mol/L NA +
PITH B &b 3 4 (Rottlerin 4,7 = 6); @2 pmol/L
PKCe-Pseudo + 1 x 10 ° mol/L NA + NIABE Ab B 4
(PKCe {BJE#) 4H ,PKCe-Pseudo 4H,n =6) ;@2 pmol/L
PKC-Pseudo + 1 x 10 ° mol/L NA + R By b B 4
(PKC@-Pseudo #H,n=6); 52 pmol/L PKC{-Pseudo +
1 %10 ° mol/L NA + P53 M 4b ¥ 41 ( PKC{-Pseudo 41 ,
n=6);®1 x 10 ° mol/L NA + P IH By kb B 41 (% R
#,n=6), Go6976,Rottlerin, PKC{.0 FI ¢ HIEY ¥
H M 30 min J§,/MA 1 x10 " ° mol/L NA iR il
BW LR X 1EMH, B 15 min KR M0 HE K BE (1 x
107°.5x107°.1 x10 °.5 x10 .1 x 10 * mol/L) f
WHE,
1.4 H@itEins

R SAS 8.0 G #ATHIHE AU, I EREA
Trs B ARLEBRA KK, P<0.05 XnER
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fER IR
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1x107°.5%x10°.1x107°.5 x10 7,1 x 10 ~* mol/L
PWIHES | By L& &F 7K 8 BE 43 58 (4.01 £2.77) % |
(8.54 +£3.81)% .(16.14 +3.88)% . (33.27 +4.27) % F
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(P<0.01)(E 1),

EE W EYE 9, 10 nmol/L Go6976 fiiiE 1 x
107°.5x10 71 x 10 ~* mol/L PIIH B} 5| & 1Y I & &F
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X(P<0.05)(E1),
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BRERAZRHTFEX(P<0.05)(E3),
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3.39)% . (22.40 + 4.09)% . (35.15 + 4.52)% .

(53.83 £3.05) % F1(64.19 £2.54) % , 5%} B4 I
BERARITFEX(P<0.05)(E3),
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Fig1l Effects of 10 nmol/L Go6976 on vasodilation induced by

propofol

2.2 ¥§5 PKC3 #J57 Rottlerin X Py {H By If B &F 7K
fER IR

FEHETEMAYF,10 pmol/L Rottlerin #I{f] 1 x
107°.5%x10°.1x107°.5x107°,1 x10 ™ mol/L
HERIIEMMESFK, BESHNN(-17.48 +
4.75)% ( -29.14 +3.55)% ( -16.13 +4.61) % .
(-0.76 +4.72)% F1(17.98 +4.02)% , 53X} 4 W
RERBAERHFEEX(P<0.01)(E2),

HEEWBEEF,10 pmol/L Rottlerin fill 3 A8 [F] #

BB &R M &K, I§ESFK (10,15 +
3.15)% . (19.86 + 4.23)% . (33.44 + 4.79)% .

(53.78 +4.36) % H1(68.35 +2.57)% , 5%t B4

BERAZRITFEREL(P<0.05)(E2),

2.3 ¥¢5 PKCe BURYX PITH B LB &7 SR FE R R0
TENESTEHAF,2 pmol/L PKCe B JE ¥ 3 )

1x10° 5x106  1x10°  5x10°
AR / (molL)

1x107

B 2 10 pmol/L Rottlerin 3} /3 &) i & &7 3 £ A g9 24 08

Fig 2 Effects of 10 pmol/L Rottlerin on vasodilation induced by
propofol
or —— [N e R BEAH
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3 2 pmoV/L PKCe REHW X RAB N &4FERB M
Fig3 Effects of 2 pmol/L PKCe psendosubstrate on vasodilation
induced by propofol
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BRERAZRHTFEX(P<0.05)(E4),

EER 4,2 pmol/L PKCO 1Bk ¥ /in5& 48 [F] ¥k
B B R K % & 5K, 18 B4 54 (9.08 +
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3.06)% . (18.10 + 3.57 )% ., (35.46 + 3.39)% .
(55.83 £2.99)% F1(67.85 £2.78)% , 5 B4 W
RERAGIHTFEREX(P<0.05)(K4),
2.5 ¥¢5F PKCy B PITa By I &F 5K 7 F B2
TR B SEEAF,2 pmol/L PKCE RIRMI X 1 x
107°.5%x10°.1x107°.5x107°,1 x10 ™ mol/L
HEBIIENMESFKBEELHEE W, SXHEAR
EZREGHTFEX(P>0.05)(E5),
EENEASF,2 pmol/L PKCL BIRWINE 1 x
107°.5 x107°,1 x 10 ™* mol/L TN {4 B 5| &2 i 1 & &7
3 B4 B8 (30.69 +4.28)% . (47.13 +4.87) %
F1(60.41 £2.91)%  5XMBHUBREZRFRIT¥E
X(P<0.05)(E5),

or — R SEE AR
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o0t

o

& 6o
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lm 1 1 1 1 1

1x10°  5x10%  1=x10°  5x10° 1=107
PEHRHE A / (mol/L)
4 2 pmol/L PKCO B4 7 /il Bl & &7 3K EH M
Fig4 Effects of 2 pmol/L PKC@ pseudosubstrate on vasodilation
induced by propofol
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Fig 5 Effects of 2 pmol/L PKC{ pseudosubstrate on vasodilation
induced by propofol
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