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A F& Boldf Al AR e TYHAE AT
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6. Gag reflex =& dysphagiaolX 2= 9% &
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1. g&Ho |ol 3 Wey M2

<9 (Wilson disease)< 13¥ Ao X3=
FrAAY ol4ez wAsE FAAY FEAL o]
Agoltt. AW T JES Aste AEZETgs
W(ceruloplasmin)e] #=3ate] 2] Fo T HA
2HQ olFH FHOoZ A o7 EAE ot/
Ao AW, 454 d3k(bilateral softening), <]
71A 2174 E 3} (degradation of basal ganglia of the
brain), w749 =ZAYGlo]H-Feto|MF Kay-
ser-Fileischer ring) 5°¢] 532o2 yehdo
TIE 2, H, A%, A Moz FAHHA
ol A4 54 2HE Jepdoh 133A dAEF
2 ZelA dojued], wHel HIYHe] uwe} FAF
(lysosome)ll T&7} Aot 42T FEH/7F
AdEE GE5S B FE 6 Zagnh =2 F
golFy FaF 7MY AEZEe2Y(ceruloplas-
min, °|§4 EFTIE FHEE ¢-2-2EEH)Y
SFErt ZaEy AE2Ega0d Feote] AF
o] #2drh(Table 1).
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Table 1. Typical Copper Measurements in Wilson
Disease .

Wilson
Disease

Normal
Adults

Serum ceruloplasmin

(OD units/ml) 0-0.25 0.25-0.49

(mg/liter) 0-200 200-400
Serum copper( g mol/liter) 3-10 11-24
Urinary copper( pg/24hr)

Untreated 100-1000 40

On penicillamine 1500-3000 100-600
(250 mg every 6h)

Liver copper(ug/g dry weight)  200-3000 20-50

[e)

2
30,

5 AL 29 A3 & 5 AUtk I A
9 e 471 824 F 270 oY W shesith
1) Kayser-Fleischer rings

2) Typical neuroligical symptoms

3) Low serum cerulopasmin

4) Increased hepatic copper content

3. &1 U 34

8-20M7F AA Ex1e] 2/35 X3, 104wl kel
NEe F2 T8 AR 7 =] AT H
71 43, 104 ol ME Mo ZH=o] AAFES
do7)7] 4tk 204 o|FdE F= AP T4
S 2 F gk 64 o)A ZAAAxE ATl A v
BluA] @3 A B3R fGole ARV F4de] 8l
£ Zo] BBt}

e 3, A%, A 7Rz deidth 23l
BEAE dode AsE 34 XY, 4 g4 T4,
HAAA g, AEHF 5 U/R FEHZ Jeidh S
o EAE dodlE Ase 3 FAEd 4% F4
o] M2 HY(ring)E B F Yo, A& FtelA-
Zgoldgolgtn It FHoRE FE LFRAE
wolny, ztzhe] wat: glov, WA, A4, B4, F=
Wil & A7)A 2o 949 A 4 2 9
A4 FEAZFo) & & geon, FLe FPoqd
(Table 2).

gutgoz AFPUL &Fo] AAE T FEHE
oF 4 mg AHEH, 2 F AAA < 2 mgo] FFH
3, EAd FEL £ 2 mgol wiAdEH TS &
At g&woME o 02-04 mge] FES T3

Table 2. Clinical Characteristics of Wilson Disease

Liver chronic hepatitis, cirrhosis, fulminant
hepatic failure, cholelithiasis, sponta-
neous bacterial perionitis

Neurologic  extrapyramidal, cerebellal, pseudobubar

signs
Psychiatric psychosis, behavioral disturbances
Hematologic hemolysis, anemia

Ocular Kayser-Fleischer rings, sunflower cata-
racts

Renal proximal renal tubular dysfunction, dis-
tal renal tubular dysfunction and
acedosis, renal calculi

Endocrine  hypoparathyroidism, hypercalciuria

Skeletal osteiarthropathy, osteochondritis  dis-
secans

Table 3. Copper Homeostasis in Humans-Normal
and Abnormal

X Menkes'’
Normal Wilson disease
Intestinal absorption 2 mg 2 mg 0.1-0.2 mg
Biliary excretion 2mg 0.2-04 mg Not known
Urinary excretion 0.04 mg 1 mg Increased
Net balance 0 Positive  Negative

HAss AdozE ok 1 mgel wiAdse &9 T
338 (positive copper balance)& YEeo] T/t F
A= AoltH(Table 3).

4. X 2

g JAze FYNEE AN A D-
penicillamineo] & 71+ 1AHe=m 7B AFHAHY
T2 e o)EAl(copper chelating agent)2A ©]-&F
o} gt a2y XNBAIF F ke TGS FEAT)
3 %S 3AAZY N, L 3AWNSS
2435 A7 FE

Triethylene tetramine® &A#}Ho =2 ALgdch o}
AREAE ANgAR o] EHE, AFTHF] e
A% A2 F Aok ol A FEY FFE A
i EdL

z7] A%A D-FUASS ASstd FHAES
Aoz ANTE &FE B = ok ¢ D-7Y
A Aquwtoz Fujie] Aiurd 24HA #
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o FHAEHE HYFEE @k olHT XNE=2
A3 AR 7 FENE F osith gEws sk
FEFT &V D-dUdHS A HA 2E S
3 F4E diE + ok A 59 T
AgH e} A5dE AR ¥3 AL AP AE
e Zrel4x= megrh

AUdatiekxde dd, WIATAEHE, d2BA§
%, @9¥xe} Zurd  F(systemic lupus
erythmatosus, SLE)¥ 2& 34 2 ©lelql Bs 29
< dozith FHydaae A A EBE AF 22X
o E-83t} potassium sulfate supplementss 2]A}
W 72 FFEn 23UdA F58 dwsr) 94
A HApste Foll B4k Y pyridoxine R3]
Hudepsl B840z A7) pyridoxine 2FL %)
#18] "a3) Penicillamine] H$H A QOWH  tri-
entine hydrochloride’t 729 &AW wjd& £23}17)
#1381 222It}. Ammonium tetrathiomolybdateZ} Wil-
son disease®] 4 417 F4< 9% 2v] N5z @
L3ty 2ol AEL oral zincE: FojetH HzHgo|
U #W3F Q19 negative £& zero T8 balance®
Bk Oral zince Fg ofztel] 4A17k nit} 2g
@t EE zinc sulfateE 1Y 39 AR&3iT)

A

5. MTalAe] gzua|

1) gguzle e
& FAELE $MHo= AN T dHEe]
Zy FR, HAR, 230}, 228, 2AFE Fst
. FUAE @AY AAr FEE A
BEL7 T8 HEE JAE & 2EHER
follow—up 2 "4FHolt}. Potassium sulfide
9 ZAFRFE FYE FoM  EEA(insoluble)d]
copper sulfated}sl= AL =9} Fu 79 A &
dqwrsted =go] "ok E, FHudstd 2HE oF
¢ APPE W & & Q= pyridoxine deficiency
& 33t7] 98l pyridoxine®EZ A7} Basich 2
o copper chelating agent$l #HuUAzule Egsic)
Audeidl 95 ayo] 52N BFEW, AT
a7 A" = ok 77t 1Y 1 mg/dE A
gt AR, 2R, 7, ¢9F, 228y, d5F,
2Z3, IZ3}, AF7 AFAY FEEY FIAdFS
ZARete] ILF 100 pg oldeld Fr)de] e FF

T 59 =& HojoF gt

2) D|2F713, F2l(Cu,Copper)

T AUAAM ZAE HFET o g
FEo2A A A v Fdioln

Cerulopasmine T YAE IR AR A
Fe'’g Feoz AsiA7)e 242 stmzd A%w
AR Fode] HES FARIEY YY Fa2 S
e 9 stEE FErt R5HWE AR o] &E0]
#HaeH HET Aol AstEe] wdo] WAL
I3 FEle g9502 EE oldd}t 3 superoxide
dismutase(SOD)oll ZAf=o] Axel stz
BAse 9gE gt

TEE FE2 AN FFEHY HdME 2% F
FHY, AP AL dE T5HeE FFHT, A
Aol & W it @t FEle F=E FEES
T3 dRez wdEn, no FE FHNE Lo
Hlddch $Evet AAEEY HaE AAF ZAIA
AHEY, dxFEqd] FHHAFLS 1.7-21 mg/
(AN, 1998: e 9F 5. 1987), Adde H¢
144 mg/d(F49 5. 191), F& AUdd HAH
HFL Oa 24 2.23-341 mg/A(el$i 5. 1990
SAZA 5. 19982 HuHficth 83 TdHFe 49
9] A4 11662 £g/100 ml(BFY 5. 1991), 584
e A$ 120 4g/100 mi(5AA 5. 1993) 02 %
AHEITE e 29F e BE Al AE u¢ =B
Ak, LEDAA EHAYE Fold migo}, A
Zr TPNE 382 32 SoA dojd & o +
27t A9EE 8% TPl 3 pg/d ©lEE ceru-
loplasmin& =7} 35 mg/dl °]3t2 Yolxn ARPZA
ZENg MYy 24 5T A4 Fol U

"]=¢] National Research Council o4& ¢Ha st
3 AAS FHAHENE 4U9 A4 1Y 15-3 mg
£ AASFATHNRC, 1989). ¢ UM = AJele 1
Y AFFL 15-30 meoltHIA=A9¢AZH, A 7
2k AA). FEE AR ol g g A
LA FF5Y shtelth BE3W o8] a4EY
Z15dAde o3 g F4E] Uedd =%
og Ao AEUAF, 9ud, g5 43T
AW free radical S F7HA171E 59 5438
Atk webA AxUel = FE)2] homeostasisE 9
& a&Holn] AAY dAARI Y& AR F35

A

2= [e)
&=4E
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o] gt

FEEy aLEA dEAME vz F €A
gloul A 9ET  ceruloplasmin, transcuprein
53 e T olF#dA EFEY dEiME oldE
B2E §i&o] g

3) Falel cHAL

FAZAAY FAEFFE $5H FAA g
TEEFY AHQ T84 oF 40-70% A== o
A aFA &L ojFfAE oz BT A
o2 AL ¢ 70-100 mg A= FE AFsn
dom &F 1-5 mgd TIE Fo2HE FF3d
9EE B3 udie 93 AHE fAST ATk
EF59 FEe A 47 Abole] 859 ¢4, trans-
cuprein 53 A¥sla] ko2 o]FHH ojo] FA
oA E0157) AFSAAN FF F 4NN 4
o A ceruloplasminel 2FE FEZ FFo| thA
UeiuA "o TEe $ARes dRTld Aty
oz o9 the ZelA ceruloplasmindl ¥4
T 98 7|2 o)FHE e B F 3t

FATANAN oz olFHE FHAHNA LR
transcupreinelghbe @AY o] FoF ZFo=
dAsI gloy o5 AFE 7|HE oA 7HEH
AA @t Aol R EAse Tl o 80%E
ceruloplasmin® 2g=o] glow d&we AS 7
9] ceruloplasmint29] incorporation°l Fel7} AL
o] olu] ¢ #ARE 4#A grl Ceruloplasmind A
28& A3F=Z AAA ferritine ZRE S &
ANA transferrind] ZFHEE ok EI o Af{
7l(free radical)E Ar3IAA A}, EK(lipid peroxi-
dation)& WAsE 71%°] ok Ceruloplasmin®] T
g7t 22 AU olFde dH Fad AL 3=
Rez FAFHNUh FEYEEALEC] APHE e
w=A] 789 incorporation®] "R sich WA
Zol 7t A¥Ho] e A °F 5AEY VT
A2 s F4E°] FASHA drh

4) HT2|4Al

FE AL GES viXE AFFHE AP ANEE
FE 29 T3 P(negative copper balance)S 2743
e o gk FA FEATA ] aTFEHE AL oY
o, D-Fydgivigter x84 Feujde] F7HEA
Be A Rz FEAIRAol AWd 5 gtk

FeE AEZ 98 ExHo Jernz A[7” AT
At AT Fo] Bold JFH BT ol xAL
& Aok 28y 19 200 mg °ldte] AT HER
Agd A ¥Hoz FHF{AE ¥ D-¥
ydang AHgss RS o %] F¥HA
(antipyridoxine) &7 W&ol et Be7t 2¥E + L
oug ujd 25 mge ¥EH BeE HF3toiof

ZATA1Y 1 mg st FHHALE T F
o] Y AFTLE AMEE FEFFO] FHEIA
U 5 AFLe 2T o Itk dubHd AT
(19 2 mg °l3te TP TE FFo] ¥ 4
E% st @k Table 49l T §el wet 4%
o] ¥F°] 3ot

6. EXjo] Ay WD M

1) g4 e AF

FYx BaFE AAs) AAAE el Age
wejstodof ek

- Rl FFaTH

A% TR '

- kB3 Yot F5AE

- QYR Y] FE S

(1) 2= 8% 4 A= FF 552 A
W oA 2 g ARRs AAY FEoE {X
37 9% RAolch. Z=2g WLFL o kA el
o8 A & Ak

@ AFA ) o] &

* &)@ 2-- W v =) E (Harris-Benedict) 34} : 434
o= 7% A T 8l Bol o&HE 34
oz o] FAd 23] Ad JUAFL 71z YA
2% % (basal energy expenditure, BEE)EtH= U4A
Al o)X 2R resting energy expenditure)S %3
e Ao® ®Hi o

<372} 712 YA A2 FH(BEE) = 66.4 + 13.7(W)

+ 5.0(H) - 6.8(A)
- A7} 712 AR AEZHBEE) = 655 + 9.6(W)
+ 1.8(H) - 4.7(A)
BEE : kcal, W: @A AF(kg),
H: 7l(cm), A : Yol(Al)

=
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Table 4. 78 &3 w&

HE ZHE

e ?E]?J‘%“] S AE 02 mg °]4) TAEY AF0.1-02 mg) & HEO1 mg o] 3})
= 43 SAslok & 2 19 63 ol 43 43 7hsd A
7% 2 %3, HA, 28, B, AS, 499, ZME A 71E A, 37, Nz, eF 5

ASAE ZAFZTEY TY WF, AE(F, 2, AL AWx3Y], §317]30z
A, vhgzbA, ey, gz, AE
2% AR/H)SF A", 55
(e gE4%), 28 AFdF9 247
FAF olRIIE <1, 33FHY HE, w7k,
e vlz 5 JE 2R
. 283 f, 23}, T o8 Az
o A"z A= 5
718t BE FAF
R 457, vl ¥ 7, 714, 29 T2, 7, ZEh 7t BF
Wol, 39, 1w}, FIMF FEaYA, &7, A=HE
LEY, T JA(FAHHE)
- oo, IUE, AFA,
I FEol HA, of) ’ ’ - 71et 2%
;u]—i F2 9 EnEg J1F (HETE 1)
B2 Z4, oA
#4g Ax Egol, Td HFUREE, AdiF 5), 92, o, JA)Z, gyjo} 71ef %
oFzt, MYAF, olBIIEE EFT TAYY
A" 5 &EY, =30}, ARF XTF ARG LAY A AY 5 g R
7)€t @ g, 7E 2 uFds £3 v EnE AH
£8 JA2"E &8, vulZ 94, &, v£7t5F 71l F7F &8, gigs I}dg &8 5 7|E
BE, g2oel=, AY
Table 5. &5 A, ZslAF
gE5AF 453z &3l A5 A=
1.2 FHE9E &= 1.2 7} & =% (minor surgery)
1.3 A%l 715 A 1.35 7 9] (skeletal trauma)
15 R 5% 1.44 4% (elective surgery)
175 0 FE7 1.6-1.8 HIF
1.88 YA+ 2HRol=
2.1-25 A 33

%A : Zeman FJ. Clinical nutriton and dietetics, 2nd ed., Macmilan, pp80~81, 1991)

ol e Z2E dowe] IAoaA ARHE A
FE HA 53] untd @29 A4 FHvsiA de
Fol| AXHBR o] AL o] Fate] H|RHRAY ZZ

g 29FSE AN "ol EFAFoIY ZZAAFSES A
o] 83== ¥}, ZAAF(adjusted body weight, AbE3T}
ABW)& t}&3 o] T3 el

712 YA LR

ZRZAF(ABW) = TAF + (AAAFT-EEAF)

X 0.25
Fo] AW DAL BEBT ¥

A= 58 3339 oS3 o] 1Y FeA=IdEs
ojwj AL&EH &
A4 Table 58 F=E3)

7%E A, & &FAT, 2
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19 2228 (kcal) = BEE X &% AS(activity
factor, AF) X 38 Al4=(injury factor, IF)
* H=sl F5EE uHT A ¥y 0 EAY
gtz $FEE sty & 2 WHer 7
22 de%e AXNT F Jed ot o = BF
o] 7Fs3t gl Al HEHrh
19 "ez=2 2 (kcal) = AAAF(kg) X F5AH =
2 9AF T d8F(keal)
H|EhE s} 125%0149 TR B¢ AAAF
A ZAANZIY REAFTS ALE ok AAA
& FH{AolE GAF T 16-19 kcalZ2 ZTAFTS
AgA e GAFYE 30-35 kcal Z2E] FLFS
A4zl Table 6ole BEAFE wE DAANFTT
Zrzg PQeFo] Table 79 FEAEE TEIE
715E0] AAFH AUk
(2 @9z doz A1y iy Hage oy
9] ofg] WS ol &3ty AAY 5 Utk
O S9A5T @i 9 F o] §
T FGAFPME AT AJAY AS AT
kg3 1.13 go] @S Asa Uk
A} Fo @ild Ao wet 9l P g 2}
ol7} YA Hed, dFe] diAdg o]§8 A kgW
08 g A=7F AFHR ok JL#AY A, 53]
24d, J¥8F, 5, A4 2 el de Avele @
W7 olglgoe] FTUttEE ALY E AsA FES
%9 olm|atyl WA FFEol sk A &

Table 6. 253z We SAAFTT 2= L F

- 7H & FHE A g
MTE S gxde a%4E #%53E
A% 20-25kcal’kg 30 kcal/kg 35 kcal/kg
34 30kcal/kg 35 kcal/kg 40 kcal/kg
A A F 35kcal/kg 40 kcal/’kg 45 kcal/kg
Table 7. @53 =9 F&I&
5= gsus
7t 85 APy d& e B¢
FE5E &% A7, AAA g 5 MHE :E5E

R0z e S
ges), $9 5 AEIE 58 15
Aol 4-58) H=A 4

Ckis s

Eda AR wWE GAFTT vid daFe
Table 83 2t} A vt Fxpe] 7S wad g
2L FEAF kgd 1.0-1.7 g7t BFEh

@ Z4A%I(N balance) °]&

B A Jdold wud "o Fs AAse M
ARAA Wi 24A7e] 8 FHALTFE FHse A
olt}. AAWFPo] FAHe AHEH 1Y 99d dg
Fe o Zrh

19 ©9d Ao g= (U 8ALFg +3-4 g)

X6.25

'3-4 g2 YT JEEEE §F 24 S|,
A Tl & AS o I F gtk 3
£(anabolism)< M E ALHYE +2-42 A3
oof gt

(3) ¥ ¢ et d%x FaF AA

FE o Ay

19 8 FaFe o 7kx Pyoz AN 5
tt.

* AFE 7|1F0 2 Alee B

- AF0] 20 kg WARE 1¥€ 1500 mLY F&
&, AFo] 20 kg Aol 1500 mLol =7
A% kgD 20 mLE Frist FELLFE 7
Akttt

-G8 AFT FEILF
-BEAAe 491 :30-35 mL/kg
-d¥Hd FERILF
18-64A : 30-35 mL/kg,

50-554 : 30 mL/kg,
654 ©]/: 25 mL/kg

* 22 HFFE 7|Fo2 Atse WY

-AH 222 1 kecal? 1 mLE FEILFE A
Absict,

- A3 2238 1 kcal® 1 mLo AHHAL 1 g9
100 mLE& F7hste] FEHQFE AT

Table 8. 2Ed2 =0 Be vy BeP

GAAET T
T B 9 48

(g/ke/9)
A 0.8-1.0
T2 2EH2(HY, 2, 7€) 1.0-20
A¥ 2228, 924 24) 2.0-25
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@ vgHF 7713 9 JE vHdie e F
AHA

A7 A vigty 9 Fr)Ae gFdFFe
A=) oy B A e JIFAFFL o}y
TEEA AR ok webA vER 2 7rjde) 2%
Ae d¢aFFS 7leoz FFET

aEv F3RES YN FES Frdy 38
o] FHolty 53] ZEIF A2 3L ANEE
AX AFHEZ AU Ao TR £ BFE
g3 $X71 9ojd F gtk 9 ZE - viadg ¢
ol Aev dFoA 4 Agsta 7] HE
o A dE¥le FAA o)E FrFe FFo] A}
2 & guvh Fuz AR AU ANd "sFE
Y 19 YEEL 500 mg, g94F 750 mg, ZES
2,000 mg Axolt}

(4) o9 944 "o

© Z=49

Az 27FL o5 FFA=S A GAd
w2t t2ch P& ZaEEA 3AddE 2=
Aol AF kgD 108 kcalolA 90 kcal® 743l
HY, o474 E Add we Z=za] AT Zolst
Ak 104 o]Fol= G AolE Holed 10-124
o R AE AF kg@ 60 kcal, AololAE AF
kg 53 kcal?] Z=2g AF7 A

@ w9z

oy AR A9 BRFHAF kg9 1.13 g)oll
37l dad diARg Frlsta Ar)d ol &
B o] &E &S st AA) 1-34 olsy @
Wy AFFE AF kgD 207 golH 4-6471 =Y
AT kgT 1.89 g2 PFFo] A"} FHEolF9
DR AFFL AT kg 1.74 go = Z=2d AFF
9] ¢F 9% = o]tHTable 9).

® 71e Fdx

A3 Ao AFFE AIA A Foy HA

Table 9. o}57]9] Zr2a 2 Wz AR¢

o] (A Z2e(kealkg/Q)  ©NA(g/ke/D)
1-3 90 2.07
4-6 86 1.89
7-9 67 1.74
10-12() 60 1.62

(ah) 53 1.54

¥ e Agate] AHE A8 AA 229 1-2%=
dedites FFIES Foh F714, vERle] A%
Fe AFE A3 2o 999 ¥ BAs9 2A
Hat 7 d%aE AT =AY I¢AFF
T o571 9ga ARFS Fud=E I

@ ¥ 8T7F) FF

obEL A AZld WE YF 2aT7Fo] ARG
Bt obgolAl 9¥Hez HAFR HArE FFE] A
AXE e 2 A o] o828 4 3IH(Table 10).

(6) Fadr]e 4% o F

Hadr)e] AREEs AZle AdAE 27 HE
o ARl We EFS AAE] ¥ a2y At
A A ez & e dFd 71238 4% A
FERE At dYsta, BEE B AFHE
< & Utk Y dewe J¥AEH FT BHE
T3 AF=ojoF FrHTable 11).

Table 10. d%o] w2 19 AF T F4F9 4

10-124)
BES 1-34] 4-64] 7-94] —————
25 170 210 250 295 280

=) :‘Z_ =TT
94 e 70 9 110 125 120
7], A 40 45 5 70 70
BN dF R % 30 35 40 45
FR Y IAE 15 15 20 B 5
=g i 50 60 70 & 80

=R

;EE];: I PN 9% 120 145 170 160
I L) 95 120 145 170 160
anz 165 200 235 265 265
T omgome=gd 10 10 10 15 15
Az JeR 20 2 30 35 30

Table 11. 32d7]¢) Z=e 2 old AFF

tol(A)  ZzeE(kcalkg/¥) DHA(g/ke/d)
10-12 60 1.62
13-15 48 1.40
16-19 - 41 1.25
o 10-12 53 1.54
13-15 42 1.30
16-19 39 1.20
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2) IYEIIAl 13 AlE

4y B3R J9E7t 2 dEXE AY FHA
dle @3] Fele AdMT 2XE He| ofd
Ztetcte] AESE FFBAS Tt FAY FY 2
%3} feeding problem? FHoF o} wElA A
A GUNEE AR F A" d2 HA=AE
g9 Abatel] disie Hrhs] Bopok gt

- AFBE 9 B 2PN

- Z2AUIEo] BxlA SdR2N?

- Z2Ao] 4 o AFHEI?

- QIAF Ut TEUEES AL ARRE o]

HE71?

A&y ARBAME £ EFo] AFE o v
tho] 2" & glonz FZAA nIdFAHL
AZ oIANd 7 Aok wEA dEF L BFF,
a3 ke A 2= 43S ATk gk

E% motor coordination®} 4717 oi#l& EAIJ}
AR 222 2AE e A& ofEA @k

EZES AAHFAZE Q8 M52 vER 77
Aol 29 9 ojd wE A Lz JYEF T
FEEAZE TAG & Uk @A sbeEE A
A 222 AAE & F YEFE HET &7]9 2FY
texture®] WAl ot F F9 APL Y F
AE AT SBE ATEHH, gFHAE A FF
24 2 $8E AT

ES ALY olE g AAEEH i FRES
2P £x gormz ud X7} HHAF ALY Z
238 Hriyt gasit AAdriE s33tsteor g
CHYANe T ggs AsEged gL A
A otd, &, T8, vtavlsd pyridoxined] wjAd&
Z7A 711, W8y FAY, drug-induced peripheral
neuropathy, W&} dad 7AE oA w
A, BEA7E oA 9k E e RFEoRE
B33 ojmzH(unpleasant taste)3} g, wtel] thik
e Wzl AR 285 Fo] Rl zinc level
i & & ok

AR 8 %3} calorie, protein $& #7138}
71 g $He 2447 A AFE AF REx
AHfrequency cross-check) 5 S3A & F7F 3
t}.

& P E A7 EJAE A feed-

M

ing problem2Z FE& HA AASIA HEE F&
AAFE Hrsior g
FellA FHulEe] ALgelY FEE ° 2HYETE
gate] Aol T Fo] FFE 7Ach mEA
olEg FEE HAE Fokgtch
3 FJo = EF L 9 01 mg ol TEt
Aotd A2 FHFE Aok gt
d&do] e sHH7] obEd FadA AT
A FES AFske Aol Fasih dtud 24
AL 2 JAFENA AAtaye] #E HERE AN
AEH A& A7t SEE S opgich
3) Follow-up
F2)9rte] A5 wmich GLALe] o FLEX 2
53R Ag2AF EdE ool ) Height,
weight, skinfold, head circumference(34] °©]3}) &
biochemical profiles® 37| ZA}ste] H7}3ke) 441
W 723, calories, protein 5& 371317 93] 24
NzZv 34, frequency cross—check ¥iE 3-day
diet diary7} 283}ty E3 JEAE HHE AT L
FA] dysphasiaZ} 914 RAY A71Ed FA471 3L
EA, gag reflex’t AFHAAY, A& AstA EIAY
spasticity, tremors T+ anorexiaZl 1A 181
NS Rt} AFo A A st okgtet. At AF
7FsARE& NAsleE A signe o 2t
- ¢lete] €28 B3 918 w(Pocketing)
- 248 WEAY 38 e w(Tongue thrust-
ing)
-3l ZFe] & kE o
-713& IAY S4Bl B A& H(Chok-
ing)
- qlgtel] ®uH)|Eo] AUXA FE o
-9 % pHomRE FHou FAES ¥
(Drooling)
- Adam,s apple®] £&7He FHo] AAHAY A3

- 24S 9AY FEFE R F GXE # dgt
Z2 2871 ¢ w(Gargling)

-3Y oz A4S EFR 9

- 2Akske Aol AURIA ZA 2E 9

- Silent aspiration: 2] & Z 1 sign® YERHA]

@31 Z83) aspirationo] HiE A$AH o]0
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Ad f1gsi.
I 82 AAl= AYE Tl GEA 2t
HEE 2Esta AA Hexd weby H=g gAE
2 AN 22 M aspiration?] 9L WA A4

& JEUE 7As) A5t AYwh

T el A g AR Q8 8 FIFS =
Zof 3} FE B dEzAE $5UN AT 1
g3 dadolas sy Zﬂ@?} texture?] &4

FFH WY ol slor daEaA $49 =W
e A Ahshe vFA T AFENEY HFHE
AZY. E A dol d2T 2L whAkAEI, gag
reflex9t A71= A& FA@ e &9 AEe
Zag Fv)3o)

@ E, % % 52 dAE 238 aspiration?] $)
dol gorz Adrt 289 Wix WHIES @

@ deqHe pENE 2L ATV

@ 7183 &4, A3 e e4E ATe

@ QAR geRE 24L ok

© #2753 2 s
SESFA FA 3] At GFF AF Age g

® A7 Arg Bol A FF Aol 234
AF(1Y 5-63 AE)F}EZ g}

@ & RGN 8 1T BEAG F A
A, €9 BA Zu e Y, ofoj2aY, 2Ty &
L Zo] Aol BoEE z‘%h:]-

2 A}sHE B9t upright positiong &% &)

Bl WA 22z AN T S YRS 42

1=0
éﬁ"é‘a

WAY uw

dakzeA aAdz F88 5

% e 7
1 3 o]tH(Table 12).

Table 12. GAE AsZF Arte] H4&

e ¥A= —

FIEEE Aot 9% AF 1 kg 35-
40 keal7} "3, 7&*6'3‘—7"*]3 Asd 1-15 g
9 FHF7E AFET Be BFo] g B¢
1¢ 1,000 mg °l3te] YEF Aol AZFAL)
A AUF7E & WE dea7t 2AY AZ3 2
AR F4& Atsleiof 3o}

4) AAMAQ DR{ArE

THE B2 98 71 &4 & gYsiA T
o] vk wekx ArAdnte s dewe zdsr|E
E3Z¥3tth D-penicillamine ¥ trientine Z& k&
ARgste AWoz T wjldeE AN a2y
7bestd TEvt Bo] xdd £4Le Fae

rlr Lo

Aol =
=°l It 78 AAE 7 1 nte g A%
sfo} ).
5) AAXIAE

- TE el & AAleln
17)(organ meat), =74, FA F,
e *3‘3\3’—} 22 FEEFe] Bge 4L I3}
t A& guigh

-HE o Uig BAe] "adt HE B 7
2 el BS £ g7l Wi " 2o T
gFo] 1 Lol 100 mg ol Yo, demine-
ralized water& AME-3loF 3t} Demineralized
waterel< 1 Lol 1 mg9] F&7 £35] ok

Fgt} e #E7] Wit deyog Qg
o] ofu] kel &£4Fo] gl& & 7] wWFEolT}

- AEY 9YFEA(Food label)E HJeoh: 78 3
o] drjlal & = Qi)

- AR e AAE F 2EE] Ystdd, AR 1
H HE B (serving size)S HTF o2 A}
d) 7], AX EE FE 3/4 ozolx, HiEE 1/2

cup, "2 1sliceo]th.

@A I I il
A EE SAL o AEHL B Folu W AFT 4 YT HF Fol} ¥g AFHL Lo
43 =g Uz Azad & F 9AN AFe, g AZe
%%%4& A et fAe el wek 239 FE B g e FEAL 8
S A S AAE  SHe o HER & A s
1%@@) W W% TE AL A5 W @, ge 2 A7 A5 9 A
A3 e}, Foh,

_43_



— o FH4 AR A A2 A1 E 200298 —

Table 13. A T4 14 A o

A As 2 2F

oy & v 2% 110 g
w o= And 2g 3 A 10g
Aezgzyd HurFxd 0 g AT D¢
SFUE &F40¢g RS 3¢
i=Raby] IEAX 70 g

AN & 9 2 %110 g
OgAE UtE 15g ¢ 100g HE 10 g
ANPNEY FEA 0 g HANMFE, 715 5 ¢
ElZgl2 A~ mloulE, eo|HF, &
FAFAUE FIF 60 g, ASS,

n& 9d5g

o) @972 30 g

7+ 73 o ek 250 g

AY & v 29110 g
WEads wF 50 g, €4 15¢
Ea17) ¥ 60g ¥F 0¢g
SEFazd 559 30 g A5 g,

HANF 5¢, 718 5¢

ZHE7) %71 70 g

7+ gAY gAY 30 g
7 $-f 100g

Table 14. A T&49 59 A4(1,300 keal 7]F)

-TYR @ 2YETE 27 BT

- g9ey BAE GEAsE 2N FE 9

o e

3 Ags @, o)F AVAY FEE REF

o

6) Algiel 74

T ol #e

AEwe

A, g 22

o) Ma} 19 WadPdo] th=n 2A}le] L Thu
ARy AYE Thgt ol

- A

N

ik
e

LA ge %z AtHE, BY BN 2R,

zrrke 913
FR: 4], 23%e AFE &
AR, &, 23127, 7 WS &
HeF Z 20, Ave AY)
o), AFA, 3H, ZUE AL A
°ol&
(BE, BF, &, olrsE § AAFS &7
BE, 2 58 AT &
(REEpol, HARY, T, H, A E
A FAAHE

N

B
o Ju P

to

cogs Y RE, BAEE, &, okllFs, o

AFre, TEFE A9

1 2 3 4 5
g % 7= ZAANEXE g oy g %
n) o4 = 222 A TUHES Hunrga=
of I HurgZ Fxd =770 & ZA&AA EAAFE
SFUE Qolgtd 253 2B AP0 FEFA= 2 A
ga743 uj 37 %) Wi 21X W F A
2 F o9 A Z 9 & 9 4 5
g % CR-4 0 LR g % HolAAXANFE ST  +F
ER P geIvEs SFA B A# 5ol fRzy
2 AL H A HAAY = H2Ax=2A Agdags 2EHA
EBZEaas 24X R sFZEMYE @5
FFAY= Q o] &upe] 9RAFA
973
2 4 A ZEHel2 9 Eyx HeAw
& +Fr AAEQLFEE 7 -
8 o g4 % Fhe 2ol & b il 8
wj S s A 2 Z o HZAS
A9q aEar e oJ 5o vk LEHFA deojTo]
SFrazi AAYE &7 FueEFi
7%7) %%7) A




—3H A A4 g8 —

- 71E}: ERlEAZ, 2F8 330} A9
7) FE|HstAlALe] AEt 0f(1,300 kcal ZIE)
(Table 13, 14)

| =

4ee) JUEARE NPT dee ge Lpe
Aeste g 2o g4 Yolst 25 Wel 7
Pol me 4o AAEE Tesjolol F}. B
Hel we te g9F 2 9% FHUWe Basm
2, AEHAAN 7bE Adan PR I T
At WolEY & Yk AWY WP FFsHok
drh ol B4 2229 o9 J}E, rd ¥ B
AE EARL Qe A3 @AoN Ed BAD )
EER RN
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