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I M R FR = — &F % & fiE (Henoch-Schonlein purpu-
ra, HSP) , J& —Ff e o U 1) 1o 100 45 728 25 500 M ol 32 9 3
A P 1 e DR 2 O iz Ik ) B HICAE B Fe B A 5 H BE R
JHE R s FLARS A i /MR D . B R SEAE 17 2 LT L
H g (13~200) /100 00042, 1/2~2/3 ff§ HSP B % 7 IE
SETH AR B E IR . H A I PR 26 IR AT 2T R RN (B 26T & Akl
UK i PR /8 IR o 30 H 5 R DRt 3l R AR
FRVAYT o Joc DL ZE T I R R MR AT M R 0 W 2 AL RN oK
2% 2 HE LRI AT, — B H R I A )5
2 [ B R (O e M AT HSP BKA T 2 R W 4k
BF LEIIE Y. BRI HSP RS R AR B T
T 1) — o R R 14 2 25 L TR R
1 EEEFl HSP RRHIX &
11 JRJEMA SCERRGE A R 2R A& e 3 5 HSP 1 &
AT O . X R I A B A A1 T L B LA R H At i DAk, H

*  EETE b B 25 A FUR BRI B B 5 H (2009140)

XEKFRIRAD : A

N EHE:1671-8348(2012)10-1016-04

B, WF ST B 2 S8 A 4V I P BE BR A (Group A Streptococcus,
GAS) .20 % ~50% Zatk HSP & ML i 2% 16 I sl 40 o 5 9% ol %
BAEAE GAS &Yy . Jf B, 30 T UE 55 23 80P 5898 & (Henoch-
Schonlein purpura nephritis, HSPN) & JLI1 B /NER I F 74—
T GAS Pt J5—"5 & A ¢ £F 75 Bff 57 1A ( Nephritis-Associated
Plasmin receptor, NAPIr), B 5 B R K= KB A FEY X
ZM X WIES: GAS i 5 HSP (0 &0 M isidk R a X, BT
GAS, WHMZ R T HAMRFEE 5 HSP R mast. - A o
FEIN N IR AT B R e 55 HSP i & A 56, B 15 77 16 T
FLIEREAR T2 B AFTE | AL B VIR e AT TR IR e A G . HE5 R 1B
ARATHAL R AEAR 0 HSP 28 58 L T B w77 88 58 AT 187 JR% e o
25.5% 1 JG I Ak AR i) HSP 41 A0 1E 3 % B4 3 06 1 iy
PR FT R YT A A o kg A 2 R LR AT B R S
PRGTAARAG I 25 R % il 58 32 JRLR S /N L aod B 5 ot A LR
MR LR AR T RE S SRR . Hh U iiE R 2 S
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=

HSP #H 56 19 R AL 45 EB 95 75 0N 5 BLO Rl Ui 8% 7 o
AT A0 B IR 5 R S B L AT RO BE L e (A
i) R T T AL R S
1.2 HLE 6T IR S8 HSP & iy B pL bl B7E i % G
TR BAETE 4 FR UG B2 SCRE R . (D) 4r TR 2%
Pho 3 — MR UE I Ay 33X S5 i A 5 N 6 I 8 B A7 T AR R0 A 470 Dt
B AL AR 52 30 3% 0 i A S g O DG 1180 TR 92 P 40 S B 9
TE A A 05 JEL A 1 [ B, A0 2 00k il 8 BE 3 AR A% . (2) BR i BT A
TEAZ UL . 3K — MR UL A s [ A JE 2 J5 o 5 | ke 3R 4 5 1 4
SN S BN M B 0 . A4 3k AR AT A R O T Bk
H S PR L R NG e R . (O RPUEF . X
— BB IA S 9 i A T 5 i A BE A AR AR T TR 8 — FOR e
FREGY. IS RERS., (OB ¥D. X %Pk R
G5 BR R I T R 19 90 SR AR BE A B R PR . BRPLE
PO B S A0 0 T R0 RT O T 40 T ] i
KA B . BT A — AN 2= Bk A B HSP 1k
B . H B RTINS S 3 25055 J5U A 7T B i 2 [ — S e Lk 51 i
JIN LB A 285 SN R E
2 HftA® HSP A mME &
2.1 25y EEIAN R R B SE g  e MELE R
T KW ER 225 CACE i 5 AR I L Z S 25 Yy 2 vl fig 5 HSP
MIRIEA K. WEN MR ek ER NG R CABEA N E
YA M O SRk 3 T G bk R e & AT
2.2 gY EEICHIL RS A IR RO S R b T e
5 HSP 1 & A K
2.3 HAWEZR BN HSP Jy— s 25 RO M5 s o Btk He
R T RE 5 B AR A A L s RTS8
Wl R S5 R R A G . WA KBV BRI T 9 1 e R 14 A S
Rk 4R 18 AT S B HSP iy & o,

B COR SCHR R TE R 3k 2 TR R M i PR s i R B 4R R BRI
K ATRES HSP 1k A ¢ . (H B 1 i § 2 R HURL 0 AT 9 2
P2 GORE  UESE 1 A 7843, BOTE kB X 2L R K 5 HSP & 9
ABRAR .
3 RENRE HSP ZmBrIER
3.1 ERERMELET Atk HSP gL N R AR RS2 R W
U i gEg SR FE [l - ( Tumor Necrosis Factor-a, TNF-o) | [ 40
A& -4 (Interleukin-4, T1-4) F1 [ 41 g /> ZZ-6 (Interleukin-6,
IL-6) B0 R4 . P S 9 2 A 1 J7 i % HSP AR LI e ik |
B2 ESEATRLIN , W] R B b B A B Y A AE BURLAR 43 A (1) TNF-a,
H HSP & 3% Il & TNF-o /K F 5 i % #1509 7™ = #2 5 H
K MK PEMS R BR S EM L ER. CHBFRIE
52 HSP 41 LI 114\ 1L-6 /K7 B 5 5 F 15 3 4 BR4L i 3%
RYT AT REAR ML T4 T0-6 KCF
3.2 AQEAR-8(L-8)  TL-8 2 —FRZIm % H T .
HOKFFE 2 HSP Wl Bt . W C A A # k¢ 2tk HSP
R LI AT TR iy Tg A B8 RTf PA B An Hf R  TL-8E
3.3 ARk KN T-B(TGE-R)  TGF-3 HARLIhAE. ol L
TR 2 T AN D 64 38 5 5 00 A TE TeA A LB Bo AR S % AL
TREEM . 24k HSP & & 4 il h 77 12 53 i TGF-g Y T
400 CTHS 480D 1% 4k B M 3% TGE-B 7K -4 4 e % B | 7t
o A H NN Thi? 2 R M T 40 5% £ f1 CD4
CD25" &35 M T 40 i %50 i a2 T 3 3000 G 88 O A, 02 5 B0
ST B e B BRI L T 116 TGE-B /K T & 2 g 2k
My —Wa

¢
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3.4 RNMEAARENY RO B B R RN RE
W3 ¥ 450 AR 2 506 0 3 g M 1 B 4% B 0 9 2 o A AT g
W5 Z A, B HSP i 40 N in . A8 B 4 Mk 7E HSP &
i S RE 2 SR B AR v g AR . A PR AR S Ak
FISP i 0 20 L 1 8 1 01— 1k 98 1k 29
g

3.5 A=K EMEARA=SHKEABENRRER .S 5%
i (95 A6 B R o B A DU R AR A D RE R AR T ARE
- WL B TG A BB L R VR ) A O 7 T VB TR A i
Wk . BAEPR I & T A I E IR A = E4 KSR Al
B, AR K. JRA =% E4 K7 2 HSP i) B &
A

3.6 MENEAKETF BN EAKEF (Vascular Endo-
thelial Growth Factor, VEGF) J& — Ff & £ M= 09 9 Bz 40 g 4 &
PR % I 09 A A B VR . TR B e e B G R A
M B BN RE . AR 22 Bl ail i Q0 Py B 20 0 | 5 i 4 i L i 27
2 20 B - LM M S 38 nT 4 Wb VEGE ., 28 R &ML E 4
PRSI Q0 IRE A 1 2 T 35 4% 40 PR 25 i 45 3 0f i B VEGF
Th. R, 2ok HSP & W A7 1 L% VEGEF K Jh s . B
A BRI S M 22 A5 5 v SR T I K e Y

REG FRXEH 15 20 HSP %M %, (H& 3 1E
HSP %9 o i H AR A S SR SR e Z R 58 . X S8 A7 [H) /)
MERRMAERE ., HATIE A RLFA HSP g P iy, X fiff
5 A 3 2 [ FE BRI B AT ME LA 2%

4 HEIKEH (Immunoglobulin,Ig) A 5§ HSP X /I X &

HSP 1y 2 1, —F 1y B EAAE MR TgA KT I E
R X L B EAFTENG IR TgA S G W) R sk 1 . HSP i
BT Tg A I 4 R A5t 1 s AR At TR =K 09 1 A R A R
TEX G . S350, B RV K 2 B T A S 7R 7E R IR B A I A
B4 LA T R KRB N BRBE B AR TE Tg A CE B Z TgAD)
JOAT,

TgA P PR RS TgAy FT TgA, o Ho TgAr 3K TgA &
B 90%LL F, IgA, FI TgA, 55 B0 5E X 045 1 A FF A [,
TgAr W9 BHE X W & A BRI & A 5~6 D O JEMESEAL AL £,
2 UM R (B0 WE R BB T B0 Tg Ay Y BORE X 5 M AL,
i IgA 73 7 1 R A Bl T R 72 49 . HSP il iR
R RIEF RS 5 TgA BT . KX TeA B 8
AT R W] TgA S WAL AT S BOE /N BRI B Ig Ay 40 F
UL, B HSP 5 IgA B AIa IFBCA W R IE S HSP 8 77
TE TgAy S BEAEAL . B T 0P HSP b TgAy 9SS I A T8 5
b FHE TgA EBENBURRE R Z ) —AHEENIR T M.

WC KR L Fh IgA B HHiiE5 HSP AR A%, bl
dhp Rz 20 9 B 3% BT & Cantineutrophilic Cytoplasmic Antibod-
tes, ANCA) J2& 51 5% v 1 b 4 A it 3% B A3 fo A 1) PR £ B AU 45
PRI AY 43 BT R F 3 (proteinase 3, PR3)HLAK AT it
Y (Myeloperoxidase, MPO) $T {& , PR3-ANCA F1 MPO-
ANCA B {4, v P8 40 I fof 43 A% 16 0 Sz P 480 A0 5T R T8 A
MG P R 4 ffL . ANCA 5 2 48P i 48 R 19 & 0 25 VI AE oG
WA ARG N ZF I 5 PR3-ANCA A 9¢, B AUEE i 4 & (Mi-
croscopic Polyangiitis, MPA) 5 MPO-ANCA f %, 2 Rt A
ZEM M & 5 MPO-ANCA A1 6™, {A & ANCA f£ HSP
S I AE AT A 4L

WA U5 R M A ME HSP B A7 — 2 oAt Y B B B i 4n
IgA R X8 B F il IgA BB .0 B I $T & (Anticardiolipin,
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aCL)YPY | SE# AN IgA # aCL 5 IgG # aCL & IgM #1 aCL
—FkE. 5 &R G 40 BE R 98 (Systemic lupus erythematosus,
SLE) F1 (5 Hit i i P14 25 4 1E ( Antiphospholipid syndrome,
APS) B W I B B X% R B R AU 7 B VA oG . B4R HSP
SR AR D BRI AR L AFAR 22 AN £ LA T R 1) R e M s A
[FJFE AT L 30 TgA &Y aCL f£ 76, QNAG IF 38 , HSP 1] fE & — Fif
JRYL R R AEZS R g . Bk, & B IgA A aCL AT LM
5 — AN T g — A R Y 5 HSP 2 [ B 7 AE e s B R

HRZW5E RB . 20 HSP B & 91658 TgA Al B B8
£ Fh N Bz 41 s (Endotheliocyte, EC) , 4N 4R ML 45 /B EC LA i
fik EC F1 A Bz BRI GE EC. #E—25 I8 R TgA B0 B2
2 2 47 /A ( Anti-endothelial cell antibody, AECA) 0] B 2 # 1%
EC fy MEK/ERK {5 5 & 42 4r W 1L-8", i H , A #f 58 &R
AECA 114 B8 38 1 B #7275 M 18 ] sl 4 (40 it 1) 2 M 78 T & b
RIEAETE EC 40 M ¥ fif . X — 18 W R 5 2 F i 3 4 M A8
AP, AECA & —4AEMTF EC iy Hidk, Wik, i — 4
WF5¢ HSP i) EC LRgS IgA 456 Mk P sl toE i, % T 7
fifte HSP B35 1l 55 B2 405 i AL SR 7 #k AR  EZE ,
5 BEFEE5 HSPEARHNXE

HSP (1) & 2 80 B 50 00 219 P T JeR g g L OB o 1y R
ViR R AT B 2 R A 19 S AT I 2 BB AN 58 . ELAR TR 3
R R R B R AR RN R ER. 5 — LB
HSP J 25 1] U8 0 P 58003 10 1w o PR 0k 3 () 22 2 1 5 R AR AR
Gy PR TR (1 56 R Tk )32 O67E . nde A JL# HSP & TGF-p
FEE Y 509 i b TT 5L B 3009 591 32 B B 1 v, S0 2 SR 1Y
I R R BUAR T S 2% . A BF 98 R 34 HALTD 89 %5 {7 5 5 K [
S5 HSP (5 B AT H S R E AT RILKS. A
INEEAR BT SE (n=5) & 8L B 366 DY & 1R 3F 5 il (M THEFR)
C677T 2351k 5 HSP M % kR Ml R A X7 . VEGF X[
1154 7 G 8 A BV A 634 12 G 8 CIUIVIER 25 K5
HSPN [ &9 A 560 30 2 3 & BL 5 I Y A1 56 19 MEFV
S E148Q £ 5T R85 HSP kM4 %, HTTfE 5 2 &1k
K FEARERA KT, A BN 2 A S HSP &0 % R
WREC & EE 2 W AR ——FiB,
6 BEMRE

MGE FRBFGY G B, T A5 TSP 10 K o B 50 . 48 4 A5 ik st
1R 255 B R A A TE 32 205 Dt A sl At PR 3R A9 RS 7T 80
el {1 N 1T = R i g N1 0 R S SN G o AR LN
IR AR AR TGF-B 45 41 M PR 43 06 39 . 36 46 240 g (] 5
REfEE IgA B 7] TgA B qb, DATAT O i 3% v Tg A 7K SF- 3% Jin,
Ay IgA FEX P e ZFELINIFBE T A 5 EC 254, T A 7T fig
PG LA A A (1) 38 ik 5 R R A B AR L EC 5 AR
(2) B M EC 40 M0 4> wh TL-8, TL-8 58 5o 5% 48 FF ) 38k o 1
4t i o i B I 1 4R A 4 0 UK B 1 TSR EC i3 — 25
BIBEIR . JE G DR AR S BB E B B B
AT S 30— R 2 I R AR S AARAE . (H H R HSP i 2 473
SR AR R VR IR AR £ O 4 R 58 4 W BA L, i HSP A
KB #E — 25 W98, HSP ke AH G JiE 1R 1 ik — 20 B fe
TgA 5l HSP % I8 57 5 BT J5 ok 7 7% 1 W f 46 AT i S K =
WA
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NF-«B 5 2% 35 58 14 ik BR ¢

PeA R R AT R

L. E=ZZREXFHMHERBAR, TR 400037;2. FH EH o T IEL K E M 4E £ 75556 3R

KHIFE  NF-«cB; bz £ K E A7 1IkB
doi:10. 3969/j. issn. 1671-8348. 2012, 10. 035

Z Pk B IR % Cacute pancreatitis, AP) J2& JiE i 19 4 5E #4 %=
W5 . EAE B A 5| & £ 2% B Ih it = ¥ (Multiple Organ Failure,
MOF) , H EFET: . P4E K 5B & A A e AH 5C 1 1% 5 4>
THUEB IR . AN EENES T 283 E T
kB(NF-«B) , CDBIESS7E AP RUEHE R P in i A EE M A
RETIEAR 2 15 0 % A 58 AR OC i IR i 3K . T a4 5 [ 7
AP ) % A R T v by 8 G B M AR T AR Sk B Ie fE
BE& AP T AR B R A0 B A1 B TR AT LA B R A1 s B B R
A% 200 i« I 5 400 0, P9 B2 A L 55 ) NF-ieB 3% 4K BT 9% 1) e 8
1 NF-«BRMFIER kB HEKRFR

NF-«B J&—f ) Z A T UM 5B S s R H T,
HAE EZER WY 540 R IG K & AL AU FE & A0 6
HHFEE, NF«B JE T NF-«B/Rel F%. W# 5 ~ 5i : NF-
kB1(P50 K H ik P105) . NF-«B2 (P52 K H i & P100) P65
(RelA) \RelB il c-Rel'", iE# 1% 50 F » NF-«B Wi i 51 800 (3
ZE P50 A Rel AV JE 1l — A4 IF 5 0 il I 5 LeB (£ 45 TeBo
Hl TBB P9 B 25 6% B 1 P 1) = RARFE A T 40 M 3
140 S PR P9 B 3R I e R A M TeB R R AL R
11 22 S R 5% ik 0 TKK (1B 3850 4 2 K - 4K 1 32 3% 1K O
26S [ 2K [ B A A . TKK 32 B4 45 B4 0 B A7 < 4 4k 7 2
P TKK o, IKKB F198 485 30 840 TK Ky, TKK F 3% 1 4 Ht T H
FRAGIR S - 2 2 43 S IR 15 1k 5 H L § (mitogen-activated pro-
tein kinase, MAPK) . % H i i B(protein kinase B, AKT/PKB)
SEPRPEDT L Y LB WEFR 5 NF-«B 101 56 7 15 5 5 85 . 3518
VR AL BN N 53R R & 1 DNA J¥ 31 45 6 1 75 S48
LM% 5, FESLBE 15 R NF-«B 193§ 1L WA TE — £ A MK
TicB 1R Al il e i 1 i 422
2 NF-«B 5 2R3 4 % AR ¢

i X 2 P TR 58 1 K AL o AN S8 4 AE L LEAC AR
WL s WA Ay R AR 1 TR D ) ST R % T S PR T S A

SCHEKFRIR D : A

®LOR R TR

571147)

XEHS:1671-8348(2012)10-1019-03

S BB ALE . NF-«B 15 20 1P TR E M JB R 58 rb 4y 3 25 3 21
A,
2.1 NF-«B 764 F MR R gy v 33k M AE M B AETA R
AP B 5 76 200 if 38 Ao A A A T A R R R T R 4
RAE I %54 AiF (Systemic Inflammatory Response Syndrome,
SIRS) , 1 J e MR B R 41 22 28 B 8 3 18 40 2 PR PR IR 38 45
{IE (Acute Respiratory Distress Syndrome, ARDS) } £ #% B I
BE % 15 2 & AiF (Multi-organ Dysfunction Syndrome., MODS) , i
SR AP R E RN T RN, A B K, 78 & A R
JUE AR TR R BRI SR R 4 S RN R AR 48 B R NF-«B ¥936 k. 15 £
YA PR R S A B R BB kB A7 AL NF-«B i 455 3% 4 55
PRI Ak o s 4 RE 1Y) 3 g
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