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R ¥ FHRAUWHRHEES(ACPHEEHFEHE A, A Bio Gel P200 4L, FRMERE B LHE
10g, ACP EIWERHE 1. 8% . H A SKAF M AR M 70 LU $GE — 3. ACP 4mg ip BESF MRS LD5O A
94. 4pg/kg BT 279ug/ke, I MM ER RME S EETHETREMM Z SRS E LT, B 3w
EOaBRS. FEEE 95 L LR ACP MRS, SETOY MAR 3 | 2 49 BREX FO b 4R 45 , A 38 LA, I
PEE M) BN F R E B S # . ACP Rt RHE, D BT 2 1 R IE 10pg/kg TUARFET: , BEFE I
98 %6 4k & ACP R USIEM TR AN MM FEARE L7 WAL ERENHEFRERE. #H ACP
FERMMETT RN AR ME 2RSS ENBANINTR.
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#i # & E B (ACP, anticomplementoty
protein) , X BRER L ¥ F & T (cobra venom factor)#&
KRETRFEH R IMEMIEE. EEBTFHMD
HFHFEN, BN BEFREETWRAAHREIEE
. ACP M hBHRBHERELD, RIR v RERE
FEFWRE BN I EFAHBFHREHER,
HERBEEFHN 7h,m 8w 2L 3h i 8 o %
BRE(BEBREETHHAS L smin), M EREE
C3MCAEE BEEBEMRENIEE
AL,

PR H 455 [ (RDS) B Z FIEE 12/ i sh
BRI, T BRI VM A T B, B BT B,
EAETR BARRLERETIEER.AFE5H
LM TR REITTEY, RFETEHE 0% |,
HERZFMEMKIETTRERE RDS RIRAEFHF Y, %
3 A4 T BB 7E B R SR AL BE W RDS #4938 3 fRE IR %
. WE R RFIEE X RDS HHBHRIEAR,
HRIPEAR ACP FIRHT ). hT ACP it H
PERRY, CHERNERENO0.3%~0.5%%
HEHHLBEFEEURBEGRE ACP ftk51 %
BZA UGEHRENBIRIRER T EEHARMG)
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Y. ZFREWRIR—FREH TR EH S ACP
FE,HESERTRIEIEFE,BILNEX RDS &
TR B2 ¥E , W bR F R AR 3

1 ACP #4 %'

ACP N4 FR 20000 L b, S K 6 EHWIM
HHEL. RTATE 10000 U FETRESKEK
WHEHERMORER, CHRENFESBIES
WFZBAEEN 4 F i B RREET . A
ACPERHTEEM, LRSI BE LR ELS Ry
BB EURBESRENERRZH.

AR RYES BRBIF, B £ A sephadex G75 4
F IR (2. 5em X 140em) ¥ 47, B R F A5 . W
HLEHER 10g, v HAEMMH, BHEE ACP HIHE
HERXRE5LUHERLTF. ERAHTHSHHH DEAE
cellurose DEs;#E (2. 5em X 32em) @i{k,. F pH 7.5,
0. Olmol/L A MANMATREBRE 0.1~
0.6mol/L NaCl %}, iEF B EEmH LRI FH. B
ByRMEEOE &S BMEN Bio—gel P200 &
(2. 5em X 45em) 4 {k , B ACP(E 1), LR HE
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1 HiMEESRENTER
IRGi® ¥R 10g, A: 7F Sephadex G75 & (2. 5cm X 140cm), B: 7 DEAE cellurose DE 524, F§ NaCl ¥} . C : % Bio
gel P200 B, BIAEAR . B . SEAH sml  YERR . 7€ 280 Rk, FERERIMEEEAS

LRE{LH ACP 2 7. sSUBRBEBKERS
WM 1Y HIER SRR RkEEE — XA, % SDS—
BEREKEN 3 HXRXH, > FRHI4 98 500, 94
000 1 16 800. AL EL MMMIEIMER N ZE, K 1
APIMEIEVERA RN 1. 28ug. X WERFMEHE
(1991),G. J. Beradekman (1987) Y38 25481 ,

2 A i B A 45 494 47 4F A U

B¥ AW RDS BRI R MBS EN . B H
ERE RS, RIA RDS B RRAAM . FHEA
0. 06ml/kg 7 B ¥ Bk 4t Giv, TR #1489 RDS 8
RYT] 0 S R g O R RS, AR PR B ) B A T
R MR MmA, MES ERETR., B HMe
TV L A o IR ) K B S ok 4 B
8, B AR B IR RS RDS R, 1
ExiigE—3. A ACP B EX/ P AR F4
M¥E RDS BAMRPERSIRMT .

2.1 HARREHMOHBIER™
ML iv, X /N BUE LDso2y 94. 4pug (5% 4] {5

FR 69.3~129ug/kg). {H ACP 4pg M4 Gp, F
Bl )J5 20h, MEE#Y LD50 A & F 279ug/kg (95% 7]
MR 206~378pg/kg) . T HL MBS E2 0y 5% B 0038,
42,35 Ji 7% B LA ek B K B . P 4 B ¥R 0 , B
EEMMEEREERSHHBES .
2.2 ZhEkms et

R iv, F %3] RDS, PaO, 7£ 1,2h 1 3h
MESET 10.7£0. 9kPa 3 B FEZE 8. 6+1.1,7.1
+1.6 1 4. 3+3. 1kPalz+s, n=6,P<<0.05), Ti A
ACP 0. 25mg/kg ip. 24h LLJ5, A% & & M3
R PaO, By LS, N ST 8T 10. 2+ 0. 9kPa 43 B4R
TFREZES8.1£1.3,7.9+£1.7 1 7. 8+ 1. 5kPa(Z %5,
n==6, P>>0.05) 1% B LR FME BB BT 1k PaO, Ky BE—
$TH. RHIEFE PaCO, EMmEX BA iv S 2h
AR AR B, {0 3h /5 M ESTLLET 3. 78+ 0. 30kPa
F® 3 6.3L£2. 0kPa (s, n=6, P<<0.05), T
ACP 0. 25mg/kg ip,2¢h J5 , A &H R WM 3R
PaCO, By ZE, M S 8T 3. 78 £ 0. 30kPa (N A E
3.2%1.0 kPa( s, n=6, P<<0.05), 1% P #E B #h
88 B L PaCO, Byt —3 F5t.
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2.3 WEOBHEST

W iv 3h 5. K EME B & 555+ 24mg,
ifi /| ACP 0. 25 mg/kg ip, 24h SE#TE WM, HE
HEHRH 241 £ 97mg( L5, n=6, P<0.01). B
HEAEERDERR.
2.4 FRIRThARD &L

M E 0. 06ml/kg iv {32 RDS, F| F PR i & it
M Swan—Gamz REFEELRURBRAHI YK
B, W P9, B 3h Bk I B 0 B o o 8 5 P B SoE
B8 PaO, 1 PaCO. MBI S . SRR WAL
328 8 RDS £33, 3% PaO, F /&, AERI{E 12. 3
+0.4kPa T# % 8. 71 1. 8kPay P(a—,,O, L5, A
HBE{E 1.040. 3kPa EFF 5.3+1. 1kPa, 4
AR ANEBESL1I% EFAE 26 14%, Mishd
M F %, AESTH {8 0.061+0. 016 L/kPa F&ZE
0. 039+ 0. 015L/kPa; SiEME f7 b A, W EA{E 1. 99
+0. 77kPa.s/L EF+ % 3.021+0.95kPa.s/L, &7,
ACPip, 50U LiJ5 20h UIGEE U LXK, bR
MRS R R ERBEBERR(E 2.
2.5 REEENEY

£ LR MBS R RDS #LA, AWM E
HEAHER 2h RAE. M MitR4 HE R, Bb%F
BHMRKE. AR RN, MERART AR MR JK M,
7K B, B s ot B 7 R AR R, B 8% AE AR, B 3 bk
MR EE S MAfEE, § ACP £

MR, LR AR TR OB B R R R B B (R
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Fz2 HMEEQNAMBRENREERTFER
5 TE T ER 0. 06ml/kg S5 H B H MM IMAIRAEREC- ),
A, (- OLIM, LA EAT 20 NS HE 8 50 B
P EEF . PaO, . bk M 45+ /K, 87 kPas PaCO,. Bfk
=8 AL K, 847 kPa; Pa—o O I 140 F0 30 Bk L 42
SrE#, B kPayQs/Qt: W, 847 % QL . B ML FL B 51
{7 L/min; PVR ., jfi il ¥ BH /7 , 8 {2 kPa/(L * min);C.: fi 5h
SR YE, 847 L/cmHO5R <M H , 47 cmH, 0, x 1

£ WRR AT KB P<C0. 05, + FI Xt R4 HL$k P<C0.05, n=5
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+ H H + H H
0 B K B 4 1 0 4 0 1
it K 3 1 1 4 1 0
Mammy 3 1 1 1 0 0
HU BB 3 2 0 2 0 0
W o® 1 3 1 2 1 2
B kL ¥E IR FE 1 0 0 0 0 0
i 3 B I B 1 4 0 4 1 0
WS 0 0 0 0 0 0
MR 1 2 0 1 2 0
e 14 0 0 5 0 0
B4R " 0 3 2 0 4 1
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3 EAMKRY

3.1 BEittE

ACP SHERHEMM, B 10mg/kg (HHH T 1408
HAMERAL/kg) v, 20 UPEHBRE—F T, HAF—
RS, MENLIRH 19.9£1. 1g HME 21.3
+0.9¢ (z=%s, n=20), TEWEBHHE,.HYFEFE,E
3. ITHAMKEILERE LR,

3.2 HNENAMTHHEETH R BN

ALERFERFIDRISK, RS 22 FMpEE
IREY ISR, WA LS ACP 0. 4mg/kg ip. 350min Y
WAEGAY T 56. 3 MAMEEM/ k) FBELEREHE:
OBk L M4k BIBE T RE. y=73. 84e™ >
:BMAEEE . BRMEE . BB, 0.8
63. 8min, 320min &, M ¥ M AMA G B 25 BT
2.28% (n="7>. @SB I H A LA BRKEH
HBER 2 fF. @IS W E LR PaO, #1 PaCO, 3
EEXTEE. OMRSTOELHBRE AL
Pa0n0: Ml Qs/Qt HHRFEE. BB, FRRE
T, By P P R0 B O B B B B R A . R RAE
X, GHESEBMTREENDERBEN LF.H
Bl ACP #iEiMEZE BB R I TFHF
K. OIEFRE —FEZW, XA NMHAKE L
FH, A4 1. 9440. 28kPa B EH BB KRE 2.5+
0. 5kPa, Fii ML i B 352>, A ERI{E 2. 07 £0. 52L/min
MAEE 1. 520 52L/, MBS L F, SR {E
0. 70£ 0. 09kPa min/L EFE 1.4210. 64kPa,. A £
{E A7 1min 24 B X 4 {H , 7 320min AR E . ©Ft
HEURBEYERE, LR F B 5 FE, B Mot
HR EE HE R, X2 B MERENRKARE
B/ ME B 5K, B0, BN, K&
PR AREE AR RERER L, XSEES
E#.

g RBR, BEEIMERIE ACP iv, RE
BRI E M E AR R EFH A KRR R 4
B AEFEA LA MR BT RS, HR
BUBERMBESIE AKKARFRE. /77
ACP MR MM Z 2.

Yl Bio—gel P200 HE EF N AL FERH U RS
B ACP FE B2 Uik B K &R ACP, 25 ACP I#
ABF R A B A

SREFIRGNE R ACP B 5083k, BB B
HBEIEMMBG, XS ERER. MR A
B HAMES MR ARG FREFAESENT
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THE PROTECTIVE EFFECT OF ANTICOMPLEMENTARY
PROTEIN ON OLEIC ACID-INDUCED LUNG INJURY

Huang Shoujian' Liang Zhongpei’ Ren Xianda® Zhu Zhengguang Wu Chukun' Sun Jiajun’

(1 Department of Pharmacology, Sun Yat-Sen University of Medical Sciences, Guangzhou, 510089;
2 Department of Pathophysiology, Guangzhou Medical College .
3 Department of Pharmacology, Medical College of Ji Nan University;
4 Department of Pharmacology, The 1st Military Medical University)

The anticomplementary protein (ACP) was separated and purified from the venom of Naja naja atra by
improved chromatography on sephadex G75, DEAE cellurose DES52, and Bio gel P200 columns. The final
yield reacheds 1. 8% at each loading amount of 10g crude venom. Its electrophoresis features and anticomple-
ment activity were determined to be close to those reported previously. The protective effects of ACP on oleic
acid-induced lung injury manifested in; 1. Increase in LD50 of oleic acid in mice previously given ACP ip to
279 (95% confidence limits 206~378) pg/kg, as compared with 94. 4(95% confidence limits 69. 5~129)pug/
kg in control mice. 2. Prevention of hypoxemia ar}d hypercapnea induced by oleic acid in rabbits. 3. Decrease
in amount of and protein content in pulmonary €xudate. 4. Improvement of respiratory distress symptoms in-
cluding changes in blood gas tensions, increase in venoarterial shunt and depression in dynamic compliance in
dogs. 5. Attenuation in pathological findings including hyaline membrane formation, alveolar hemorrhage
and pulmonary arteriolar thrombosis. The acute toxicity of ACP was very low. Mice tolerated 10 mg/kg
ACP for iv injection, ACP at dosage depleting 98% complements only induced slight change in pulmonary va-
sicular resistance in dogs. The above results suggested that depleting complements by ACP might be an effec-
tive and safe measure for prevention and to treatment of respiratory distress syndrome.

Subject headings complement activating enzymes; cobra venoms; chromatography/methods; lung/in-

juries; respiratory distress syndrome/drug therapy; animal, laboratory



