+E SR 1987 £ 1 A; 8 (1)

IREEE B Xt/ BRAMEBIE A
EpE, TR KL, 28 F

fRE Cs57BLAR/NEL ip 2R B 8t & (CY)70 mg/ke
&, miEdME C3 &litt, ¥88:3-6d; RAMGEE
FeR/NRAMESS, CY Wiins C3 &%) & i ., £
THMEREERELBURE KRG IV Thg, CY
WA= AR PR SRS AR E B ML R A B
AEEWIRRNEN, TREERTESREMERE

1985 4£ 7 A 25 HUWH 1985 4F 12 A 7 HEH
ACCIRTIM % 1985 4E 5 A= EERR S E W
U EANT ER R A

: 79-83

CRHER AR AR, LiE 200031)

HEWRERNNEZ—.

R@iE BB AMECS,
Wy RRARZ RS
5

BiEs  RE
REBEEY  HRLE

BB (CY)7E 258 B i ) 7 i ROR
BORTT BE AR, X B & SR iaTT (RT3
WIS AIBI M RV, CY g T
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A A b B 4 R M 2 M, T T Y BR 4
GRIBR IS, BERANEESR, B4MRE
£ E .

T R 5 5 R i — S 4 T TE
B & i h A R, FRTAEE S
BIR BB FE S, CY X Mk 1 fEFE
&k BRI . ACHE CY /MR s C
RIS BRI 3 5 WS P 0 o8 47 T BF
x.

# #

BB LB B, ftS
830216; s RIS ALK,

RIUVDELC3: B LM S ICR NRUR &
MmEREHERELE-C3E &Y RE G
RESHREEEFERES, EHTRAEKE
LT R, AL 116 LU R R, A
7 C3 Z/RmiEw kit 18G, RIfF4i{k i
/NFRC 3 FLMIES,

RPN 18G: (BFIREER S IR/ B 75
WIREB/G, #xl DEAE-4F 4 3 W fff 4l fb
1eG, &BMRGR MR KT EER, ML
B R AT RE, HEmME®,

EEERE 7, 5E Winsor & Newton 5,
5 120607, HIATLL A4 FE #5 K 1:6 B, &
CPS-1 A & & 4E &% A& #E 2 min, 3000Xg
B 15 min, FF 3% UUNE it A,

BElekE: Serva P4 3%, WE T 4 K
(PH 8.6), Z 56°CHIAIME J&F 58 i, KUK
BER1-1.2%.

FES&ER

Cs57BL/NR, 2,493 A, fhkE 18.7%
SD1.3g,MEtlH 4,8 ip 5% SRBC 0.2 ml
(0, FHAFTEEHEARE B ip A
wEt CY, Fde6REHKMALYE, B iE Wi
Hfhk CH50 R C3 & &, miFEmE K 1eG
R, FRAIRRIEME . B BF. BELE
EREOEHEEE.

CY /bR M FMERRI /N B0 A
*hfdk B R AG Mayer [REEWIRE Y,  HI T /N

MAS B, FAFrRamnSEaa,
PURE RERE®, £ 3 RuniEh—#eA, 3t
S CH50 ¥ [z (u/ml), TEH/N R iE &
kM 62.64+21.2u/ml, SRBC % & /5 H
44.019.3u/ml, PEREE, FHEHTHEE
G ip CY 10 K 70 mg/kg X IE % 2k B
/1N B, CH 50 JG B3 8.5,

Bt T B ) S WO B R A K SR R UK
BWiEmE C3 &8, B HAeR MC3 M
W 1040 B8, IOABIEMR 2 b -EDTA 4
WA, MERAHAERS KLIOHEE, &
LA 1oul, 37°CH #k 24 b, PIIE %/ RIE
M EERRE, 2HliRElL FTHECGE
. KETHE IS E SO, A TEEd, I
1:20 %%, MALERT EDTA-Tris £k 5%
#, BILPIAN 1:20 FREA M ERE A 100,
UL R 120 V, 33 4 h, R BA Y 28 HlARE
HUHEMFEC3 &8

SLyh R LA 1, IEH 5 SRBC HHUNR
ip CY 70 mg/kg ® _Hsﬁmuﬁ C3&5EHEAR,
B KR HL kIR A R A — B

E#/NRip CY 70 mg/kg — K &, MiH
C37Ed3 FipmAEHARE, fFEEJI BF
T RAKE, KRS RE 1. R

a0

40
L1233 CY

pu
5
& 301
e
% 204
o i
()

104 ; 7 7

1 2 3 4 5 6
Time (day)

Fig 1. Effect of cyclophosphamide - (CY) 70
mg/kg ip on serum complement 3 determined by
radial immuncdiffusion, CY caused a marked and
sustained increase in serum C 3 level, Each spot
is the X +SD of 4 mice.
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Tab 1. Effect of ip CY on serum C3 level in mice (X +SD, ng/10 ul) *p>>0.05,**p<<0.05 compared
with control
Dosc mg/kg x d mice Immunodiffusion Rocket immunoelectrophoresis
Normal — 10 15 5X5.8 17.0+2.3
' 70x1(d 1) 10 27,21 11.4%* 24,3+9.9¢
70x2(d1,3) 10 34.91+22.7" 29.,3+£10.5*F
Sensitized — 25 11.7£3.5 19.1+1.8
70x1(d=-1) 17 18.5+7,3** 26.8+6.2"

# (CVF)1 mg/kg ipJ51d, C3 JL P4 #EWH,
d4 RRKEIER/KFE; 7 shjgip CY, 7
JJuﬁ C3IERNERWHE, TId3OMEE
WKE, SXEAK, £ 5 2%, LHE
# 1€ ip CVF #f 2d 4477 CY, R BE in

C3 HIZE ¥ & IR

%

N
Q

CVF+CY

C3 pg/10 ul serum
o

1 2 3 4
Timo (day)

Fig 2. Effect of CY 70 mg/kg on C 3 biosyn-

thesis in mice, C3 was depleted by ip cobra
venom factor (CVF) 1 mg/kg. CY accelerated
the biosynthesis of C3, reached the normal level
within 3 d, Each spot is the X +SD of 4 mice,

CY M pDRMEFHFNRE SRBC F &
J& d 6 WE/N R MLTE R AR T -1 1 R4
WU, EBIEE % CY, HEAHREEFE
RSO, AT LLSB I At PRV K B ZE AR (]
FEBURET 1 d AN AR R0 ER, SR

#2.

 EIERYT BB WE /DN R 186 &,
W45 R KB IE H 2 SRBC BN ip CY, 1

" 1eG ¥a T IERY,

10 mg/kg F #H)g 1

N 3d ip B[ f# 1 75 IgG M 107.5+34.5 T

4 83.34+24.7ug/10ul
0.05),

Tab 2, Effect of ip CY on serum hemolysin in
mice. (X£SD) *p>0.05, ***p<C0.01
Dose . HC;,
mg/kg x d Mice (1:1600)
— 34 486198
10x2 (d1, 3) 18 2524£155%**
10%x3 (d1, 3, 5) 9 156+99***
10x 4 (d 2-5) 8 1254 5%+
70x1 (d 1) 17 13-ka3*"
70x1 (d -1) 8 313+170"*

CY 70 mg/kg 7 i J& 2 & A /& 1d K

10 mg/kg %4 4d ip, "3 &

BB TH, 10mg/kg

W B EH

(d 2—>5 45 )ik 7] fiE

g, BPREEE BT, T 70mg/ke 5 &l
2524 U1 f56 o 2 A 2 3

CY X/hR iv R (ER KRN

IR ,d, 23.3+2.68,
kg &, _
fE J5 & Bk A BX 1y 20 ul,

THgE 2@,

ICR
B iv BN g &t 10 ml/
) B 20(t)min & MU
%X F 2 ml Na,CO, i1,

680 nm W Fe 5 B, HAREUNRITF B &R, (HE

Tab 3. Effect of CY on the clearance rate of iv charcoal particles in mice, (X+SD) *p>‘0.05,'_
***p<0.01 ’ :
Dose mg/kg x d Route Mice K value a value
— 43 0.020%=0.008 4.35+0.64
20 X4 (d-3-0) sC 11 0.0584-0.,012%** 5.7410.52%**
20X 4 (d-3->0) ip 12 0.022+0.006"% 5.26+0.64*%"
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Eﬁ%?gﬁ K = (log OD, ~log ODz)/(tz -t &
FE K o=thE/ITHE VK.

GERIE S, SIS 4d ip Hse CY
20 mg/kg BRI E /N BT iV BRI BEIE R K,
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B4R PR R 5 W B T

it i

WU B 50058 5 852 — AN B 2 O W 2 2R 55,
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— K ip B C3 FHiEFE S 6d Dl by 7eiREIE
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Emmin R4S, ASCER CY b 48 14 3%
FERRRIR N R4 HTIRE, H C3bHABX A
T EMMAK AT, 5T RE, C3
(e A B A W OB IO RRRE Y, =
BHE S, S5AXNERE—RK.

CY XA hF kit e, M5 5 8%
oy, MTTRME EFER D, WA B2 s
Ak S g B, B 31 RE 2 4RI
BH: ¢ SRBC 5 #% B 1d, ip CY ] {f C3 1%
T A B HE R A, W BE T 2 A B e
Fose 4o i o SR Bk R, Turk % A0,
CY % 4 33 b i) 6 00 M 40 M 1R FH 838,
WNEH BRI 25, IR ER M, T

TN s RS I 38, B CY X i RAWIE

2 48 2R 7 AL Bk S The ik
D,

VAGE X A MA BOE e B R AE S R E R T
e %, MIERE, TENERREREE
BFYRERT RS EEEMA. *hE C3 K
RN REE ST, 85 HE-5
R (a] 38 & 0GR Se e £ STl THIRH BUR
ERCY, BtmRGT RERT 82 & BFEA
HK¥. CY 34in C3 Him itk =4, wIgt
AEEIAIY L R R G B s A
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Effect of cyclophosphamide on serum complement in mice

LI Xiao-Yu, LIN Zi-Ying, ZHU Peng-Peng, JIN Yun-Fang
(Shanghai Institute of Materia Medica, Chinese Academy of Sciences, Shanghai 200031)

ABSTRACT Cyclophosphamide (CY) 70
mg/kg ip into C57BL inbred mice caused
a marked increase in serum C3 level deter-
mined by both radial immunodiffusion and
rocket immunoelectrophoresis. The elevation
of C3 sustained for 6d. Cobra venom (1
mg/kg) ip induced depletion of serum C 3
which remained low for 4d:; CY acceler-
ated the biosynthesis of C3, so that normal
C3 levels were reached within 3d.

It has been considered that complement
plays a major role in the clearance of im-
mune complexes. Increasing serum comple-

ment level, inhibiting the production of
serum specific antibody—hemolysin and en-
hancing the phagocytosis of reticuloendo-
thelial system by CY, as shown in this
study, may be an important mechanism in
its treatment of some auto-immune and
immune complex diseases.

KEY WORDS cyclophosphamide; comple-
ment 3; hemolysin; cobra venoms; reticu-
loendothelial ~ system; immune complex;
auto-immune diseases



