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RO, BELN 24 %, R EUK SRR AR
AEAKM 1w, R LA WAR.
1 wmEBR
1.1 R RETABH 1w L EFEREIEE, Zu,
WHER  HNEAEZ BT A, BRM, BIREMER L2
dEFE L d R BERD, U e n, 5 H 2 10 %00, [ &
BT Bk, BT R REBAKM, BEEBEARLUR, KR
0 e, RE 2 /A, AETHEE L. ARET3d,
B E R R R VRIPIREE R ENEY 2R,
R EE, MRS BIABARK.
12 BaAf 1FMdHEEmRe, DREEEPH 2w
RUFHE, LR ERERL AMEEL LB EIHE.
13 gied R .384°C, BKE . 134 %/ min, [FH.21
W/min, M5 : 131/94 mmHg, & 75 %, #0015, XA RE O &
#, DU Bt BT AR B, O ST 0K 134 K /min, K H
XZeE EWMD, A FERER, T RO
14 #HEteE K CTRUUMRE S MERE; LCHER:
FEHOFHAHEBERAFREREEFRERRE R SR (B
TR R, AR
L5 LBEHE MM WBC 19.3x10%/L,PLT 253x10%/
L,Hb 43 g/L; JF & #L . JR 8 13 (++), R MM : (+++) ,RBC 8~
10/Hp, A4k BEA 493 /L AEA 246 L, AR A
25.0 U/L, % % i g i 28.0 U/L, JILEF 1437.1 mmol/L, FR £ &
46.5 mmol/L, JEB& 598.3 mmol/L., 3477 18] B 1 4% 1.5 4 , 17
REEMEE, HoERRBET IgE 645.0 IU/ml;IgA
313.0 mg/mL;IgM 37.9 mg/mL;IgG 914.0 mg/mL;C; 63.4 mg/
mL €, 24.0 mg/mL; Hi 4 14 (antinuclear antibody, ANA) (=) ;
H] $2 B ME #% Pt R (extractable nuclear antigen, ENA ) (-) ; H1 X
4 DNA #Uf& (anti—double strand DNA antibody, ds-DNA)
(=) s 3R % % M 2 O (antistreptolysin O, AS0)25 IU/mL;
% KR B F (heumatoid factor, RF)20 TU/mL; $ 4 £ 24 g
{4 3 47 { (antineutrophil cytoplasmic antibody, ANCA) (+),P-
ANCA ; (1:32), 8833 5 /L4 85 (myeloperoxidase , MPO) : (+).
1.6 2iy&nt WEEREFGREREEXELEER W2

BABEERS BOEEGE RUNMER, ATEFHES
BX & A7 8 E VLR VAT R W AR B N A L BRI A
B P HSREHHOE S AT T R, AT R m R iR
Vi AGSE S AR AT, 3F B R 40 A0 VK R 1M 3R 4 400 ml 2y
A R BB, AT HEN 20 M EREQME, TR
33 E #1877 (continuous renal replacement therapy, CR-
RT)4h J5 , M EAFIFeE. AEERFERE, KEBL, 7MW
FEBEW L. TREGEETRINFH AR, ERETR
MZ REOCEFR, BFRALIER, B EEE 2mg,
R OSmg MLAES, LELUNEARETR BTHRHEE
2 HERAE, BHEZ BT HRER, BELENGRELE.
Bl 2, B Aotk 60 %, K IE I W g% 6 A~ AL
EHERH 3 AEREFERE
2 mEER
21 BURS BAE ABCRT 6 A RIECE 8 E K
R, ESTRE . BEA XREMR, 5RER M E
EWURTHRITREREE. 2w CHEHEFREH &
IR R, TRERRERIEREE. TAKS 3d AN E
B DA E R R R, AR 38.7 °C, L,
THABER EREBEAUE, JR#E— L BB KR
22 BEfEd BEmmMERSE.
22 higtE AR 38.5°C, kg 100 ¥K/min, E IR 20 K/
min, fit & 120/70 mmHg, #3& , - EM , B8, THR BT, A i 7]
BB, 0% 100 /min, WHEME KA REE., B,
TR HFIERN TR R BT B PR e e
2.3 FENME MRS T BRI AOEHLEL
24 TWE/RE MEH . WBC 13.1xI10¥L, FHEMAR
87.7% ,Hb 70 g/L,PLT 311x10°%/L; J& % #{ . RBC 15~20/HPF,
PRI (+++) ,200 cells/pL, JRE FH (+++),3.0 g/, WBC(+-)
15 cells/Ul; B 8 & - 88 5.0 mmol/L, 4 140.3 mmol/L, % 105.9
mmol/L; A4k A H 69.6 /1, A& H 333 /L, AT A8
20.3 U/L, BMEREERAS 83 U/L, MHATE 6.5 pmol/L, HLEF
913 pmol/L, JR B 512.4 umol/L, JRZ & 33.3 mmol/L. g1 T &
HEREH T, ARECH, B RELTRE, B E
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R ERATF ,IgE 95.8 IU/mL;1gA 378.0 mg/mL;IgM 77.4 mg/
mL;1gG 1280.0 mg/mL;C; 125.0 mg/mL C, 29.6 mg/mL; ANA
(-);ENA (-);ds-DNA (-);ANCA (+),P-ANCA 1:32,MPO
(+)o

25 sl RELZFERERKMALENEE, NE2
BAXRER. BMEI R, BTFEHKE384C, FikES
FBEEN, TCL 1 B, R BT, R R B, LE 150/
80 mmHg, H M T H X BB &, WA MR OEF T E, 0H
108 ¥/ min, #5F , REREE WU THEE KN, FHER
40 mg FEPKETE LR RGBT 3d. H TR EBESRY ., T
EFHEOS e BIREE  BR -KITRY BT HETFHE.
TR EXAERT . IR BE R EMR, B g nE,
WK % AL, 30 K A A R B R A, LB & 1149 wmol/L, 47
BIET JERER AR L . M<HWR:PH 735, Z &Lk
43 IE 30 mmHg, & 43 & 56 mmHg, B E RGBT, B IA S
e & I BIP IR £, 7 CRRT R E w5 a97 Hei F
BEREE R FRAE, AR EIREE, RLHITE
L3 =i 7 T A i

3 RmESH

X2 AEESUTLHSBEE B ZE Y

BRI, B TH S RIZERNERE S, LR S, S RS
LU 2 . BA L RELTTH2 R ANCA A8 3m &
RAB2HPBEHH THRBEE R, HERE, BRI RNELHBE
WIRERIBWFE T,
31 EEEMSH FRA L BEFELHE, EH K. %
ROBEPHE MRS AR 1w, B#H 1 d" KA. W3k
ERAER BB/ L, S B R 458 LANCA #5644 1M
BRE, REBHERERRAALBERELR W42
W EhREAR & iR E G SEUmEL,

Wi 2, B E otk ,60 &, 8 A TRk B 6 4 H L

EHERBRITEAR., BMESH AL SENR ATFTHERE .
EWBHEHNAR RGBT FFRESERT BB T
REFTHAR REHABERE, BLBIF LU,
32 KEEMSN HER, EEE/NNE R ERER
b7, ANCA MMM &R 2 —HRFESNHAE TR R
SEMRIEME M E R N EAR N TR EHHLE R, L4
ANCA [HYE , ANCA ARG 5 1 B9 I 75 2248 4, L Bl 26
T =35 70%~90%", B i & ANCA 46  5  JB &t/ L 45 46
LW EERIE.

ANCA MBI B RAFEHMAZFM (wegener granulo-
matosis, WG) . 455 PE Y 35 MM I % (churg—strauss syn-
drome, CSS), BB MZ M E &R (microscopic polyarteritis,
MPA) S AR A AFIE™ . ANCA HXHMERB L LW B
B RBEBR, EAMRED R E AKX 172000, B %

BEMER BT EERENKTENBHEXRT R AKTER
SBEZAN R HRRILE EF R h s A R 8
MR EE LB R AL YA 4 EAEIRSE . XM ol B R shik
LA /N BIRK NEE B, JC DU /BRI R 0 B S
B HOE AL R B B R AEEE ANCA XM E &
B EREE R GEERR NERSER. 23R 25
BEHLIZH R AE AR, A2 HREE R HRER
B S, B REBENRERMSEIT. #—5
RUZORMR RAE I SR R, Mtk T 241
BEHREE - @347 ANCA RASEHRE , R RE Lot a4t
MERRRESHZER, CRT BAMEITHYL, B ®E R
ST

ANCA A 3 P2 0L B 2% A9 I 3 0 0K A 2 2 L v ik (% i, B
BIRE,ZGHEHEHFREE, XRETERHNFM 26
RAREHFREMAE . BHERERAFROT — KISE,
ZHBFLMEGR MR KRGS MFS, B4 RE
AEBE RN BRSO R T B A 4 RS
MEAKE R, —BERZ R M REE, AR 2 s
BRSBTS AR R E R
MAERES MR OEHAL R B MR EH IR K
MEFMRERN,BEYRERE, T BSHIRLHEH
e &0 B AR o

ANCA ¥ K W0 8T LA 43 ok 6] 4% 4 % %€ 56 (indirect im-
munofluorescence, IIF) & 71 B8 BF 4 7 0k Mt 1% (ELISA ), IIF
X 4R Ha 3 B (C-ANCA ) f #% J& 8 (P-ANCA),C-ANCA #5
FEH YR R E A B 3 (proteinase3, PR3),C-ANCA/#T PR3
ks WG R LM%, W P-ANCA 09 EE 41 R MPO,
P-ANCA/#i MPO itA N 5 B M E T Z mMERMEE B
IRFENE B /N BR B R B PTA SE

TR L IgA VUEUA MR Mk B A
R E B0 6 40 0 R A /0 Sh Bk R — B B 48, AR BN BBk R
FREE BB R AR TERE ERERMERER
W, BRARZSTFRCRAZFRSEENE T AT
ANCA {H FE h 1gA & P-ANCA, B &R EGEERE
i ANCA,ANCA HLiE i LUE M AT SR B Z R RZ R
FERENMEER, TN SRR EE TR
BEREETEL, Bl HMEE | Faidadany
B EA B EHAEAE RS RBT UETERREE®
', R L RAERITE AL,

BT E A ohxr ANCA #8564 1 % 46 o EARAE 1L 1B 97 5
£ RIREENSAB B R ANCA AL NS 2 H%E5E
ST 71 ,90%L) B ANCA M R MM B R B E TR I KE
ZM B EWIDRE ST PRI E R AR B U T A
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AR SCHRFE Y, 3T ML Fo KK 5 HoAt w31
BINEE A E SR HAT T B, MAHEHERE Fn 5
RE B R IC RMBEHEAZE - ERENR
X (PH<0.01) HHEXRBAE , HE 0L LA,
Fn 5K .o0,-MG . B-MG JREEEH R NAG
5. JR RBP.24 h JRIE MR MR 2 . MM EE
&, Fn N H A A AL FE AR BURR IR 48.0% , IR B &
F M 2 SR AT 3k 80% LA |, WiLEF, REBRE
60% %4 . HILMEREHEH AERE , Fn &l
MEAR R, RN R BAEE Fn AIREH
—ERRRER, L 1 R, M Fon K F RS R
15 (0 K BB W PR AR, 46 B 3 e LA K B A

Z LU, EREEME Fn KETRE,ATES
PERA RGBT RASBREE X, Fn 2F40

BRI — 1 RIS, BEM TR B EHE R

&I RGBT IREER B,
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