A Case of Citrin Deficiency Presenting with Recurrent
Hypoglycemia: Diagnosed by Targeted Exome Sequencing
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Citrin deficiency is an autosomal recessive disorder caused by mutations in the SLC25A13 gene on
chromosome 7g21.3, and a type of urea cycle disorder that causes hyperammonemia, Although neo-
natal intrahepatic cholestasis and adult-onset type Il citrulinemia, a type of citrin deficiency, have been
described well in many articles for several decades, failure to thrive and dyslipidemia caused by citrin
deficiency (FTTDCD), the other type of citrin deficiency, has been only identified recently, There was
previously no case report about FTTDCD in Korea, Patients with FTTDCD could present with loss of
appetite, fatigue, failure to thrive, hypoglycemia, hypercitrulinemia, dyslipidemia, and an increased lactate/
pyruvate ratio, Routine evaluation may not reveal the cause of hypoglycemia caused by citrin deficiency.,
We recently had a case that presented with recurrent hypoglycemia in a 30-month-old boy, Chemistry
profiling, urine organic acid analysis, plasma acylcamnitine analysis, and hormone studies indicated values
within the normal range or non-specific findings, Mutation analysis to identify the cause of hypoglycemia
identified the subject as a compound heterozygote carrying each of the ¢.852_855del (p.Met285Profs*2),
and ¢.1177+1G)A mutant alleles, We report here on this unusual case of citrin deficiency presenting

with FTTDCD for the first time in Korea,
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AN EZAEZ (citrullinemia) & 243]% (urea cycle)
9] @4 % 3Pl argininosuccinate synthetase
(ASS) 9] Ao 13l Wshs A 44 A
ojth, FAE el whet AAotd (type D, 4
o} (type III), 4% (type 1D 22 YrANE, 4}
A7) R type 119] 91 #3847 SLC25A13



w3 Qo] we} type I (CTLNI1; MIM #215700)
3} type II (CTLN2; MIM #603471) & Y+ v}
1). CTLNI2 9p34.1 g2 Ao 91x]3+ ASS1 +47}
o] EARlo| & Qg wAyshe 7F Wk ope} 3 A
FRAES] ASS &4 BAEs} i whde)
CTLNZ2= 54 o= ThollAut ASS a4 %7}
sk, ASS fdA 9 2 ol ASS F®ERNA
(mRNA)+= Aoz #zdn, CTLN2E F2 o
Bl A BarE 3 9leH, 150,000—-230,0007
1ol Wsh= A o7 ka4 glrh. CTLN2 3219
ASS & AR 7q21.3 GAANA citring 5.5}
= SLC25A13 H-731AF &AWl & 13t citrin 23
o &) g o)xkHel Ao w wHH Y
CTLN29] ®lo] fxxp7} wha) A A 324l
CTLN2 9]of A8 A]7] 9 QI 4, o5 Foll &fo]
g Mol thE RIAF o] LA HA s
Ao} 71 €5 A A8 (neonatal intraheptatic cho-
lestasis, NICCD; MIM #605814) 0] t}2 shs
AR 3} o)A A G S (failure to thrive and dy-
slipidemia caused by citrin deficiency, FTTDCD)
o]t} CTLN2:= K% 20-504] Atelell #zb7] 119t
Yol 5o} a7 sr S2do] v o7 el

A 17 Al 2%, pp69~76, 2017 —

o] yehdt}!, A gk oS A$- 478 ool 1}

E}‘é T AL 57t Bkl £ d ool iR AL

Jal7] wiel, 7] s} A 87} FeaeP . ubd

o] NICCD+= Ao} Al7]ell ARl 7h 5 A

7F YERe, T2 FAo R AAF, AR, A

%, 702 Bk A, 7 Adee) 3 71 RA,
o]

Aggo] vehd & ik 5EA 7HolA7kA] Hadh
ZA$7F Qo g A% 19 g AR,
NICCDE ¢kokd 20%2] #Abolx] CTLNZ7}F H& st
o, FTTDCDE 20003 the]l o] 22 241 gli=
olglolt}™¥. NICCD o]%ell CTLN2¢] ez uhgs}
7] o149 citrin 295 $AES L, 1A, Agk
F3HE 20)E sk HolA A 9o FRIs Tl
Qo1 A& Bl BAE sk 577 (silent period) &
Hus 7o 5tk &A%k NICCDOA 354
ot AellA] A&7k, 9g 4

, A8, A3 2 249 giEe] ARl
citrulline) O]%X]?——lg%, =0 ZALel/
B)&3} 722 ol dalo] vk e] FTTDCD
Z ey 9 EMEMW% A 74 NICCD,
CTLN2°1Wt FAAAALR B A7t 25 B
991} (Table 1)°”, FTTDCDE H.al¥|#] ekgkch A
A HHEARl AYTS FAR ldste] 45 3170
=3} citrin 2
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Table 1. Coverage of Targeted Exome Sequencing on Candidate Genes for Differential Diagnosis

Coverage (%) Coverage (%) Coverage (%) Coverage (%) Coverage (%)

Suspicious disease Gene Depth S1X >5% >10X ~90X =30
GSD Ia G6PC 109.05 100 100 100 100 100
GSD Ib SLC37A4 125.3 100 100 100 100 100
GSD Illa & IIIb AGL 74.87 100 100 99.7 98.48 94.37
GSD VI PYGL 67.22 100 100 100 97.59 88.55
GSD IXb PHKB 79.51 100 100 100 98.87 96.09
GSD IXc PHKGZ2 71.59 100 100 100 100 97.74
GSD 0 GYS2 84.75 100 100 100 98.6 92.19
Disorders of Gluconeogenesis
Fructose—1,6—bisphosphatase FBPI1 118.59 100 100 100 100 100
deficiency
Phosphoenolpyruvate PCKZ2 127.91 100 100 100 98.55 93.53
carboxykinase deficiency PCK1 110.99 100 100 100 100 99.02
Pyruvate carboxylase PC 87.79 100 100 100 99.47 95.83
deficiency
Miscellaneous disorders
Defects in citrin metabolism — SLC25A13 110.69 100 100 100 98.17 91.25

Abbreviation: GSD, glycogen storage disease.
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(tandem mass spectrometry) *|4 ©]4 A7 Stk
BAHAA 27l vt g AR Yd i, F
W $9 5.9 mg/dL (F324 0.2-1.5 mg/dL), A4
W24 3.0 mg/dL (F12z 0-0.5 mg/dL), AST/
ALT 68/26 unit/L. (33112 0—40 unit/L) ©& X33
yHEFENEZo] ERIFITE B 25Tl = g
HzA glglor T ylel] Solarde glleh Aot
95 Ao ® Adtal ursodeoxycholic acidE
5%7_{ =, A 5L o AAF A sAHSI
77H9Joﬂ HLoﬂ :rLE 7:l:rL /\42‘;]\31: x13]. ﬂ
skl g9 23 mg/dLE Ad
T T Fol Fo ¥ F7let
%“\] 71% 74 cm (2.4 standard deviation
score, SDS), A= 9.8 kg (—1.6 SDS), F9] 43 cm
(=3.6 SDS) oIt} &% HAMIA] ketone 73Ad
(+++) ERIFG o, ol
F$ 89 101 mg/dLY ) Z7} ALl A
cortisol 14.7 pg/dL (3112 1.8—26 ug/dL), free
fatty acid 215 puEq/L (Filx 176586 uEq/L),
human growth hormone (hGH) 1.76 ng/mL (i
Z] 0—4.1 ng/mL) 2.2 X5 4 WAz lErk
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mmHg, Wt 1143)/%, &5 183)/%, A< 37.0C
2 Qg Aoleltt. 71 89.4 cm (=0.5 SDS), AF
12.8 kg (=0.5 SDS), % 50.2 cm (+0.6 SDS) ©]
At AARNZY dF 0135 (dysmorphic face) $
Qo TS vlEste] o] A S HAEA &
olth. o]AAtE= HEstel Al
& Ak

o AakeA WP 5= 16,100/mm’® (F1X|
3,800-10,580/mm’), M2 11.8 g/dL (FarA]
13.6—17.4 g/dL), 4% % 580,000/mm® (Fi]
141,000-316,000/mm”) ©]%itk. AST/ALT 78/41
unit/L (2% 0—40 unit/L), BUN/Creatinine 22.2/
0.2 mg/dL. (&1x] 8-22/0.6—1.1 mg/dL), F9d
7}~ #4 4F pH 7.198, PCO. 28.8 mmHg, HCO;
11.0 mmol/L, base excess —15.7 mmol/LZ thAMd
Ao ERlE Yt Y EF 134 mEq/L (3a2x] 136—
145 mEq/L), Z-F 4.0 mEq/L (311#] 3.5-5.1 mEq/
L), Z+% 10.0 mg/dL (F11x] 8.4-10.2 mg/dL), <
4.6 mg/dL (3a1#] 2.5-4.5 mg/dL) & o] X]'O]%
23 mEq/LE F7kse] lgleh hRyo} 26.5 umol/
L (F1 14.7-55.3 umol/L) &= /de1leh. 2AE
FHAE 92 21 mg/dLOE A EAHT A
g Hrke fst dAgatel A fEl WA (free fatty
acid) 3,399 uEq/L (1A 176-586 pEq/L), B—
hydroxybutyrate 3.8 mmol/L 0.1-0.6
mmol/L), Q1&¢ 9.72 ulU/mL (F31x] 1.25-17 ulU/
mL), & AEA B (+++) ot} o= X
T Fol 3 Ak EA AT Ed 9 o
A3 3] 5x]o] F7}st3lrt
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groll wisl <l
| A5H0o] Sl azle] #EHY ketotic hypo-
glycemia ©]¢]¢]l hyperinsulinism¥} &2 th& 23
9] 7S WAIE] A, S 3178del st
o] 8AIZF 4 & o] 68 mg/dLY w F7t HAE
Attt AW f§714F 24 9l4= ketone bodyQl
3—Hydroxybutyric acid®] <7} 394.9 mmol/moL

of creatinine (3r17%] 0.0—62.6 mmol/moL of creat-

o
| R Ke)
- 1

O

inine), cis—aconitic acid 103 mmol/moL of creat-

inine (F1%] 0.0 mmol/moL of creatinine) 7} 2+
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Holom, I el BE {714k nj5o|Al St
HEE o o] 54 ik dt Bk ketosisell 9
ot 22H4Ql o Rtk 3 opdstEYdE
(acylcarnitine) FHAlIA = St o]ifo] HAEZ|
okort). 24 1.49 mmol/L (Farx] 0.5—2.2 mmol/
L), 8% yF24F 0.068 mmol/L (312%] 0.057—
0.159 mmol/L) < 7/l AARE, ZAl/v]FH A w&
2 21.9 FaA 7-13) 2 F7F A7o] FAFTh
hGH 0.68 ng/mL (312%] 0—4.09 ng/mL), insulin—
like growth factor—1 15.1 ng/mL (1% 49.0—
642.0 ng/mL)°I3ith SF7L A= HARIA 714
1#d 6.0 WU/mL (331%] 1.25-17 plU/mL), C—
peptide 0.28 ng/mL (1% 0.69-3.59 ng/mL)9]
lom FFFE Fof 308, 60%, 90 g2 ZH7)
81, 57, 69 mg/dL, A&EH 22} 6.6, 4.1, 5.5 ulU/
mLE Q& s Ao JAHe sow g
A=t 5 2EatelA B3 270D A BPA 4
hobE thEA 2 21A o] ANHA o g EqrdatA
7 e o1 3lo] A %
gen storage disease) ¥ #2 thA} Aoz Qs 7H
Fzo] A=t

W E = AT WY A9 A {74t
ol A At AEA A, AATFEA & F7L
25 2 A 39 SUFE n]FolRoel, ketotic
hypoglycemia, A 0, 1, 3, 6, 98 2 &4, glu-

coneogenesis ol (Fructose—1,6—bisphosphatase

o

—~

steatosis), T A4 (glyco-
o

Je Mo
4z 1x

deficiency, Phosphoenolpyruvate carboxykinase
deficiency, Pyruvate carboxylase deficiency),
citrin metabolism defect & A%¥e] 7}s/do] vk
hds| Qi) x4 A gy fHzE 4TS uhe] 7]
Az, 7hsrdel Sl ekt AR ST A-E o
42 (Table 1) & sAloll AH K7 934 targeted
exome sequencings AlBFATE W oA ge-
nome DNAE FE319 11, golBd g At #aA
AE 12 Mb 9 2 4813709 FAE Eest
TruSight One sequencing panel& AFg-dto] o]Fo]
2™ Illumina NextSeq plat form& AMHEske] 4t
1 984 sequencings A&k Picard—tool 1.96
o

ARgsto] S5 Q717F AAES A W2 variant

effect predictor®} dbNSFPel| o3& =4 A& =
259 A2 RIEZE 1% ©)/d9) dRkAl wlo
-2 gutdlo|EfH|o] A (1000 Genome Project, Exome
variant server, Exome Aggregation Consortium) |
ofsf Azt %7971l mapping 8o Hl WA S
At oA 7 54219 coverageE Table
Tel YeRiigith 2 23 tE Jilf-dxelx s 9]
= Wo7F A odgtovt SLC25A13 Akl
A F 719 Wo] [c.852_855del (p.Met285Profs*2),
c.1177+1G>A (AVS11+1G>A) 17} olgx A=
A% a1, o] Sanger sequencings F&l] &2l
om BR7L Z47) o] PHEA HlAR FRIHIch
(Fig. 1). o] F Wo]x 7]& citrin 235 $Alol|A
HyE b 9lon, sl ® HaE Ho] gt}
F7ha AEt 94 ofulieAl Aol A Citrulline 27
umol/L (3313 1-46 umol/L), Arginine 35 umol/L
(#1%] 10—140 umol/L), Methionine 9 umol/L (%
%] 7—47 umol/L), Glutamine 270 umol/L (Fil%]
254—-823 umol/L), Serine 73 umol/L (3% 69—
187 umol/L), Threonine 60 umol/L (#1.%] 35—
226 umol/L), Threonine:serine H]& 0.82 (Fil%]
<1.10) 2 A2 Beolnt. et 24k 2.9 mg/dL (%
2] 3.4-7.2 mg/dL), T/AY 46 mg/ dL (Farx]
50—200 mg/dL), T AF Tl 82 mg/dL (&
12| 35-50 mg/dL), AUE XA @iz 52 (FA
40—130 mg/dL), obdebA/EstotA| 47.4/13.1 U/L
(3:312%] 13-100/13-60 U/L), AFP 1.6 IU/mL (3
14 0-10 [U/mL) 2 5o 27 itk 419 A4
(Aot A7) i A FAE, A3 EE,
B2 A 2 dI, A3t A EAYEFE
& 7D ok A SHA] Aol njFo] AN
YA AETHE HolE citrin YT s}

itk AREEHE, R W A HolF & A W
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A9 9] 796 REERAQl Ao R dE AFYE 3l 31/0del A Citrin A9F 14 -

SLCZ5A13.0E802-1211FFO52017-04-27-10-40-12 Fragment Dago +
T G T ATAG GEIT T A G T GCCACA
T 61T ATAGAGRT T AGT GCCACA
reent NS\ L\
AT T A GT G CC A CA
T 1A G1 6 CCHACRHA
Father
NN VAl oA
e ST T e ot DT S LCEBATI DEBDE 1eN ) TP Q012017 08 24— 2-07 26 Fraoment base
M C T AT AG AGEIT TAGT CUCTA-CE
TAT AGAGRTTAGT GCCACRA
Mother Moo\ M&MA/\M/\ MAns
2 % & /\ 4 /
sLC2sAT 3-41 Fra07e00 52-852 ".n(:;"u\:., uL:snf v./xn \Hrmlrov/.u:; 24-12-07-28 Fragment base
T <A M A T TuA T T G T G c c M C A
T T T [ M C
Brother 1

/\M[\/\A/L/\ NAN\ M ;

s‘.‘.. or ->a- AT3_DE lu(.m

T CM
C GIHTHGHGNTTRGTGCCHCH

Brother 2 \/\ M//A&/]\/‘\ ;\;\/&;ZXJX/\/V\M( \//\QQ/\/\/\/\A/\/\/\&/\A/\M/\/

¢.852_855del IVS11+1G>A
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Fig. 1. Chromatogram of mutations in SLC25A13 of the patient and parents. pathogenic variants were identified by
targeted exome sequencing in the patient and confirmed by Sanger sequencing in the patient and his parents.
Compound heterozygous mutations, ¢.852_855del (p.Met285Profs*2) and c.1177+1G>A (IVS11+1G>A), were
found in the proband, and the parents were heterozygous carriers.

sk ASZ deglony, ol BE AFoA T Sk Aot} whebA citrin AP FelM e 1Yok
st Ao WEHYY . Q¥elA= SLC25A13 ©]F Z % AEZUGTo] wF”. thE s malate
kA BQlxte] MEr} ok 1:65, T34 2o B aspartate shuttle?] TALOZA Asp7} AF o=
ol M| WiEs oF 1:17,0000.2 4#A Qo =¥ (reducing equivalent) = XA oA v EZ

o]:= NICCDS] &% Hl=stA|Rt, CTLNZ 3412 Egjolz o]FAI7)E=tl Hofeith, wabA citrino] 75
FHES 1:100,000-1:230,0000.2 W2 v &E B 34 =™ reduced nicotinamide adenine dinucleo-
153 ek A, BRI HIEE F=(1:65), H=r(1: tidet] oxidized nicotinamide adenine dinucleotide
48), tiehl= (1:112) A = A3 w8t s W H]-& (NADH/NAD+ ratio) ©] &7Fate] aid2H8-(gly-
153 o FEATM EAHo| = tshiarelA 1: colysis) % A (gluconeogenesis) < 2AIEH €
50,0009] HIEE WAst Aow Fgata Qop!?. v} 1 A% citrin ARFeIM = AdFe] 8T 5 9l
2 $-2lutel A SLC25A13 37 Edwlol 2 & o, 3 A ESTS NADHE o]&8l malate/cit-
4 citrin 235 $A= NICCD 118, CTLN2 64| rate shuttledl|] 2F-g-3F0] XAF S F sk AlA
(Table 2)° &35}, dAA7kA] =jelA FTTDCD oA ETE %HL?}E} .2 TEEA A = dRts)
2 A citrin A% $Ate] gk mart glok w & AALelA WA DU EUHET, A EEUESO]
A ARES fEvetelA Ao FTTDCDE 9 LFEREA] oF °L‘:} ol AL A1E Aol EA7t o)n
A5 Hdsto] Hasks Hio]t AetrslE Aol& stal glo] AWAE A oA Y vt

Citrin aspartate glutamate carrier (AGC) &4 E UA A2 E B3 dRYol giart o]FoA] 1 18]
2g-ste] nEZTg ol aspartate (Asp)E AEA | Ao Ay b BuoHE FTTDCD W}

2 olFAFO RN F 7R ATS sty Sl i AESUES, 1drYoldFo] gIA
Asp7} AlZAH A EZD 3} w] BN §]£7} 2 Az AAEE 497 S
SHA go 2 AR Yoty QA5 o]8d 5 QA 2 FE9) A= dHEAQ AdYs F47 Uds



Stk AYY A AVHOR UMK AF fR o0 AR AT 2149, 2848 A8, NS,
webd Aol 9% ATl AW Floliel Wk AN} HANAR, AT LEF FHEARIN 2
A Ao, AW HE FOR NI, tAE 7k 2ol BloM, 2RI AT HAINE 34
g Fel 9 ATNE BN 4E SSABA NS 2L AT RN 23 45 w54 29 3

<
= T
o] ol wheba] Pl Fof] W ketotic hypoglycemia g4 a2k Aol A17)e0 Alddeid, WEled, &
a2}

Sow el wasY. A5 17/9els AAF B2 2718 AAE, IWdE 2o, S 40974
2 AT AT AT BHEEo]9)o] ketotic hy- Adgeid, fEeYS Ao HE oY S
poglycemiag 2t ARE, W Aol Hlw A ofg AEEH 5405 Hilom, A% 670197 AxF
I Ago] NHEA o7 #akElo] ketotic hypogly- A B EE D HAHAL 7 S EFHSIT A7) B
cemia &]°l T A9 7S Al 7L F7H 2 AXAFE citrin A9F QAo S8 HALE
AR AEHA H ik Ak Ak X5 2 ok o] Hgtt?. B Fd A= IR AT HA
2 AN o)dare] BE AL glislod, Al oA i Aol AEHI He YR v FolRo}
I FBAFHE] S7PF BEE ) witel G citrin 25 AN = 2L} G o]Fof
ol & olstgion, BR ST 3 A 39 St AR o, =877 w3l (glycogenolysis) & 737
A0 wFo] BAEFHYS AsIGith o]e) Table Ao 7 et 2107 AZtET) wpeba obF] Zte| &
1ol "gAlgk ofe] H3HEE FAlol 7h8akaiAt targeted g FAo] unAE A P& Aol FFIIE A= HAL
exome sequencings A 8ste] SLC25A13 &A= el = Adskd g3 o] S Ao g FZ%rt Citrin
EAHo) 7} Q%ﬂ%ﬂ Wl TR AES AFFOoR gk AT 71d 2 Wk whye] gt
A citrin AYPFTOR IR 571 ek AAR 7141 A7 a3kl

citrin 2345 Zﬁ%‘@l A EFE WA 8171 Citrin Aol #AE 4 Aol dA|
ozl Aoltt?. AAA Seteteld Bad A B4EF7F LdElA Qo ynitk Edwo] F
citrin 295 @4 Tl ALLE FAE UAF 4 o MEsF oY, AE oM IVS11+1G>A% c.
5 9l3lem (Table 2), &A= 187 Ras 9] 851_854del Hol7} ok 70%E A|5HH, FxollAs

Table 2. Reported Cases of Citrin Deficiency with Mutation in Korea

No. Author/Year ~ Age of onset Gender Phenotype Main present symptoms Mutation of SLC25A13°

1 Kim/ZOOﬁw 39 years Female CTLN2 Altered mentality c.851del4 (homozygous)

2 Ko JM/2007” 39 days Male NICCD Abnormality on MS screening IVS11+1G>A, 1IVS16ins3kb
3 Ko JM/2007" 30 days Female NICCD Abnormality on MS screening IVS13+1G>A, IVS16ins3kb
4 Ko IM/2007” 37 days Male NICCD Abnormality on MS screening, vomit c.851del4, 1VS16ins3kb

5 Ko IM/2007” 3 months Female NICCD Jaundice, hepatomegaly c.851del4, c.1177G>A

6 Ko .IM/20079) 24 years Male CTLN2 Disorientation, abdominal discomfort, vomit IVS13+1G>A, IVS16ins3kb
7 Ko IM/2007” 37 years Male CTLN2 Altered mentality, seizure c.851del4, IVS11+1G>A

8 Ko 1$/2007"% 3 months ? NICCD Direct bilirubinemia ¢.1638_1660dup23 (heterozygous)
9 Ko JS/2007"" 3 months ? NICCD Direct bilirubinemia c.851deld, c.674C>A

10 Ko J$/2007'" 7 months ? NICCD Direct bilirubinemia ¢.1638_1660dup23, c.674C>A
11 Lee/2010" 10 years Male CTLN2 Nonalcoholic fatty liver disease IVS11+1G>A, IVS16ins3kb
12 Lee/2010"7 11 years Male CTLNZ2 Nonalcoholic fatty liver disease IVS11+1G>A, IVS16ins3kb
13 Lim/2011" 16 days Female ~ NICCD Abnormality on MS screening ¢.221C5T, ¢.1645C>T

14 Lee/2012" 1 month Female  NICCD Abnormality on MS screening c.674C>A, ¢.1638_1660dup23
15 Lee/2012Y 1 month Female NICCD Abnormality on MS screening c.851del4, 1VS16ins3kb
16 Son/2014* 3 months Male NICCD Direct bilirubinemia, loose stool c.852del5, IVS11+1G>A
17 Jeung/2016%” 37 years Female CTLN2 Altered mentality aberrant behavior, vomiting IVS11+1G>A, c674C>A
18 Kim/2017 30 months Male FTTDCD Hypoglycemia c.852del5, IVS11+1G>A

"c.851del4 mutation is the same as c.852del5 based on Human Genome Variation Society nomenclature.
Abbreviations: NICCD, neonatal intrahepatic cholestasis caused by citrin deficiency; CTLNZ2, adult—onset type II
citrullinemia; MS, mass spectrometry.



- A 9] 79 NHEARl Adgow o

=

c.851_854del9} c.615+5G>AH0]7} 93% 2 &3}
IVSI1+1G>A Wlols HaEA] okgirh $-2luhete]
A 71 EsHA HAE s SO0l E ¢.852_855del,
IVS16ins3kb, IVS11+1G>A & ZV7} 23.5%, 20.6%,
17.6%%2 H1E 9 om (Table 2), ¥ F#9] F A
Ho|& oo &3t} L ¥ Human Genome
Variation Society nomenclature®l] <A 3}o] ¥ 4|
o A= ¢.852_855delZ 71& Hof 9lon, o] IA
=iollA 718 ¢.851_854dels} Y3gH EAWo]o]
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