Advances in Clinical Medicine IfiJREE2453 &, 2024, 14(4), 1006-1014 Hans X3
Published Online April 2024 in Hans. https://www.hanspub.org/journal/acm
https://doi.org/10.12677/acm.2024.1441119

JLEE MR RIGER Y = R R TR S
1ﬁ1E

ERE, Py

VTN YR AU TR LA S VN
WK 2 B bR BB DU BE Be LR, WL L

Weks HiH: 202443 H17H; FHEM: 20244F4H11H; KA HM: 20244F4H16H

H E

HE: 3 LEAR R R R IERRE R R E W E . 7% BBitESHr20184F1H E2022
FEe HBREMKEWRE L EERTERE S S TEEFFRER. KKEZH5RREREEMRELAE
HAAEBR2158 8 )LERE, BERELEENBAEREETR B LRRRRE S RREZHME. 4
. 2150F2HABH6e7HI, JEBAEMRBETR67H, BAERGFHETRS1H]. 64/81HREEZN: 33
BIREE REVAE(GSD) 2451 AR (WD) 251 R AR RS 5% . 1518 8 - IUTER (NPD). 1
HlAlagilleZF A 4E(ALGS) 1BIHHT MR FF A REHJRBUAE (PFIC) 2459 B8 >k BB A2 AR 8T 1t % (IMLD)
AREBAEACEE R EEEE A REET S, 365IGSDIRARZIA AR K. (RILFE. 4K KR EIRE.
HABHARE; 34FIWDEZFH MIFEHF KR H R 24/ N RETFHE; 2608 RAR S EEA1HINPDI RN
FRRER R RIBER R LA 3BIALGSRIVAAN MR F KRR 2HIPFICRIAE L. FFAEM K.
BEARMETERAR; 20K ERAIMLDIERRILE ZSHIMLDE ES; 14CitrinEH R ZIEIGRR
DUAEY. IEHRRETELA. 30 HRERMEEA SR SRER, WNGSD I Y40 MR T 40 L F 40 i 28
ARG ;s WD F 4018 W A R RAA R s AR AR RS B P 40 A b B A Kup ffer 41 I 36 %2 ;
NPDHIKEZ LN, THRNERERE/ME; ALGSHI/MEEHREZ . &id: JIEBRERBEEFRATTELRE
WBEm, RERAE. EKRKERE. FEWX. RERERBETRIFSEREE REIEKRER, CEEE
HENHAREREN RS LA EPRORHE, BELANREZHBMERS S E/LIER
FUAAE, LW ERE. KiES.. BBELURBEEIT.

XK
BRAGRUHEIR, kAR, AGURE, L&

Clinical Characteristics and Pathological
Diagnostic Value of Inherited Metabolic
Liver Disease in Children

TEIEH .

SCES M VT, bR, JUE AR AR R IR R R A S B2 W EL D). IRR RS HERE, 2024, 14(4):
1006-1014. DOI: 10.12677/acm.2024.1441119


https://www.hanspub.org/journal/acm
https://doi.org/10.12677/acm.2024.1441119
https://doi.org/10.12677/acm.2024.1441119
https://www.hanspub.org/

Yanlei Fan?, Zhongyue Li%*

'Department of Gastroenterology, Children’s Hospital of Chongging Medical University, Chongging
2Department of Pediatrics, The Fourth Affiliated Hospital, School of Medicine, Zhejiang University, Yiwu
Zhejiang

Received: Mar. 17", 2024; accepted: Apr. 11", 2024; published: Apr. 16", 2024

Abstract

Objective: To explore the clinical characteristics and pathological diagnostic value of different in-
herited and metabolic liver diseases in children. Methods: The etiology of 215 children with inhe-
rited metabolic liver disease and histopathological data who underwent ultrasound-guided percu-
taneous liver biopsy in the affiliated Children’s Hospital of Chongqing Medical University from
January 2018 to June 2022 were reviewed, to summarize the clinical characteristics and patholog-
ical diagnostic value of children with inherited metabolic liver disease. Results: Among the 215 cases,
there were 67 cases of unknown diagnosis, 67 cases of non-inherited metabolic liver disease and
81 cases of inherited metabolic liver disease. 64/81 cases of pathological diagnosis: There were 33
cases of glycogen storage diseases (GSD), 24 cases of Wilson'’s disease (WD), 2 cases of lipid meta-
bolic disorders, 1 case of Niemann-Pick disease (NPD), 1 case of Alagille syndrome (ALGS), 1 case
of progressive familial intrahepatic cholestasis (PFIC) and 2 cases of unknown inherited metabolic
liver disease (IMLD). Transaminase in different genetic and metabolic liver diseases increased in
varying degrees. 36 cases of GSD showed hepatomegaly, hypoglycemia, growth retardation and in-
creased lactic acid, 34 cases of WD showed decreased serum ceruloplasmin and elevated 24-hour
urinary copper, 2 cases of lipid metabolism disorder and 1 case of NPD showed hepatomegaly,
hypoglycemia and hyperlipidemia, and 3 cases of ALGS showed different degrees of cholestasis.
PFIC showed yellow staining, hepatomegaly, elevated total bilirubin and bile acid in 2 cases. The
clinical manifestations of 2 cases with unknown etiology of IMLD overlap with various types of
IMLD, and clinical manifestations of yellow staining, cholestasis and hepatosplenomegaly in 1 case
of Citrin protein deficiency. Some liver diseases have characteristic histopathological changes,
such as edge aggregation of plant cell-like hepatocytes and organelles in GSD, occasional changes
of glycogen nuclei and mitochondria in hepatocytes of WD, swelling of hepatocytes with distur-
bance of lipid metabolism and increase of Kupffer cells, a large number of vacuolar structures of
NPD with myeloid bodies in vacuoles, and lack of small bile ducts in ALGS. Conclusion: Children
with hereditary and metabolic liver disease can begin at any age. Elevated transaminase, growth
retardation, hepatosplenomegaly and recurrent cholestasis are common clinical manifestations.
Histological examination of light microscope combined with electron microscope can improve the
detection rate of inherited metabolic liver disease in children, but the final pathological diagnosis
or explanation should be combined with symptoms and signs, laboratory examination, family his-
tory, imaging and genetic analysis.
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1. 5|15

LR AL AR T (inherited metabolic liver disease, IMLD) & —Fh |32 1M 22 RE A AL , 93 5 2 2%
HAREZ, BEAEDNSWIRAE T HOE D, B IR 2IT SR IR THAARIKF 3 &, IMLD 2L
28 L LEE 0, ] A A I U A A 1 525 (897194, 45.88%) 7E J L2 A i 23 14 AHws HH B 2 [1]
1883 4F Paul Ehrlich 7EAE[E 1 R TE GRS, MERER RS, FEREREIRKPER)Z
IEFH[2], BB AR 1 R 1R 4L 2005 B 2% S /s /A R R PR JHF 4 403 55 B A L PR B 2, A Bh e A4k
S AS BT (R T AR ARV T, LA — i R A A st m] D0 T 2 P [3], A AE IR AR Y s B R B AL
T3k 47 M 5 R 1k P4 IV TR FRE (progressive familial intrahepatic cholestasis, PFIC). Alagille % &1L
(Alagille syndrome, ALGS), FFR7 L4 5L 2 FHE (glycogen storage disease, GSD). VA B4 A%, HT4H
i 1 A 1 LT #5784 GSD, RFZHER 469 LT Wilson %% (Wilson disease, WD)%5[4]. [Altk, BAE AR
HIHZ N 4 G IR RRHIE . VR B S Bl BE RIS AT 2R B 12 T o (EAS ) 38 AP JFF i P 1
IRERBAFNHRZRITREA ER, F—BFWREAFREZ LT RIATREAF[5], AT 570 B A7
FE S NI FRIER . GRS FE A A A HR & A U022 PR 215 BB R LI
DRI HEAT 1o, e 25 e 22 W R 8 A AT FFF 9 1) 81 451 £6 ) LI AR 5 S BRAZ BT A4, AR Bl PR = i
SRSV ) T A AR S8 RS 7R S 98 S A 4R 1E
2. RMREFZE
2.1. ARIIR

[ PERT 7T . DAER PREE ALK 2B S ) LE EEBE 2018 4F 1 H & 2022 4 6 A 4T 51 5 T 4 B AT 4 il
G RIS W5 RS AR AR M s HLRL & SO B BORHT) 215 B8 LN AN G B 5T 48 PR R o
KA I L2 R B AR RS 01 2 i A% A (2022) 446 # (BF) 5 (331) 5 -

22. MIRA*

RPN BILRIVER . FEES sk FiRE. SLRERESIR. BERE. HIURNHLEDUIP R
ARG, PR IUAN FIRAR AR AT 1 R A BLS WA {8

23. GtFERE

fF] SPSS25.0 A HEATHAE /e, IR AR (%L £ brifEZ)RoR, i b hiickors, it
R R GIERR, dR ERBCR RS, P <0.05 YONZEFA SiTH AR

3. &R
3.1. PR ZER

215 BifERE LA, T3 125 4], Lotk 90 fl, 554tk 1.39:1, 4% 0.08~17.50 %, ALAERE 5.25 % .
ZEA T B LRPERAVAIE . SEIG =R A, SO s LU0 B R S AG I S5 R B k), 215 il 67 1
RACWIARE], 148 i #)L2 WrBH «

V12 W B PR 50 3 S 8 AR JET o AN AR AR AR I T, e &2 W AR AL AR 67 i, A
FER BRI 26 48 (i 2B BRI %6 35 9. EB JREEPENF 28 7 . EAUMRERTEIN % 4 B, H AR E
PERT 2 1 0. PRSI B PR T 28 1 91) 25 PR T 305 16 (5 AT A frb g Vs 3 4915 A% A Qi P 81 191l
FU45 GSD 36 %, WD MFRIFECIRZAS 1 34 ). ALGS 3 %, JIE A RS 5% 2 . PFIC 2 5], Jé
= - JL525% (Ninemann-Pick disease, NPD) 1 . Citrin 2K (A6 Z % 1 4. KA BT IMLD 2 4.
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Table 1. The basic data of 81 children with inherited metabolic liver disease

1. 81 BB R B LA B LIV E A B

USLPes 1% EiTkis Fie (%) FEIERE I
GSD 36 24/12 2.25 R ARILKE, 2R, AT m, EKKFIRE
WD 34 22/12 8.18+3.89  HEEESE, WEHECAEIC. 24 N RETF G
ALGS 3 211 9.80+5.62 B, MK, HLE. GGT Jtim
PFIC 2 210 1.17/1.50 Y. BEK, BIEAER. HITER. BMEBREE T
Jig B B G 2 0/2 0.42/1.25  JWEMOR, ARMUE, &g
i KA B IBLD 2 2/0 1.00/1.17  EEEETE, BRAVARR, RRRRIE A & KR L
NPD 1 0/1 2.50 RS, AR HIRSE, R B KA
Citrin £ FIB ZAE 1 1/0 0.17 Wy, R, HIThRE, BHARTHE

VE: GSD: BiJF BBV, WD: FFELRIZAR M, ALGS: Alagille ZE&1iE, PRIC: HEATIE S ML A IEH IR AU, IBLD:
WA WHYERR, NPD: B2 - ILTiik.

© (d)

E: (a) PR RAVEAGURE 2RI ARG R, kiR, s, 2
CRAAMBEE” 5 (b) FFEREAR TR SUR B 2R SR8 AR fF R A 1
RARIRTE, (B HRARAAEZ; (c) ARBURUIRAS AT AU B2 R T4 R R gk
s AT PERETAE; (d) Alagille £5 5 AEATFZH SR B2 R : #0104 DXOR W/MEAS

Figure 1. Characteristic histopathological changes of liver (HE x400)
Bl 1. FTAE4ELRERFHFAE I B (HE x400)
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B () AR B 2 EERAR RIS, SMEAIN, Ao dokifk
WA B, NIRRTk () JE = - ULvom i 2H 43 ra i TR LA ot P9 35 K i,
2N AT ILBERE /M A

Figure 2. Electron microscopic findings of liver tissue
2. FFeR4RERSRsRI

36 il GSD LI R BBV ShRe % N, 34 I LFFBER K, 13 614 64 AT~ ol fid 2,
16 BlIEAKKRERG, 5OIARRIZ, WK SR, Ve A LERESE. 36§ S5 LIk AT
ThAg, 34 BN AR R (ALT) R E IR AN (AST) A FIFLE THe, 32 ] p- 2 &t i Ik BE (GG T) T i
23 B MPERRAG, 34 W)L IIME . FLER, 14 Bl T, 26 BIFLER T . 24/36 4] GSD Yt R &I
HARSFM, RIOYIFApK, MRREsGER, RIS, SEWAREE, PAS JLtiekh Bl s
BB, 9 BB R T, BB ML SUR TS T . 25/29 Bl R RILE AR, AT A
UK, AR AR S BRI 2, R HERR, SRS g i 28 i > B RIS, 3 ik
BooNARRE SR, 8RR 2 W . 33/36 B AR ) LI A 2 B R e R I, 45 & FLABIG AR R (0
R A RIS FERERR O, FLERTE A RRERT A AERKKRE G EFE 552 GSD.

34 15 WD &)L KAER VR B = 2 W, A 4 BT B REaE it . 34 BT ohRete &, 26
% ALT. 29 5] AST. 32 %l GGT ANRIFLE T . 33/34 i B ) LA IE i & A FRAE, Ho 21 fil4 5 24
/NI PREF T 7, 9 B AT W, K-F 3. 19/34 45l WD 138538 20 20 BRI N A e i - e A2, 43 D02 IR
YHARAZ, T DM AEMIRE, 8 LSRR A AR SR A A%, e N o I 5 5 WD LA
TEPERDL . 15/22 FIEEEH SR BN LRAA SR (2R R Bk, NI H 5K, 3B ZeRifk i A 43 ), 3
51 EEL 8 AR S e 5 11 B ) LD B e I AT R A 1k o 24734 5] WD 58 LA RAAE 1 JFF IS B, {EL 10724 151 FFF
JE S B B HAARHIEE, (R RARYE HA AR 2 BER (A i R . 24 /NI JRE . K-F ¥R, Skfiil MRI
RDUANEE RN SE) O ifR12 WD, DR VTAil T 52 S0 P sl Al i vF 4% 1T A7 TG A

2 B AR U R e G 1 R LN B B350 AR oK, 1 AR KRR B, 1 BRI K. 2 &
JL ALT. AST. GGT. Ififfg. M2 FEIITHE, 1 6855 e AHERR S A HUER S AR IR AR 578 9k
. 2 BIYIREEHRE, eIz, PR ERR G4 AR, T IR PEAR AR, Kupffer 21 s
%, WFEMZE, L8 XMEgMIZE, F4EH8REL,

1 NPD & JL ALT. AST. GGT. M. ALES =, AAKKERS, HHE%%5E R NPD, Jus
TR, B NIRRT, 2SN LB /MA,

3 ALGS ¥J R K iFAE, ALT. AST. GGT ANFEFEET &, A 2 BlaHaRiFtm, UEEHI RN
F, 3MIME. 2 IR 2 FIAT IR T m, 1 18 DCERINICE X /MBS =, 1 6] g & o
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S, 3B LERR SRR JAGL BRI AR,  FRe 28 45 A HI I IR B R i2

2 ] PFIC LABZ IR JUBRBE G N R I, IR R, AST. SIHLLER (B N F) MR BRI A T s,
ALT. GGT IEH . 1 6 )L aB s T O IMIRIER DL, SRS W= W T %5 PRIC, FIIR4S &
s, UGB, AEERILRTEERER, SRR, REKFMIZE PFIC. 7 1 #]&
JURATHBR R EE, e8P RIUVATFAIMIANE, JERE MR ATP8BL JEFALAL R, 4G RV R
RFEB ML PRIC 1 5,

2 B RIR B IMLD o, 1 A IR KRG IR R, 1 B ERER K. 2] ALT. AST Fti&, 1
%l GGT. MR ZE. % AR =, HLERIVEMIEINEF R MALE R SFE08. TkEd
o FEERGL R BB A, o BS W  W35 75 Sn B AE ACHE e, 45 6 ARG IR SRk, o 1 9158
LA MRANRE I 4E A 2 10 S, SR nT ae, B85 G MR AT 25 R s A& AQHHE R A B 78 4
BRAL, 3 DRRG IHER B09 P R B A48 S (FAS. NFL 2E[H), 55 1 6 LEE RIS GSD 1. &, Silf
RTINS, e 2 5058 A% AU A3 35003 R AN B

1 5] Citrin FFABRZIE AST. GGT. HIHL K. M. FURRHTFE, IR BE5 i AR A HUERAG I 42
7~ Citrin 5B, EERINILE R GWIE, KeHmefe, HERNKI SLC25A13 HH A 5F,
A ) LiEE AR TR A SR R R, A EI B2

3.2. FEIEGRBEFRNEEISE AN

W BRI R LR e 4l K, AHT U &2 W IMLD 1) 81 8L, FFARRTA 5638 M4 4
R, SR EESET AR, WK 2. ££ GSD H, SNBSS R T, ER
Y (X = 16.9, P = 0.003), HEBWiRE T e, 257 LL % (P > 0.05); 344 WD i,
SRS ISR TR BRI, (HESIHEE R (P > 0.05).

Table 2. The main diagnostic methods of inherited metabolic liver diseases (cases)
2. FIEAREHEFRAOEESE AR

] e HL AT iR Ry JEZH L B k)

GSD (n = 36) 24/36 25/29 28/29 3/36

WD (n = 34) 19/34 15/22 18/22 10/34
ALGS (n=23) 1/3 0/1 0/1 213
NPD (n = 1) 0/1 1/1 1n 0/1
PFIC (n=2) 12 1/1 171 12
JRERAR B IMLD (n=2) 212 212 212 0/2
NRFAR B AG (n = 2) 2/2 - - 0/2
Citrin 2 A Z5iE(n = 1) 0/1 - - 11

VE: GSD: BEJFE ZFUE, WD: JHEOREAME, ALGS: Alagille ZE41E, NPD: J8% - UL7ids, PFIC: HEATMES
PRI BB RRRE, IBLD: 18R R .

4. g

BAEARHHE TR A IR R E S, SRR SR =AM R[6], I RIS IAT Bl T4 2 B
(7718, AHEST 215 ] HBESEZ IMLD (18L& 2 81 B2 WA IMLD, 6 8 AR A QI -5 I 12
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FEXF IR e, HA 22 W IMLD 64 1, Je8ii i 49 ], 56 B34S T b AL I 44 1, Jeliok
LW 15 BI7E s T2, BRI 6 B b Bie W, MulK LA R R, RS S
BRI JFF 2 2R A A o] LB ) L AR AR R 12 T R . AR h 3 44 FB L M s B 2 R (a4
PRI V2R R, AH e 28 45 G e R LAt B ) B ik RIS I A PR i BT, 0 IR I 2 RS ke A JC R BR A, 384y
AL A A I B A B R BN RS S L S S S0, ARERIRIS I, R Re4E/ME a7,
BRELHHAG A TFBAE RN BA—C AR,

GSD =M ATAE. WLAEH B4, A7 36 41 GSD LM ATAE, 2 0T 2240 LRI2EES Al
JLE, RIS HAMCRRI, R, SE M m . K. 2K KEEE. AR S, H
W 33 BIFFIELHZR =T s W, 3 BIAHZRZE RS W LA 2 IR e ek A, nRE IR 1e
Wi e, HASRWEERETM, b Pl WM, M=%, B eREa R, B
LTI, A O RO, 2RSS AR I RIS, SRR RIE —3K[8]. BEAHT S iRkIE
[OJHFNESZ 22 1) GSD Rl ARRFAE R MRS . AR, KBS, B RD . BENAEOIESE, Hlk
IR ESMBAN AKAR . ARMURE . FE ORI AR s AR P R IR AE | w5 LR IURE 55 R 4
Xt GSD WM BEFRE, T SR LR AR I PR 5 o ARAE S AR ARSI AT A A2 W, & FF 2 flvE AL . 2
AN AT A2, a0 SR A& AR B BT IR I W F &ORE, K22 GSD Tl R4

AWEFT WD LIRS 8.18 %, 2 WT4EK )L, BEATRE JL 2 A (1 T 34558 13.2
101, R AF- 0 RN 2R R H AN VAR o) 4 25 1 KL g Rs A (R 2R [11] . 34 51 WD B R R ILLA
AT RN, AR AR, Wil i A A A PR 24 /NI R T A, (R I B R
fIRIEAE WD e e tEdabs,  mile IR AR L Dhae 5 8 OF B W AR F e dn i, 781 wD. Aut
FR LI L WD 24 5], FHorh 10 51 R VEAk A 52 SRR BB A i oA % AT A, e S A
ORI AR = . WD BIFFIEZ SRR 2 R AR e, IRWIAR e SO0 AR AN FREfb YY)
AT, FAE N AR R (R Ul AR 2 WD AH DGR I L R B [12] . WD 2 Wit
PREERAVARAE . SEIG R A B85 FFREAL S ABE RS () 40 47 [10] [13], W SR4R%E WD, IR 52
FARAVER A AR e 22, MR ERAT AR, 2 H0R B2 WD 75— 0 45 G Il PR s A sk
WA (AT FERNERRAAERFEE WD BT, 5 IR AT IR [ 4 P R R A I PR =
e — kil WD FHOCFRFR[14], A — 850 SR 2 EMIZ WD J5 f5 VPR IS 2T i, X T R 24
WD BF# R, AVEYT BUFIE R AE 1 25 2 AR I i, AR 208 SHIEAT VR T

AT 2 G FAREFEAS AT 1 41 NPD B LIITER YL, NPD 28 Bl bafg it —F, BEfE:
RIE P2 RIRAERS 1.2 £0.6 [15], SR K I3 1/8000~1/5000 3% =8 4= JL[16] [17]. 3 3575 T = 5 Al
JERERP R, b 2 BIE KR EIRLE, (AN EITR R, RAHAL LSRR ARG IR ZOR
2, HHELZRINEARL, A Cass M kRS AR RF408 . Kupffer 4058 Ik EWE 40 [3]. g
JRAR G R AS B5 o L e PRARRAE A& AR B AR % P P X (o JFE JUE A B b oK) [15] [18], JF IR I TCE
PRI R P A S ) I G 5 281 £ B A i R R D RE B AS [19], FOWi AR B REAT VR J8 , A 5 80™ 5 1R
RIAFIHIET:, WGARSWAERT R, A2 TR ETIRRRI . FESE, REAEYARED . BT R
BT aE, RHEPEMIA SR BT R 2, FA2Wi RG T il SeE S

ARWFFURIL 3 ] ALGS & LI CARHV TR BN BRI, A& R WM 1 2 8 )LA
BRI, 2 44 FF 993 91 JC R el B AR SR B A8 LR 1 2 Ja R MO IE , 3 il ALGS A8 ) L2 FRIAR Il
B3R JAGL JER R AF, JAGL JE[K 245 & ALGS i ILIGIR A . ALGS # WL IR F I N s B R AR HREY T
TAFRR B S8, I BRI Dy /N i (RO AR A B SRR B S, BRSSO TR WL T>6 S H)LE, H
<6 A H I JLE A A 60% K ILIHE B, 1Hi>6 A~ H (11 LE H1 A 95% [20], 12 Wrid i M A i R B (U
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PRV S RV . B EETE . MRS RAGER . RRRINASE) AR, ARt AR
TR AR L SR SR AR DR AR R I S5 255 FIWr, B TR Bk T ALGS F S JHIEATC I ™ B AR

AR 2 5] PRIC EJLEZLEW, CABEAIGIRZRI, I B 2 4 i e, o 1
fiE R 57~ PFICL L. PFIC M ZIG R R IAAT I BB AR, FR T 3 A GGT FAmsh, HAR &R
GGT ¥IEF[21]. A FARE/E 240 LIV TR EUEF, PFIC £ 9%~13% [22], Hi2 Wik 5 LiI&
IRRIL . LI ERA . AR FALGIEVAGSE, FERAR I AT 3E— 00012, nT DOsd 28 ) v At L 3
RT3 0r, DO SR VR A R TRARRE R AT 12 7 J2 3 84 [23] . 1 44 Citrin & sk = RE 22 ) Lk, LDLiE
PR FEERI, FERIOR, A fek il Toss 5tk AR A $E7R Citrin SR BE T ARl Bk a2 .
JH AR I AZ & NICCD B —ANRFAIE, (EASHIF 7t o 28 LI o3 B R IR A e, 230 BH B 6 R DR AR )
JLH R R I I A8, AN REHERR NICCD [24]. Citrin 5 (82 0E (012 W7 2 B T IR G 5. I
B AW SEARNR B 255 2 Tlm R B, BRI AT LR 2 [25]

g b, JLEBARACHME R P AT R R, FE M. KK FEIRSE. MR RERME
(R AR S 2 DRI R R I, T IR A2 5 T s AR AR M T 0 I2 T B (4R 2R, bR s & BB
HHZEAG A ] LB iy ) L B IS AR AU FFE 0 FRO RS HE 3, R A 228 8 B2 W B R 5 45 6 S8 LRI IR ARMAARAIE
LI EMA . KRS AR LR E T .
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