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HE.

TR (HSP) S ) L U5 DL ) — R AT I /A s 5 R R A A e PR 26 B ) AR e/l A

SR AR PR, o 1 S A 10 ¢ B W 46 (HISPN) %, i FISP J8L et HISPN 11 % 2k %
9 30% ~50% KR S AR5 WS P TR B M T R MO R K PR . A BF S 2, T
VL3 o 0 2 -9 T T SR 13 P UL S 2R 1% 2 0kt SN 30647 4230032 5 00000 545 0
g PETRLE . AT HSPN HATH |  FaBL B A0 bR DR E EE T A23

K

T BRSO 5 SRR B A8 s LR SR A s AR HIL

HRESHES. R5547.6 XHIREM: A XZHE . 1004-7239(2015)04-0364-03

1 80 4595 ( Henoch-Schonlein purpura , HSP) 42
— L A A TgA S 528 Wy IR N AR AIE 1Y
RGN SAE , AR AL ATEAE , R 280y
BEUN, SRS H 1Y TgAL IR 2 KOs R R i
L A 30% ~ 50% I B KA PR T
( Henoch-Schénlein purpura nephrosis, HSPN) | < #
TG R, WA R R I B K 255 E (ne-
phrosis syndrome ,NS) B¢ "B i, 5 K ., BUIR
FH, AT LU o i 3 B 5 4 ) AR -9 (matrix
metalloproteinase-9 , MMP-9) | 1E 11 2 &5 -3 ( pentrax-
ins-3,PTX-3) M1 WLUL3N & FH ( a-smooth muscle
actin, a-SMA ) A 2748 o0k HSPN #E47 119112
AU Bt 3 1 P R . A SOGF HSPN B 3 A 7
5 I DR 5 A W) AR AR A Y SR R A T 25
o

1 HSPN BJFITHRF

HSP S J L3 I 99 8 i DL DAL i/ sl /D 1 5%
BORFIERY ML RAEZ — , B54F 17 X LU L h
A(6~24)/10 T3 &kIw, BERRZ T L8, KA
TE4~7 4 )L PR . LIRS HSP
SRR 13 fEILAHE RS iRk
PR A 25 3 40 it Pt )R (human leukocyte antigen,
HLA) 2% (DRB # 01 ,DRBI * 11, DRBI * 14, HLA-
B35) 5 HSP {5 leriAr %1 . HSP {85 & % 5
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H HSPN %% R B, Kawasaki 255 5@ 1 22 a 11
BEDT , K IAE H AR b B4 HSPN [~ 255 191 4%
H(3.6+1.0)/10 J7, HSPN A K il 5 i1 —
B 98 P 0 , B T B2 R 8 S B TgA 1 (TgA
nephropathy , IgAN) , (B It #% 1] A IgAN Yy 2H 21 2435
Wi, HSPN HI IgAN FEA [R5 Hh & 8 AN, Jt 1
IR AT RS HA T 2RI . HTE &R A7
TEILAS TgAN f 5y JEHE R T 3 B & BB A AMA
KF H A8 H 1 (complement factor H-related pro-
tein 1, CFHR1) 1 A\ #MAHE T H A2 1 3 (comple-
ment factor H-related protein 3, CFHR3 ) w] L) FH 11
IgAN [ E &, X T HSPN i o JT B AH G Y 3k PR 21
WF5E (HE A B8 HE b 2f FURE B = 1 TgAl
( galactose-deficient IgAl, Gd-IgAl ) 7K 3E7E HSPN FlI
IgAN s ] i AL ™)

2 HSPN By & L

WA K HSPN fB 5 B R TG R 45 51, R =
HH 1 B R A 0 2 i A 2 B Nk rp TgA TR,
515G .C3 B HAts kAP T 0 A2 TgA 4> T4 2
LAY, B TgAT F1 1gA2, HU TgAl X%f HSPN Bui A
HAER . TgAl 2 FRIEHER 6 3 N-Zt
A FUME R ) O-HE L BE AL A, M 3 i B-1,3 2 FL bl 3
S, BEEALS R TgAl 431 551X TgAl B
FAL BRI 1) TG HUARTE i 5% 5 454 (immune com-
plex,IC) ,BHAT T TgAl 43 55 Ik 200 o 2 e ¥k R 2
S AARSE A, A BE (8 A9 204 3 S A Rt
TR AT RE S 1C R K, A BE i i 1 & 7
B A P4 i 2 1T A2 IR 25 o TC DR AMA
RGEMBIEWREZEH . 8 Gd-IgAl fEdE &
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WAL, 45 LB RNE PR AT O IL] SR S A M= AR it 7 it - 365 -

PR TTAR T B /N R 28 M 41 B 1 — 25 73 b 400 i [
T, e A K 7 B AR 58 58 B F o (tumor
necrosis factor alpha, TNF-o ) &5, T 1X &£ 40 fifg [K 7~ 7]
DAks AR SR o £ HSPN (B IgA R
IXTURRAE B IR b AT T HA R B 2, 1
IRk JiE S . HSPN FI TgAN [ 2 AR Hil 2 o 7
FEA—F, FUR RS Ty AR 7R 8 e 2500 . TERAE
HSPN 2 J5 , %o ¥ 0 B I 36 A 1) S o AT B DT, &
IAE2 ~9 a J5 B NEY R HFELHY IgA PUFRFIHE]
s T ELAE HSPN Al IgAN =3 B B 007 f) 35
o HpA] e BUOMESEAL S8 1 1C,{H HSPN 235 1 IC 11y
PURLLE TgAN S8 35 i (5K 7 L 38 1 22 )
i 38 o KA AS 1) B 21 2T R S AH G A 9T A g
B o

3 HSPN HBxXpEMFI54R

3.1 PTX-3 PIX itk BORSFRMHE AR IK
Bz — FEAREE A A K . AR
C JZ W B ( C-reaction protein, CRP) FI [fil V5 JE #3 ££
HH P BT HUA (serum amyloid P, SAP) 2 by JHFHE4H
Ji =2 A S PTX, 1 PTX-3 J2 iy J& 30 2 240 46 1
(Al N ) O e i oA e ) O
Z2 A0 MR F-T JULAT AR A XA 4 40 i IR 7 P
Z g Z 4 (lipopolysaccharides, LPS) | [ 40 il £ 2 -
1 A1 TNF B2 R P2 A i K i PTX7) 55 CRP Al
SAP At , PTX-3 0] DAFESFANIEAT & 1, P L AE R A
PRI A LA A — AN ST B A W0 2E AR bR . H RIS
ELIESE PTX-3 0] /E A0 I 45 0 a0 | 18
B RS B4 — A8 B4 A 2 R b, o AT L 0 3
F9 77 TR M A SRS R PTX3 7 A
SRR B R AT T — S5
SR F I AE HSPN il fiff 55 1R 2>, HSPN w1 ik
(14 2 B AR 2 /NER LGS P TgA A 3 1Y) it
BEWR TR, X N HFAE 5 IgAN 251, Bussolati
S5V TgAN R B IR & B, PTX-3 F 2T
FRUFE ZR B X3, 05 /N 2R FE A4 e A0 L 785 P Bz 4 e,
IEH B IR ZUR A HAh B /N BRI £ 3 1Y) B 4
YUEAGSE R LI PTX3 (R IL. Ge %7 HEAT
B REHLAT IR IGESZ T HSP 1 HSPN 4 1 %% PTX-3
TR0 BRZH W S T e, e 312 HSPN 21, Tk
-5 PR U 1 R B, -k K S A
Koo MIFEIRYT AT G 5 % BELLAH Eb, HSP Al HSPN 4
) CRP /K27 G247 Lo HIL, K PTX-3
AT LAAE SR —A B 500 2 W S 05 1) e 57 A
YrFda s (RS T Hart s i AR 2/ L B RS
KA BE E /0 E 52 B 41 4 PTX-3 A Jay il A8 Ak 45 i

P HSPN 1 PTX-3 1 7 A AL e A F i 42 38 7 0F
—H W5 .
3.2 MMP-9 i #p H: i ( extracellular matrix,
ECM) /) 55 8 98 2 B IR & 2E LR S o B v i)
—NEEAEE . MMP-9 J&—Fr] IR ECM (1) B
JC Tt , B i, MMP-9 [ R 53 5 2 5 17 5 IE 90
R B R 2 HSPN LA R BEAN A A3 25 ) ECM
SH I O AN, 7 ECM (% 5 953 F2 f MMP9O 2
— R B R KR L MMP-9 i K SF- 14
TN FAf ECM, I FLAE IR 5 /N BR 35 i 6 1) 5 26 4,
DR A 27 400 MMP-9 /K SF- 5 HSPN 1) & kA %
YI5E R, Zhou ZE0 5% F W, I I AR W Y
MMP-9 7Kk -5 % 4= HSPN [ 1 6 1 A 56, I W5/ JR
T ) MMP-9 /K- He (8 T BEJ& HSPN 2 % i) 1 22
BB K. H2EHIRIE, 28 HSPN i MMP-9 /K7
eI I8 A AR SRR (G R 179.79 mg - L™, RARUE
FIRR SRS 14 0. 96 F11°0. 88" 4K it T H R BF
FEHIREAR R/ LR BT A LS WEE L K
R A RR A B A UL R I BRI R i — RS
3.3 o-SMA  «-SMA 281N i F 2 &
A ET el e L BB . Kawasaki 25
Kl 1 2 «-SMA 7K, & B a-SMA FE 5 iE
HA Y FRIRTTRE S HSPN g 2L 2 o B 4 45 0 2
JEA . a-SMA {EA—Faii B2 ENS S T4
Wi 22 9T I WURLET i 20 B A 184 £ 123 Wb e S5
JRIEE T, W S B R LT 4 A, AL ET 4E 40 it
K «-SMA, T «-SMA 0] DIE R A e ibr g™ .
Zhang %7 3 1 Xt 137 4] HSPN g8 JL7E A7 B Mk 3%
K, B o-SMA 3= TR AE B 4 40 3 B IX 3 ] o
M5 RE e ABR/N S kb, HoE 9T 45 S 3 B, HSPN
FRE M o-SMA ZKF-BH fg i F{Et X B4 )% TgAN
A, H TR K5 il LT | R 28 R0 I PR 8 AR 8
PRAKP-#5 BIEAH 56, HLBE HSPN 5 3153 94 T+ 5 1 43
WG T AE TgAN 21 Hr, a-SMA 7K F- 55 fg e Xof 1
HIF T B, RN LU o-SMA {4 HSPN 1)
Wb A A IR L6 TgAN AH %5

£ Lk HSP J&—Fh ety . B B/ i 4
SOAE , {HJE FTREIE A A0 5 HSPN 7 P (1% ™ 55 92
R R A A TR AR, AN |
1%t 3 090 ] JL#E B /NER G I 0 51 B b 45 S AT
Bt RBLLEEAR K& M B /NER B 98 5 LB 25T oy
HSPN(78.4% ) , KUt W12 81 S iR 7 HSPN X F il
RS LA B IR L —2
T2 kR P10 PTX-3 \ MMP-9 & o-SMA 1] FLij]
21 HSPN 3 FL AT LA Ry 4t HSPN 515 19 4= 92
fetr. HETH FOFEREA SN AR A ANy
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