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Reversibility of Proximal Renal Tubular Dysfunction due to Cadmium Exposure
after its Release in Humans
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Abstract

Long-term occupational and environmental exposure to cadmium causes proximal renal tubular
dysfunction. Literature reviewing this issue concluded that in most cases this effect is irreversible, however,
the conditions for exceptional cases of reversibility are not clearly understood. This paper reviewed the
reversibility of renal proximal tubular dysfunction due to cadmium exposure after its release, considering
the extent of (1) cumulative cadmium exposure to the kidney prior to the release, (2) decrease in the
cadmium exposure, and (3) proximal tubular dysfunction itself. Conclusions are as follows: (1) proximal
renal tubular dysfunction without cadmium exposure is mainly reversible when it is not severe; (2) when the
cumulative exposure to cadmium is small it may be reversible; (3) when a decrease in cadmium exposure is
marked the dysfunction could be reversible; and (4) for the reversibility it may be necessary that proximal
renal tubular dysfunction prior to the release from cadmium exposure is mild.
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#£1 EMRHEREDFRICEET 2 BEEE
g, LEREEESR D) apomp | oo Bl
FRE | K ” = A
AFITLPNCEEDD
HiE s o, |BlOm 7H 40 PR B MG 23t 72 KR & Tl € — 210 L 7o A& T
1987
Shiavon et | K{5 53 4 AMEBEARLEMESILCH] 5 2 EICRF BMG 2% 15,000 1 g/l ITET 5.
al®, 1988 5% 5 % TH <
5 AWBLLE D R WA B 2 BEICRF B.MG 25 15,000 (gl I2ET
3. ZOBRIET
6 KAGTHITE 35% DAL ¢ 8 2B ICIRY B2MG 28 15,000 g/l ICET 5.
Z DIHBET
5 KAGTHTE 85% A 1 85 18I IR B MG 2549 10,000 1 g1 ICET 2. 282
I IR AR I A1
Takemura |Tubulointesti nal| 16-94 A 10 ZWIREICIZ R B MG A% 481-71,258 (e g/day (9 1T I% 1400 (e g/day B F)
et al?, | nephritis and 2otz s, JBEWME TR TIE 4 #12° 500 1 g/day #8
1999 uveitis syndrome
$#8AK 5 9, | Tubulointesti nal 12 H 1 AT a4 FEIETRY B:MG 5 7,460 g/l 2> 5 126 (g I (BIRDH - 72
2003 nephritis and EVWHTLERERTEHDOTIEARY)
uveitis syndrome
Villanyi et | RAME SR AT 14 H 65 AT DR B MG 7 45mg/ml 2> &, fiitk 2 R T& LA (380mg/ml) L
al?, 2001 7%, 14 HEICIZEE (40 mg/ml)
Tsukahara | 5.2 90 H 33 PRH B MG B & CIRH o aMG &£ D5 1 HIZld 1min Apgar score 2-4 #£2S
et allo, 10 6-10 BE & » b B ICEfE
1993
Izumotani | BiCiEE Y 18 A 1 PBitiEEG % 6 » HIRAI L CHIEL, R BMG 1% 1,515ug/l 3 » A%
et allv, DIBRBEIRHICIE 909 g/l £ TR T, Z 0BH A EEEGOMHEHRD, 9 7
1993 ABEAR. HABRORY B:MG 13 25,083 g/, BEERFICIX 21,138
g/l
Ho et al?, | Ifosfamide 2-47 H 23 Ifosfamide & 5-H1R+ 8:MG0.02mg/mmol cr, 5 HHIC 1.42, H&51kD %
1995 LEL IR
BEA A 7 vic & o TRF B2MG10.0 mg/mmol cr M I L 72 3 #ilid1E
PR 1
BB A 7 VI & > TRF B:MG5.0-9.9 mg/mmol cr OFITIFEMEMF
ZEE g
ARTYnIcksb0 (HAMS) 5 K=Y LRBORED HE L PRARAE b o R
Roels  et|Cd {3 ¥ 4.2 4 11 M Cd A% 3.1 %5 1.31uglger i | R B2MG 1% 0.57 2> 5 2.82mglg cr
al®, 1982 JRH Cd 2% 31.6 725 14.7pglg er 1T | IZ
IR+ RBP 1% 0.58 2> 5 1.94 mglg cr
Iz
Roels  et|Cd fF3 ¥ 4.7 4F 23 JRAF Cd 1& 22.2 25 18.0 g/l I PR B MG 1& 1770 205 2580 11 g/l
all¥, 1989 I
FRH RBP 1% 1570 %> 5 2000 e g/l i<
Elinder et|Cd fE3 7 4F 12 R Cd 1Z 532 225 109nmol/l i | R+ B2MG 12 0.57 7> 5 1.12mg/l i<,
all®, 1985 1 AZBRWT B MG JRIZFHER T,
C OfC 2 B2 B MG IR % FERE
Roels  et|Cd fEE 10 4F 32 Group 1: R Cd 23 5.5 25 4.9 | IR B:.MG 1 76 > 5 59 1 glg cr I
al'®, 1997 glg cr IC R BMG 1 124 5> 5 92 e glg er 1T
Group 2a ' JRH Cd 2% 14.5 25 7.6 | JRH B:MG 1% 697 2> 5 262t glg cr
[glger i iz
Group 2b @ JRH Cd % 12.9 25 7.5 | JRH B:MG 1% 8959 2> 5 18,082 1 g/g
mglger i cr i
Group 2¢: JRH' Cd 28 16.7 »* 5 11.6
mglger i
Jarup et |Cd fE3 9 4 46 PR Cd IREE X 57 %% T PR MG IR IEAZ
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all?, 1997
McDiarmid |Cd {3 20 H 12 JRH Cd39.78 75 9.58uglger I | R B:.MG 1 110.33 45 81.83u
et al'®), glg cr 12 GEERFAIGIREIC 4067 1 glg cr
1997 Tho7 1H1TI1% 12,8301 gl/g cr i)
Hotz et [BREE Cd 754 5.2 4F % 208 e Cd 2%, BT 9.4 5 6.1lnmol/L | R B-MG &, BT 0.7 »5 0.6
al'®, 1999 4385 |IZ, ZT10.955 7.8 nmol/L I mmol /nmol cr IZ, Z T 0.7 25 0.6
JR# Cd 2, B T 89 % 5 |nmol/mmolecr i
7.5nmol/24h 12, T 8.8 75 7.6 R RBP %, %T 163.6 »5 88.9
nmol/24h I (gl24h 12, 2T 106.8 25 59.0 U
g/24h I
NAG &, BT 1.7 %5 1.0U/24h IZ,
2T 1.4 55 U/24h 1T
Trzcinka-O |Cd {3 712 4 58 PR Cd 23, PR RBP301gl/g cr DL LD b DiF
¢ hocka et RBP300 it g/g cr AT T 46.4 205 |55.2% %5 29.3%IC
al20, 2002 1291 gl/g er
RBP301-1500 tg/g cr T 67.0 2»5
11.7uglg cr
RBP1501 1 g/g cr BLET 67.9 225
14.2 1 glg er
ARIVLICEBLD (HA) AR I LEFOREDHE SR PRANAE R DR
Kido et | BREE Cd V5% 5 4 74 FRH Cd 23, 10.0uglg cr 725 9.6 | IRH BMG & 857.6 75 1252.11
al2), 1988 glger IC glg cr IC
Iwata et |BREE Cd V5% 10 4 102 PR Cd 23, 40 AT 5.44 205 | IR BMG 1F 40 AT 110.8 %
al??, 1993 3.471glg cr 1T, 40 KA ET 11.37| 5 126.414g/g cr &, 40 KL ET
75 8.67u1glgcr I 1135.8 2* 5 1999.7 1 glg cr IC
B 5| BREE Cd V5% 10 ¢ 167 RTEIE 16 4T, 60 mML Licizw
29, 1986* 724, 20 EAT T 50%
B 5| B85 Cd sy 15 ¢ 31 BRI RERY Cd 28 1.0mg/g cr DA
20, 1986* L&A ULD DEIRT MG RS
AMEm AR L, IR Cd 25 % ki
Db D TIHMETER Z R L7
5 o2, | B CAdVER 11 4F 2243 |JRH Cd 25, 1 HUEL T 18.5 205 7.5 | JRF B-MG 28 1 HuETIX 2.01 25
1998 nglg er i, Btk i3 13.3 205 | 3.97mglg cr 1, Btk Tix 1.09
7.7uglg cr T (ZOETIZ 2 HisK | 2> 5 3.72mg/g cr 1T
DRERPIER SN TV D) PR B MG #FFeA DS 1 Ik <k
42.8%, RBl7zH3%ClX 35.2%
SR RIS P R AR A 1 Mt
TiF 12.5%, Btk Tl 27.9%
Cai et al2?, | B35 Cd V55 11 4F BH228 | CdAs, 1HUKTIZ 7.9 25 6.9 | RHBMG A5 1 HiEKTIZ 0.86 225
2001 wnglg cr 1T, Hl7ZRHEE T 9.5 205 | 2.22mglg cr 1, Bl Tix 1.06
6.8uglger I 725 2.11mg/g cr I

*Medline 12 & 5 72\ STk,

MG~47uzu71)y ;RBPLVF/ —WFEAGEH CAAFIY L NAGN- 72 FIL-B-D-7Va—H I =5 —+

) BEHALE. 2hs 0 CEoMEE2E 1 IR L.
2. ARZIVLLANZERE T ZEMRMAERES

HiE 5 9%, /AR 20 Fl13B & A 20 B2 D v TRRLITE
DB IRMERRE 2 RF B, S 7 u 7Y iz k- CEHfi L
72T A, MR BRAEDICEMREIRF B 27007y
VED R U, Z OFRKAE & ARIMESRRREE L 136 E 2%
ALz, ZoLEFEMNE 72 KREE it =2 IGEL 7 HA
IR T L7228, ABITIRRREDDD Db Wz,

Schiavon et al®iZ, 20 D KEIZO>WTAEBEARLDFH
B ZORBEEE L. 2o 20 Hilik, AR (AEEFRE
ZHESITH), BHEE (BUEBEAEEELRVILTH]), CH
(KAGTEEDS 35% Ll ETAER) B & D BE (KGR 35%AK
i) O 4BHCh I TZEI N, B 2EIE, REB Y
v a7y U EDNED A-C BT 15,000 g/l LU EICET 5
B, ABCHESHEFTZOLRALEHEL (o, 3
WIXZDRICILT T 3), BEBXIUY CHTIEZOBRREIC
BT3B DEHEEITIET LA w,
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Tubulointestinal nephritis and uveitis syndrome (& i
MENZBEERTHY, HFLVREALHELPIZENTHRY
B, ZOEBEDOEE 10l o TORSENATRINT VS D,
R Be S 7w a7V X, ZWikFIZIE 481-71,258 1
g/day (9 T 1400 g/day BA L) 1L TWwizds, X5
WWART L, 16-94 »ARIOBEHHK TR R TIX 4 #12° 500
glday ATz, RENLRITLZBY, FESERIC
N BATeA NG EDREIZA SN o T,

CORBIZOVTIRZOREBEIZOVTD 1 FIHE»RH 5
8, ZOEHITIZFABEROIRF B2 S 707w 7V Vi 7,460
pgll THoRH, ATuA FEEIMTb CasiciEL
GIRDPH ST L VWS TEEBERT2HDOTIERV), 12 4
ABITIZ 126 u g ITIE T L7z, BERPTR O EL 7.

TRIMETE I I 34T extracorporeal shock wave lithotripsy
FIEEAEDRBRELOICE > TE— DR & LR T
fTbTw 3. Villanyi et al?ld, < DAEZE 21T 72 6-14 1%
o/NR 65 A, 77T BEOBERE TV, BEEOENZE LR
BEL7.. 206 OBEFHEEEE & O x MR IC X 51
b Z{LIZ A 5 72D o 72, Lactic dehydrogenase, aspartate
transaminase ¥ & U alkaline phosphatase D JRH IR I,
it 2l cA LR L, 1 HRICEKECHA L, 12E7TH
HECiREEL. Rb B S7urm7 ) i, ifio
45mg/ml (K56 OFEAED . DUTRE) 205, ffitk 2 KfET
2 LA (380mg/ml, p<0.001) L7z, 1 HEICIEPPK
TLU (240mg/ml, p<0.01), 7 HHICBHffETICHRTHT
PTREHIZPERFEFE2LOL (7T0mg/ml, p<0.02), 14
HEIWZHIZE L7 (40mg/ml). FEHLIRANE bRl anf s
S T s ofEFE O LRIk W, EEMEBOTEI LB
HIRINEESEE T 2HETBEL DD 5.

Tsukahara et all®iX, FETEZNLPILZELRLE (1
min Apgar score, 6-10) 33 A (55 1 #¥) L@ T4 < (1min
Apgar score, 2-4) EREMAESLEE L7210 N (BB 28)
DWTC, a1 TrwurZuTYrvEB I rususIrE 9
HEEMFAE L, 1 HHO e 327usu 7y Vi3 1 8
7 79.4 (95%(EHEXH 38.9-162.2) mg/g cr, £ 2 FE2Y 257.0
(95%f5HE XA 166.0-398.1) mg/ger, B2 S 7uvrur7y v
Zzhzn 14.8 (95%FFXM 3.89-56.2) mglg cr B X O
75.9 (95%f3HEX[H 24.0-239.9) mg/lger THH, VIND
FEOMMNEMEERLEZDY, COEZTCREBRTELL kot
(BERE27ZDRE1IHDOATH oD, A EidE 7H
FCEENR SN, EAMRME IR ICERBRICH L
INTVBEH, BEDDH B\ I35 HIR O A7 PRI R E 1]
WTBLZELETRTEHOTHSH. Bie s 1k, T O
BT BE2MD S - L RED ok b ITHEEOER EBMN
WHETERTHS .

BFEEEGZIFHEDRBEICH WSO D Z L23H 5,
Tzumotani et al'Vix Z OEFFIC X % %KM Fanconi fEfE
HEMEL V3, BHEIZ 35RO B T, HIERFDAE 66kg,
HF 162cm T, TOETHEE 6 r HIRAIL CHIEL 2. A
Bt RF B 27 m 7Y i 15150 g/l TH - 7275,

m

v

by 303

EEE T4 3 7 ABOBERICIE 909 g/l F T
TL7. Z20B%IOEEZME QYK CHEHEESOHHZ
B, 9 » ABEAR L ko7, HAKKORT B, 22710
a7V ik 25,083 1g/l, EBERICIX 21,1381gl TH D,
T3 72 BHEITIZE S o T, BOUTAL RIS i EE
27, EELT2EEELAVWIEERLTVRS.,

AWIED BRIV 51 % ifosfamide 13 Fanconi SEEREIC
RUFEM BB EEL2 D 25T 2 EDPAENTVED, D
BEICEH LB R M T b iz 12, [T ifosfamide
EEUWHFEZTC0 5L HE 23 AT, EHWICIE
ERDPINEE N, EFORF B, S 7urn 7Y ik
0.02mg/mmol cr TH b, 5 5 HHICE 70 5D
1.42mg/mmol cr IZEL (p<0.001), T DfEIZHREGE2PD 5
EEBICHIZEL., £7:, BEBREENIRE L kBIcoN
T, RhBy 3zuru7 ) vBKEL hotz. 4 BoRf
Bz2r7uzu7 Yy (10.0mg/mmolcr) 2L 7 3HITI
TARCBEEREICER L2, 3E (5.0-9.9 mg/mmol cr DA
L) UTobodBHEMAZET 2EEIIERL 52>
7o, EERE 722 ARG B (X MBI 1B T 5 A%, AR
DRI &b e 5 BV IRAE RS ZEE T 25, 20
FItiBER LW ESTH B,

8. BRREFEEICKITBNRIVLREELICHSIE
1t

Roels et al’®iZ, WiIHEZEVEL TV E—Dh
F e LEEER 200 ADS5 5, BRI LBBELLEL o
72 19 N2 DT OREMBREZINEL, BREILETE 4.2
FEROBEIER 2R L., Z2hicEhiE, 5 F 3w LIgEE
LR oliFAh F 2y Lk 318X 1.831ng/g cr, RFH
FIYL33168LU147uglger THoTz. Z2DHH 11
NZDOWTRPESTEBEHDO T -9 3B 60, KPS S
rurzu7 Vi 057256 2.82mglger i, IRELF/ —b
A%EAE (RBP) 1205845 1.94 mg/ger 2 BRF L7z,

Z D% Roels et alWikRF B 27 v v 7y vEfis L
ZEEICH F ST LMEEERFILLZ 23 A%, BEEILZT
¥ 6.0 SEH 5 10.7 EHICH T T 4.7 FEMBTH S BB L
7o, TOM, REAHF T LREIX 22225 18.0ug/l Tk
TURD, REBI 7707 Y i3 1770 > 5 2580 L g/l
iZ, RBP X 1570 2»5 2000 g/l ~ & ER- U7z,

Elinder et al'®i%, 1978 TN/ AT =2 =T v DH F
S LEEBEIICHESIRPA FE L LIRF B, 27070
TV OELERET L7z, 1976 F & 1983 DT —F I EZ
BoTwBHI 12 FimEhiz, COBRTA R YLD
¥ 532 205 109nmol/l WK T L7238, JRF B I 7usu
7Y 20F 057 25 1.12mg/l ~ & EF L, 1976 Ficid—KF
M ERLTwEtEZOND 1 AZBEVWTR I 7usn
TV VREZEE L otz 2, ORI 288562 22
nrua 7Y VREFREL .

Roels et al'®1%, # F 3 7 LBERKRIEICHA LA F I
Y LEFMEEFICE VT 1980-1984 F & 1990-1992 F D 2
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B2IMG-U (pg/g creatinine)
100000

10000

1930:\9!! moilm IDDDilgitl
Group | Group 2a

J r
1990-1992 1980-1984

1 r —
1990-1992  1980-1984 1950-1992
Group 2b Group 2¢

1 1980-1984 £EH & ¥ 1990-1992 EDBEIAMICHRE S N 4 DA F 27 L{EEE (Group 1, 2a, 2b BE U 2¢)

ZBF BBz 7uru7 Yy (:MG-U) 10

HOBEZENE BICHEETH > 7= 32 BlORITHER 2R L 72,
INHONREFL, £TBRBEMATORFH F Y L2810
tg Cd/g er LN DED Group 1 & 1, 1041 g Cd/g er %
e AT N CPINE/8 = B/ = B I el SR (i I A ta s H =% )
72:300 ttg/g cr BUT % Group 2a5300-1500 1t g/g cr % Group
2b ; 1500 t g/g cr 2B X 723 % Group 2¢ £ I N7z, 2
BT 5 Group 1 B & U 2a-2c ZNENDOFEDIRFAH F 2T L
BIX, 558X004.9, 14585076 1298 LU 7.5 16.7
B&U11.6ug/ger T, Group 2 CRETAR SN (W
b p<0.05). 2T LT, 2HHICBIT S Group 1 B &
U 2a-2c ZNENDHDIRF B2 270w Uik, 768
£ U059, 124 B X192, 697 B & Uf 262, 8959 & & f 18,082
tglger T, Group 1 8 & U Group 2a-2b Tl RIEMEH
ZRLED, T TIREEDR: S 7ura7 ) v RE%FIE
LTw3HETcRElETR L. R RBP b FAtkO#BK %2R
L7z (K1).

Jarup et all?lE, A7z —FVIZBWVWT 1978 4EH F I ¥
LEHRALPRELEINIEZTEHEEDOA F IV LBHREZ
JTWIdARTE 46 A% 1984 F & 1993 FIEIFIE L
7o, WHhDF—2IIRENTWVARVA, 1984 55 1993
LT TIRP A F 2 Y LIREE 57%ET L7ds, KRB
Souru 7Y v KEZREMBAS NG (KR
A).

McDiarmid et al'®i%, KEICEWTEY EOHEATH F
U LEEP I NT 16 NE 20 ¥ ARBIRL 72, 2 b
DEBEDRFAF Y LDV 39.78 5 9.58 (e glg cr ™~
EEMITET L, 18 A/ 15uglg ecr DEE 2 A (F—%
DBLNTZ12 AD58) WAL, R B Ir7urur
U, BERBELAIN 4067 1glg cr TH o7z 1H1TIE 12,830
teglg er I L72AY, ZhEBRWV 7 110.83 (EE
258) 75 81.83uglger NER S VEF L (F—2 D&
bl 12 A).

RUFXF—DH F Y LEREFREMIETIE 593 ADERD
g 5.2 EMDEMFE Sz 19, o, HFFKPLARBEFE
OfFEEIE TP, A F I Y L0MPEER $BTlE 9.4
5 6.1nmol/L 12, ZTIX 10.9 2°5 7.8nmol/L 12, JRH A
FIZ ALk BT 89 »5 7.5 nmol/24h 1T, LTI 8.8
»5 7.6nmol/24h I N L7z, £/, ZOMICRF B2 I
uru 7y ki A EED 7L, [RFP D RBP B XU N-
TEFN-B-D-INVa—H¥ =S —¥ (NAG) IFKIEIT/ET
L7, 72720, ZOFERMIETCOIRY A F I oL L0k
R=2A 54 VFTH, BIUROIFFEHIKOME (2.3 H50
1 3.6ug/ger) D& D B,

Trzcinka-Ochocka et al291%, 1984 fELIKH F I ¥ LIgEE
PETLER—F FDH Ry LE¥EE 58 Alcow»T
1986-1987 4 & 1998-1999 FifTb iz 7 — % OEN %
o7z, PRIIERE ORI L L CidRY RBP 25w 5
1, 300t g/ger LT, 301-1500 tg/g er 8 & U 1501 (e g/g cr
MEo 3 #HcaT 67. 1986-1987 £ 5 1998-1999 F
W TRF A F S L&ElE, R RBP300ug/ger LT D
HT464 25 12.9ug/ger (25.9%12), FR¥ RBP 301-1500
tglgcr DFET 67.0 95 11.71glg er (17.5%12), JR+ RBP
1501t gl/g cr DL EORETIX 67.92> 5 14.2 1 glg cr(20.9% 1)
AN EFHICHA L7z, Thic b 72w, K9 RBP 301 1 g/g cr
PlEDSDiF 55.2% 55 29.3% I L 7=,

4, BEADHR IO LEEFLAMBTOEHEE

HADA K &9 LHERX Cl3iERtEL2REL, 201
EIRERITE LLHIRIFEENIB I DN TVS. Z0
FEICHES H F 20 LERE A RME FE 0 208
LEanTns,

AR T I3 1979 FFIC/KH O LEG R THD
T L, 1981 4EA B KH A R 2 L B2 L 72 (0.96ppm
75 0.06ppm I2). SO EEBE X, Kidoetal2Vid 74 A
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CEBBHIRKE 50 m%DL_E) D75 FHlsER %2 1981 4 5 1986
FEEFTEI L. COE, AFIYLBEERBRERLL
Ez2oNn3icb bbb T (BAENAEIIRENTRRY),
Rh RS L8ITEEAEE{LET(10.0ug/ger 25 9.6
pglger i), R 73— (164.4mg/g cr 2* 5 262.7mglg
er 12), W7 & 7 (188.3mglg cr 2> 5 213.2mglg cr 1)
BEORT L2270 n7 Yy (857.6uglger 5 1252.1
pglger i) 1%, o5 FEMIC ERAERLE.

ZD &S HHRFRERFENBOS K Y LHELMILTY
fTbTwd 22 2Tl 1981 FIo/KHHEH LK R TH
Pirbn, A F Y LEBIEIT 231.0¢ugd 25 106.5 1 g/d
WA U7z, BRI AT 102 A2 NRE L, 1979 F
5 1989 FEF Tfrb . Z OFEE, JRFBH B 27 LR~
12 (40 AT T 5.44 2> 5 3.47glg er 12, 40 B2 LT 11.37
5 8.67unglg cr i) WA LD, IRFEBE7usuT Y
VF A0 AR TIFE T EAL (110.82 5 126.4 1 glg er i),
40 L ECi% 1135.8 1 glg cr 705 1999.7 (e glg cr I EF L
7z,

AR D # s 1 E LL R E  [Rk o0 V5 e i B W T b &
SEn. MAERES P, 1 944 AWEELZOKE
167 ANICDWT 1975 L 1985 FFDIRFI B 2 7171 7Y
VEERHB L. 2o 10 EMICRF L2 susu Ty v
107D 1 MR T L7 (R T5) Z164Tdh b, R
Beirmru7 )yl 450 1g/g cr TH D, 1000
pglger 2R 25D ABNCES e otz 2, TDX
I AR T 60 UL EITIiZ Vo 728, BEE IS WHE
MAHE SN, 20 AN TIE 50%ICELZ. JRPH F DL
ELQEBICNTA2H R IV LBBRENRIN TRV, %
BE T A7 R B I EE O B D H B Z E 2R LTV
5.

THE S 2913 £ 72, 1975 4F & 1990 FFDH F I 7 LGS
iR ER 31 ADRF B I vurus v vaiELiz. 20
FER, 1975 FDIRF D F 7 L7208 1.0melg er L EER L7
LDRZFDBELRT B A za s a7 ) R INE
2L, REPA NI LBZNEMO D O TIRALNEM %2 T
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