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RE) B HiIIRABESTELIEMGe/1l EANRAXMNEERRFER. %k RXHARBKE
HHME OAER R 2P R EE 5 A1 (ARDS) K RAE R, # g 5 Bt Wistar X BRBEHL A A% BLH (C 4D .
OAHMARAHBALIEAFP A, FRENEREXBNENL. AEORSEDTERI'EES Gq/11 EEH
SR, R PHGYII EHSE(124.68419.38) %18 C LA 1(100.00+0) %1/ T (24. 68+19.38) %
(P<C0.01), BB B F OA £ (149.34+20.04) % (P<C0.01), PABHAMN ST EHK EHHLM(16.524
1. 37)pmol * min™ « g7 ) LB A BS((1. 2040. 16)kU /gl iE MR B (1. 51£0. 35)pmol /gl & Bt
BETOAASRH(7.56+1.02)pmol » min~" « g1, (1. 41 +0.16)kU /g, (1. 9440. 16)pmol /g, P ¥<<
0.01), ¥ WAEFRABERMK G/ EQAEBHIHNSE FEE ARDSHERENEE .
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Influence of propofol on Gq/11 protein in kidney during acute respiratory distress syndrome  Ainuer *

Jialili, Kelala * Abasi, Maimaitizunong, ZHANG Li, LI Xiu-juan. Department of Physiology, Xinjiang
Medical University, Wulumugi 830054, Xinjiang, China

[Abstract] Objective
acute respiratory distress syndrome (ARDS) by affecting the expression of Gq/11 protein.

To explore whether propofol plays a protective role in kidney injury during
Methods An
ARDS model in rats was reproduced by intravenous injection of oleic acid (OA). Healthy Wistar rats were
randomly divided into pre-treatment group in which rats received propofol before given OA (P group), OA
group with rats received propofol 90 minutes after iv OA (OA group) and control group (C group). Blood
pressure, plasma and kidney homogenate contents of angiotensin-conversion enzyme (ACE), lactate
dehydrgenase (LDH) activity and malondialdehyde (MDA) were assessed during the experimental period,
and the concentration of Gq/11 protein was determined by Western blot. Results The concentration of
Gq/11 protein of P group [(124.68+19.38) %] was increased (24. 68+ 19.38)% compared with C group
((100. 00£0) %, P<{0.01], and it was obviously decreased compared with OA group ((149. 34+20.04) %,
P <0.01]). ACE ((16.52%1.37) pmol » min™! « g7*], LDH activity [(1.20+0.16) kU/g) and MDA
content ((1.51 & 0.35) pmol/gl, respectively, in homogenate of P group were lower than OA group
((17.56+1.02) pmol * min™! » g7, (1.41 £ 0.16) kU/g, (1.94 &= 0.16) pmol/g, respectively, all
P<C0.01]. Conclusion Pre-treatment with propofol can reduce the concentration of Gq/11 protein in kidney
tissue, and it can ameliorate the injury to the kidney during ARDS.

[Key words] propofol; Gq/11 protein;

kidneys; acute respiratory distress syndromes; rat

SRR F B 45 B 1E (ARDS) LU# AT £ ¥ % B
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PABCK, HE ARG . A LB P EINERN

UM FREREAMENEERA. LA EES
B R F B3 TSI RPUET IZ RAE RN,
ERFE . BITHRBEETRERA . BHiL. R
G A TR AR BT A& B e S P B A
HNEFEXREH ARDS £ B HEBHT N IEF KK
BERA— FRBEN—FESEKRRZ, T
SEH B R b0 S i ) 40 i B R RCTh B
MFZHAREFNALEED . MARE A (TXAD
FMZEYY Gq/11 EEREEK, °1E oS VBB A5 (5
SRR, X R AE(E 5 ENER

EeUH FREERARRPEREREE T AT ER
THS (2004 - 13)

fEE 47:830054 BEBARF . FBEMNKELHHAFE

EEEN R « IIEEAQ960 -, L (BERK) . HBALE
R+, B H .

Bt ARDS BfHlEH Gq/11 EEEBEHE M,
Tt N H RIE N FRIE S FHE AR ARDS
BERENEEBLS S (MODS) LSRR HE.
1 HHE#MAIE
1.1 BIEREIH & ML 4 . RN Wistar
K 24 R KE 200~250 g T BEM KELRF)
YO RAD IR BT R B4 x4 (C 4D,
MRAQAY MRABRBLEACPH,. B4
SH.URBAB N 1M RELLEZS 7~8 ml/kg
FE R T SRR R 3 4, A0 b B S AT B B BK O
i & . OA #H iy R ## Bk it 54 OA 0. 2 ml/kg(2 min i§
) E | ARDS #8), WAL 90 min, C 4 M R &k ik
FEASNEEMEK, PHLATHEKESNRRR
100 mg kg '« h™! 30 minf5, B K 18 I3 5t
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OA 0.2 ml/kg(2 minfH#E5E) , WEE 90 min, UK F
S Fsh ki, — oW E K 5. 75— &
M3 (1 000X gB.0>10 minBL L 1% ¥ ) LLK U A6 € 45
¥ B AL SEEh Y, S B 4 CAFRER K Mk
BERTE,-20 CIREFH.

1.2 HEREREMMWE IO0.7 g BARMA 10 £
A1 OR Ay 10 mmol /L =R H EE ™M
£ (Tris —HC1),1 mmol/L Z N Z B (EDTA),
250 mmo/L M, pH 7. 40, I B X BH &Y
¥ FEEHEEL CF1000Xg B.L 10 min, BUM T ;
FEFEAE 4 CTF 20 000X g B> 40 min, JLIERIE
FTAHEBRFP:UUFMEAEAQNRERD,H Lowry
i AR WS 3% .- 20 CRFF.

1.3 MEMBALGKPIOERKRKERBE
(ACE) . #.% i 5 B (LDH) 3& 1 & W — & (MDA)
FEWE M 1 ml,1 000X g &.0 15 min; N EH
¥ 0.05 ml, F4H 4153 0.05 ml; /it 20 mmol/L 5
RBEHES . =E# 0.05ml,37 CHEE 15 min; i
AKX BRI MBEBE. AR LEERNEER
FWORMREE, LG58 ™4 1 pmol HRMIEN
1 MACE EH 80 ; A MM AN E LDH &
s HRRELZRE G MDA S&#THE;
B AE R kg B BT AU B AT .

1.4 FOAFAEZEDE (Western blot) #ll 52 Gq/11
BEOSE W80 pg BHAMMARBEESD, HERE S
B 1056 B 2w B B BR 40 3R TR 04 Bk i 35 G PR UK
(SDS -PAGE)4y8,4 C.25 V.10~12h B EHH
HBRERMALKEPVDRE FHERSE N Y%
B IR AR 9 8/ BEBR £h 28 i (PBS) it 47 JE Fe R 81 1AT
PBS WG, M A Gq/11 EAM X R EH K
(Santa,Cruz £YH AR AT 4 CHET; HEETH
K 0.5%m 8 (Tween)PBS mh ¥k f5, in A BAR 11 &
EYBEFRICH 3. F 1 h Sk AL &%
M (Amersham 2 &) i# 178 ¥, A LEICA - 11550
ICW BB RAHB X HERSREE.

1.5 SGit¥a4m . ZRANR I REEGEOR
7R o SPSS 10. 0 4o it 84 %t & 4 % ek k47 tLA
LM B HBERE T E5 0 A\ A LDS &
B,P<0.05 NERBAHIT¥EX.

2 & B

2.1 BHmMRAEAGE D5 CAHLE,.OA A
pH {8 . 3Bk i & 43 [ (PaO,) ¥ B 2 T, 3k —
FAL B 5 E (PaCO) W F+ | (P $#<<0.01), P4
PaO, 1 pH 5 C AR . HEOA HEEWE ;MW

PaCO, % C @t &, B F OA 4 (P <<0.05 B
P<0.01), #|ARKRAEES OA 90 min FEFHE
# ARDS £,
®1 SAXRIFEOSHTN GLs,n=8)
Table 1 Changes of arterial blood gases

in each group(x+s,n=8)

4 5 pH PaCOz(mm Hg)

c4 7.40£0.04
OA#4 7.204£0.08* "
P4 7.3010.06* * &4

W5 CHHE: P<0.05," " P<<0.01; 5 OA L% .
&8P<C0. 0151 mm Hg=0.133 kPa

2.2 M¥FFMBFHAL ACE.LDH EH & MDA & &
M (FR 2,& 3. P AmMBFME ML LDH 3E#
EMDAZEBHHKCAHEBAE . HMETOAHA
(P<C0.05 8 P<{0.01). P A Il ¥ ACE ¥EH &
C R .B5E F OA H(P<0.05 & P<<0.01).
mMmPABAL ACE EHE T CH,HEKF OA 4
(P #3<C0.01),

%2 #{MAKXFEME MDA.LDH #1 ACE HTE| (xL£s.n=8)

Table 2 Changes of plasma MDA, LDH and ACE

levels in each group(x+s,n=8)

PaO;(mm Hg)

92.401+3.75
54.38+3.83" "
70.95+6. 45 * AL

33.90%+2.78
46.50£2.25" "
38.7815.18* &4

# 5] MDA (pmol/L) LDH(kU/L) ACE(gmol + min=!«L~1)

Cé 2.33+0.35 6.27+1.70 19.87+3.11
OA#4# 5.54+1.09** 12.5141.13** 13.734+2.04" "
P4 3.3140.60"*2 8.23:4+0.64*44 16. 7741.96* 24

.5 CHEE. " P<<0.05," "P<<0.01; 5 QA 4 th &k
AP<C0. 05,58 P<0. 01

£3 HEAKREA MDA, LDH ¥ ACE EH rts,n=8)
Table 3 Changes of MDA, LDH and ACE levels in

renal tissues in each group(x+s,n=8)

#5 MDA(pmol/g) LDH(kU/g) ACE(gmol * min~! .« g—1)

C# 0.98+0.42 0.64:4+0.09
OA#H 1.94£0.16"* 1.41£0.16**
P#  1.514+0.35° *54 11,2040, 16" 84

13.67+2.26
17.56+1. 02" *
16.524:1. 37 * 448

F. 5 CHLLEE:.”*P<0.01;5 OA . 24P<0.01

2.3 BIREM MAP W (ER 4.5 C HEE,
PHFMOA H mMREEBUNAMULEF(CHEEY
BEASP H<0.01);5 OA ALLE,P ABWAE
BAR . HERHLTEEEWE H>0.05) . FH3hHk
E(MAP)5 BUN #I Cr X (MAP 50A 4
B H % E¥r=- 0. 725,P<0.01),

2.4 Western blot fll 2Bl Gq/11 EA S B E
B(R 4B D %S5 OA 90 min JF, B Gq/11 &
BT E®E C AT (49.34 £ 20.04) % (P <
0.01); P Hth#& C MM T (24.69+19.38)%
(P<<0.01),{H5 OA H L 8 F K (P<T0.01),
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F4 BEEAKXR G 11 BB . BUHER
MAP T (x=5.n=8)
Table 4 Changes of Gq/11 protein, renal function
and MAP in each group(x—s.n=8)

#3

i
OAf 1
Pl 14.58E1035 88

<0.01: 4 DA #

S C Ul P L
4243 ku

G &R

csl OAf Pl
1 Western blot fll 52 ARDS KBIEM Gq/11 EEMLE

Figure 1 Content of Gq 11 protein in renal tissue

of rats with ARDS detected hy Western blot

3 i it

HETRFFE 2 B . 2159 ARDS %4 i) 2 F % 4 /0
R REZHERMEEL CEARFESREE
;85 M A AF AR . Ga/11 BEER G EA D —
Fift o BT LT 25 ol 3R L RS B R S A ) S R
£ ARDS 58 i1 40 ff2 453 £ 33 72 +p AT B EL AT — 5 A9
PEFR™ o 5 P9 B — ol i 250 0 R R A 25, HC T LA
P S HAR TR0 5 FEEMA G ERA SHERE T
82 SR S5 40 A DL 1 B S f 1 T RO AR 45 4 . AT T4
HE S Ak 1) 3 S B o T B S i e S
IOF 7 A TR0 26 W A B I 9 S L T e TR B S A A A
FEAE Ga/11 B AL ARDS B Bl 4 28 1 2 ik el 2 il
i H. A S — R T RN B A R
ARDS B 5 i h Ga/11 & A & A58 &L L R
5B REM G 1 HIEE. A OA SB ARDS 5.
5 I (8] () ZE {< o JfiL 3 A0 E o LDH 3% % . MDA &
Bk 7 A T e« 22 WA T 2 L O 4 R A
s i ACE 3% £ # A1 o 02 7T BE 5 Mt =6 40 1 55
PAL 2 40 B 46 5 L 4 i ACE B I50A I 36l 20 A 6
B Ik ACE i 1 . ifi 3% BUN FI Cr & L3 i AE R K
R BT E A E. LR BE BB T ARDS At
il 155 i RE 52 240 3 . P4 2 fik i RS B
BT R OA 21 5 4%, 7] fiE 55 5 79 M 4000 0L 8 2R 40 9
AR A R AR MR A 221 e LDH 3 . MDA
FREW ST, M P ACE 7 M B I 44l
ACE % 1k [ {If » i 26 # 42 75 57 P9 8 1 3 82 ARDS
i 51 R G A R O L I LA R X

AR B 1 BT A HL IR 2 fr &9 . 645 5279 ) B
B S I by S 900 A A S e B 1o 9 S T
gt e OA B S Ga/11 A& &
BIE P H Ga/11 A F BFEER BT C 4.
FHATE ARDS w2 5 Ga /11 55 1 #8156 S (il 15
ERESEE TR M G/l BEARLINGES ET.
TXA M EHE I (Ang 1) F R, 5 &
LR 58 2 1 s AT 4 B L0 B 7 25 ZE AL - B U O
A2 O BB L S . 53 4 BT 9 AR K E.,

A - 8 S REN FUAS HZEY Ga/11 &
FETRBIBE ' LT BN A C AR BSCA I P £ O = R L
B2 (IP3) 1 B BE 1 (DAG)Y. TP3 i L 14 6 77
Ca* B lL.Ca® 5 DAG BLi% 8 £ 908G C, ¥ 15 1k
i 1 i A,i&!&?ﬂlﬁﬁﬂ%wﬁﬁﬁﬂa‘%iﬁf I {F JIL B
BT 7= A R 5 4% AiE I BT A G FE 2 A R
Ca® 55 1P3 fith % |5 gk 40 Ffo 13 i A Bk 4 1k B3 4 18
T o R T8 e PR 20 M L P B 0 S 2 R R A
ZROE . R = A B AE A M7 TR A A5 40 3 —
TR L AR S 2 AR R . SN B R (S ARDS A
Ga/11 2R [ Fe ik . ol B 530 2 BT R 4 5

—EFF . MTE ARDS b 88 bt B 1iE e — 5 g4
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