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ZHERF (PLD ) J&—Fp 35 U0 st AL M, AT DA ST B9 o v 1 O o e (00 AR Sk 1k 22 20 VB R 3 e (e A i
ML R M AEREREAIR . PLD MBOR SE I DL ML E 22 288, mARZ2W T, Btk 52 HE5]
EEERINVE R E REH K, PLD RIWEAEMNZ KAFNER M, KEZH PLD #& TR, e DHUER
T, A R P RS AR AN DRI K T 8 R A U 4 T R PRI 2 S B, PRI SR, R,
9 R R A AR, DA S I A T S, IS KR A . CT B0 MRI AT RUHY B2 Wr PLD, 7EC 5K B
MR T, R ECE: >20 EFRTT LU PLD B2 W, 5 T BEA T R 23 A U] AT DA S JR) 2 18T #8477 PLD /912
Wi - B EL AR 43 28 o 0 T AEBEAE IR B9 PLD B, ARG E B2 B DL ROR AR TR A R[], il 3k
BEARTIMIRIT I % HE T PLD MIRY7 £ 25 M AWRYT SAVEHARYY . FEZWIRIT R, Mk
BAERIMZE MY, WL sh Ve S a1 . RERSAUINER . AN R 2 Z RSP0 R 5 B W e
JrReds, (B EATH 2N R IR TG IR ACE A K I R 2, AR Fh 2 25 W7 55 i2E— 25 o T A 5%
DA i e A Ve A sk o 8 0 I ANRHIA 7 T B A 45 2 o 2 e S RE AR IR YT . S I I B R TR |
ZFE NI ER | FUIBRARFAFAEAS, Hh, HBMEEME T UAREM AR, FEEZNE,
PEAESRIG R b PLD (1297 A A R0, &5 X H i PLD I RI2YT B9k R B0 DL K 45 1R 97 7 Ze I
PR ISEFH 047 77 1 10 AT A, RIS H AT PLD I AR 2T IR 00 i AR LA K45 5 | R Sk AT B f 2 T 17
Iy MR BT AE BEIT RO A g B A, @A T A LGB R PLD B2y AR LMIE S
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Abstract

Polycystic liver disease (PLD) is a rare inherited disorder that can exist independently, or as an accompanying
symptom of autosomal dominant polycystic kidney disease and autosomal recessive polycystic kidney disease.
The pathogenic genes and associated mechanisms of PLD are complex and diverse, which are still not completely
clear, and are now considered to be associated with the developmental abnormalities of the bile ducts caused
by various factors. PLD is characterized by multiple scattered liver cysts, which cause no symptoms in majority
of cases, but will cause symptoms in some cases such as abdominal distention, tachypnea, esophageal reflux,
abdominal pain and back pain as cysts grow in size and number, and thereby affect the quality of life. The use of

ultrasound, CT or magnetic MRI can help to diagnose PLD. Among patients with no family history, the diagnosis
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of PLD can be made when the number of hepatic cysts exceeds 20. Furthermore, if genetic analysis is available,
PLD can be diagnosed at the genetic level and classified. For symptomatic PLD patients, different treatment
schemes can be selected according to the different general conditions and the ranges affected by the lesions. The
treatments of PLD mainly include the pharmacotherapy and surgical intervention. For pharmacotherapy, studies
have shown that somatostatin analogues, mammalian target of rapamycin, ursodeoxycholic acid, vasopressin 2
receptor antagonists have potentially therapeutic capacity, however currently only the somatostatin analogues
are widely accepted and used in clinical practice, while the others need further researches to validate the safety
and effectiveness. The commonly used surgical intervention includes cyst aspiration and sclerosis, fenestration,
transcatheter arterial embolization, hepatic resection, and liver transplantation, in which liver transplantation
is the only method of radical treatment. However, it should be noted that there is no breakthrough in diagnosis
and treatment of PLD at percent. In this article, the authors address the progress of clinical diagnosis and
treatment of PLD and comprehensive information of clinical application of the treatments in order to deepen the
understanding of the current clinical diagnosis and treatment of PLD and guide the future direction. In addition,

the diagnosis and treatment process according to the experience of our medical center are provided for reference.
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Z P/ (polycystic liver disease, PLD) J&
— b5 LAY BB AR PR, W OE S T I SR T
Z RN, H>204". PLDIE AT IR N K7 £
PEMF (isolated polycystic liver disease, PCLD)
MhoSr A7 A, Lal DUAE O WG 60k 1k 2
(autosomal dominant polycystic kidney disease,
ADPKD ) F# g R EZ EH (autosomal
recessive polycystic kidney disease, ARPKD ) HJ
FEBESEIR . PLD, PKDH 2 b (92 sLAL ) 1 5 &
e, DI S5 IEAE b R 20 M 5K PR AT B A8 b 2T
TUfeh B A A A K, BRI R g
YRR ERP . LHPLDEE MR IE T 58K
AR H e, WA H N 2o A K
ZHRPLD B JOHEAR /DB R 98 R A IR 3
Jo B2 B ORI AR R, AT 2 ) A 35 o
T, HEON FPLDIIRYT %4 R 25 Wiayy ™ b
FHAYF® HEi FPLDIIAYT LR HAMEHA T I
/D JFF R A B A 2 e bk o 1, SRTATBE A5 £ X PLD
KR LTS B ot — 2R, 2GR SR 25 W)
O R0 I e B O BT EE T R
I ARk R EPLD IS I R A RS L
ASSCAR X H AT PLD I PR 2 77 B9 #E IR B0 LA K 4536
97 5 FEm PRV 5 T AT RS, LU B AT
PLD i PRAZ 97 IR B0 1) B A LA B 48 51 R R 7T g 1Y 2
JiTil .
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1 RITRFESHE

bR T & E M E I ASF, PCLD ., ADPKDA
JEPLDZEFIE L [ SR R SEAAH ], 53R 90 0 4
g 5 R B RS e K (HYERF ST PLD I AR
o, HHPLDAAEMSFIE T+ aEZE (£1) .

R 1 PLD &HR&EmINE
Table1 Summary of various kinds of PLD

P A SEHE A B AR

ADPKD PKDI (16 S4:faif ) 4
PKD2 (6 ‘S4Lfff )
ARPKD PKHDI (6 S (afk ) H
PCLD  PRKCSH. SEC63. LRP5. GANAB, .

ALG8. SEC61B. PKHDI &

1.1 ADPKD &3 PLD

ADPKD & B JE 5 8 UL %) B 3L DR s A5 0, 4Bk
KIHEL H1%~2% . 2R (PKD1FMPKD2 )
248 T H & A k. PKD 13 & T4
K16p13.307 15, 80%~85% M HESEH L, M
PKD2JEF & i F Y ek 4q21-2217 ., 15%~10%
RE S HREARK, PKDIFERN —EP AN
ADPKDA &, HAE L i PKD3 Z % 143 1 v #k HE
B!, PLDJEADPKDHEH LAY B AR EAR , 94%11
ADPKD i # [ HHEA PLD!Y,

http://www.zpwz.net



106 i [E

il

SRR R 5520 %

1.2 ARPKD &3 PLD

ARPKDRZFENW,, % &L TILE, kKERLN
1:20 000, Hr30% M HA BILAE T E ik &
AN R DL S Ak A (g W g, LG R BRI E
EREY K, MERFARARMIIKG A", H
I R R 645 b (0 (R S R I i ) £ 2 A ik B 1 1) 2
B LD RIF R L RU L ( PKHD1 ) 848, £F 4 4 ik
FEHEMINBEHAT M AR T2, HS5ZWEATL.
ZREA2-HSS5ENERGTENLRE, K
Y i 5 R 114 5 A 5 B0 P O i
1.3 PCLD

S5 ADPKDHAIARPKDAIE, PCLD#H A 2 M
AENT, RAEPCLD R H AR SF LKA 5T, GANAB
=AM EPCLDA LW FH, BT &t B4
N (~1% ) , PRKCSH3E 58748 iy (5 bb 3] &%
915% ., HAHE K/ PCLD B #H k& 3 &%
H:PH ., PRKCSH. SEC63. GANABIE:H Y= H1 1
N2 505 AR N BT e 3 O R e R
AR EAE M, 1 LRPSIE K 4 i B i B5 4 ]
EFrizzled Z RSB E S Wt E AL S, M
FWnil5 @K, Z5PCLDAYE LB AL,
ERIEMPCLDEUR NP A, ALGS.,
SEC61B., PKHD1 =FEHNMRZEMLS S T PCLD
M ERAEKRE, 5ECHRFIPPRKCSH, SEC63 .,
LRP5. GANABILP — & Al fif BT 50% 1 iR &1,
ALG8IE H i i o -1, 3-8 J 5 B il 2 — b P 5 )
AR Y, TISEC6 1B 4 i 7= 1y 52 N i N
LSEC63H FE AR E T4 M ER s, P YLt
MR AT E RS L EEEEEN, NS 5%
i & Y

2 ImARFI

KEB7FPLD 8 T A Al R AEAR o 2920 % 1)
AR D ARBR KA I I R 0 A R R e O &
iE T 7 24 A R 0 I PRRE AR, a0 R I PR L LA
WM. BHRAR . BRI . SRR &
PENP R HEE . i SRS R ™ A A
R A A R RS ARG 22 R A T
He R 29 g 6~124 A 5K 1.8

GabowZ VL I /EADPKD R &, 80 1 0
WARER B & e R A mRE, otk X2 WRAERE
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WAHBRPIRAELHERE D, FERENE W
T, FFEERh S P K P7, Th X T g S M R %
o, BHRIEAHK,

HERZHEPLDEF T, o T 585k ¢ 4
BEIR ) RE ARG A5 38 RO IR R Y, H A — s
FEED, O y-BEABEBE (y-CT) . Btk
BERREE ( AKP) . RITARRAELEHM (AST)
HEMaE (TBIL) FhEmmf 007, Ky -6T
FITAKP 4 T 85 v] BE 2 A5 40 3806 i & 1272 i
TBILMFF i o] W F — e @ pp e IR iR & . 55
A, PLDHE PRI 199 (CA19-9 ) /KAl F
= Waanders/’r«gmjﬂ/‘]ﬁﬁﬁﬁfﬂ?’fq&% 11034 PLD
BET, A45%0BFRIAECAL9-9FE, HHE
FrERE S Z R IFARBE MG, CA19-98 T+
1o I SR ) T L R A T B AT AR, X AR
18 B0 A R PR IR T AT LU K R R

3 & W

PCLD H i 6t Z 5 — W2 Wibr fE o 78 C K %
BB E T, FREMECES20 8 7] T LIPLDRY
BWPY, HEA KRS WPCLD R b, B
S4BT 2w, ot £ 8B W % IEPCLD, #F
GBI L2 # TN T %ZIEADPKD &2 ARPKD, fij 41
JFik, 48 KA A E MADPKD, T Z RN
J&, WPCLDE#H vl A 5 % it HADPKD & # 7] L)
JHF 3 i ok S B R R B, Fr LAPCLD 5 JC 5 5 1)
ADPKD ) % G5 AR ROME , 75 Z A7 5L o A Bk
PR 43 BT v A G 5 PR AR S5 ] DA PR KO B A P LD 9%

HHETXTPLDA FiF 3B, Gigot/Zr B (F2) B
Y Schnelldorfer4r B (3 ) W3, 5 & #b LA 28 b %k
i R/INRL B TR A S AR B A S A B A A
7 5 25 38 0T % AR BRI O At 9 PR A, A R
XA 0 S5 B A iR T O =

=2 Gigot &
Table 2 Gigot classification of PLD

Gigit] B RN RIRIFSRARR
Gigot T <104 K (>10em) Kk
Gigot IT %l K SN K
Gigot III B Kt /) S
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Table 3 Schnelldorfer classification of PLD
pait] SRR FEREAE IEH TSR TR BT (1] ek sl T s kB 2
AR Tookie ATAn] AT A AE AT
B %! AR b HARBUK >2 A JFnt Jc
CHl JeEE (shAE) Ay >1 A v
D&l S (SkPEE) ATAn] <1 Mt A
4 & Fr P IR 7 ) 4 90 med 5120 mg, #orEH

TG I R AE R B PLD B AN T AT IR Y7 , X
TRXEBE, RUERALEREGRARAE, D
A B G R R R B AR 4 A Y
T PLD AR R AR R R 5 28 1 o ol w1 R 4
i | SR i A IR R ORE B A T
H Hi5 % FPLD IR YT 47 R 25 iR 97 MO BHA 7
K%K,

4.1 HYEYTT

411 A ¥kWEEMY (somatostatin analogues )
ARMERE MR, EHTS 2. BA
H A& A 2 A0 PLD 2593697 7 %, (HIE4F % 4
KAMZIMUYIEIT PLD MOBFsE A Brist e ™7, Ak
1 K Z & (somatostatin receptor, SSTR) —3tf
5FEAL, 3E SSTR-1 % SSTR-5, 7E AKfF %
WA h B ik, MR, 22 EG K. A H K S
AR REMY, f8i i S %R LT A SSTR A
AR AT AR IR AE b K A0 cAMP ZKSF L
il 28 V8 06 I A 40 R A, DA 9O o R R b )
AR B

ZAN IR R, A K IR AU T e 2 e
IN AR50 1 Carol i85 H 44 T %40 mL
K i ik, & B0 S2 5 41 76 64 A P9 AF M AL 2
T (71£57) mL, Hogan%%"""4 H ¥ /™ &HADPKD
fEPLD B E LI40 met a0 Bl Ak, & B0 56 41
RBIEVEN DT (4.95+6.77) %, TE—5
PEAER B PLD B b, il B8 il Bk 4 48 T 0 2%
P b | R RE IR O 4 AR T T R
FE XS Iy — AR KA R W AR AT T A B B
3%, Keimpema%[%]%uéfﬂuﬁﬂjwﬁﬁ, FH 56 41 T
WRTE6N H WA T2.9%, 14ENF ¥ b
4.0% . 5325 WFFEHRAE T 24 200 ) S 4RO P A TIE
P, SMRAH0 mg % Fi K4 LA S Xt BE A0 e, AR FH
120 mg % Hi AR ALk 35 58 K1Y, FLRE X 2% 6 KT I
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VLTRSS iaae

M Bty UK 2 Ll B gty R TR AR E AR KM R 2
Y, HePw Wi b, HurwE HFIRITIERSG &
fiE. SRR 2R AR, ETUSERT
SSTR-422 4} T 45 SSTR B 25 4 DL &k #E 4 F 1,
E A W5 B AEPKD /N BB b i B ik Eb 2L
JIKTE 2% figt T 406 ek A 8y T 1 A58 A

AL, ARG R 7196641 H —20144F
8H M 7HIPLDZS iy r wh o, RIS A KM
AN e W w0 R, (BAE 5t & R AT
o R I RRE IR 7 TR R A R . B AF g R
ERMEBERMD TR BR RS2, HAFATEA
P 2 S0 4 20 UL ol A4k S T B T T
412 " 3LshMm® ¥ ¥£ 3 % 9 (mammalian
target of sirolimus, mTOR ) # %)% mTOR &—
it 22 212 1 95 2R B I, )& T W R Tk LS 3-
AR DG BB (PI3K ) FE, 16 IF £ B
R REEECEN, B EE BN
FREEYh: WANYEY EREEAZEY 1
(mTORC1) FHZL VG F el EHE G 2
(mTORC2) . mTORCI &—Fp B AR AEE I
Al A1 20 855 R 9 AE R I, 1 mTORC2 fig
PEIEAN ARG . S AR . B T RaE DL
AR mTOR #4572 —Fh 8w T oR a7
(R0 [) 25, A4 P 2 B R] FR 4E 55w 7E PKD 3
YRR i 2 38 S B T 2 e A
FELR P B AER 07%, Qian 45 YA 5T K W
TEE ARG ) ADPKD B d, 75 % 5] o] i 2
WNFEARFL (11.9% ) o {BFE Serra 25 P45 1yl
PRBEBLXS B ep, Zr S0 T 18 A~ H 78 % 52 )
5 AEARYE S E], W A xR A A
WA, S FERE, Chrispijn 25 "' X PCLD Al
ADPKD 5 FHAS IR FH 25 05 897 2003 i & 8L, 4
X T B KB — T kR U, AR AR S R] - Bt B
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BT IR AE D AR 1 T JC W 28 0.
mTO R Sy S e il 7], < 090 FH 25 48
T gk e Ko A b g 1Y) e A R, At IR R L A i
JIER N | 9| & [ 1 7 T~ o 4 S = )
W R AT 2 % B IEHE TE WA m TO R ) ) AE i PLD £ %
Wiho MIRMERG . ELm ., HLEHMNLE LS
AT, AL FHmTORMHIFIAIFPLD
413 f& * & M2 B (ursodeoxycholiccid,
UDCA ) UDCA & JIF 40 ffg Fn 0 % & K2 40 i
) Ca™ B 3h 7], Jf H B 78 PLD 3l 4 B B 52 56 v
UE 52 H HL AT 9E 28 J1F 4 I A2 K AR . AR I BL A
Shy ok A ) PR R AE b R 1 GE R0 A T N A0 i R
P H 3 B2 7K F, i o PI3K/AKT/MEK/ERK1/2 j#
e TR L R AN B M R BT 2 b 1 Bl
PLXH IR B* R B, 4ad 24 JE UDCA SR Y7 5 Y
PLD B PRI K (4.6+7.7) %, XFIRAHK
(3.1+3.8) %, FW UDCA AYfH FH I 3% A Wl /N AT
R, (HE 2 53 R W1 HAE ADPKD S5 ik 2% |
JHF 3 b A B
4.1.4 /& hm)EZ 2 24 (vasopressin 2 receptor,
V2R ) #4 A V2R @ iAE B /NG Bz, B LLE
i F R cAMP AT A2 3E 2 g 43 6 5 40 3 A
i 58 1 B AE PCK /I BRUASE R o3 o 45 B 5 ik o
V2R A Dfff A 92 0 Bl S O el B Ui e TE
Torres % " 3% 1 (9 I PR BE AL X BEOR 56 o, fil ]
FE A8 30 A IR 9T A1 2 I G K U (2.8%/ 4R,
95% CI=2.5~3.1) /N T Xf M4 (5.5%/ 4F, 95%
CI=5.1~6.0) . [Amf, BPf2&7E M i) ADPKD &
F, AR AR B T RS D aE a1 1Y
BARHATN Y V2R ZEIHAE I g i bR Rk, BT
PL V2R 45 Bt 70 % 22 3 JIF JE /0 1Y, (3R Okt A H
V2R IGIT T %, RUEhME PLD 3 PR B/ 1
HiRaE
4.1.5 Z4pdrde k. Masyuk & "B BF R R I AE
PLD (8 7 i IHAS I B 40 JfL A% | s 388 m, 3 T 00
T ¢cAMP-PKA-CREB {5 5 # , T ZUH 5 2k 5 .
AT DA A R B 2 0 & B O 1A .
4.2 ShELETT
4.2.1 EMF R ik A AEALE JT (cyst aspiration
XAAYT I S8 T A B R
&Il Gigot [ AR H2 >5 em B4 it 2
HARAE M, X RGO 0, 7R N

& sclerosis )

© WA )3 i [ & F A F A EFH

L v 2 B A R T N I N, e i R A R
LR A R B A, R W A R
FEIREALR A 2B, HWR O BRI RR R . KR
. UK EE Y Benzimra 25 1 {1 [0 5 BF 53
WCAE T M 2003 4F 12 H—20114F 9 H % T 4l
CEREAR AT HHE VTR L 1 4R Y 58 B T4 i R
T i A T 2 0 94% , FE IR SRR K 95% ., TE
| R 5T 34 AWFFE 3L 292 ] 535 1 56 T 2 i 5
W S AE AR ST W ZR R, 22% BB E A Gk
i, 19% [ F TR G, 21 % 1) JE 3 B i 42 % 171
WA 5T 1 e A AR IR T N B
Rk 80%, JERE K RE L 50%, H PLD &
YA Wi H Ry 22 e I, O P 2 S R AR 3R
JYTE PLD (3 rh i A& D

4.2.2 J+% KM AK (fenestration) 55 4 b 25 )
TR B BRI AR, TF R 5 TR % F T 2 % 42 i
(IR IT, BI Gigot T, 1T AV Z . 1boh, AKX B
A7 T % v 2 ) i R B R AR IR 9T S ARG R
W25 R s B H AR KR, AR W B R e,
{EA B R Gk Pl 0 i . B X HR R
PUZETF IR T 52 i 929% 1 H 3 7E 25 THUR J5 iE Ik
REAT B KR B (0 2 i, R4S 24% 1 5B FE Bl U
hEMEME L, 220 WEBEERER ™, HA
ZAHAZ >S5 om B B 0P IR RN I B
SRR E T W Meta 30T 25 W1 I 1 55 1 s
WHRM S, #MEREEM (5% vs. 6% ) , HH
K8 R B OR T3 B R F ARG 7 AR
R H WOF R A K . W B . . AR R
o TFIEATIT % 25 TR 81 1 B2 T 47 JF 8 25 AR IF
RAERAERE E (40% vs. 29% ) "0 T H T KR
T BT N AT IR R R IF R RE &R R B E T R
(10% ) , X FRES T AR ZARA B o357 FR 35 456
B EEABELR T

4.2.3 % 5% 3 kA E K (transcatheter arterial
embolization, TAE) TAE J& i ] & 2£ 7| % £
P AR 2E 45 T 4 Bk 6% B0 ko S, DAk #
DR RE A1 i, D) 0BT 4 Yok R, 4 o 8 R 1 H
[ T SRR YT R E B TR R R &
L PLD v 3% i 3 22 iy JF B ik ik il ', Zhang % U
HEAT [ /AR A 8] B BF 5% vh & B TAE R J5 PLD
BEIFARRRAE 1, 2. 3 4E0 20 91 5 AR A 4T H sk
BT 32% ., 31% . 33% , [F) ISR b R B D T
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36% . 37%. 38%. Hoshino 25 " it £ T 2001—
2012 4E[H] [ PLD 17 BT TAE K& 244 ], KR BAER
Ja 6 ™ H ARG 1 AR50 5 AR 1A LR > T
94.7% (95% CI=93.5~95.8% ) . 90.8% (95% CI=
88.7~92.9% ) . WAHIEHERUITE™E PKD 8 &
A= S VN O N L N o8 94 o S 1 L
I TAE AR SR T DL 35 0800 IR B, (R 26 o
ik 69.6% , HAAEESET . AT 5 FUE R A
AR EEE e R . B AR IEE R PLD B
AN TAE R gk es, (HFE) Z i) Zaih s 2k
TIRE R 2 o KRB 5EIF B 122 M 50 300k
4.2.4 ¥k K (hepatic resection)  7E PLD H,
JFUIA B B T E 8 Gigot 1T R . HAEH
JFJE 0 2504 28 /0 1 A A 0 b 5 A B BE Y B
I 3 Pl 4 o KN B A I Bl T o, B R T AT I =
MEIBRA o Fh T4 Y e, L AR 4 P AR AR
FIRARG U KAk R G — e BE Lm T F R
MERE . B AR ZUH 5 I TR & H DA AL 38675 VIR
e B, T LRI, PLD BE AT HFDIBR AR
Hh i 55 IR R A AR X R, 2R 51% , AR IE K
7K REEE | G TR A TR SE R LN 3%,
FEIR 22 o i P oL SRR AR T, 5 R B T
AR—HE, IR EDHRE 25%~30% B IFE R .
KI5 86% 1B IE R AEAS B K, 34% I &
TR G K, R T VAR B I ORG %E R  BUR R
JHF R AR ME L 2t , e R AN 3 kR A Oy — 2k
Wiy R VR HAE 1 AT 186 BIAF VIR ARG
PLD G835 0y [l B i 58 v, R0 RS IR R R
RISF 3080 61%, ek B, R RE X%
HERH 21%, HILRN 2.7%, BIHE T RIFHIT7
UYL R, FEPIBR AR S R AR 2 AT
0 ) ) % 0 e £ K O T T ek ) R L
JFUIBRARIGYT PLD A 4ridl, i H e 7 im0,
TEAR 7 RS e A P AT 75 T8 e o R A

4.2.5 A4 (liver transplantation) JFBAHE
H A ME—BEVA A PLD 1Y Jr ik, HARAE Ry B3 i it
S A 3 TR B SRR, DA R B DK O
BHRARGEANTIEIT I LIE. 7E Schnelldorfer
IR PLD S b, R AEE HF D AR
o, B E AR . WA AT AR B ELIE SRR % 1 A
W TROR BRI 04 1Tk s R S I LR i A P 2E 1 AR
Ho EPLD BEh, WEERITFACRRY, S5IF
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20 it 98 R VR I R AR L, PLD MRS A S A AF R
R TR A, 3. S AR5 5N 88.8% .
85.19%"™, 91% 1) B # 76 B Al J5 fH A0 3¢ A= iy it
I A W T Y RS IE & E KRR
41%, FRILEK 17%" . (B FHEZHEHF . PLD &
T HAEFRZR e R 5 A il B 55 1 10T
1% o
4.3 ERETT

L TR 2 2l ok 6 H A DN A XUEE T 24 )5 il
POUE M A B AL, AT 5L G2 DN AGE B 5 38 Y
RS FRR R H I . 8 T 2 1E & FOAR TR ) PLD AH
KERA S, FN g R G LA LR EE RS
P DL G X G A 0 R DR A o s . T TR
J&, WPLDEFIEHFA R 220, 4 EiXsA 7
B BT EIR YT R . O B R R A
DN A5 S 00 B A4S RN A B A P Ab a2 il o [R) B 3
SR S IO A 1 Ak S RV T R T AR K
LA, 1H 65 2% 3 N GANABYEPCLD MIADPKD
BE R PR, £HPCLDAADPKDA A 1T
&M A ML 22 ) W] Be Dy 2L (R 38 B, X PLDRY
FPARIT AL T AL . HRT Har AR R RS
FARMA R, FHEIRIT 3 A GRS R H

5 &irintE

H A7 [ bs L JE & F PLDIRIF 1 AR I8
M, HBIT T EBMEREN B . AR EST L
XFF N A 48 BUPLD Y R 97 B OF JE 58— i A i
SchnelldorferZsP33E FSchnelldorfers A H T
FH L B B BRI T T o 2B AR i T AE R 9T L
BIFPLDWIRIR 4K, M H A ERIT THRE, I
BHWMPLDZY AR (K1) . HEMEEEUE
HAE R AT B, e HWHE., 56 28Tk
() FRATHE 3 CT LA %E Schnelldorfersy Y o Ff
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