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[ ZE)EH . HEERZE (Urea) JUEF (creatinine , Creat) JJEHIZE C(cystatin C, CysC) AE5E/INERIE L K (estimated glomeru—
lar filtration rate,eGFR. 55 c—aGFR) FIAMALL 7> 1q(component 1q, Clq) BriMAEIRIEE B % (lupus nephritis, LN ) 12 W7 H1 4 1

WA, Fik 2EH 2017 4F 3 A & 2017 4F 12 A 7E40 FHTH 0 EBEFLIZ I R G ML BE R (systemic lupus erythematous, SLE) £

H I 560 ], ook R JIEE A 339 B (SLE 41), LN 15 3 18 & 150 {9 (LNA 41) , LN AE3G s 71 4 (LNL4L), 554

360 FREAMAYE XTI (HC 20) , I E i Urea ,Creat , Urea/Creat ,CysC #1 Clq K IR eGFR 5 ¢—aGFR, AN PR IX
SEFRERXS LN IS RE . S5 5R & MGHRIREAS 2 Z R A Geit2# 25 5 (4 P=0.000) , Spearman FHIOCPESMT iR, Clq S5 Creat
(r=0.046,P=0.160) ,Urea (r=0.011,P=0.748) ,Urea/Creat (r=-0.011, P=0.743) LA i1 4 5¢ , 5 CysC(r=-0.183,P=0.000) .eGFR
(r=-0.183,P=0.000) Fl c—aGFR (r=-0.075,P=0.023) i 7L # 3¢ ; CysC 5 Urea(r=0.309,P=0.000) F1 Creat(r=0.382,P=0.000) i 1E4H

*, 5 ¢-aGFR(r=-0.430, P=0.000) i1 #1% , 55 Urea/Creat(r=0.003,P=0.927) AR, 321k 3 TAERFIE AT ZE (receiver operating
characteristic curve, ROC) 73T 7R , 2 WA HE bR B0 LN A2 Wi BE (area under curve, AUC) LA eGFR,(0.891)CysC (0.890)

R, HIF MR J9: C1q(0.804)  Urea(0.660) . Urea/Creat(0.630) .c—aGFR(0.547) 1 Creat(0.501) , C1q+CysC+c—aGFR B2 46

RIATA B RS WERE (AUC=0.962) , HEURE N 89.3% RN 93.1%, Y1=0.824 , HEANKL I AR , ARESE IS ERE , &1t

M, LA CysC 3% eGFRee XF LN 2 RR IR, Uk Clq, BEAKLILL Clq +CysCHe—aGFR =IO Al , 250 H T 4835

FIE, Clq+CysC BEA R AL T IR ZIAH L T H AR IIZ ML RE
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Laboratory diagnosis of lupus nephritis by complement component 1q

and cystatin C
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[ Abstract]Objective : To investigate the value of serum urea(Urea) ,creatinine ( Creat) , cystatin C (CysC),estimated glomerular filtra—
tion rate (eGFRc and ¢—aGFR),and complement component 1q(Clq) in the diagnosis of lupus nephritis(LN). Methods : A total of
560 patients with systemic lupus erythematous(SLE) who were admitted to our hospital from March to December,2017 were enrolled
as subjects. In those patients,339 had the kidney uninvolved (SLE group), 150 active LN(LNA group),and 71 inactive LN (LNI
group). Additionally,360 healthy individuals were used as controls (HC group). Serum levels of Urea,Creat,Urea/Creat, CysC,and
Clq were measured. eGFR(, and c—aGFR were calculated to evaluate the diagnostic performance of these indices for LN. Results

There was a significant difference in each index between these groups(all P=0.000). Spearman correlation analysis showed that Clq

was not correlated with Creat, Urea,or Urea/Creat(r=0.046,P=0.160;r=0.011,P=0.748 ;r=-0.011,P=0.743) ,but negatively correlated
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with CysC,eGFR¢,and ¢c—aGFR (r=-0.183,P=0.000;r=—0.183,
P=0.000;r=-0.075,P=0.023). CysC was positively correlated
with Urea and Creat (r=0.309,P=0.000;r=0.382,P=0.000),
negatively correlated with c—aGFR (r=-0.430,P=0.000) , but not
correlated with Urea/Creat (r=0.003,P=0.927). The analysis of
the diagnostic performance of individual index for LN by re—

ceiver operating characteristic curve revealed that eGFR and
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CysC had the largest area under the curve (AUC=0.891,0.890),followed by Clq,Urea, Urea/Creat,c—aGFR,and Creat(AUC=0.804,

0.660,0.630,0.547,0.501 ). The maximum diagnostic performance was achieved by combined measurement of Clq,CysC,and c—
aGFR,with a sensitivity of 89.3% and a specificity of 93.1%(AUC=0.962,Y1=0.824). The diagnostic performance was not further im—

proved by increasing the number of indices. Conclusion : For the diagnosis of LN by a single index, CysC or eGFR has the best

diagnostic performance,followed by Clq. For the diagnosis by multiple indices,Clq,CysC,and c—aGFR are the optimal combination.

Combined measurement of C1q and CysC is a more economic approach without comprising the optimal diagnostic performance.

[Key words Jlupus nephritis ; complement component 1q;cystatin C;estimated glomerular filtration rate ; creatinine

ARG PELLBEARHE (systemic lupus erythematous,
SLE) & A B /10 | LAk S 0E hy 58 HH R
AITRIE PELS AR E U . U B ISR T I PR AR
e "B 4 (lupus nephritis, LN) , FLilf PR32 814 25
PR MPR GERIIR )Y 2= B IIRE R , LN /& SLE 5%
) —R I AAE , AR, 50% A R SLE 8%
Rt 2 BB A2 22, B B LW, 9T 220
S Wt ARG YT, oI LAGRIP LN AR5 5
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FHESPEAT LN 85 B DI REAY 0L TE 8RO A= ) hmak
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BEVUAR, BUAMALL 73 C3b, Bt Clq PR %, IR RE
Ao S B LN AR 3 U A S sl BEECER OO0, o 192
AR TTRER, A JEVAL, B /NBR IE 3 K (glomerular
filtration rate, GFR) 2 PEM B TIREM) FZ &K MIE
A5 A BFEF A 2 C(ceystatin C, CysC) K il 15
H 9 £ 5 GFR (estimated GFR,eGFR) AJ & 3 3t &
DIUEFE ST e GFR BT ASRE A BB ik U, AR
TR R 73T CysC i eGFR 512, I8 M
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VeI AR BT O BEBE 2017 4F 3 2 2017 48 12 AW0A
1112 MAERE SLE 3 560 1, 5 50 6], % 510 9], 4R 13~
82(39.0 £ 12.9) % , AR 4 H & B ALK 1 48 1/ULET L (urinary
albumin creatinine ratio, UACR) =30 mg/g Cr J| B7 H: 15 T iiE

A, AR SR R IR Hal SLE BE 339 il (SLE 41),
B 24 B 4 315 ) AR 13~82(38.9 £ 12.5) % ; L MRS
PRV ST S 150 1 (LNA 4), 5 15 4, 22 135 44, 4F
1% 14~74(38.9 +13.0) % ; R T RAETE S B E 71 41
(LNL4H), 55 1149, % 60 1], 4F-#% 13~80(40.2 £ 143) %, 53
Wit AT L35 T T 0 5 00 8 2 RV 3 A S5 A 000 1 8 ) R A Gy
& 360 PIVE MR IE (HC 241), 8 173 ], % 187 fil, 45 1%
11~85(47.3 +14.6)% ,

PAFRAE : D SLE 2 Wik 3l 1999 455 1 KRR 44 4
(American College of Rheumatology , ACR) H#EX#HRIES, I35 21
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O HA, 41 [ B G e PR | 08 AL G R 2k By
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TR s w R FBL A B A B i 4 S o S
73R AN | A 3 A P U A BT i, L M A
AR IE AL TAERORES . PRIUEF IR AR IR A
T g i P L g CTETHHES BioSystems A25 s e = B
FE AT EIE
123 eGFR M DIA U AT R B HE T CysC i
BYIE A E AR eGFR J7 FEHTHE eGFRg:

eGFR.=78.64 x CysC

LSS A v A0 B TR TR 2 R (modlification of diet in
renal disease, MDRD) /7 #2551 c—aGFR ;

c—aGFR=175 x Cr' 2 x %017 % 0.79 (L tk)
1.3 GitF ot

K SPSS 19.0 #4TGEHMT, MedCale 151, ¥ Jexi Bt
NREEFEAT A S 0 28 5 AR IE S MR I X IE 20 A B i %
RHLAIEL = BRUEZE (x £ 5)FR, ZHH A LB IR 205 225
Bro AEER AR FOR U A M(Pys, Prs) 28, 24
If] 22 53 2R I 22 A4~ 3 S BE AR 1 Kruskal -Wallis H A 20K
6, 20 18] L BR ) Kruskal-Wallis H AGI6- V-3 7k 22 5 He A 1
KMo HT ARS8 Spearman Keus: . =% Logistic [l )35
WA R ST AE | 1 52 10 TAERHE 12K (receiver operating
characteristic curve, ROC)PEM BAA TR 22 A8 bR - IR 2 W
LN #1ERE, FH Delong 4556504 HH 28 T T A (area under curve,
AUC)Z 225+, Kii/kifE =0.05,

2 # R

2.1 PrULRIEARA M 25 R 5 5 At oL

2 AREAR Kolmogorov—Smirnov 1E 25 PEAS I , HC 2H A %%
TGS FRI 2 TE A0 (2=0.891~1.357 , P >0.05) , SLE 2H Urea
Creat Urea/Creat fll CysC ARIEZS 434 (¥ P<0.05) {02 P-
PR A0, HARFRAR (3 P>0.05) 2 IEE 2,
LNA £H/LNI £H (% Creat Fl1 CysC SEARIEZS/M (34 P<0.05) , £
P-P B U, A AR B S i, AR e bR 2 A1 (35 P>
0.05), LNI #H Urea(z=1.002, P=0.268) & 1E 255345 , {H4: P-P
PG5 R I A0 A

FR A i I S PRG54 2R | Urea (y*=64.541, P=0.000) ,
Creat (x?=110.492, P=0.000) I CysC (x*=272.811,P=0.000) %

JHZ AT REA Y Kruskal-Wallis JEZ 506 56 2047 , H4s4s
FrR AN 2 AVONA #6384 A4 1R 22 39 Goit2i 7 X
(¥ P=0.000), .35 1, ZH LR TR, LNA 4145045
Tt HC 441 SLE 41925 5 B Geit 2% 2 3L (35 P<0.05) ;SLE
415 LNA 4 48, 6 h5 Clq.eGFRe. Fl c—aGFR &AL, CysC
W LNA 205 LNI 40 1Y Urea (2=2.286, P=0.133) il Creat
(2=1.158,P=1.000) 22 55 Jo 45 3127 & 3, {HIX WG 2H 1] 19 CysC
(2=2.408, P=0.016) Fil C1q(LSD-1=3.989,P<0.001) A 4 it:#
#5%, INI 415 SLE #0119 Urea/Creat H.{H (1LSD-1=0.712, P=
0.477) F1 C1q(LSD==0.320, P=0.749) [ 2% R TG i1 & X,
HAFRIrE R IR G X (3 P<0.05) ,LNI ZHF1 HC 4111
Creat (z=1.697 ,P=0.538) Fl c—aGFR (LSD-1=0.607, P=0.544)
P22 BTG, R 1,
22 FTULERIS ARG AR KA ST

2% Spearman HIIE/HTEE R B8, Clq 5 Creat(r=0.046,
P=0.160) ,Urea(r=0.011,P=0.748 ) .Urea/Creat (r=—0.011, P=
0.743) KM, 5 CysC (r=-0.183,P=0.000) ,eGFRe.c(r=
-0.183,P=0.000) fil c—aGFR (r=—0.075,P=0.023) i 1 #H 5 ;
CysC 5 Urea(7=0.309, P=0.000) il Creat(r=0.382, P=0.000) A%,
IEMK, 5 c-aGFR (r=—0.430,P=0.000) J& 1 41 % , 55 Urea/
Creat (r=0.003,P=0.927) RN A1K, eGFRy 5 Creat B 671 AH G
(r=—0.381,P=0.000)
2.3 FTULISIEARY BT LN M4k

FH ROC IS HT T 25 SR bRl (18] 1, 3% 2) FIE S
(B 1,38 3)KmH2 W LN (PERE . £ S8R BT LN
P BE L eGFRG.(AUC=0.891)8] CysC(AUC=0.890) K
K, HIGMw A . Clq. UreaUrea/Creat ,c—aGFR Fll Creat
CysC/eGFR, 5 HARIE RIS WM RE 22 R A Gt X
(34 P<0.05) , RIBASIAGIA , LA CysC 2% eGFRe. FIIZ IR
Syt LUK Clq, 2 MEHRIRIEA X LN 2 Wik Rel 5
A Clq+Urea+CysC+c—aGFR+Creat(AUC=0.970) N ,
2 WA Clg+Urea(AUC=0.667) A F ik (8 3) ; BRAM Urea+
CysC+c—aGFR =IIBEA 4N (2=1.967,P=0.043) , 5 TiIBA 46
5 4 TS A4 3 WU R M2 WPk RE T4 125 25 7+
(3 P>0.05);C1q+CysC+c—aGFR =B A PEAE R T Clg+
CysC BEA I (2=3.52,P=0.000) . A 0L, BEA A L) Clq+
CysC+c—aGFR =0 240

F1 ZXEFMUEIERIMBKERITEE

MEEFEAR HCZH (n=360)  SLEZH (n=339) LNA4 (n=150) LNI (n=71) Fix* {8 P
Urea(mmol/L) 515+ 1.13 4.88 + 1.69 6.22(4.61,891)*  529(4.01,7.01)* 64.541 0.000
Creat (pmol/L) 64.7 £12.61 55.0+£11.52°  62.5(51.6,81.6)"  59.7(58.6,743)"  110.492 0.000
Urea/Creat 0.08 £0.02 0.09 £ 0.03" 0.10 £ 0.04* 0.09 + 0.03 13.362 0.000
CysC(mg/L) 0.78 £0.13 0.93 +0.22° 122(0.98,1.66)*  1.01(0.86,1.30)* 272811 0.000
EGFR[ml/(min-1.73 m?)] 101.9 £ 16.59 88.3 +17.21° 68.7 +24.22" 76.60 + 19.96™ 150.306 0.000
c-aGFR[mL/(min-1.73 m?)] 120.3 +24.43 140.7 £ 37.97* 114.9 + 45.35" 123.10 = 40.37" 31.518 0.000
Clq(mg/L) 17630 £25.52  161.32 £32.14° 148.26 + 34.64" 159.83 = 34.61* 47.816 0.000

a5 HC 4 HUELE, P<0.05;b: 5 SLE 4 Hu#s, P<0.05;5¢: 55 LN 2 Hegs, P<0.05
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= real Ly . memes
i TR i Clg+Urea
(= 1 1 1 1 1 (0)] = AR (A NP T VY T | T SO V0|
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A. S AEFR IS K B. HIEFRI A 12 W
100 100 |
80 80
8 i
gj 60 60 1
B I
™ [
40 40 H
I < Clq+CysC+Urea+Creat
— g}quEYSC*C‘HSFFFl: 3 +c-aGFR
I +Urea+c—a! = = 3
wH C13+Urea+CysC 20 = = “Clg+UreasCreatte-aGFR
""" Urea+CysC+c—aGFR i ====Clq+Urea+CysC+c—aGFR
[] 7v essesey Urea+Creat+CysC+c—aGFR
0 T PSP IS (AT | 0 1 1 1 ! !
40 60 80 100 0 20 40 60 80 100
100-455HE (%) 100-45 5 (%)
C. IR A2 D. ZWHEIREE G2 W
1 FWEIEAREM / BEEISHT LN B ROC 247
F2 BWIERBEMISHT LN BEae
pUE S izt 7 AUC (95%CI ) ZIP g ¢ Cutoff V Se( %) Sp (%) Y1 ZIP{E"
Creat 0.501 (0.457~0.546 ) 0.044/0.965 66.50 61.3 433 0.047 9.039/0.000
c—aGFR 0.547 (0.502~0.590 ) 1.441/0.150 78.85 22.0 98.3 0.203 12.327/0.000
Urea/Creat 0.630(0.587~0.672 ) 4.356/0.000 0.09 58.7 67.2 0.259 7.239/0.000
Urea 0.660(0.617~0.701 ) 5.229/0.000 6.41 473 86.1 0.334 7.707/0.000
Clq 0.804 (0.766~0.837 ) 12.651/0.000 147.00 60.7 89.7 0.503 2.939/<0.05
CysC 0.890 ( 0.860~0.916 ) 21.301/0.000 1.00 73.3 96.7 0.700 -
eGIR . 0.891(0.861~0.917 ) 21.389/0.000 77.89 73.3 96.9 0.703 -

TFra Z PN AUC BIGEHHR b Z P NS eGFR HLEZIAI A2 5

34t it

HUEHE R SLE [ &3 R %R I 8l
K SR e R B TR I Bk
RN RS2, BRI ™ &, e,

LNt P8 P A ) EE 2 PRI (EL: A7 5C LN
A2 W KR 15 R, R 2202 AR AR o Al il
(Y, S PRBEAT B IS 2 JLF B 48 g 24 ik
AT TS, FLIUD Ay i PR S 56 2 2 B AN REE R
BN H R, BAR F IR R AR ZAE O
A bR H IO A AR A PR &, HA 2R
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*3 BURIEFRBCAISHT LN HylEae

pUEZSE 7 AUC (95%CI ) ZIP{E Se (%) Sp( %) YI ZIP{E "
Clq + Urea 0.667 (0.624~0.707 ) 5.489/0.000 51.3 81.7 0.330 10.339/0.000
Clq +c—-aGFR 0.809 (0.773~0.843 ) 13.126/0.000 62.0 89.4 0.514 7.298/0.000
Clq +Creat 0.812(0.776~0.845 ) 13.132/0.000 58.7 94.2 0.528 7.099/0.000
Clq + CysC 0.933(0.908~0.953 ) 29.461/0.000 84.0 91.4 0.754 4.115/0.000
Clq + Urea+ c—aGFR 0.847(0.812~0.877 ) 15.926/0.000 73.3 83.6 0.569 6.400/0.000
Clq + Urea +CysC 0.934(0.908~0.954 ) 29.367/0.000 83.3 92.5 0.758 4.091/0.000
Urea+CysC+c—aGFR 0.950(0.927~0.967 ) 39.050/0.000 87.3 92.8 0.801 1.967/0.043
Clq +CysC+c —aGFR 0.962(0.942~0.977 ) 45.572/0.000 89.3 93.1 0.824 1.607/0.343
Urea +CysC+c—aGFR+Creat 0.957(0.936~0.973 ) 44.222/0.000 90.0 92.5 0.825 1.784/0.074
Clq + Urea +CysC+c—aGFR 0.963(0.943~0.978 ) 44.682/0.000 89.3 93.1 0.824 1.591/0.352
C1q+CysC+c—aGFR+Creat 0.968 (0.949~0.982 ) 49.373/0.000 94.7 90.3 0.849 0.841/0.400
Clq + Urea +CysC+c—aGFR+Creat 0.970(0.951~0.983 ) 47.957/0.000 92.0 93.3 0.853 -

Hra. Z P{EN AUC G5 b: Z PAE SRR Clq + Urea +CysC+c—aGFR+Creat HLAH] (122 57

IE, It 5 A RE IR ZAE AN B EHZ ]
WMNIERE . R 2 REFREIZ T LN Y SC S0 24545
A LLR SLE 8825 & AR B 054 n] 5 i S2 86 % 12
Wk . A, A SOOI & BRI B B REFR AR Clg
1 CysCleGFR ., LA M ARGE T B DI REVEAN 1 52 B
FEIEHR Creat .c—aGFR Fl Urea 7Ei2Wr LN PERE I JF
GRS

JULEFFT Urea J2 4% e H] T B T REVE M 19 52 56
FHEbR, JLHIE Creat 52 2036 2 BK B K #il 5 20 21
(Kidney Disease: Improving Global Outcomes, KID-
GO) Z P AT FE PRl N B S AR DG ZH A T AT
SR PR HCAS ] 3 B 1) 22 b DR 2R 1 S, 323X Creat X
B D RE ARG 1 A AR A B IS 5 4, A
FEXT SLE 8 B HREZ 10 Y S0 S P 4 R o
ARSI Creat A1 Urea, DA S 3k FLM 52 25 S fr 4k
1517 c—aGFR 1 Urea/Creat 715848, TEAZH IR 151 1 1)
LB R R (AUC:0.501~0.660) . AS2H 321K &
i BCRT R R T AR A SRR 3 4 2R Creat 11
Urea Z5 R 58 4 JC 5 0] - PR ENTE L Creat 11
Urea K200 ] T 2EAG 5 D RE B4 05 i il A HAS 2
BT .

FMA Clq ZAMARLS; C1 19— AT H 18
L IREELH N, 720200 460 kD HYRE A A0,
Clq BEVUAIPUIR L AMAZS &5, 52856
WG AL IS 2 AMA R AR . R 25K
B, Clq 5 SLE WK K EFVIFE, LT Clqg
AR B = 1A AR AT 2 K R SLE, ARBIFSE
SR P GR35 5 L i | 600 7 A8 3 1L P A

Clq 7K, B LNA 4185 Clq /KB AR T HA
ZAH , LNI 415 SLE 4/ E KA, (B IR HC
K-, FBH Clq /K5 LN B936 shAR A 56 A5G
ST R Clq 5 Creat TEHTHAAHIC, B4R c-aGFR
il CysC I TMITE 5 eGFRy,. S IEAIAHA A
RN, FR AR AMA C1g ACHRR T RE N LN 2k
SR RER  ROC 14530 R N AMA Clq gk
ZWr LN 191458 (AUC=0.804) , 4% Creat/c—aGFR 5,
BA BRI S (89.7%) ., BLHAINTE Clq /KF,
AEAE— EFERE b M LN £ B D RE 6 45 1 7™
FEIE  JF 5 LN WIS s A — o OCHK

I C S — Bl h 7 A% A0 i 22 35 50 W 1R AR 43
TABHLE B, K E e, rZ TN R &
EETR I, B AN R R MLTE Creat B 451 /1N
BRUEII ARG, A FE X SLE BAF MG CysC 7K
55 T e A SRR AT & B, 13 CysC K5 R
F 28 F JH A GFR FEAR Y B35 A0 OGS 1Y CysC
JEFE/R SLE WG R B I REA 20 K prali . A
FEWAESE, CysCleGF R, fE2WT SLE &% B T2
WAL T Creat/c—aGFR, 7EFrWLELHE bR, Hoph
S W SLE B U fig A2 45 5 4 g R s (AUC=0.890/
0.891) , {H2  WF5E & BRACIHE W0 | FUIRBR DD e S 5
S B S AT R R Y252 CysC 17>
AR (EO AL, PRIE, S AT CysC K-t H:
AR,

ARG BRI S —Fh A B G D RE P A
P, R BB ZRELHE ., BIELZ 8RN
WIOLIASE LN &2 53 SLE & RAILT- 1 2
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IERAE . R, T SLE FE B IHAEIRDL , X HEZZ LN
BHME RO EEE, SR, SLE & H S D)
B 2%, BAR R I —28 [ B e MpURAEAE  (AXT
PEM B DO RE L0 T 2 e = 2 08 s R IS AL
DRI, A 2 2 Hh 2 HR PRI B R o] BEXT I R 1297
A RO SR AR SO T IRERFEFR Urea ,Creat ,c—
aGFR ,CysC/eGFR Ml Clq #E4T T BCA R PEA
OB T RS R T AXH2 T LN gbERE . R
M Clq 5 HAFE AR K G |, B8 4 I M 2 5 %f
LN fJi2WEfE, Hr Clq.CysC Fl c—aGFR =J0iEk
AR BT A 8 B 2 Wit fE (AUC=0.962) , 7RIt
SIS A I 1 FE At 22 L B ARSI HE B B AT Ay
P AUCE, (HIFASRE I i oG SL 5 i Wb e
Clq 5 CysC PRIRIGE AR, A2 Wi RE B 5 e K
IR (AUC=0.933) (HA5H B UF N 2 e A B A
Rt RIS 21 45 B KIS W BEAH T (0 45

B WEA 493 10 S 58 == I PRI WG, TEie [ B [ P 4
ML F IR, BT HER TR PRI S Creat, {H FH:
S PR 28 22 RIS R A0 ), 5 380 299 R A
CysC YEMANFEE T 2013 4E5 A KDIGO $574 , {HIH:
Il R R FHA ELATIME LAAS 21— 26 L AN AT . Clg fE
ST &I B B R bR 2 AR . AL ]
[IRIFSE 26 B | 1 B bRt 7.2 W7 B 451405 1) 16 32 40
AN (R Y1=0.700) . R, BEA R ] BEA 2 LN
WA PR, B4R I SLE Bt Z
FHPE, BT MR R > ARSI R
XA AWEG AN, JEEeigE i, A RS2 K At
K E I LAVEAS & T ADBT & B Dh e b SR
[P 5) LN A ais Wit gE
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