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The Fifth Component A of Complement (C5a) in Relation to the
Neutrophils of Behcet’s Disease Patients

Tian-Jei LUE”, Megumi NISHIKAWA?, Machiko SHIMAKAWA?”,
Sadao HORI" and Eizo AIKAWA?
"Department of Ophthalmology (Director: Prof. Sadao HORI),
®Department of Anatomy and Developmental Biology,

Tokyo Women’ s Medical University, School of Medicine

Behget's disease is a multisystem disorder that presents with recurrent oral and genital ulcera-

tions as well as ocular involvement. The etiology and pathogenesis of the disease remain obscure,

however, neutrophil dysfunction is thought to be involved. Complement (C5a) is a potent neutrophils

chemoattractant and is known to mediate many types of inflammatory responses. To elucidate the

relationship between neutrophils and C5a in Behcet's disease, the peripheral neutrophils of 31 pa-

tients with Behcet's disease and of 16 sex-age-matched normal controls were studied. Expression of

Cba receptor mRNA was detected in Behget’s disease but not in the normal controls (p =0.045) . Che-

motaxis (p=0.011) and superoxide release (p =0.001) by Behcet’s neutrophils was significantly higher

than by normal neutrophils, and the intracellular calcium mobilization of Behcet’s neutrophils was

more active than that of normal neutrophils (p =0.004) . Based on these results, we conclude that Beh

cet’s disease is associated with priming of peripheral neutrophils in vivo, suggesting that Cba may

play a role in the etiology and pathogenesis of Behcet's disease.
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i 1< 107 f8/ml \Z 38 2 L T 10% fetal calf se-
rum (FCS; Biocell Laboratories Inc., Rancho Dom-
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C5aR mRNA D # 1, reverse transcription-
polymerase chain reaction (RT-PCR) T C5aR
mRNA Z 8, Tz BIZd L, cDNA &
hybridization 95 Z &2 & Y #3%E L 72. mRNA
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SRR L7219, MRS5S, denaturation 94
T1 47, annealing 60C1 43, extension 72C1 %~ C,
40 %4 7 V7o 7. PCREWIE 15% 7o — A
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CbhaR Southern blot

— 381

®3 WPERICBIT S Coa B mRNA OFH

C5aRmRNA (+) I
/ B-actin (+) Bl (%)

6/16 (37.5)
0/9 (0)

B
s
p = 0.045, Fisher's exact probability test.

5. #FRIRICH (T B C5aR mRNA DFIH

B-actin @ band (% 585 base pair (bp) IZ&H 5D
(2% LT, C5aR mRNA i 381 bp {Z band 25%& 5
#17z. Southern-hybridization ¢, 381 bp ® band
X C5aR mRNA TH A Z L MR TEX 72 (X 5).

B-actin B PEDAF R ERIZEH 16 B, &% & 96
WAL, Z09) b EEFFERIZE TS C5aR
mRNA D% 16 Bl 6 Bl (375%), #EEE19
B 0 61T, 572 (p=0.045, Fisher’ s exact pro-
bability test) 2532 b7z (£ 3).

3512, C5aR mRNA KB 6 Flvh 3 B3R
A, 2 BE PN, BREMEDSH 722 L AHB L
TW5,
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mRNA EIFHD#ES

HEERE, ETERRREA RS X IR Ca® iR
AR, MR, WEL, (EEhE, WIREEE O,
REHELIS, HFEOMHMEBLVIZEEDOEZROL
o7z, —F, C5aR mRNA @ FHILRIMAT, 2

X5 #FHkizHi}5 C5aR mRNA DFH
BE IV LREEL IBOER LIRS, BED Bactin @ band 13 585 bp, C5aR mRNA
@ band % 381 bp T & 1, Southern-hybridization T34 C5aR mRNA ASHEHA XN 5.
—%, #EE X control TH 5 B-actin DA E D A. M:marker
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EPIH L EBMON TV E®, SE O
T, Cha fll#C & b BRI IROMEER, THHRE
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L L, R—F =z v MEEZOIFHEROMEN
Ca’ JERE 13 4 ORI L TR T® &
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O REEMBIZ L 25, BEHIK
D —ER1X Coa DOFECHIFE AN Ca® il FE A3 R
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A. 72, C5aR mRNA 39H& % L T AT
MDD 5.
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Ve F VIR ER O EB O J Itk % D B NE
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