— 1556 — FXRERKSFIN 2017 £ 42 %5 12 8 ( Journal of Chongaing Medical University 2017.Vol.42 No.12 )

DOI: 10.13406/j.cnki.cyxb.001435

IgA Fc %k Fc o RI {Eid #8058 L b i o8 3k B 5 0

Foek BT GHE 3 RLERSF MEELE KL E K
(ERERAEMBILEER 1. KR 2. BR LERERORMAHEREALRE IR FERTERLRE,
ILEERFERERER BRI AN, BK  400014)

[# =)&) WE S #4088 (Henoch—Schonlein purpura, HSP) B JLAHE Il & R [gA Fe %4k FeaRI BIFRIA, I
it FeaRT 5 48RE A LR E T B 40 ML Ay # -6 (interleukin—6 , IL-6 ) . JfJ& SR FE K -~ (tumor necrosis factor, TNF-o ) & ,
FiE AR HSP B L 50 41, FoAr B ali A HSP 30 £, %% & 4 B (Henoch—Schonlein purpura nephritis, HSPN)20 4] , g
BEXTHR 20 45, R Sandwich [E4H ELISA 34630 it i AT ¥k 1A Fo 324K (sFeaRI-IgA ) 7K ; s 4846 & Western blot 43 BUAS I
20 15l HSP B JLEZIRE LA FeaRI (3B R4 | B SRR GH B2 3R 2B 4P 1gA (C3 45 457K £ )5 (fibrinogen, Fib ) ST ;
ELISA #: # JLif S48 F 1L-6 TNF-a 97K, &5 . O HEHH HSP A HSPN & LI IgA[(2.32 + 1.00) g/L, (2.42 £ 1.02)
g/L].C3[(1.17 £0.33) g/L, (1.11 = 0.19) /LA 1E % % B8 B F 55 (F=14.000, P=0.000; F=8.227,, P=0.000) ,HSPN 4 Ifl & sFcaRI-
IgA 7K3F{(5.75 + 5.07) pg/mLJBIE ¥ % BEZH[(3.09 + 2.08) pg/mLIFH & (F=2.891,P=0.022), @FcaRI 7E & MM HSP B LK IRE
B e B Rz R R A0 1 P R A B R AR R R, L fh e 558 B (HSCORE=205.00 + 41.86) & FcaRI 2 H i (FcaRl/beta
actin=0.23 = 0.07)3Z1E ¥ %} FE4H Af B A B (,=8.276, P=0.000;:=3.274, P=0.004) , @& 3 HSP F1 HSPN /& JL PBMC b EHTNF-a
FKIFE[(4.75 +2.59) pg/mL, (6.37 +2.87) pg/mLPEIE#XF FBZA[(3.12 + 2.01) pg/mLIH%H (F=8.309, P=0.028,P=0.000) ,HSPN 4 7}
5% HSP 8 B3 (P=0.030), Z5it.IgA Fe 2ih%5 54 EH) HSP &7, FeaRI T BEME M2 tEHE HSP BEE /> TARIC , {H FeaRI
ARSI S5 HSP ZRRIRARE,
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[ Abstract}Objective : To observe the IgA Fc receptor FeaRI expression in both serum and skin lesions of children with acute
Henoch-Schonlein purpura(HSP) ,and to find out the relationship between FeaRI expression and production of inflammatory cytokines
interleukin—-6(1L-6) , tumor necrosis factor—a(TNF-a). Methods ; Fifty children with acute HSP were included in this study, of which
30 were HSP and 20 were Henoch—Schonlein purpura nephritis( HSPN). Twenty healthy age—matched children were admitted as con-
trol. Sandwich solid—phase ELISA was applied to detect the serum soluble IgA Fc receptor(sFeaRI). FeaRI expression and distribu—
tion in skin lesions were assayed by immunochistochemistry and Western blot in 20 patients. Direct immunofluorescence was used in
locate IgA,C3,Fib deposition. Serum cytokine IL~6 and TNF—a of PBMC supernatant were also detected. Resulfs :DSerum levels of
IgA,C3 in acute phase of HSP and HSPN were significantly higher than those of normal controls(#=14.000,P=0.000; F=8.227,

e 48 ¥ 92 % , Email : luoxycq@hotmail .com, P=0.000) ;serum sFcaRI-IgA levels were elevated in HSPN

R &) BBk S 08 Bid 4, group only (F=2.891,P=0.022). ®@FcoR1 deposited predomi—
EEEE:F &, Email:liqiu809@126.com, nantly in epidermis and dermal neutrophils,vascular endothe—
ESWMA: AR A KHF AR A (%5 :81301362), lial cells and around appendix;both FcaRI staining intensity
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and protein expression were significantly increased in HSP
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lesion(¢=8.276, P=0.000;t=3.274,P=0.004). @ TNF-« levels of PBMC supernatant were higher in both HSP and HSPN(F=8.309,P=_
0.028, P=0.000) ,with more significant increase in HSPN than in HSP(P=0.030). Conclusion :IgA Fc receptors FcaRI are involved

in HSP pathogenesis and may represent an important marker for acute stage HSP. However,the underline mechanisms remain to be

further elucidated.
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ER o RLB B4 4 (EULAR ) 2 WHAT M, HSPN 12 W 75 & h e
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12.1 RAFIRANEE AN IgA.C3.Fib ZREHAL B 4
% DAKO, A B 4B/ F -6 (interleukin—6, IL—6)ELISA &5
A& AP SR B F - (tumor necrosis factor, TNF-a)
ELISA i) £ (3£ F eBioscience) , B4E A CD89 & 7 B Hiik
(@ AbD Serotec) , MUK HZBAF & BB A B-actin
BT REGLA (£ E Santa Cruz), AL, YT R HLA HE £
A 3h a1 (#EE MICROM A &), Western blot ¥ B ALY
( 7= FUJIFILM),

122 HFAWE MR SRR E SN 3 ul, 3
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Sy BEIREE, BAME 04, 58 0H 1 4, R PH 2 4,58 FH 3 0
HSCORE=X (IxPC), A I RFREIEE PC REARGS

. REBR AR LY,

124 17 IL-6.sFcaRI-IgA . PBMC b3 TNF-o #3011
6 F1 TNF—o KSR F ELISA 3, #8073 BT, %
H ¥ sFeaRI-IgA LA FeaRI F(ab’) 2 847 (A3)1E R
Bk, R FIEIAH Sandwich ELISA B4,
125 Bifik FoaRI(CD89) 1 Western blot 4l B¢ fikbw4x
RBUEH ,BCA T HEHAWE , SDS-PAGE MUK 56 B3 im
AGURR R, B5Y ER FEH, LL B-actin HNSIHEIK
B,
1.3 sitam

K FH SPSS 13.0 SRUAFHEFT 0T, A B ASIET = brufe
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Tab.1 Demographic characteristics of HSP patients
t ;. = s
44151 o S A
(%) 5 S
EHAL 20 7.07 +2.70 11 9
HSP# 30 7.65+2.42 18 12
HSPN# 20 7.69 +3.01 12 8
e 0.359 0.000
PA 0.699 1.000

20 5] 2k HSP (LR ot ab 21 200 B K HE L {h

af WL /NI AS BT oK IS RE AT A S P DTRL, £ 9 2 A0 O i

B, IALA5° D L LA e P 200 A 32 104 9 5 A I |, T DA% 2k
IgA

IEH 2

LTSN (K] 1), AR RAEDIE T W B R 2/ i A BE
[gA .C3 Fib TR, IEH X HE R AR 20K W iRk (K 2)

A IEHH B. HSP 4
1 IEE R HSP RIRALN HE #&E(10x)

Fig.1 Hematoxylin—eosin staining of normal and HSP skin(10 x )

22 &HH HSP B)Us ik TiE M sFeaRI-IgA IL-6 TNF-o
KF

HSPN 418 LI5S nT ¥ P sFeaRI-TgA /K -5 15 % %) i
ZH ] B TS (P=0.022) , ILT% 1L-6 $ 4L Z M) LG it 5%,
HSP _HSPN £ )L PBMC 13 TNF—o KP4 0F 5 4 W] T
(P=0.028,P=0.000) ,HSPN #1 T4 HSP 2 3 B & (P=0.030),
W 3,

G3 Fib

HSP4
2 IEERERH HSP FiRALA IgA.C3.Fib EERFHRH(40x)
Fig.2 Direct immunofluorescence of IgA, C3, Fib in normal and HSP skin(40 x )
F2 mMEFREHKEQFIMEKT
Tab.2 Serum levels of immunoglobulin and complement
2H 591 {1 %% TgA (g/1.) Ik (kU/L) IgG (g/L.) IgM (g/1.) C3(gl) C4(gl)
B 20 1.10 % 0.53 60.00 + 78.27 8.87+2.37 1244048  0.89+0.13 020+006
HSP# 30 232+ 1.00 106.31 = 128.60 10.10 +2.41 1.43 £ 0.67 1.17 £0.33 0.23 £ 0.06
HSPN# 20 242+1.02 114.92 + 170.47 8.86 +2.70 1.30 + 0.60 1.11£0.19 0.24 +0.09
F A - 14.000 1.058 2131 0.630 8227 1675
P 0.000 0.353 0.127 0.536 0.000 0.195
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£ 3 MmiFAEY sFeaRI-IgA.IL-6. TNF- o 7k ¥ (pg/mL)
Tab.3 Serum levels of sFc a RI-IgA, IL-6, TNF- o (pg/mL)

415 sFe a RI-IgA IL-6 TNF- «
IR R (n=20)  3.09+2.08  1.81+1.52  3.12+2.01
HSP 41 (n=30) 490£320  379£400 475259
HSPN 41 (n=20) 575+507 372324  637+287
FAti 2.891 2.593 8309
P 0.022 0.082 0.001

2.3 &P HSP LA R FeaRl & & R E RS H

2045 HSP iz it 2140 (Hrp el HSP 18 5], HSPN U 2
i, 807y 1R HSP —ZH #7704 ) FeaRT A8 S e 210 3 (5 1
IR R EAT W, FeaRT UURL, FURZ A BiHE #5 K s
s T WL BRI I TE B BRSPS (A L T IR 2 A
B2 (8 3), e AR (- B 2 AT 8 HSP B A1~
HSCORE 4 (205.00 = 41.86) 43, % 1E 4% %} MU 4H [(44.00 =
19.49) 43 W] 5 448 25 (1=8.276, P=0.000) . FZ4RZHA FeaRI 1
Western blot & 7] UL HSP 41 FeaRT 2 14 2571 B W 345 | 41
15K B A (FeaRI/beta actin) 24 0.23 +0.07, # 15 # % i 4]
(0.12 £ 0.04) 8875 A G078 L (1=3.274,P=0.004) , I
[ 4 FIiR

A IEHH B. HSP #{

C. HSP 41 (A REDTRL )

B3 IEEERKF HSP FIRER FcaRI REHLEE (40X )
Fig.3 Immunohistochemistry of Fc o Rl in normal and HSP skin
(40x )

Al HSP
| 2 3 1 2 3 4 5

FeaR| S e o — m—— 32 k)

B 4 IEH BRI HSP B Fc o Rl A FiX Western blot
Fig.4 Western blot of Fc o Rl expression in normal and HSP skin
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