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Fig. 1 Chemotaxis assay
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PMN PMN 2.0X10%/ml 2ml
10% heat inactivated serum

(classical pathway)

(alternative pathway)

motactic index % ACI &
BEECL 7.
2. #iRRnNIE
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TC 199 TR#RE2 L LT TEIcm2, 2
SHAL VL G ICERERC millipore filter
E e, EECSHAMKEER 2% A
h, 37C, 3EFRE, #MpEREL .
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1. CCI ¢ CHS50

CCI ¥ CHS50 roRicit, #EBIBIRIZZD 5
nieh - 72h%, CHS0 (&R (CH50=<20) o
CCI i311.52+20.24% T4 "), CH50 <218l L
7BED CCl, 53.96+36.25% Ho L83 & p i
ETH-7:. (p<0.02) (Fig.2, 3)

2.CCl:C4

CCI ¢ C4 rooRiciz, ENHBEE (y=
0.09x+9.86, r=0.53, p<0.02) »BHLi
7:. (Fig. 4)

3. CCI + C3

CCI £C3 rmMicid, ENHRIBME (v =
0.45x+4.27, r=0.67, p<0.01) »&BHsN
7. (Fig. 5)

4. CCI £ C5

CCI & C5 r Miciz, HBARRIIZH LN
&i"ﬂf.:‘,\.‘ (Fig. 6 )

5. ACI ¢ CHSs0

ACI » CH50 »Rficiz, OCI  CHS0 &
DREREIRRIC, CHS0 k{2 (CH50<20) o
ACI 451.10+23.57% T4 ", CH504°214 Lk
H¥NH ACI, 86.04+28.28%Ic 1L, (K%
RY@EmA @B LN, (p<0.05) (Fig.7,8)

6. ACI ¢ C4

ACl & C4 rooRicizHBEBItRIZZSH LN
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Fig. 2 Relation between CH50 and CCI
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Fig. 5 Relation between CCI and C3 s LN h -2, (Fig.11)
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Fig. 7 Relation between CH50 and ACI
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Fig. 10 Relation between ACI and C3
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Fig. 12 Relation between CCI and ACI
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Table 1 Correlation coefficients between CCI,
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+45.452 %D, CCl #*
0%t%->TH ACI i3

ACI  0.89%*

CH50 0.29 0.2

C4 0.53* ns 0.45%

C3 0.67%%x ns 0.67%* (.52%
Cs ns ns ns 0.45* ns

A% HH-> T 2BL Y
3, 0%, SLEng
M #Aic classical path-

way EHESEEICET

*¥p< 0,01
*p<0.05
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tactic factor N FEH4H* classical pathway H
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tactic factor inactivator *# ¥ 2HELRR
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ns . not significant
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thway &% I3 7 E- T
WAEFTL T, alternative pathway(3R
R ROR Y REH T EEEEBETH 5
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2 bbb, ZNHEL, factor B KT L2
C2 R#QE?D R C3 RIAFEN 2, BEBYNE
EFAHLRTVWBELLATALITH S,
CH50 »REICIEE%RL, EicMiathst
HIET L T 3 24 SLE 125\ T{ RifE
DB H DLz, Zh b alternative
pathway [EtEA A L CEAKBEICE# T
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feedback #4527 H(E@h L 72 AFNTEEEYE
Zbha, ZHA, late component NETIC
2WTid, SLE B aHBERT 2 RE LB
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CCl & ACI :»#aRIRAfRIZ, = o feedback
BHEOEEHICLVBRATI0RL R L L EZ
Lia,

LI E, SLE 28T 5% classical pathway &
alternative pathway Ohhb ) SnizHx
REFEmMZ 222, BR3¢ CCI, ACI#
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Studies on alternative pathway in systemic lupus erythematosus
— Using the chemotaxis assay —
Part 2. Clinical studies
Takeo YOSHINOUCHI
The 3rd Department of Internal Medicine, Okayama University Medical School,
Okayama 700, Japan
(Director : Prof. T. Ofuji)

The relationship between the classical complement pathway and the alternative comple-
ment pathway was studied in 30 SLE patients. The activities of both pathways were measured
by chemotaxis assay, and the following results were obtained.

1) The classical pathway-derived chemotactic index (CCI) was correlated with the level of
CH50, C4 and C3, but not with those of C5.

2) The alternative pathway-derived chemotactic index (ACI) was correlated with the level of
CH50, but not with those of C4, C3 and C5.

3) CCI was positively correlated with ACI. Both indices were low but CCI was more depressed
than ACI,

These findings suggest that the alternative complement pathway is activated mainly by the
C3b positive feedback mechanism which is probably triggered via the classical complement
pathway, and that the alternative complement pathway probably play a part in defence mecha-
nism instead of reduced classical complement pathway in SLE.



