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Abstract

The most frequent cause of glomerular hematuria and a major contributor to end-stage nephro-
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pathy (ESRD) is IgA nephropathy (IgAN). The expression level of IgA1l containing galactose defi-
ciency is increased, and it is recognized by corresponding antibodies to form immune complexes,
which induce mesangial proliferative glomerular damage during mesangial deposition, which is
the key factor in the pathogenesis of IgAN. Anatomic pathological analysis of renal biopsies is es-
sential for the diagnosis of organs, however, the invasive nature of renal biopsies and their limita-
tions in assessing disease progression has created a pressing need for trustworthy noninvasive
biomarkers that might be used in clinical practice. This article reviews recent research advances
in biomarkers, including complement proteins, cytokines, and nucleic acids, that are relevant to the
diagnostic and prognostic roles of IgAN, providing new ideas for diagnosing and managing IgAN.
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1. 1gA B5%

IgA B2 — e i B E 12 W 448K, DA IgA B 1gA TR 1 S 56 A R R o B PE B0k
VRGO T B /NER R B IX BB 20 10 B 51— AR B PR AW B AR [1] [2] [3]. MR Ldw s AR 2 R B
VAR I PR BB AR, P AEAN[RIRR B B8R PR S 20 S8 mT DA L™ 3 vy I s B W T Re A 4,
FESLE IE 10 SFAEA7 508 57%~91% [4]. HImRRIZHE, JLFls 1A B /ERE R IGKRAE. B
Al IgAN BRIZHOH T A A B, 0 BRI AR R E R Bt A2 . Bam il g AR MR . &
PRI AR BT T A AR S AE A A, AR RE LR B AN —[5] [6] IR LRI AT AL A 45 i R 5 429

piLl

BRI B 22 0 B R T 1gAN RIS 38 00 2L, RTD P A B A A 6 1 HAE TPl 2t ey
JRIFRTE[7]. Tk, FIHEARA Y Aldlss . FERAA SRR R I AR Sk IgAN 42
RERE. R T RITRCRIAERVEEVAREY, Ty 1gAN (2, Bom sk EATUS T, 1677 RCR
PSRN, REE, J7E . HERAITTIL[8] [9]. A LA TILARE IgAN 2 WA UG 1 AR5
ARREY), BiEAMAEE . IR T ERSEEINT TR, Ty IgAN B2 Ra2 i 1R B 10 B

2. 1gA BiRE & HEE
2.1 METHFR

A RIFFLR I IgAN fe—Fh 25 H . ZRRPEME IR, A 2202 “HEE”
UL L FTR) . JEIR A FUBEEREA K 19AL (Gd-1gAL) RIE K FHm(GE— BT ), ket 3 S Piikin
B —HEATHE), TEHH Gd-1gAL F1 119G H S PR BRINIEIF e = EV(CE =) Hp—quE g s
PIoTRE B e b, T 5 B R M0, S5 R AE AR 5, e P ECE B (R VY 4T 8) [10] [11] (Wl 1)

a2 IR E = 1gAL (Gd-1gAL) (T o5 —)# ke M B B Buik (3T =) IRBIE RGeS &9, Wi
Gd-1gA1-19G TEIF e -5 WA1 Gd-1gA1-Scd89 JEIF i H &M (T di =) . Horh — 4 e & SRR
e, IS BCRBEROE, R RIS, R4 PR S (ETE ). MBL: BEEER.
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2.2. 7 - 'BHHH

RS BT RE 1gAN KA FE EH U], A - B HIILE QL ABBOESCRAAER), BB fEyE
BRREaSE, Z5ENEFZRBEIREL, FiR2 e A m Wk 1gA (SIgA)ERS 1gA Fm A
FEAPTEANTT 2 B R [12] [13]0 58T (10— TUBE AN HERHF 0 S e 3 o J R 5 A1 M 2 A P T 92> 1gA
B SR AR ERAEIA RIS, 57 AR Gd-1gAL B AL RTINS B A6 .

Gd-IgAl 7L \ ‘ A vEpUA TR ]

A 4 A 4

Gd-IgAl-IgGIHFR g8 Gd-IgAl-sCD89 ¥
B A SCD9
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Figure 1. Pathogenesis of IgA nephropathy
1. 1gA ‘BRI & TR HLH

2.3. #MFiRE

[, 72 1gAN BRI AL, AR AT BALKIAEAE . 78 IgAN FEAS FEA A BLAMA R S 8 42 /)
BRI, XU W AMA SR 422 20 1gAN AR HLAR Y, b il 5% (72 78 55 B MBL 1842 14] .
I BB AN BRAMAR AR BT 7 AL D UARY 5 0 7™ R P L R AFAE I 2R [15] [16]. I — PG HE S 19AN LS
o3BT 7R, WERESE SR B /NER CAd TURERIT R, 1gAN S VE R IN 8 PR BE U7 IE) £ 1 PR DA S
FAEDEHER W RGN, I B /N ERDE IS 2% (eGFR) B HR 2 R A s S R R B iy . A JTHE . CBb-9
DURARR P 5 Joy ek 1 /N BRAE A P2 P SR AP AE TE AR DG [17], Ui B 1gAN B3 SR R MA SBS 142 2 AN TT LA 2y 8
TERBAR I, (HR Rk E a8V R AR ERBIEAME AL A+ 2 1B .

3. IgAN S HTE X ERE

FRUE B ISR & B A 12 Wi 1 b, (EARE ST (R , VA T e 35 i SR R
(P B AE AR e D AT AR, AT RIX S /INER S 28 i 2 BT . YR 97 FR BT SciR A de eE 8t . RIS
Wr IgAN A= Pnbs EX 2.

3.1 FF T A 1gAL (Gd-1gAL) i Gd-1gAL ik

Gd-1gAL 2P0 K AE AN — 3R, Gd-1gAL AU 05 IR &, 2 1gAN [— M2 IBiE
Fro Hastings % AR HL, IgAN B2 M5 Gd-1gAL B 5 {8 B S S AR B /N BRI 0 B2, sl
FRUBE RIS S 43 731 63% 71 93%,  FH 4 NI Ay 96% [18]. Barchi 25 AW FTIESE 59E IgA B /INERE I
A X REZEAH LG, IgAN B3 BTG Gd-1gAL K, HA R RIEMES K i mE[19]. thit, —
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LWAEYIREY A FEEH KIE
Gd-TgAl K. miE  IgAN BEIME Gd-IgAl BESTFREREFHME/NRERNRA Hastings % [18]
I Gd-IgAl $fk R Gd-IgAl KESHLURENT™EREHERX Yusuke & [20]
&  7EIgAN BEH, H5M G5 gAl BESMASHEHS, Suzuki % [23]
AENEHR5EARNTEREER
e Mm3E  let-7b F1 miR-148bAUC 4 0.82, Sernio % [24]
I 5REHR 0.19 (REBUEN T6%, FFMHEH 75%)
PRI miR-146a Fl miR-155 SEFHIERFIERZE~EREHEX Wang 4 [25]
PR miR-150, miR-204, miR-431 F1 miR-55 T X 4> IgAN 2BE 5F ¥ BA Szeto % [26]
WMEAEXRMR  ME  IgAN BEMME C3 KFREIK Karakahar £ [28]
mi& IgAN ZHH9 IgA/ C3 LE R EES TIE [sAN 4 Gong % [27]
Toll B =k mi& [gAN B2EMIMEPT UBESFRIEHN TLRI Yoyk %[31.32]
&  TLR7T EATF AN BEMNBHRFSRIE, HESEERHBERX Zheng % [33]
mi& TLR4 5 TgAl FREH IgAl IFEEMMKFF X Liu % [34]

Figure 2. Diagnostic biomarker

2. BETE RS

T PHEA BRI 75 R 1gAN B 1 JR Gd-1gAL /KT &3 i Tt B2l H 5 4 U5 B 2 2 400 7™ LA
FERASC[20]. HHTE B MLE KM55 Gd-1gAL 7KF- T w5 H 2V B2 i IgAN AHOC, nlfE MR Rt e 52 R 1
IgAN 12 W FHEPE VP4l (1) A= W0 ds &4 [21]

IgAL 73¥ O-SRHEA - L LRI 2 1gAN BN 222 —. Chen 58 A\AE 35 NI St &I,
i e N ZH 1V VR R 22 1) O-WE K & B, T IgAN 4 rh MV IR & B IR 10 O-WlE Ik & B i, —H A7 AE
W25, SRR O-FEAK T RESZ IAN AEWhn £, (H & Z0F SR AR & 0N HGUs M R S M 15
BB 5E[22].

ZEATEFEU S, B EHITH RN Gd-1gAL IR 2 GalNAC FBUEE X 1) SR BERr 5 1% 19G 5
IgAL H & #iiA . Suzuki 25 N B dot-blot Z¥ A5 5E 1T Gd-1gAL FLiA, iZAGM 572 AE % DL 88% 4% 7 £ AT 95%
() RABUE R 1gAN B 5 FEG IR AL IX 20 PR, R 1gAN B I i iz it i oK F T s 5 8 A PR A 23]

3.2. #ER3k

MicroRNAs (miRNA) &3/ RNA P15, REAE R s /K- BT 3L R R0k, IR 2 5 g A K P T
TR AL, DA WS R A AR 2R B[ 24] [25] [26].  MLVBORT R Y miIRNA EA%iEsE S 5
IgAN R4 JE, 7E IgAN W FERE/ER . 75— el itk E BRiT 74, Sernio 25 AALI T 1gAN &
A e N S REA TR B R miRNA (let-7b F1 miR-148b)I#iE, 45 R /R IXPifh miRNA 4 & H AW
SN E, 762X E TAERHME(ROC) 260 HT ., AUC 5 0.82, IIRFME N 0.19 (REUE N 76%, FF
YN 75%) . %45 BAERAEBA S HFHEAT TIRIE, AUC N 0.78. [AIk, let-7b F1 miR-148b /& i21¥r 1gAN
[PV TERR E[27]. Wang 55 NBF TR I IgAN B35 JRIEH miR-146a A miR-155 fIA/K- A& F i, H
VAR 50 e R R 2H 41 2 7 B R P AR 9 [28] . S — TR FEAESE miR-150. miR-204. miR-431 A1l
miR-55 1] [X 4} IgAN £ 5IEH XYL, 75 ROC MiZk /4 AUC ¥ E, HF miR-204AUC #iim
(0.976), IfkFEE T 1.70 FALRS, J& miR-204 2K IgAN SR AIEE 74420 B4 100%11 55.5%, ik
T 0.34 F A7 AU AR 423 A 90.9% 100% [29]. PRlt, miRNA fJ6EEA RIFHIZ K 1gAN (1)
W1, AR — 45 B PRERIE o

3.3. #M&ER
IgAN B i A S e SOt BB L —AMA T 15 1gA FE BN IRYI, Bl C3 & &, MLIHAMA
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AP EAE AL W T BT 7. A4S 757 44 IgAN %A1 338 44 9F IgAN B# IHF 7+, 1gAN
I IgA/C3 thE B HEFTIE IgAN 41, X5 IgAN 5 A B /INERPE R I B 42 Wik E79[30]. 55— T
WU, 53E 1gAN B /NERE R B AL, 1gAN B & LS C3 /KPR, JF5 IgA/C3 R B B R
A R[31] .

3.4. Toll ¥4k

Toll FE5Z 48 (TLRs) 2 Je R ey 324k, TLR BI/EHNLEIZE T HXEAS SR /1, 38— Pk T
PR H 55 T 3K (pathogen-associated molecular patterns, PAMPS) FIA, - 171 55 — A U3 T % A4 & 40
{51173 (danger-associated molecular patterns, DAMPs) 1 &I[32] [33]. H ATHIEF 7R B, Toll FE3Z4(TLR) AT
DI S 2P T NERBE R IR A, EEan 1gA B ST 0 DA R S o 4k R i s, H AT R I ZEH 10 Fil
FAI TLR 3244, /N 3 Fh2BA I TLR 24k . —TICEE T 2762 1] IgAN J5 151 Fl 5803 43 % AN )
2 T4 5k DR 2H DG IR 9T (GWAS) R B, TLRO IS0 R LA S 2 1gA G ik B AT -5 3505 1 1k e [34],
R RAE /N RSB 2 T LR EIf, Yoyk 25 NRIL—J7 T TLRO #ih 2 8o /s BRI 40 i Fn A 2K
Gd-1gAL =4, Rt ] DL 58 5 5 B AR (APRIL) R LA 35 6 (IL-6) =48, T APRIL 1 1L-6 )7
A SRR Gd-1gAL 774, TR E 45 35 RS MR DB PR [35] s AT IIE AR VIR I Bk 14 1) 19AN B35 1)
M3 A7 AT LA EE 5 i 23k 1 Toll #£324& 9mRNA (TLRIMRNA) [36]. #2& ALEA A HE4> B IgAN
BFEPORI, TLR7 AT IgAN BE M E I &ERE, I HS5 5B et aEoe[37). xSRI, 5
R RAAARLE, IgAN 35 TLR4 5 1gAL IR AT IgAL FIBEEAL KA G, (HRABIE, X2&mit
IgAN &35 D) 6k 1) e W A LR RO AR DR PR 20 AT, X AULSF- s 23R FRATT, Bk -TLR-1gAN Z [AIAZ1ES AN AT
BRI R [38] -

gibpid, RECHAFRIBAENEDREYEZE 1gAN FERIN A, B4 H TN RISk
R, A 2 Pibs S A IEAT A TR TR 2 A SR 1) OV B A

4. 1IgAN Eimit B AT EX RS
4.1. ¥MEIBBER

SRR 2 P FTAESE, #MATA T B A TE 1gAN FIRR AL R E EZA/ER . IgAN B3 B A 205+
A RIL C3. C4. %Rz (properdin). H Z&HELE A HAE R (MBL) TR . X S AMA TR i o $MA 55 B0S
BEM MBL 8225 7T 1gAN kA K IE, A 3.

4.1.1. ERIER

IgAN 5 /INek C3 YA 32 B2 thAMAIE T 55 B A2 0E 51 RS 1 . — TR XS 136 44 IgAN F 38 1 [a] il
PEWTFCIESE C3 WA B2 A B 2 1 R K T80, eGFR B, B AEm FR M0 28 ™ B, 1) Jot 4 1tk 40 B i)
W%, L0 Cox BEAH AR, BmREE N T /NER C3 YA ILIE LB £ 1 A2 A B 1) Bk S 7
MEFEF[39]. 5N C4 PUR B G C4 KPiE, HHE B EFRIKEHEHEI, FiE /R
FME CA YIBE IgAN B3 FilfE A R O TN R K [40]. T A MR R, WA 712 4 1gAN
BE AT RIBERT TS, HE—2B 500 C3IC4 LLAE T 1gAN B ATESS = AN E, 25 8B B iER 1) C3/C4
EARLAE TN AN R SIS R B 45 = 5 T AR T 5 1037 C3 8] C4 KSR R B —F6 kR, & IgAN B B ELE
(ISR A ST TR FE AR [41] o #MATEF H (FH)Z 8 5 $ A S5 B A 0s #MA C3 1B ZE i R 7, MR+
H FHOCE F(FHR) AT e 4 Va5t FH 5 C3b 456 i3G5 C3 YA W58 &I, 1IgAN H FHR-5 7KFFt &,
B E K FHR-5 55K eGFR, il LA 2 ™ ) Oxford-T 1 Oxford-C ¥£43 4 5<[42]. tt4h, FHR-1 7K
“FA FHR-1/FH 7E IgAN 3t IR 3t e, vl A2 PR 1IgAN FAMACTR 5 7K T [43] .
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HRETEREY A FERI KR
WMEEA mEF BBk C3 AR MBS AL R E S AR U A F R% [30]
mEF  BNERRE C4 IRRE [gAN BETUE A RARIFUNE R % [37]
MmEF &S FHR-5 58K eGFR, UK ™EH Oxford-T F Oxford-C iF4H % % [39]
MjE  FHR-17KFEFFHR-1/FH 7£ IgAN RS E hRIA S Tortajada % [40]
PR MBL ZEE/NRAMARESSEE/NRNEMN TR, E™EEAR  MBL 2 BE [42]
(<100ng/m)F1Z 7K FHY MBL (>3540ng/m) &2 IgAN B4 FAR RV E E
KIM-1 R BEMKIM-1 Rk 5 AN BERBHBMERARERNEET X Moresco % [43]
NGAL Rk S5ENENIRGRERERX TR AN BEERERE Bolignano % [44]
IL-6 Mm% IL-6 REF Gd-IgAl MR EF S FEBYIERE Groza %[45)
R BIL-6KFHNEEBARRE™E Dohi % [46]
IL-7 miE 17 RETHRSENEZR/RRAECINRENEREREX B [48]
IL-18 & IgAN BHEMNME IL-18 KEEBEFS, SREAHSHEE. E. eGFR B&4Hx AXB [49]
MCP-1 Rk MR IgAN BERTESE . ERRNEETERE, TR NS FEER Torres % [50]
TGFp1 Rk R MCP-1 Rk, MR AETHTH HanS'Y % [51]
EGF R EGF 5ERAEMLENERX, TR AL BINTUNIRE Alfons % [52]
[EARES m#E  'Z4E4 6 miR-146a 5 miR-155 5B EREE2IFHEE, F% [25]
5 GFR 2118%, miR-155 RiEKF 5§\ RFEHEERRX
m3 miR-146b-5p, miR-150-5p F1 miR-155-5p 5B 4k R X, Pawluczyk % [54)
T miR-135a-5p 5F R KB FERE X<
M3 miR-21 F1 miR-205 o] A{EIT(E IgAN B/NVE B RIRA B ETEIREY 2% (55]
PR miR-196a it T TGF-p 24k II(TGFRR2) T E A 4LVt fR 24%(55]

Figure 3. Progress and prognostic markers

E 3. #EREFERESY

4.1.2. MBL i&#&

MBL #MABEIETE 1IgAN FIEFAFTES 1. XI55 AR 131 44 IgAN BE R0 R B, B /NER MBL ST
IgAN 35 B VA s I B P B A 2 1 R . B ThRE T R i A A KPR HL s i T B R R, i
B MBL TR AT RE/Z IgAN T i) B B4 22 Tt 4R b [44] . — T H A 78 K I MBL SRIA T 1IgAN 5 H
B R ERAE DIRe s . A, 55 NNE 7 749 44 1gAN 835 A1 219 44 4@ Foxt L MBL %14
IKF, RIL1gAN 1 MBL 7K~F5 B HESS & 2 [ A7 7R JE 2R 145G, MBL #f = (<100 ng/mL) i & 7K ) MBL
(>3540 ng/mL)#/2 IgAN B ELSE RAS R fER A 2, 138 R A2 BT Ok gL AT I R AL T a0, T a3
AL JREE P, BT H A LA B g [45]

Brabai A5 s A Ah, Hofh s B S B0 7 1-1 (KIM-1) A eb Pk 20 i B 35 Bl A 5C fI 52z 3 e E
(NGAL) B2 Ay BRIV AR AL VIbR A . KIM-1 J&—Fl L ZYES EORE R 11, 7EEE 5 R AE L B H AR ek
BANME N AEMEFF, R KIM-1REE R, B KIM-1 %15 IgAN B35 5t R AUV A B 25
JREIRER R, Kk, KIM-1 77688 IgAN F2 B AT 3R 145G & P15 B [46]. NGAL J& T i iis 3 &
HKE, B/NES 2 SEORBUKEE &, SRR NGAL ZK-FF = alfE )y 1gAN &35 Bt g
ERSD HIWETEAEWbs EXI[4T]-

4.2. mpaREF

B AR 7 AR S R A PR R A AR K R, e AT 2 AR B A DT, oI 3 B R o R
JRAIF=AE . VA B2 (L) A2 e 2 A R IR AR BV FH R L IR 7, 76 IgAN (R A KRB iR E AR H .
IL-6 & —FhZ AN T, fEVFZ KA B B e e R FE EEE A . WRF0RIL, 1gAN 5 IL-6 I
HWETH A Gd-1gAL I B T i A7 5 [48] [49] [50]. M2 AR IR, 1gAN B M3 1L-7 B3 A%, IL-7
FTIE N5 5 /NG Y18 R AT e R Z 0 B RS /A G, S 4 RoR IL-7 7R /NS F A id &
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i, JFiE mTORI {55 0] B MR ER 3 B i B /N b AN S 2 A 2T Al . XL R 3RWT, IL-7
AR T 1gAN 2R HER A AR EW[51]. AZSATFRIL IgAN &1 i 1L-18 K-F &3 Tt
o, 5 R E B HEME (r = 0.494, P = 0.002), Scr (r = 0.61, P < 0.001) 1 eGFR (r = —0.598, P < 0.001) & # #H % .
Cox Z3 Mgt — A UESE ML 1L-18 7K~ B JIE 19U 20 52 750l 48 47 (8 = 1.98, P = 0.003) [52].

PRI S PR A0 B R TR e SR IgAN IZHZ 7840, BTG S IESE /. BEARF SRR, R
HHERRZ AN ML R -1 (MCP-1) B T IgAN (B0 20 BE 8 1 PRORIVE I o508 () 7 R, mI s T
B WEAE A7 26 [53] . — T 7L o, TGFAL A1 MCP-1 71 = £ 1 JRFIMIK eGFR 9 IgAN R Hh 3R s 1,
[F TGFAL Refi I MCP-1 ik, MCP-1 /K- 581697 97 JOH 5 [64]. 3 % A KK+ (EGF) & —F
XoF 4 53 A R P A 22 G F L B AN R S R AR I BT, TR M U e XU ) 1 Y 45 BIIE SE[52]
Alfons 2 \ll5E T 58 4 IgAN 3% R+ IL-6. EGF. MCP-1 1 TGFA1 7K, IL-6. TGFA1 Al MCP-1
5 RIEAE B AN ERAEAG RN B R AP 4 R A 6, EGF S R4F4Eb AR 55— Tt Fu R, St
TBALHIEL, 1gAN 1R MCP-1 1 IL-6 /KT Z& b, 1 EGF HEMR D> . BEV7 45 B % W R EGF /K
SP i 5 E B T R R B, BEAIC 0.05 pa/mg FRIVIEF KT 0] LAIX 43 i3k e At e 25 . R EGF /K F-1] R
ST B DhRe 4 R 1) AR A [55]

4.3. ¥ZER3E

B I D) 5 41 A K 22 R AR S 1 A e 0, 2 T 5 U 90 ) B B AR, T FEUE S miRNA 7R
IgAN ‘B[]l AR 4 fbd FE i S Rk . 5% NTE NIRRT B ) o £ 4 A AL o i 3 miR-29 3838 T 1,
FFANE S SIS R B F-a (HIF-a)RWKE, #E—PIRIERIR, IgAN B35 925 M [a] ot - 4EA 0 RS 5 20
Ji Z3 J5 FE [R(TPML AT COL2AL) /K F i IE EE, miR-29¢ FT#E ) 341 TPM1 F1 COL2AL MiliiR e 4F 4tk
[56]. EANKHL IgAN B FH 4 d miR-146a 5 miR-155 Rk B m T IEH @B R4, —HRLS
RERIEE RIEMX, 5 GFR 24HI5%, miR-155 Fik/K 5 B 18] i 41 4tk B IE A 55[28]. 4 — Tk T
WIS R 1gAN EHE miRNA RIEHHE 5 54 R IR 45 RAH G 4 s R 2 8O B i, e
miR-146b-5p, miR-150-5p 1 miR-155-5p 5B 4 4EAk gk R AH G, 1fi miR-135a-5p 54 R il J& KUK PR A
%o Hrh miR-150-5p 5k XA et i 25 U], ROC b £RHehy Hh 5 IgAN 3 J& 3 Ak e 2 1 (X 29 34
H(AUC: 0.8), FFZELE S ] i 7 4E 40 DX bk A (32 252 T 40M0) =95, miR-150-5p 1] fe & 5 41 4k
TLHITELEDIREN T, (E TN IgAN 3 A 45 55 EE Ih RE 571

PN T 52 44 1gAN i3 Al 25 A fERE R miRNA %15, 1gAN 411K miR-34a. miR-205
Al mMiR-155 &3 FAK, {H miR-21 /K- F & FXHHE4l. ROC &7~ miR-205 < 0.125 A1 miR-21 > 0.891 nJ LAIX
53 B BB /N S AR 8] JoT T AN B RN B /N 1A L A AL R . DR, miR-21 R0 miR-205 AT A
PEVPAL IgAN B /NEF 8] 540 4 FRVE FE TG A5 &4 . R miR-196a 3 BL7E B ik Rk, Jdid Nl TGF-B
A N (TGFAR2)TE B 21 4 Ak )33k Ji& Hh R FE A A FH 58]

BRI AEYIRR EYDTE 1gAN BER AT o E 7 2 B ORI, REAS RIS, Bl U7 B )5
5 = BRAE BAB1RD FAth B /N R o R . RTINS, X TR I R Z A 2, B RTUTEGR T eGFR HIFEAIS
HAPRE AW BRRE . ARRATI TR T 2 (A T80 — AR SR B LE 12 WoR Pl 5 A R 1R
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