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SRR ST

FEE NS ESEE

pd|
O

s

A dAPE SRS oA 7R MR s &
Atk (1) gEYol, w714k AAr AkdY] B4y
(2) A3 F279 (fasting intolerance) (3)

nEE=gol thabd e (4) ABAE =4 thateld

(5) 5% A=Yol] gl thrbdsh

S5 EotoflM CHARRE 7h5/d0] U=A|

—

slolspy| glat 7|2l mr

—_

(Essential Basic Laboratory Tests)

g AdA erstEat
oJAdsl|ok st g -’Fo A=) %
Alo] xdte] Fe3ich

o FrYok PrUokz HAE BEFE Ao
7|3 &4 QL) eadE G714
EZrgol 9 Audial ke Fostth S
AAT 5 FA dE2 AY AR nkekar 7d
Se wE] ZAkE AlEih

o 7R ARd7] g stet, 53] diab A S

MU DAFETE
Aol AT @l

54 WrkelFol Awe] gl Hek
o) A ANETY FE AT HL, A
W B ] 7Nl Ak Jein ST

o7 &rsks ik AE 3l
Ne A A A=
mmol/l FE7H] 45 & 4 Tk
W aa FEA EAS AF shd Fato
%= 3t} (secondary lactic acidemia). “1¥ @glo]
Aok A=Al 24F F(primary lactic acidemia)
o7 Azfsfof gt

A AE Ao

2 uEHe AES 3-0H-

A -

N

e4% A
Qe AP ArZoleta dk.
AEZo] LrERbALL A4elel A
Zo] wolw P4 tAHAHE o4 alokeirh(y

Aok ANES S Fah

butyrate2} acetoacetate ©|t}.
A 2=

SEREE

oX FHR n[o A

o _
Sa-l-o

IM 7120| == HAt

g dalld, g9, Ok @ (CRP), CK,
ALT, AST, creatinine, BUN, 7}~ dJN-8-71
ArL pEYol, 2AE d7 Bk (obv| A, acyl-
carnitine), Ao} AL o7 ALEEE AFX H
o] A]

2 Az} {4, ARE, pH, i, o, A w
(714}, acylglycine)

gl AT F ZA WE

Adotofl M CHAL SSZAE Al CHARRES 2|4
3iLI? (Metabolic Emergencies in the Neonate)

z27] ZAE:
—EAXAY 71733
4= AE ARsky,
Azl & &4 &+
—H“}E 7—1% 35
—5%9 2% % A3} (axial hypotonia)
—AA 9] 20T A&}
&

(boxing, pedaling, tremor)



OIAk

A SAI7E Ay Eck
SJaFE Y] W), A-, S50, o8] 719 7]
554 (multiorgan failure)

—27)el FA7} 9 A%
~RE
—FhEea Aok Ak, felo] BIEIXA gk
A 7194

1

—ojpe] WEolAel thAHAE S

—oApASke e BRE 1el0] S3] B
A ke )

_7":0

—opbEhe R Qo] A5 Bk 4 ek

35 At
(IS0l Cist HA= 20| Bict)

Holl: Bicarbonates, Glucose, Transaminases,

Prothrombin time, Lactic acid, Uric acid

ESASIN
- Al Aotof| A ABwTS I A ERS A7t
&+ 7
Qo] Ak = {714 AR EE gl
g 7Aae) e 35774 (neutrope-
nia) = 714 Ak o] sk = vk
2SS Fakeld A AWl pHYF S7tska
AERTo] $s v A M3t 42k (renal ru-
bular acidosis) = 2]d& A

SEXEE AFBE] Hol HAFES AFHH= A

o xctel] ol5= Fa g

G FA] HARE ohA] b= AAE 4-5mL 9
NS Sk S Aelete] £3] 9 2§ d
F& —20Co] B3

A A QJFH S e —20Co] B
o S=AZIE atof it

ZA7E Ve F 24-48X17F Lo =
Ago 7 Avo] YeiA7] Aol $HAE
3t e,

=

Diagnostic algorithm

METABOLIC ACIDOSIS
yes I
Ketonuria Ketonuria
yes ” no yes | | no
Major hyperfactatemia Maple Syrup Urine Hyperlactatemia Maple Syrup Urine HYPERAMMONEMIA
Disease (MSUD) Disease (MSUD)
yes no | no |_no
Mitochondrial Organic | Organic aciduria Hypoglycemia Non-ketonic hypergiycinemia
defect aciduria Pyroglutamic Sulfite oxydase deficiency - XO
aciduria
yes | no es no
Fatty acid oxydation Respiratory Fatty acid oxydation Urea Cycle
Glycogen storage disease chain Variant hyperinsulinism Disorders
Glyconeogenesis defects (glutamate dehydrogenase)

Fig. 1. thAatdSebAe] iz
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ALl 1-a:

1% glo] 9% Qo) gebt
2 gAAEE o

W Eo] A& ow oz
kg 100—130 kg/day,
ol Aol

¢1&¥ 0.02—-0.1 units/
448 FrEa,

o>

i)

of\

«

fo X

N, HiE B FHﬂ
do X _'

!

2

|
i
i
o

o7 Fo
65—70% =3}

A5 s
Kg/hs Folsf

—EYo}l A=

- Sodium phenylbutyrate: 250—600 mg/kg/
days 43|% o] - Fofgith

- Sodium benzoate IV: 200—500 mg/kg/day
5 437 o] Foidith

- Arginine IV: 100—150 mg/kg/dayS 43| =
Lo A Fofgitt,

oot o}7} 500 o)Al F41&

(

3 —lm ol
O

_u.4

it
0_|_, HJIO

J[Nf

r _&
)
B>
OHT

stfaolaict.

AlLiE2 1-b

377 AR, AT 2450g, FHAE -
E5E Hojd Aot A% A B —’FO'E— 3]
T2 HAZo] AT} S YEE & wx
F1 ARERo] Zol5al Tt E "HA ot S04
At Bjojdt Z] 4drte] Al 7o) dojukar
AXF oA L7 oA A F o & o]
FobAl &2 et §——r 5UA H= g o oy
017} 500 umol/L. o} At HARY citrulline, orni-
thine, arginine ¥ isoleucine ©] #A&t¥ o &
71t HAbE Aol o] Eaks EAFANE F
3 CPS (cabamoylphosphatesylthase)
NAGS (carbamoylglutamate) &] Hlo] & Q 3}t

>mdPEIZ&OFF

O:

N
I

o ¥% kil A

® IT AFEW (citrulline)

Al1d A1 =

<, ppl7~26, 2011 -

AU A9 Gl A
- AEHA ke 73%"% ]
trullinemia) ©] ¢},
- A53R= 79 argininosuccinase Aot}
® W @ ZHEAH(urinary orotic acid)
-017%}/ 9442l A9+ CPS Agelt,
ah= 4= OTCelth
S} OTCS 1myol g=9
=5 2 32 Aol (distal urea cycle
defects )©o]th
o g7t A9 A AskAl gt

OTC ZA=go]}.
S g5 (ci-

[o:

—10

feorlr

p
L
p
T

e of> OW

& oX ox

35
QX
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1. 82 ABL|o} A5 (rising blood ammonia)

PEoR: B4 F FA %

$_
A ZA Agel A BAAE STk PAH
2ol 7§ Belgtiiebrt Seb 4= GU7) ol

2. @3 AMEE (citrulline)

g% /\]E goﬂ ¢}U]1—/\]_ H/ﬂ o7 _z': ég}
1, Agolle Wﬂﬁ—rﬂ Al&ske] v 23] =gt
t}. g% olm| AR green—top tubes (0.5—1

cooll dols AF k] HAARIE Btk

A F 24471 ool AF G opn| Ak A
‘jiﬂﬂ YN A FEF FX|of] G S 5 Ak
1% S 48-T72AI3Fel AFH T T AT
9] 9AAY 5 umol/L ©]3td 7-$- OTCH CPS A
FsoZ G = Qlrt

AEE0o] 2,000 umol/L ©] A3 S7let
A= AFEY d50] gilo] At nkd e 3

48AZHA] AlEERo] Aol Q4 3= A gho]
obd 7}s/do] EWrh

Argininosuccinase 2852 A 48A17F EA A

=2 27} 100—300 umol/L. AEE AF&3sit),

] TAa7F gl A9 3 48A17F oldjell= X &7
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3. & 224 (urinary orotic acid)

AL 8AIRE B 12413 el A5 &kofok st

), TS FHe|| vrolA AR Bul= Flo]

4, 24 3|2 S0 St ERI(definitive diagnosis)
2 &4 Ao 7 3t} CPS / OTC &4 4L 4l
AsiAl 49 2 AR 2H o7 At 13 o)
=2 9 —]i‘i‘ 341-}’ A0 O}-/\-ﬂ._l.i 74/\}. ) /\ o]
t} T3t arginase 34+ AETE 8 4 QY &
& 2 QAL A 959 olel 4]
3 o] Fu,

A 2ok,

Ak AR AlFReliA] il 1243 del
FEo}, obn|al, BUNS 4 %tch 12]al 4o
= Y] B7ell aRlE o] Bt g d

W7} (pH, pCO2 bicarbonate) & ¢t Uo} &
S old-g flal Wi AAReITE vkl o] XAl
AAL Aot B5 st Aol a4 JFHS A1SS
ofo} gt}

X & (therapy)

Q4 3| tAl FellE 717 Job= Bhxlo] = o)
7HA]

o il HAE Hasleta,

® oSHA-g-& o ysAY HAs & 5 e
2| 7,

® Ui wulEo] AAHES XFelth

l')l'

|28Hminimize protein intake)

® S CPSeF OTC 25 Fhols flaliA s,

19 A=k A2 49 L5 AL intralipid &

3

EREET

THAR

AgSIo] AR, G

ful

mﬁ

A= 24417k 0] 50
0.6 g/kg/dayZE 4= o}n)

-

Z] OFO. T

A ZaaL ghig oke
ARO R Foldith

® A o= IAS 1.2 g/kg/day® Folst
5 o] = 20% o)A = oju|-Ate] EZdhE o] 9)
0101: W} 7} *OJ Azl Ais) ehux] o

H

® NA| J o] FHE
A sFFe 0.25~0.5 gram/kg/day®
Fo ) FoAE = Sl A

gram/kg/day7}A]

ES
Alaksiet,
A 52 A5 (citrullinemia) & oFAY B A
oA (argininosuccinase) A3 * Foh= 14 0.6
g/kg/day= 7&EFE AlFste] HxF 5814 1Y
2 g/kg/day7HA Fo& = Stk F7IE FojH=
Zr el davh IR o2 Fu S ER7t
=tk

Stolrh v W AR
o o}z Za3)
& Qe o]gharg-o] ot ‘?}EHOVP <7t
Atk 7 AT Tt 27k
£35}0] (nasogastric) o7 GJ'E]-.

z]}\]yz] F=7

:[o

=
o

A3
<2}

3 A
=

3

2, G2 OBt E 2A85k=  X|=(reverse
or minimize catabolism)

Folol Al E5S Hoj= 120-130 keal/kg/
day o2} Folgjolit 3t} A5 A ekS A3}

2~

i Rl HaiA T2
ol Qe A5l A ol5a

woll FASA A5l s

7148t gote
Zatofoptt @t 4]
gol dofd £ Q7]
of gt
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3. 4 LHE9| BlE Z£2(promote waste ni-
trogen excretion)

B
kA& AHS

(i) Arginine — o}22] (arginine) Z34-& WA
stal zro]l OTCE &4k A7t

(i) Sodium benzoate — Z€Fo|Al¥} AgtE o]
3|3+t (hippuric acid) ©& H3sle] GEUYoLE
A AT

(iii) Sodium phenylacetate — =FE}41 (gluta-
mine) 2} ZA¥3sto] HdolAE]EFEN (phenyla-
cetylglutamine) & 3733l E oS TFaAIZITh

B>

o wige SXA7I] A o

e

i

o
o

FAE 7bssb o] FALRE T E A el At

A7] e, ol o] (anion gap) & H71H 0=

S7gstolof stk ke A FAF B o s Ae- 4
hYA

wgolol] Lol EgHolt gherk

CPSs} OTCY 2HFE HAsAE -
Sodium benzoate (250 mg/kg/day)
Sodium phenylacetate (250 mg/kg/day)
10% arginine HCl (210 mg/kg/day)
o] A7HA] FES 10% EEFdo| £&3te] 35
ce/kgs T AlREel AA 79 (bolus) ol Fofs)
a1, o]ojA] e NG 24N 7HEQE Y A o

o,

<

AL2|R 2-a:

ELolh eIt ZrNhAA AEF T
FE U 0 — §71 tekasolt vE

A% A 119 Al 1 &, ppl7~26, 2011 —

—AF @S S48kl «le™ 0.02—-0.1 units/
kg/hs fFolate] Bassate-S gt

—Hydroxocobalamine, 1—2 mg/day, IV

—Biotin, 10—20 mg/kg/day, IV or oral

—Thiamine 10—50 mg/kg/day, IV or oral in
1-2 doses

—Riboflavine 20—50 mg/kg/day, IV or oral in
1-2 doses

—Carnitine 100—400 mg/kg/day, IV in 4 doses

o Afoll= §vo® =8 AlAS ok &
T A7 Utk v 4-6A13F o HAAERS A
A A A85E T e QG sHHA
de Afoll= FA4& dfof gk
ERER

3

—ANFEA /G N} (hemo filtration)

=
-
=
-

@ renal tubular acidosis =2 pyroglutamic

aciduria W= bicarbonate Foi7} % @&}t

ALzl 2-b:

377, EAAF 3.25 kg, TRIAE0] o &
A5 394 2 wA] ek AFo] 16% Fo] FuE
N A5 T FHAsh 5 $ FoA] #HA| o
I Aol 54 ot ofg] a5 vHrolA |
Aok FA 17 AS & A d3 ATE 54 &
omn ez MAEo FAYAE ARESIICh
ChA] BBt A &2 0% W] o1l FEE 8
o ofg] 7k AR AldEkeiT XA e 2559 7
AV B 4 aAs BT 2helel gk ofe] 7}t
2 FAApE B Ao R yeigith ey s
o= Fho} A7} o] FolRt) FiE ARl 5§
ol= TEE 3t 3lo] glo] oA 54t
oFsl|glom 7HE k= AElE dto] Al WA oS

gk, Bk AR LS wol 1 FE ol AT S

o



Ao

$EAR -

32 okorom AT ot Sgo] w2 Wsrl & ¢ Utk "R AAs] SAIZE vERt
3 AR, AFEF(HCOs 13 mmol/L) & Kolil v ofo|7} z ApepA] 9k whgo] =ojA|w A ZF
oAM= AEe] Se7ka R Yolrt 349 umol/  AlZF YRS ¢ Qlth Wl &2 o7t AHEs] EolA
L Q3 NP eid 19} dagto] haso] + vehbkes A% Stk
715 A e w2 AT SRS R Wl =3 {714 Ak X‘ﬂ% T2IA dF, wd
Alglslal A wolx] FHE Foslgick FARR R EF, ofoli Wit EF, I E RS
carnitines 1 mg/kg/day 9} Vitamine Bie 1 mg/ 183 TEERIAF = EO] 3
day, biotine 10 mg/day 181 insuling Fol3}k FAUAF $171A] ©] ofols2 G‘i@%, Aes 1
Atk Ak wA LR JAE 3 (methylmalonic 23l A8 ydR Yol 58 Ry 5= Qi) 574
acidemia) ©] %t} AR QISA =5 7ol WolA wIF, wiET A
5= = 7 Uk
7|4 CHAL Zgt 2|z 2|3
B2} Al mMet (assessment)
MNE
-5 A Arkel 3 A
$714F YAF Aghol@t $7hx] B 1 o)A & —oF, A, WEh AduA P vpet
A7 AR 0w Ay o] f7Ake] EalE= I —5 A gle} (hydration status)
oA B4 BAo] Box] AAFZAS Hol= Aslo] —7¢ o5 ERIsly] flste] dol A &l
. —HE o5
2438 WAl 271 9] oAkl git) FAlEe = A H A SA7E A=A ER)
=4 WA= = ofo]7} M| ¢kal 5o1A|aL 24 €]
Valine
Isoleucine
Threonine
Methionine Thymine
Fatty Acids i
Cholesterol COOH COOH
H;Cl-CH3 Biotin HC-CH, H;CCIlLI CH,-COSCoA
- | |
COSCoA Mg coscoa ¥ COSCoA B, Coemzyme  CH,-COOH
PROPIONYLCoA  D-METHYLMALONY CoA
Propionyl CoA Methylmalony CoA

Carboxylase

Recemase

Fig. 2. Wl @2dal 23924t UALEE.
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Yol
- AsketAl
WA (T L A )
—Had, ik, 'akes, d9
—FE Yo} (green—top on ice STAT to lab)
=3+ 715 3AHPT, PTTAESD
—d%} olw] Al (green top)
-d% 7t2Y¥ (red top)
—CBC, differential WBC count, platelets

|
et

ol KAl(lactate, gray top)d I FHIAF
(pyruvate, gray top and red top perchloric
acid A7) 2% - AAE Agel AAAN &

3] AR o]Fek A
—Zostd g A E(throat) W%
Fo; 1) 714} FRE Yok ol 53t 2HE-S

a7 whe] ghiLobe] Fe
U WAES S S ek
7 2) ¥ A5l AAE B9 AP0

2 QA3 FETS 2K Aol Erh

A=
oAb = gel tist A8
L A=
2. Ygst ol AR (AT, LRl Ad
)

3. ©]3}2rg-(catabolism) &
£ (anabolism) %

4. EAAEA AA

5. 7Fsshd feizk AA (e, 724, ek
A=)

6. &2 (cofactor) Fof

AAetT 534

ALlA AL S

<, ppl7~26, 2011 -

olgatgo] WA & oS Aw

= =
# 2rge Folstolo} shal APFTE At

=g
EE% T 10%° T YEFNS piggy-
ddato] guroialy FAZ 14-14
HH-)FE Alrkste] Fojgttt. Piggybacks- FHAF A7}
of W} g2 AAS thA gt} KOl A% 7]50]
Folgitt,

o] e AA] ek 2ol
A A 9 FR14ko] %i’ U f71AF AL o)
= HolA] ¢k& Aol tFe X i A
= oA = 7] wE
d Aol T2 o2 Fola Ak A F
dato] AHlE setstoiot gt

StEWF =9 (Ringer’s lactate) & o]n] &4
WA A== oAb S Sxfol| Al A = A= AL
LA kTt

2. 3 ol A

) AgG — 7 Ay Fo] glomd Yol L)
S AF kg 1-2 g2 10% o) RS gFo0=F

ol ik,
(i) oAb A — ®k def pH7F 7.22 o)t
o] AL} NaHCOs0] 14 ©]3td w), FEHIEFS
A% 1 kgd 1 mEg/kgs 74 (bolus) FHA] F
ofstaL olo|H A A% FuliEe] Hrk. vl
ol ARE 7 UEF B30l & A FEIE
H Fol& #°0]1 K acetate® tA| st
T oFe] 452 viA}
Aglo 7 <lsf 2?]—7“ o7 9 QE 7]#01 o%;q]g
o & 4 Ak F7IA Uk A AR el
iéﬂa}ow ek 9l g% dEYol FA7f
500600 pg/miL, o1o] ALt A|%A 0 % o}

— o)lu
-



~ A%A - AR GANDALARY GFAT —
7} EEbd A9 T8 aeslot st (TPN).
(i) A% -
3. T Rl Qe o] shArg-S Akl F3) Ae] FolE A7 Folg F71e 4 Qlrh IE
2807 F& ]9 = (intralipid) & F714F Ak SE Skxtol|A]
() =259 QoA dgs FUtE FaE = 9lew {74k o
10% E53FS FA% 52 1 o) Fofshd 1F AR AghellA] giart HA] obis Bl A WAk A
o] X TS 3AA olghatgo] TAHAY skl IS FTtete] e = Qlvk 2
o] g}, o] Az A} SHAlel m&et  ZueAl @50 vd g2 d 5ol 'Rt Al
Ampat 7hset W] AlzfEofol gt )1 f+714H(3—carbon organic acid) & Al gHatoiof
(i) = L=
zde] EAEH: B dld e BE opv| kS (v) Zr=e :
gl witell $AE g o® Al A A¢- A E 285 A k= diAL $17] Btk Age A
48—T2A17F Feke duld MHAE Agtslojopnt 3 vk Fol:= 50 FEAE-S sk dlo] & o
o ofn Al X g daHoR A" Aol = S gk Ald Bajv) oE Jro) de &
o] B 5 A A S A g5el Ago] = o AERH FUFE FALF] 20%7F 35 Holok
ALel GoAte] HEstel] Fofw|ofof Sirt. Stk zhlellA EAlsH: w A A|skekal tiabrt
ofu]i=Ab Froll e iAol o] QU= ofmiAl A o] gl ofu|AkS FTlste] kS A EHE
(nonoffending amino acid) & FAECE Fojst = 3ok
Il HAE EA] Sk ES opr ek HAES ) 94 :
Ash= Zlo] Erh 7] AFAZIE Ak o]g A& sk gy Foag-S ke 32
Fold olu)iake B3 28-S fstal AFE A EOoR vl AukehS HXA7)= 2hgo] 9l
= odst 5= Qlek 714 tiAk Agtef] whet giabzE ok diiF o] RIS A Hof 1A kAR o)
QkE]= ofm|wAbe T3 gk AL 1715 A&k dlof| o} F Fast 9E-S sttt
TEd Pt AR H o7 o] o] gle e 22 IEW ARE sk = oS ekl
5 AFHE 7)ol AuRo R Algshs Zlo] £uh APL HA| ¢ oln|iate] AE £o & S0} o
FHog FoEE: 54 Ei 7 Adel dapt ¥k
A 3= BAE AASR: Aolt) vhde] A
o7b gl Al FA f1&e] s Aol tabt 4. 573 dixt B AA
B opu)eAbgk ZA|ske] Julo s Fojgk 4= 9t e, A8 2 JAUAL o)) A5 o
DISORDER “OFFENDING AMINO ACIDS”

Propionic acidemia
Methylmalonic acidemia
Isovaleric acidemia
—methylcrotonyl CoA
carboxylase deficiency
Maple syrup urine disease

Glutaric acidemia (type 1)

methionine, isoleucine, Valine,
threonine
leucine

leucine
leucine, isoleucine, Valine
lysine, tryptophan
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A olFoE A G FA HES AL

[e]
2 esl=d o3t Adae 3 2= 9

23 422 T 5 Ak bt 594
e B Aol A3l Fo] HH X,

Tl ZEA UEFO T AAYR e F Att &

4 =S FolM mEA WEATE AR vt

() L—7F=4Y¥ (L—carnitine)

R A R = P e g P R B gl A e e g
2udo] AgtEo] o] An|E7] wie] freld d
< 7FEURo] Ytk 7= Ud FojE o] go]
M TEARE 34 7IAE Bl ¥rks Bavt
g} 10% X2 e L-7F=2YE-S 100 mg/
kg per 24 hour &5 2 FHtf 85 244|7F F<F 1Y
5g Folgd & ok A2 45 AF7F 7Fsst
W 72 YUEE 100 mg/kg/dayS AT FoIg
=3
(i) F3A
ZRIA Folu vaddzdAal 85 &
71AF tiak Ao A= ] Alatell o8l diAt
= AT vk A Alts AR 2
- AP HA ek f71AE o] &0l &
ok G Al 28 520 ® FPAE Fojat
& tiAF Aol E50] d F% Qlok

Gi) g9 A4 (hemodialysis)

A7F EF2dE el s AT tiAE HA ok
SAEAS B A B o FosEit &
o FAo] gof BART U tiiL S21S A8
= AlRre] -k

m}i oL
kv

s

o
T

30 o mY

gy

A

rlr

6

Adet a0 tiEgF Fof (pharmacologic doses)
HIER 9340 tiAl A kA X 5o gol d
ojm] xldto] Y%l Aotel A= vlEkR RES

3 oF-E ERlsty] flte] FoiE shojovt gt

7. GATH
doAFAo] A8Ee ks
2ol HA e ok AT

] =]
A57F WA e 18Ry ol % (>600—700

ug/dL)

=54

=A%k Al 3 AE (U QALY B
o2 A7)

iz}

A=A} AE-0)9)e] 71E ko] = @5}

3z} Al It (monitoring the patient)

DISORDER COFACTOR DAILY DOSE
Propionic acidemia
methlycrotonyl CoA
carboxylase deficiency Biotin 10 mg
Holocarboxylase synthetase deficiency
Biotinidase deficiency
Methylmalonyl CoA mutase Cobalamin (B12) 1 mg IM
Maple syrup urine disease Thiamine 20 mg




- A%A - RG] f%
- EFT WAt US A

BEEH AR
A, S48 COy F X529
Qo FhAE 4-6A17F wh} 7,
CBC, differential WBC count, platelets
AL = HF

L

2
[au
T

o
by

-
a

3= (recovery)

Sk o)A EN7} 38 wj7bA] S-S NPOA|
Aok sith. FA 7 ol SAp7p Afo] s
TR/ FNE] el B Foejal) of

#e 5 Qe W @Ak A Folzt ke o
A} 514 k= 24o] AARAL B ME A7)
B4 $62 Folshs o] niasit,

SAEe MPAAE W W datel W B
A7} st AR BAekn Hlslok ek
wrel A% OAbh HA) ek gao] Folslgle

ul 2] geisk 3248 L 5 gl

0%
R

= ¢

1) Blau N, et al. Simple test in urine and blood. In:
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