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I WM, EF Ak ¥,x A&k HE TR B RTR,EHF,KEK (400037 P, 4 =&
Kt E B B AR

(HE] HI  SHIRIEE R (lupus nephritis, LN) 5 F 4t A1 20 Jifd i 32 47044 ( antineutrophil
cytoplasmic antibodies, ANCA ) [HE SB35 W IG AR HRHIE R Bi)5 . ik WUBUE 434 2011 - 2013 438
G B R ZE RN AL BI2 1Y) 154 5] LN f5 35 I DR R0 S B s 2 o R PR RR 5 B 3 v & ) 422 e e o vk
I 8 Y5 H Y9 ANCA 4387 ANCA FHPEZE AT ANCA [FIPEZ, FLBSPI 2 A8 38 I A T 2 I R R 3R L S 6
TR B I BB TS B B DL R TS S O 2 R A 25 S &5OR 0 ANCA FHPER LN B3 26 fi
(16.88% ), H.t MPO-ANCA 24 {41 ,PR3-ANCA 2 {4 ; ANCA BA1ER LN 35 128 fi], 26 44 ANCA FHPERY
LN B3, ik 5 G 800 B 4t 1) & A= 56 W I 5 7 ANCA B2 (P {53 %124 0. 007 ,0. 016,
0. 022) s Friz/ IMAPLIR BT OBERRHUIA R & A 28 W] I 5 T ANCA FIPEZL (P {43 5124 0. 001 ,0. 005) ; #b
& C3 KB R AR T ANCA M4 (P =0.034) . ANCA BHPEZ B R B B /INBRER M A8 Ak & A 38 % Al
L 18 PEHE %k ( chronic index, CI) 143 i 2 15 T ANCA B4 (P {E 43520 0. 003 0. 004 0. 013 ) , 1iij
SRR 3 A B A AR B L LS REIRBE UM AR TR 1% B /NS 25 4 % () ot 21 4k A LT 35 %k Cactivity
index , Al) 43 B /INE #5145 (tubular interstitial lesion, TIL) PE4 B8 1% 31 B (SLEDAIL) TE43 W4 41 8] 22 &
TGt L (P >0.05), ANCA FHYE4LIR & (7 PR I B KT ANCA BIPE4L (x° =7.421,P =
0.006) , L [HFET-H 2 F G L (P >0.05) . 4518  ANCA [HPER LN B35 2 b & | F
Wtz DGt O B A0, B s B AT a0 A B R S A, T R AR YT o
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Clinical analysis of lupus nephritis with positive anti-neutrophil cytoplasmic

antibodies
Wang Yuan, Huang Xin, Zhang Jun, Liu Li, Qian Dan, Tang Sha, Zhang Ying, Zhao Jinghong, Huang Yunjian, Zhang
Jingbo ( Department of Nephrology, Xingiao Hospital, Third Military Medical University, Chongqging, 400037, China)

[ Abstract | Objective To investigate the clinicopathological features and outcomes of lupus nephritis
(LN) with being positive to anti-neutrophil cytoplasmic antibodies (ANCA). Methods  Clinical data of 154
patients with LN who underwent renal biopsy in our department from January 2011 to December 2013 were
collected and analyzed retrospectively. According to the results of EUROBIot and indirect immunofluorescence
staining, the patients were divided into 2 groups. ANCA-positive and ANCA-negative. The clinical
manifestations, laboratory examinations results, pathologic features, systemic lupus erythematosus disease
activity index (SLEDAI) and prognosis were compared between ANCA-positive and ANCA-negative groups.
Results Among all the patients presented in this study, there were 26 patients (16.88% ) positive to ANCA
[ including 24 cases positive to myeloperoxidase ( MPO)-ANCA and 2 cases positive to proteinase 3 ( PR3)-
ANCA ], and 128 LN patients negative to ANCA. The incidences of alopecia, oral ulcer, photosensitivity and
skin lesion were obviously higher in the positive group than the negative one (P <0.007, 0.016, 0.022). So
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were the frequencies of being positive to anti-nucleosome antibody and anti-cardiolipin antibody (P <0.001,

0.005). But the level of C3 was significant lower in the former than the latter groups (P =0.034). The

incidence and percentage of glomerular sclerosis and chronic index (CI) were higher in positive group than the

negative group (P <0.003, 0.004, 0.013). There were no significant differences in pathological types,

activity index (Al), tubular interstitial lesion (TIL) , SLEDAI, and severities of crescent formation, vascular

loop necrosis, micro thrombosis, renal tubular atrophy and renal interstitial fibrosis between the 2 groups ( P >

0.05). The mortality showed no significant difference either (P >0.05). The negative conversion rate of

proteinuria was obviously lower in the positive than the negative groups ( Chi square =7.421, P =0.006).

Conclusion

Alopecia, oral ulcer, photosensitivity and skin lesion are more common in LN patients with

positive ANCA. They also have worse renal pathological degree of reversibility and poorly outcomes. So the

patients need to be treated as early as possible.
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2 G5 ME L1 BEAR HE ( systemic lupus erythematosus,
SLE) & —Fhoxi@t: 5k A S agew, il R ke g
AT T RGN 5 3 AT R E) 22 B B B A
TP, R AR R B R SR A
JRHE B R (lupus nephritis ,LN) 47 Hh HRL4H 5 4T
{2 (antineutrophil cytoplasmic antibodies, ANCA ) /E -~ ¥
PRI H BPUAR, 5 R GEM/MILE R (Systemic small
vessel vasculitis,SSV) ZHIH 312, 1 12K BB 1096 15
REH, Fal g RS2 R, 2 FER RS NRE
ROWUER 2D AR, B A —Se i 5T R 7E
SLE g3 41 & 1fiL h TRt ANCA™ ™, . ANCA B
VERY SLE % 5 5 & & LN it sy o, SLE
HE G INNE R, ZEERI B IR R R TEH
B HY 5 I ANCA J5 — 3 20 58 2 0 1 18 1 ik e 4%
PR, IOME DL 33 5 %) B IE 3, {H ANCA 55 SLE [ 3%
e A B2 B ) R DG AT A AE — 58 4+, HL LN fR
A IF ANCA 19 335 18 O w8 AS W B o AR R 5% [l Jast 1 53
HrakBe 154 4] LN 335 il R SO BFERORL, 281 ANCA
5 LN I R ER I G A , 32 m R 28 B iR, DU
Fim IR TR 2%

1 #MEFE

1.1 s ARFH

BB 23 2011 = 2013 4EFEAFHMEREHY 154 4]
LN S8 (1l R SO kL, WOER JB A 1 ) AR 1
SRR | I PR 28 B (4 ThT R 2T B L & i B, TR
A KR ARG 52 B KM SETRL
BEIFFA 1997 436 B XB 2= 81T/ SLE 2
P, I T B IE RIE SN LN HEBR 25 Y AR, A SN
SRR A NE T B M 18R A 25 W) T 3 ANCA i
PEo SLE J 5 1 gl M i PEAL LA = Bl 0 R Ge vk 415
TRIE UG 3 38 2 ( systemic lupus erythematosus disease

activity index,SLEDAT) 35 SLE 3 34 B WrdnifE . ASWF
AR BE B AR R R D1 A e , PASBIE S Sy [l Bt o A, 46
PR A AN BOR B E MR R & E g a1
1.2 B HH

ARG ILHHE A 24 h JRAE FE LMK R
FI LR i R R AMA C3 | 3R L B bk
% ANCA FrOBEARPUASE . I ANCA Fiizdiikik
FATOBEREDUACR FH IR 52 B 70 005 G ) 4 e e Dl ik
oI 0 B A RS A T
1.3 B REymEE A

XA A B AT OB e s
Bikifr. JEHME T AL, &AW, F AT HE
PAS .PASM-Masson } Masson =3¢ {0,, HRIZEue G
B4 1gG IgA \IgM | C3 FLFH R FE A7 . WS 4l
2V /INBRET H ARTE B BRI AL | A5 RE PR AL i A
KB /INE R 240 A AL R AR T S A . R
3 BRH] 2003 4F [ B s 2 25 (ISN) 1 I i 2
223 (PRS)EITHY LN g B4 BIARE . X 5645 i WL
JUE S5 A8 PR TG sl e A R R B TR A A 2
JrikAg o o AT HE, O LTS 348 2L
(activity index, AT) & M35 %% ( chronic index, CI) &
/NEF 4% (tubular interstitial lesion, TIL) PE4r 3R 78, K
FEPESr i 2 L AR RO B L R I T .
1.4 B x%

B ABE G B4 2 R BOR R BA R i NE
Ir. WMEITHE AREM 1 mg/ (kg - d) , Hk,6 ~8 fi)5
B 2 10 me/d 4ERE Bk e 0.5 ~ 1.0 ¢/d,
83 d kb dadT JEg ORIk e R 1 mg/ (kg + d)
W U o 9% R O 58 B B I NG W DK G T
(0.5 ~0.75 g/m” #1481, 5T IR 50 me, 45
RIURK,EHEN6.0~12.0 g); WL EZEHE 1.5 ~
2.0 g/d, FR T REZED 6 A TEAHEZ H 20 mg/ ik,
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BRI K,
1.5 HxzEX

(1) AR : A4 <4 x 10°/L, (2) Ifil /MR
WD I /R < 100 x 10°/L, (3) #RIfL: ML E H <
110 g/L(Zcte) , M40 H <120 ¢/L(H ). (4) 1
JR:RBC >3 4~/HP, (5) F14HHfufR: WBC >5 4~/HP,
(6) IRA T IMLAE : M3 AR <35g/L, (7) IR #E
s 342k 3 > H IR IR E BRI, (8) ANCA 4y
T R AEHTE A3 2 ANCA KR 318 8] 122 G0 058 %€ S K6 ] 43
Sh 3% B ANCA ( cytoplasmic ANCA | cANCA) 4% JE
B ANCA ( pernuclear ANCA , pANCA ) ; A 415 i 556 f 958
W B, i DL SR BT S A 2R L 3 (proteinase 3, PR3) |
a1t E ALY ( myeloperoxidase , MPO ) ; cANCA [ #1471
J5ik PR3, 1 pANCA RSB JE K MPO™ | (9) Al CI
S TIL 53 AL WSS 6 THEHR , A5 B0 ML N K 4R |
LT Y RPERFEA s AN A eSS A0 H 1A 3% W I
T B 4 H-ekEE | 4 R A A] S5 2 M A MR 5
CI WL 4 SHRHR 4G B /N ER AL (19 Be sl 22 3K) (41 4k
PEBT A A BT 4EAC RN /N 2245 ; TIL W% 4 bR
FLAE B/ NS PEIRTE B /INE 2245 | [R) 5T A8 1 A0 B I 1
R EF 4tk Tohe 281530 0 435 i A8 <25% Mz
BE R 143590078 > 25% (H <50% Jyrp B, 32 2 41
WA >50% Ry ERE, PF R 3 43, Hor AL 2.3 T
AU, R AL PSR 0 ~24 43, CLIESE
H 0 ~12 4% TIL FESRE R 0 ~ 12 237,
1.6 it F oM

Bl AR Excel 3,2 ] SPSS 18.0 42 it4k
B IR TRER & =5 2o, I 28 0 A0 Ok
K ARALEC P RN ) [ M(Qp ) 1387, AN 2 IEZS
GIAT RIS, FEA A LR AR SRR 3 .
PRI R FR , AL R LLBCR X R 5

2 HR

2.1 BHAKRTHS

154 {5 LN g3 7 ANCA FHME:A 26 15 (16.88% ) ,
Hir MPO-ANCA 24 {4, PR3-ANCA 2 f§i], 26 {§i] ANCA
PHME RS LN B o A2 % 35 (23 ~51) %, s
4 ), 2otk 22 5 AR 4 (1 ~ 12) A~ H o ANCA B
2R 128 3], R ARNS 36 (24 ~45) % GU4E ST f,
Lok 121 5] Hh e 3(1 ~24) S . ANCA AP S
ANCA B PEPI AL [ ZEPE B (P =0.092) A% (P =
0.516) Jif(P =0.574) /i 22 RIcGiTHE e o
2.2 WBAREIE

ANCA FHYELII A D 7 Dt B B 45t kA
T ANCA B4 (P {E 53 & 0. 007.0. 016,
0.022) , 1fif I HBLLEE L 5599/ W B 48 L & 4 K ik

F M A R R B AL o225+ (P >0.05,% 1)
2.3 FHEFEHFHIEKR

ANCA [HPEZHL#MA C3 K P48 ANCA FHPE 41 B i
FEAR(Z = —2.123,P =0.034) , 2 834 T 4048
A V08 11 AN G 114 s = 1 RN = = =4
H LSRR 24 h JREE 1A € & 1gG 22 5 LS
BX(P>0.05,£2), HEBHUAKI 5 HE, ANCA [H
P YL NMEBUR PO BEIRPUIR M R B 2 & T
ANCA [ PEZH (P {8 4> %1 & 0. 001, 0. 005), Tfij Hit
dsDNA U iR fT bR P & APk . $t Sm Bk 4t
SSA #T Ro-52 .47t SSB . $it UIRNP FH 4 2 9 41 [] 2= 57
Tt X (P >0.05,583),
2.4 BIERETHREDIKHES LR

WAL R TEAN R SR B A 22 R G 2A 0
X (P>0.05), ANCA BHYEZALTE S /NERER A8 10 & A=
R REAL e 1 B = T ANCA BHMEZ (P AE 5 5k
0.003.0.004) . PGZH &5 4 MR BT A AR 2 2 4 e vk
DR AT DERE NN (KR 32 NN 1K A= AN
RGN BT EAEH BRI ER (P>
0. 05, 4 PR 37 A 44 27 4 Zm M M8 A 1A L 27 4% % A
PR FIE A D, R AT e 7081 ) o ANCA FHPEZL CI
{H 5525 F ANCA FAPE4L(Z = -2.477,P=0.013) ;
SLEDAI {§ AT {8 2 TIL {41 [H] 2 R LG 11228 X
(P>0.05), WK1 %4,

A:ANCA MM, o IR /3R & I 4m JeL 42 38 4+ (HE x
400) ;B: ANCA Fa b2, 5T JU B/ sk stk A AL, B 18] i K dm
B kb2 9E (HE x400) ;C: ANCA rab4a, o7 W F sk ¢
bk A AR AR (HE x400) ;D: ANCA Fabk2a, o7 L
R BUM f AR IR 5L (PASM x400)

1 REBRXEESHALRREEL
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F1 MEABFRKRRILEE[# (%) ]
4151 n 11 40 D 2 w /MR MR Jie bR AR B il g THIHBLT3E
ANCA FIFE4] 128  48(37.50% ) 85(66.41% ) 30(23.44%) 113(88.28% ) 45(35.16% )  103(80.47% ) 15(11.72%)
ANCA fAtE#H 26 12(46.15% ) 16(61.54% ) 6(23.08%) 22(84.62%) 11(42.31% )  21(80.77%)  4(15.38%)
N WA 0.681 0.078 0.002 - 0.478 0.001 -
P{a 0.409 0.78 0.968 0.531 0.49 0.972 0.531
4151 no G HOR JiE & H 7 AR Ha s ESTIZIN R K
ANCA BAMEZH 128 9(7.03%) 4(3.13%) 3(2.34%)  15(11.72% ) 14(10.94%)  0(0.00% )  8(6.25% ) 84(65.63% )
ANCA FHMEZH 26 5(19.23%)  5(19.23%)  4(15.38%)  5(19.23%)  3(11.54%) 2(7.69%)  2(7.69%) 15(57.69% )
X B Z (8 ~ - - - - - 0.592
P{E 0.022 0.007 0.016 0.337 1 * 0.677 0.442
— R A Fisher i bott 3541 5 « . B B ARFIHK I RATILE
F2 MABRETRERBELERILBR[M(QR) ]
2R3 n A4IMGTE(I0°/L) i A (10”%/L) IR (10°/L) MLLEA (/L) ML (mm/h)
ANCA (A4 128 4.63(3.47, 6.45) 3.55(2.78, 4.09) 143(102, 199) 100(80, 115) 39.00(20.00, 66.75)
ANCA [APE4H 26 4.43(3.08, 6.41) 3.17(2.48, 3.91) 140(102, 173) 91(75, 113) 51.50(26.50, 79.75)
Z{H -0.417 -1.517 -0.574 -0.953 -1.365
P{E 0.677 0.129 0. 566 0.341 0.172
4153 n M C3 (/L) 1gG(g/L) MFAEMA (/L) MUEF(pmol/L) MUPRAR (umol/L) 24 h JREEFE T (g/24 h)
ANCA 20 128 0.41(0.27, 0.60) 11.70(8.97, 16.53) 26.05(21.90, 33.25) 62.90(46.73, 101.38)  362(283, 454) 1.79(0.86, 3.79)
ANCA [HMEZH 26 0.28(0.18,0.47) 13.45(8.50, 19.20) 26.7(22.8, 32.275) 80.00(50.58, 194.55)  409(299, 507) 2.30(0.76,4.59)
ZAi -2.123 -0.89 -0.273 ~1.457 -1.242 -0.912
PAH 0.034 0.374 0.785 0.145 0.214 0.362
=3 MEAREFEFMEFLRE[#(%)]
. . Pi ds-DNA  Pi/ME  PULBElE  PUBORHA Hi Sm i SSA $i Ro - 52 i SSB $it ULRNP
EARE EARES EARES PEM hifk E/REN E/IRES E/RL E/IRES
ANCA FIPE4]L 128 46(35.94% ) 23(17.97% ) 11(8.59% ) 39(30.47% ) 17(13.28% ) 79(61.72% ) 32(25%) 23(17.97%) 56(43.75% )
ANCA FHPE4L 26 13(50% ) 14(53.84% ) 8(30.77% ) 12(46.15% ) 7(26.92% ) 15(57.69% ) 11(42.31% ) 3(11.54%) 12(46.15%)
AH 1.808 15.239 - 2.4 0.147 3.217 0.051
Pl 0.179 0.001 0.005 0.121 0.133 0.701 0.073 0.571 0.082
— .k A Fisher #boir & k3t
F4 MARFRBRFRERBDELRE
Tt H n 1A (%) ] A (%) ] WA (%) ] IVEI[ (% ) ] VEI[E(%)] M+ VE[HI(%)]
ANCA FfitEeH 128 7(5.47% ) 16(12.50% ) 19(14.84% ) 11(8.59% ) 23(17.99% ) 23(17.99% )
ANCA [HMEZL 26 0(0.00% ) 3(11.54%) 6(23.08%) 4(15.38%) 3(11.54%) 5(19.23%)
X B Z fH — — — — —
P{a * 1 0.379 0.285 0.571 1
SH . IV + VA B /NERER P A L A1 NEERT AR LFAEARET T SRR A ML FERSE
[H(%)]  BEE[H(%) ] [M(QR) ] [#(%) ] RLHI(%) ] [#(%) ] [#(%) ]
ANCA FAEZL 128 29(22.65% ) 32(25.00%) 0(0,28.85%)  19(14.84%) 7(5.47% ) 7(5.47%) 27(21.09% )
ANCA PHPEZL 26 5(19.23% )  14(53.85%) 6.27% (0,12.78%) 3(11.54%) 2(7.69% ) 2(7.69% ) 6(23.08% )
N VAL 0.147 8.584 -2.851 — — — 0.05
P{a 0.701 0.003 0.004 1 0.648 0.648 0.822
T H no PUARTE L B (% ) ] /INEZEA [ 191 % ) ] [RIBET 4EfL[ (% ) ] SLEDAILM(QR) ] AI[LM(QR)] CI[M(QR)] TIL[M(QR) ]
ANCA BIPE4 128 5(3.91%) 30(23.44% ) 24(18.75% ) 12(10,14) 1(0,2) 0(0,1) 1(1,3)
ANCA FYE#H 26 1(3.85%) 6(23.08% ) 8(30.78% ) 3(11.54%) 1(0,3) 1(0,2.5) 1(1,2)
N WA — 0.002 1.896 -1.597 -0.469 -2.477 -0.567
Pl 1 0.968 0.168 0.11 0.639 0.013 0.571
— R A Fisher #ibott k4 5 + M I HAKE KD A
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2.5 WEHR

26 f5i] ANCA BHYEZH S ERED 3 ~30(13.4 £7.8) 4>
HLH 1 s 1 Bl T S IR, 5 B IR
BN (19.2% ) 5128 i) ANCA BAYEZE 3,9 ik
V7,42 119 il 8 F Bl 1 ~39(16.0 £9.4) A4~ , Hrh
ST 4 (2 BIBEF 03,2 FIFE TG ) ,59 fil iR H
ERI1(46. 1% ) o 4 2 3 B U5 I o] SBT3 25 55 T
it (P >0.05) ,{H ANCA BHPEZH IR 3 3 ¥4 B
KU P T ANCA FHPEZH (x° =7.421,P =0.006) ,
3 itig

SLE {8 —Fp 8 AU (1) [ B G2 P B , FR A AR
AR 2 Ry S B B, 29 100 250 Bt
TRFIZENG & A A o I IR SLE 53 % fF Bt ANCA
Uik B, ANCA 5 R Go /N il 4 1) & A= %5 D) A
%, /AL 9 & SLE UL 5 e B AE 2 —  (H
FZE L5, SLE gl Ik & vk i 4 i
WHE R ANA FIHL ds-DNA B 7R 7E 1M B2 Y i A5
IR A UURL, B S B A RS L PN R LI
ERE R A YU, FBORIE MR A M, T
HI ANCA 51580 1ML 45 42 99 28 R B R S5 e & 2 it
B/ INBR I 2 BN SRy R BRI S A ,
B /INER B AN M A HEIRSE B A R R, R H T2
g E AN Y SLE A 38 T ANCA FHP % FF SLE 5
AAV FBLEAER A . 2 SLE 4 3F ANCA FH{E
B T SRR SR A S B SR P RIAYY o A SRR
15% ~20% SLE 835 (/)40 8 I A a] DL 2] ANCA,
HFH % pANCA'™' Al LN 3% ANCA FHPE RN
16.88% , H:rp pANCA 5 92.31% , 5E4MRE"" HA
HHAF

ANCA &Pt e s 20 6 1 B0 A% 200 i Bt 5 v
PR3 MPO ZIZUE A (CG) JAHEF(LY) FLEN
(LF) % H SPiikny SFk. HHET ANCA 5 SLE 1
PRIFHLZ 6] ) Bk R A AE B 241 Pan 267 % 60 45
SLE & KB, 5 IF ANCA PHYE B35 B4 40 v
JEAR IR 98 1 Sz A S s 3 e SLEDAT {7, H
SLE 43 LN /1 ANCA fiy# %45 SLE A H B LN 5.
AU — 301 22 HU LSS R B, ST R IR AR T BT
I AR ) & AR 2R AE ANCA BHE 9 LN 35 v 8 25 7
75, [ ANCA FIEHG G S 2 e B R, &
ifii , Molnar 2™/ 4¢3 ANCA 55 SLE fE i AR R K
TG B B 22 A SR . TR LN A 9F ANCA 5
JUE B 2 BB ST 480 . Nasr 261 31738 7 10 i) LN
A IF ANCA 83, Horb B e 20 D5 Be IR aE SOk i
AN AT o 35 B R B 5 Yu S50 [l Bk 4 A7

T 152 il LN V-G B 3%, R B4 IF ANCA FHAE i
HHE N 2 R RE R, AR L,
ANCA FHEPEZL LN HE B8 % | 10 595 O ad i B 43
Ko Zdgs ANCA [ P20 W) 50 7 25 5 7 T L6 A s 11
4345 SLEDAT (¥ A B 18 22 S B0 1 B0 R, ANCA B
2L 9 /N BR R P T AL R A 2R % AL B )L CL R %
ANCA BIVELLH) 3% 5, T AL (i 545 W18 2% 5%, Ui ]
ANCA 5 LN SB35 5 Em 22 2 e F A e — e )
WEZ o T N2 SRR, B R CRER I 55 514
T e A PERR AR IR IR, T 2R IR B CT (B (8 7+
L, IR AT EE S ANCA BHA: ()90 17 F R 4 i, 5 530
SOV AAL T, MR R T e AT S i kA
FFH T,

KT IREHE A BGYUAS ANCA MM IFR
WA ARFRIEE R . Akt 6T 261 4 LN 1
WL, & ANCA [ B H BT Sm HLIAK 1 K EH
THiE 3 T 53— TUBF S W S 7R 47T ds-DNA Fr ik gk i %
BETED L BRYNEET 566 14 5 BB S K BT ds-
DNA J#T Sm $i ik 5 ANCA B W B R A
FEN 7R ANCA PHIEAHUZ /MABUIAR LB PLIA
FHPE % 0 35 25 T AL, 4T ds-DNA $74 K 40 Sm 4t
PR IRV AG B 25 o BEAEBRSE A HOGT: 5 SLE
BERTISIT I 31 A1 ds-DNA L4k 5t Sm Hrikpy
WY, Hofth B B HUARBF I8 I R AR G671
BURIAR IR, ATRE 30T A RIBFFR 22 5. DR,
PORMASRTT RS 5 T T 280158 S5 A T A, DA T i 32
TH /R L™ X R T AT R B
ANCA B S /NER B A e 51 2 CT (B T7H 5. T
FHOCSC Wk 2 38, Pe O Wl B P A4 5 1l 4 TR 4 G, 78
ANCA AHME MLAF 48 35 P o8 5 th B IR 25, TR
Bk IR 2 A e RN PO RIS A L S
PSR LA A 55 IR G , B JUE T b B0 O 45 ) E 7
FI PR L 0 B s IR A T REAS 4, TS
e AR BATLE LN 49 ANCA Ji5 TR Ik )
R L P D XU 2 v, 8 o L 24 5 1 R
FEAR K D-BRREY WoI , B 25 TALERATT .

SLE BE RPN H ] H B AMA C3 KRR e
AWFFEH, ANCA FHPEZ LN B35 20 1 H #MA €3 7k
VR BRI BB ANCA PR Sl 8. BEAEBF TR &
B, ANCA FISEPEIT S 48 50 5 AMA C3 B2 T 1E 3 %)
HALH , HMATE AL IO 247 ) C3a A1 CSa W) B35 75 T IE
P ERZE Y F2 ] ANCA S o B of ] 00 +h i 32
BREAR AMA C3 AKPREAR, bR & BRR, Y LN
FEEAMA C3 {18 35 T RS, 7625 BRI TS S i R B
TV R I I ANCA 550, LA AE 25T B ik it )
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BARILH

BEAE ST LN 49 ANCA J8 % HiUS i s 50,
AR R IE ANCA FHHER) LN M3 0 T R 8
ANCA BAVER LN 8% W1 B35, HL ANCA S3ETf1a
BRI ZE . AR ST WAL I ST T2 R A W B G i 2
S, 2% J8 O 1 4 3, HL ANCAL B 41 19 TR
BRI B AL T ANCA FIVELL, #2275 4% ANCA
B A JC I 3 A 1 R R (R Bl TN AR
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