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HREFN90 FELTTLEFHRESF 2, KE PP F45,2002 FRKFAAFME
FAL,2008 FHRBATLEMKRFRELSBEAR P I FE, AEARXERXFEF_ER
RERBAMEEEFH L ZHEER HBE T AEFH. PREERBARERS>SHG
FUER . FPRAERHARERIAYRTALER . ERBAEES LA LAY A RERS
AUBFAFHEER ARBEEFZLNERI> AT HFER . TREREFFLIERS>LF
SER ARELAFLEF TRELAFANERELER A EIELER T EHF
ARERELERANEIEER, EEAN T LEE LR EABRI 60425, L F SCIX 11 %, 2484 /T HE
HMER, FATLAHB BT ZFLI A EDAT—FL2R, 5L 1A, 2HE4H 2%,

FGEVELLBEAR R 5 1Ml 2 e v A IXURG: K] 2% s 725
VL)% p-ANCA K1 p AT A

Gl b BE B R 22 55 B e MR S 2 R b A K 050000)

(HE] BM FW RGO BRI A I 3h bk & R0 KU B % DL p-ANCA 0 i IR IR (. 773k ik
WALERE K %8 B B & 40 M 20 3 R HE (systemic lupus erythematosus, SLE) & 3 Jili 35 ik & /& ( pulmonary
hypertension, PAH) # & 64 #i {E & SLE-PAH 41, H o % J& % 5t o ¥k 40 B M ¥ it 7K (perinuclear-ANCA,
p-ANCA) B 44 B, p- ANCA B4 20 5] ; 4% B 1+ 3 b 4] DT BC W) 399 £ Be 19 R & JF PAH 19 SLE & 3% 192 il 4E K
SLE-nonPAH £, s 8 #F B A (G B SLE i 3l A0 ¢l PR B8}, 52 50 3 4k 5 45 28 LU S &8 0 BB 75 45 21, J0 i
SLE-PAH & I IREFAE L & PAH B 1 p-ANCA BH AT p-ANCA B P £ 35 (9 11 R A S 36 == 465 50, 3R 15 SLE-
PAH R HE, &8 5 SLEnonPAH 448 1, SLE-PAH 4 AE 8 K h & B 1516 3 5 b, 2 A 2 =
AR X (P<C0.05), 2 B3 1 W B4 . 40 T BORN rb 1 40 B 46 % 389 55 L AR 98 Bt 58 4 s o 1k
SCT HAE T = B0 O NS DU BH P L Bt sh bk N 42 A0 B AR L %5 I B JBE B 5 % SLE-PAH BB 3 1, p-ANCA BH
TEZH S P-ANCA Bt ah bk s I ™ R AR FE 22 57, 2 HE R A QI ¥ B X (P<<0.05), £H K Logistic [543
HrRon f5 i B4 H0 O B N AR | b ok 40 i B it 19 85 (OR=0.802) i SLE 5% 4 I il 3 ik &5 15 59 4 ST 1 B (5 %
(P<C0.05) . #51% SLE 3% i 30 8 B2y 16 3l B2, S ) i =1 200 B L v ook 40 i R HU 8E W b L SCT L T
T PO B G BT BE M B 45 PAH KA. p- ANCA FHYEWT 685 Il 3l bk & JE ™ B AR AT 06 75 S DI BE s .
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Risk factor screening for systemic lupus erythematosus combined with pulmonary hypertension
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[Abstract] Objective To investigate the risk factors of systemic lupus erythematosus
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(SLE) combined with pulmonary arterial hypertension (PAH) and the clinical value of
perinuclear-rANCA (p-ANCA) test. Methods In total, 64 patients with SLE combined with PAH
treated in the Second Hospital of Hebei Medical University were screened as the SLE-PAH
group, of which 44 patients were positive for p-ANCA and 20 patients were negative for
p-ANCA. Then according to the ratio of 133 we matched 192 SLE patients without PAH
hospitalized during the same period as SLE-nonPAH group. The patients’ basic information,
clinical data related to SLE activities, laboratory test results and transthoracic echocardiography
(TTE) results were recorded. Clinical characteristics of SLE-PAH patients as well as clinical and
laboratory features of p-ANCA-positive and p-ANCA-negative patients with PAH were analyzed
to explore the risk factors of SLE-PAH. Results Compared with the SLE-nonPAH group,
patients in the SLE-PAH group had olderer age and a higher percentage of moderate-to-severe
disease activity, showing significant difference between the two groups (P<C0. 05). More patients
showed Raynaud’s phenomenon, increased white blood cell count and absolute neutrophil count,
elevated standardized SCT ratio of lupus anticoagulant, positive anticardiolipin antibodies, and
abnormalities of pulmonary artery diameter, right atrial diameter., and interventricular septal
thickness. There was a significant difference in the severity of PAH between the p-ANCA positive
group and the p-ANCA negative group in SLE-PAH patients (P<C0.05). Multivariate Logistic
regression analysis suggested that Raynaud' s phenomenon, anticardiolipin antibodies, and
increased neutrophil count (OR=0.802) were independent risk factors for combined PAH in
patients with SLE (P<C0.05). Conclusion

disease activity, elevated peripheral blood leukocytes, neutrophils, standardized SCT ratios, and

SLE patients presenting with moderate to severe

positive anticardiolipin antibodies are alerted to the development of PAH. p-ANCA positivity may
be associated with the severity of pulmonary hypertension and requires close follow up.
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A oM 4 B R JE (systemic {6 o 530132 W A L0 4R 1 e AR 0

lupus

erythematosus,SLE) & —FE L ZEMEN H
B pe gt . o E R G0k L0 BEAR S B 5T M AL
A F 58 5080 8 L 29 3.89 0 1y SLE B3 & JF fiti 3 ik

5 (pulmonary arterial hypertension, PAH)™,

BB T B bk 5 B SLE BB WS #5022, 5 AR AR AR
60.2%5 . H & LT A 5 25 L W) Bt B = R A
RO B k. BT e R 40 B M 3% BT IR Canti-
neutrophil cytoplasmic antibody, ANCA) J& & 4 4
NS 5 H WL B B PUR 5 A A 50 1 Bl R
75 i UE B IR AR 405 % VDA OG . SLE & p-ANCA
BH P i % T 7 A% 5 5 1% 20 IR S R 8 45 T
AEL) R HHEDN p-ANCA W] BE7E SLE Jifi i 451 4
TR ARE R AN TT ZA0 0 R L AR 7 T I R BF 5 4
AR HR RS PAH (9 1 JCH S 4RkE .
e ASTFSE 38 o W B2 SLE 8 3% 9 I IR f S 36 %5 %
BE, 43 BT SLE-PAH & I R 471, %8 1F p-ANCA
FHYES PAH fa B % B9 M 6t B 78 & B0 SLE-
PAH 5 KK K ZE & p- ANCA FTAR K I 1 1 B A

1 ®BBE F &

1.1 — Bk BB BT 2021 4F 1 H—2024 4F
1 H b R R 255 R e AU G 2 BHICIR B9 SLE
SRE R DIEORE 1 429 B BB ANFE & SR Ot
YA E 256 ], Hob SLE H 4 JF PAH ## 64
%l fF & SLE-PAH 41, p-ANCA PH 44 i,
p-ANCABAME: 20 ] ;4% B8 1+ 3 L 51 DE i [R) 399 43 B 9
A& PAH 1 H SLE B % 192 HilfE N SLE-
nonPAH 4,

A B g i L R KRR R B e B2
o At o OF 2 g A B B (/e B 4 5 2021
R165),

ANHARE : BT A B E LG 2012 4F R PELL 3
AR [ R B 4 2 2R U™ 5 2019 47 55 [ KR R
2% /BN AU 975 B B 3 ] 4 o 1 o R bR e L
B e . OHEBR A A HoAh 25 25 41 200 s O HEBR A I
G5 T AR A R M 0 5 O HE B 2 K 0 I 9 L
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A5 WA il I A e 2 A 25 At it DS B0 il 3l fik
1o TR R s O HEBR 92 96 %8 TR 58 B /b ANCA it
ARG W) B dpfe /L 75 0 B IR R SR

1.2 W5k

1.2.1 IR BERERAE 10 568 F FAE B M.
AR i FE L SLE 15 3l A G Il IR ¥R 60 45 - 8 i 31
GBI ZRE MUIE AR CELEE B & A% o0 A i o
R TR 2SR T K== N DI T8 IS
TR MR BB K B2 M 5% L AR
SR HAME2L h IREHE R =05 @ R &R
G LA G B G 1% BT B 2000 PE 43 (SLE Disease
Activity Index 2000, SLEDAT-2K) " 3y %5 555 1% 2h
FERE

122 —fcmsE L s kE ESRH
L B L 20 M DT R % C B 8 FMAR  D-Z R
A [ HE AR TOCIERN p-ANCA RHt ik, i
S5 B0 5 AG 0O W IR BUAA BT SSA HTik . HT RNP
PUAA s i B i A BT () 305 0 — 4R Ak ek R 11 B () 9% A
AR S B0 %E P A AL SCT H A M ARV VT 4t fk
A

1.2.3 M50 K A K il gl bkoss He K Wb v il
B ik s He 12 W AR 9 2 28 1 i B B2 0 24 23 23R 2004
SRR T 012 W AR L B 3 S ISP 200 3 Bk s >
25 mmHg(1 mmHg=0.133 kPa) Pl & iz 3 J5 >
30 mmHg Gl ik 28 i 70 2 B 3 A 0 IR IE S R
AR E R XOL R . 5 PAH 43— 84y
2H .25 mmHg<<Jili 2l fk F& J7 <<40 mmHg N B
PAH 4 ;40 mmHg<figh ik E S7<<70 mmHg N
B PAH 4 ;i sh Bk 3 >70 mmHg & & PAH
M,

P U Bl IR ARG A 4 S . W 3 ik N 42 (pulmonary
artery diameter, PA) . £ .0 i N & (right atrial
diameter, RA) . = [0 % J& & C(interventricular
septum thickness,IVS) . 470> % §if J5 12 /1 72 (right
ventricular diameter,RV) .

13 Gibs g5k B SPSS 27.0 it 2= 4k 4
Bl . A& IR 06 193 & BORSR IS AR A ¢

oz gy, AE IE A A3 A 09 1 & BEORER R AR 5. 34K
PERER ] X KB B Fisher B 0L R I, X5k
PEEAT 2 I £ Logistic [B] 15 43 #7 J) Wi 52 i [ &
P<0.05 H2ZESAHGI¥E L.

2 % ES

2.1 SLE-PAH 41 #1 SLE-nonPAH 4. p-ANCA
FHAEZE A p-ANCA FIPEZ — M ff ol tb i 5 SLE-
nonPAH 41 Ml [, SLE-PAH 414F IR 5, 22 A 4t
THEE X (P<<0.05) . W& 1. X p-ANCA FHE4
A p-ANCA B ZH i ¥ 50 L 4 08 R2 25 AT G231 1L
B.o B ER LGS E X (P>0.05), W
2,
% 1 SLE-PAH &7 SLE-nonPAH 48— % 1& 5L Lk 3%
Table 1 Comparison of general conditions between SLE-PAH
and SLE-nonPAH groups

a3 i 5 B ED Eaiy R
B Lt G+s.8) [MQRLA]
SLE-PAH 41 64 8 56 42.1%15.2 12(106)
SLE-nonPAH 41 192 24 168 37.0+15.0 12(70)
X2/t/Z 1§ 0.012 2,258 0.934
P{H 0.094 0.018 0.350

R 2 p-ANCA PHIEZE 5 p-ANCA FA {4 — A 15 % b 3%
Table 2 Comparison of general conditions between

p-ANCA positive and negative groups

| H A b =)
s bi% &%IJ(%#U G ik
B & (r+s.%)  [MQR). ]
p-ANCA 44 7 37 40.2+15.7 12.0€105.7)
p-ANCA Btk 20 1 19 46.5+13.2 9.0(106.0)
Y2 /t/Z 4 1.496 1.551 0.573
P{f 0.221 0.126 0.567

2.2 SLE-PAH 41 SLEnonPAH #H I JK 4 1iF
Fb#  SLE-nonPAH ZH 4 Ht, SLE-PAH ¥E41H
FEBR I S L R B R LA 2 R
GiitEE L (P<<0.05), W 3,

2.3 SLE-PAH 4 #1 SLE-nonPAH 4 — it S 86 %
KAt 5 SLE-nonPAH 41 .
SLE-PAH #H WBC.N.nSCT-R % & . ACL B ¥ %
B, 25 WA SR X (P<<0.05), W&k 4,

% 3 SLE-PAH 470 SLE-nonPAH 28 % DL Il B 4% 1 bk %
Table 3 Comparison of common clinical features between SLE-PAH and SLE-nonPAH groups

B %)
20 51 BiI%L o R T B 220G Bl RE TR 155 % KT % K
SLE-PAH 4 64 36(56.3) 9(14.1) 2(3.1) 13(20.3) 13(20.3)
SLE-nonPAH 4 192 80(41.7) 18(9.4) 7(3.6) 61(31.8) 38(19.8)
PN 4,120 1.118 0.038 1.748 0.008
P 0.042 0.290 0.845 0.081 0.928
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21 51 Bil% i3 Rt 97 HiEM L & eI icy b
SLE-PAH 4 64 13(20.3) 2(3.1) 21(32.8) 12(18.8) 1(1.6)
SLE-nonPAH % 192 31(16.1) 8(4.2) 29(15.1) 37(19.3) 1€0.5)

pEN(EN 0.585 0.139 9.577 0.008 0.672

P i 0.444 0.710 0.002 0.927 0.412

% 4 SLE-PAH £2#1 SLE-nonPAH A — AR LI E R % FIBIR L
Table 4 Comparison of general laboratory and autoantibody markers between SLE-PAH and SLE-nonPAH groups

a5 - 2 i Ak T EEL 00 g o R e 4 i 4 X 1M 217 A /R
[M(QR), X10°/L] [M(QR),X10°/L] ¥ MQR),*x10°/L] (z£s.g/L) [M(QR), X10°/L]
SLE-PAH #4 64 5.2(5.5) 0.9€0.5) 3.6(4.1) 99.2424.1 155.0(135.5)
SLE-nonPAH 4 192 3.8(2.8) 0.9€0.6) 2.5(2.2) 105.54:23.7 149.5(131.2)
Z/t/ %l 2.380 0.359 2.549 1.829 0.990
P {H 0.017 0.698 0.011 0.069 0.921
a5 . AT TR S C I H MA C3 A& C4 AIEPLEEY) SCT
[M(QR),mm/1 h] [M(QR).mg/L] [M(QR),g/L] [M(QR).g/L]  Frififb Ib{E[M(QR) ]
SLE-PAH £ 64 43.50(57.20) 6.90(10.90) 0.50(0.40) 0.10€0.10) 0.93(0.17)
SLE-nonPAH 4 192 39.00(45.70) 5.00(9.10) 0.50(0.31) 0.10€0.09) 0.89€0.21)
Z/t/% 8 1.205 1.957 0.515 0.051 2.013
P {H 0.228 0.050 0.607 0.960 0.035
a3 i dRVVT #r#Efk HfE D- R K JREE F A YO BEIR VAR YE BT B2-GP1 b A B
[M(QR) ] [M(QR),mg/L] CBIEL, Y6 % 7o) CBIEL Y0
SLE-PAH % 64 1.10€0.18) 0.47€0.75) 33(51.6) 18(28.1) 37(57.8)
SLE-nonPAH 41 192 1.08€0.21) 0.33(0.65) 97(50.5) 30(15.6) 118(61.5)
Z/t/ %Al 0.372 1.652 0.021 4.923 1.098
P14 0.710 0.099 0.885 0.027 0.295
a5 - p-ANCA BH PUEPUAPAYE U dsDNA SURPHYE $T SSA HUiABIYE T RNP HUik B
(B% Y0 B 20 (B 70 CBIE Y0 (BIE 70
SLE-PAH %4 64 44(68.8) 64(100.0) 40(62.5) 40(62.5) 35(54.7)
SLE-nonPAH # 192 121(63.0) 190(99.0) 127(66.1) 128(66.7) 108(56.3)
Z/t/% 8 0.688 0.682 0.281 0.369 0.048
P 1A 0.407 0.412 0.596 0.543 0.827

2.4 SLE-PAH @1 SLEnonPAH @A 031  PAH 4 PARAIVS # i, 2 7 A g1t 2% 2 X
Bl A 45 R 1% 5 SLEnonPAH 4IAHIL,.SLE-  (P<C0.05), W35,
%5 SLE-PAH 47 SLE-nonPAH AEF LFEALHXEELRILE
Table 5 Comparison of right heart-related echocardiographic findings between SLE-PAH and SLE-nonPAH

21 51 % RV ¥ K (BI%, Y0 PALM(QR) ,mm] RACM(QR) ,mm] IVSLM(QR) ,mm]
SLE-PAH 41 64 23(35.9) 26.4(5.0) 36.8(7.0) 9.2(2.0)
SLE-nonPAH 41 192 0(0.0) 22.7(4.0) 31.6(5.0) 8.6(1.0)

X2/Z 14 — 5.600 6.593 2.200

P {H — <<0.001 <<0.001 0.028

25 p-ANCA FHPELLH p-ANCA BIPEA M PAH 8.2 AR EZ R ERIF¥FE X (P>0.05), I
K E e H O i X p-ANCA B P41 ft %6,
p-ANCAFIPEL ) PAH AH GG I N R #4758 11 1
& 6 p-ANCA FATEZAF p-ANCA BAMEA K PAH XS RERLLR
Table 6 Comparison of PAH-related risk factors in p-ANCA positive and negative groups

a1l o rh s P I Bl FiEIL S USRS RN v iR TRIEPLEEY SCT
%L, Vo) CBI%L, Y6 [M(QR), X10°/L] [M(QR).x10°/L] Fr#fEfb LI M(QR) ]
p-ANCA FH 41 44 22(50.0) 15(34.1D 5.22(4.30) 3.43(3.44) 0.93(0.15)
p-ANCA BPE4 20 14(70.0) 6(30.0) 5.23(6.36) 3.71(6.10) 0.93(0.21)
2/ 7 A8 0.166 0.104 0.760 0.406 0.065

P1E 0.683 0.747 0.447 0.685 0.948
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445 1511 %% RV ¥ K (BI% Y0 RALM(QR) ,mm] PALCM(QR) .mm] IVSLM(QR) ,mm]
p-ANCA B4 44 13(29.5) 35.5(9.7) 26(5.0) 9(2)
p-ANCA ]P0 20 10(50.0) 37.0(5.0) 25(6.5) 9(2)

X2/ Z {8 2.499 0.886 0.648 0.489

Py 0.114 0.376 0.517 0.625

2.6 p-ANCA FHMAS5HMEAH M PAH ™ &2 %E
b 5 p-ANCA BAVEZHAH L, p-ANCA BH M 2H it

Logistic 73 7 R v B2 5 05 76 2 B . B il 4.
ACL.WBC.N,nSCT-R 4§ A Z A & Logistic [A] 9

kR EREFEES. ZRARITEEX
(P<<0.05), W7,
% 7 SLE-PAH #E# p-ANCA FAE4E 5 p-ANCA FAIEA K
PAH B2 E L&
Table 7 Comparison of PAH severity between p-ANCA

LU VT b 7 JE N /TN 70 |7 NN o T
Ma %k i SLE [ & I il 3h ik & & 04 2k 57 £ B A
Z(P<<0.05), W% 8,9,

%8 TEMMESR

Table 8 Variable assignment table

positive and negative groups of SLE-PAH patients

” 5 5
&, %) A
219 Bl %k L35y O Gigiy o 3 0 U B <10 4+=0,=104r=1
p-ANCA [HPE4L 44 14 (31.8)  30(68.2) 0€0.0) EL S Btk =0. Btk =1
p-ANCA BiPE4L 20 5(25.0) 7(35.0) 8(8.3) PO B BRI Btk =o0, Btk =1
VA 2.462 7 i
P fii 0.014 & &I PAH &0, F—1

27 SLE &G k@ M2 WK oo
%9 SLEEEZAHIEEENEEE Logistic 47

Table 9 Multivariate Logistic analysis of combined pulmonary arterial hypertension in patients with

B HVEEN 4 i R Wald X2 {§ P g OR f# 95%CI

T 0 G B —0.296 0.378 0.623 0.430 0.742 0.354~1.557
FiEHE —19.238 0.460 1 748.046 <0.001 — —

Lo wE IR bk 18.380 0.000 — — — —

40 it 3 % 0.051 0.065 0.614 0.433 1.052 0.927~1.194

v R 40 A T4 —0.221 0.065 11.618 0.001 0.802 0.706~0.910
WIEPLEEY SCT Ar il He 0.068 0.362 0.035 0.851 1.070 0.527~2.174
5 3 i ISV M R 96 A 06 PAH B4R BE R 25l . R A,

PAH /& SLE &3 % W B 3 ay P Jf & 4k, H
I PR % B TG AE AR B A7 10 g 3 il L 28 18 M A
REA—,WEZSEKR", kA EP SLE Wi
Pl o0 B R SLE BE T PAH B UK AL
5%, SR, BT E K SLE B R
FLEFK B CSTAR ¥4l b SLE-PAH C & 1E45
ZRH YR A SEE PAH M1 2E PAH RO 3T
AR K B B Jf B] BE S BOW M g5 R Bk R 3
SLE-PAH BRI RAFAE A= W) br 25 90 L 5500 & 7
2, AT RE b AR E R T 2 RUIIAR T B0 TS Y
M2,

A0 EFSFEREIIRE PAH 2 W25 1
S bR ED Y H PR AR 5P DL KA TR R B R 5 A B
Wl SR 7z FE R 0 2023 4F WU O J0E G 2 4
W R BRGS0 3h B 45 A A R A
ALFE AL W bR A 0 HL TR ) BE A A 0 il iz 2 S

P RHME AR 28 M 7 0 3l B AR S TC A BT EE A PAH
i #r F B F LG SLE ZE N HAth CTDs-PAH 1
— 22 W, RAS T 5 R BB P 0 Bl R A PP AL SR
iti g ok i P A% L. 45 R R SLE-PAH B 3% U &
PE. AL 1 4R 2 8OR G JF PAH 88 45 1% I
KR TT BEFETE SLE-PAH &2 Wi R L 4,
EE RS T R G 4 BE AR BT 5T U A AL B0
JEED R R 45 IR — 3L, SLE 196 A N kR
PAH #HE5ERBN 1112 PAH B0t E k1.5 48,
WHEEEMSHIE IS, WL ERERE L EE 2
i e s B BCE A0 TR S R A A AT PAH
ORGP TN

R iE SLE B35 & 4 PAH 7E 0.5% ~
17.5% Z [ B A 58 45 5 W% SLE-PAH & 4=
RN 25% (64/258) , 45 22 5 vl fig 5 Fhji% F1 PAH
A2 W A AR G, AR5 B R SLE-PAH &
HAEAE T Z2 10 A M 48 A 3 5 R v s 0 T SRS



- 1154 - I B Bk 4

§545 % 10

PR RIERRIEIE S AT RES 5 T PAH JE L. AL
il 7T BE 5 e 52 A W DRl I R R P A0 R
2T 2 22 PR DR A0 R0 P R TR S0 B0 Jhk A 4 0 2 e R A
A, MM ERESBOME PR A0S 7 L
EREPA C3b B S Z R4 G 8 3 — R PPk
VR R C I IRANY & S R ) L T A s $ 2
e e BE AR C5 B4k ok Cha, 4k I /N W 58 4 I RR
TR A TR o Jmy 350 1 TR B 1t 5 A 2, 5 B0 ZE
MR, Y40, 24 SLE &b T 45 22 % 05 0 R &
B, K e A ) DR B 4 RE S LA T )R T
Wy 0 BRI, E— 25 5 S /N i A8 W 4 R A AE I R
240 100 DO /0N LA 1 S B S WA A e % s I
KA VB IS O i I Y i A RE DT B
TEIX SR /0N I 47 1L 9 AT 30 e 5 R 0 194 242 1l
BEL 734 I, A7 0 = A T 38 s B 3AT 0 D RE T R, 4k
177 B 2 Bk e 3 TRt i e eT L, SLE-PAH
AR Y= S NEASE S e DN N

PO BB PU K Canticardiolipin antibody, ACL)
J& SLE ¥ % WA &SPk Z —, ACL i mTOR
T [ AR 43 0G5 PN R B o RS 8 [ B P
B 20 O T 0 B B 2 A | RS I 2 ik B 0 5 | R i e
JE. BEAEWRSR WoR , PUm AR iR B B AN [m] , & g Ry
PAH 1 X A ], R 9 50 56 ) 0 1gG B ACL &
SLE-PAH Wy @ & .5 1gM 8 ACL F1¥it B2GP1
Piik 5 PAH %A MY Al @
/N SLE-PAH 4 B AR HTEE Y FH 1 F1 ACL FH
FTAE PAH A Z 058 45 R 5 Hr R o o8 45 2R —
. (HEASCERE S I PAH 19 SLE &3 ili il 45
B9 K 7 . Bl L P A AE BT A% BT 1R Cantinuclear
antibody, ANA) .3t ds-DNA Fi ik 2 K2 K 1. %
RERREE A FIAMAE DR, 3R E CSTAR %4 3= W 4t
RNP HiiRFIH SSA/SSB difkfe: SLE 4 PAH Y
ST PR R R Y B K B 2 B SLE-
PAH 44 ¥ & W ANA.HT RNP $T{k . HL SSA it
T Bt dsDNA Hi 0 S5 e ik iy BH MR . R B —J5
I ] fig 2 T AL SUh Bk DT £ /0 5 il 35 B R KSR
FEFEA—ZPE . 5 —J5 i Al g 1 PAH (9 4 25 J7
AT A G, HFERE Ui SLE 5% PAH ME
J PR AAAL B T3 2 4% 5 1 [ S Bk, AT g A T
IR R ELH = 5 Hd,

p-ANCA 1 3 ZE 88 Hi 7 J2 B 8 4201k 4 g . 3 4F
KWt & B, p-ANCA BHE SLE B35, 1 5 L 3R
R P dsDNA P PO /ISR R b 41 2
HHC AR DL R % 0 0% 2 dn ik ) JF s SLE B 3R
p-ANCAFH ¥ $2 78 5 7™ & (1 % 05 06 2h R &,

ANCA FHPE 55 1l 48 4 2 9 146 3l 8 0 ™ = i A ' Ok
PRV . 24 B & R G0 1 B AR E L, Kt
PR 20 M R4 IR P T RSB S ANCA 5 M
N A FEULE R & AP 205 RN H
B G 28 AR AT S T 340 il Il 45 45 45 AE SLE-PAH
14 %2 M R i el R v L 3 SR B T 3 8 47 7
o B 300 R 05 1 2l B R RR R R S B R
{B7 BF 55 h SLE-PAH 4 #14F PAH 4 W &
p-ANCA [P 88 A7 2250, i#f — P ¥ SLE-PAH &
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