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Forteo for injection 750mcg/3ml

%~ &3 © & & = 5 (Parkinson’s (F i 57R)
disease, PD) &% 4~ 5 K T~ FFHEQ&A
P FERAE
- ~FH &R
2 75 gt R ¥ o8l s
Nicotinell TTS nicotine 52.5mg/30cm* | .. |, . o yirep g s B
1|30 ENIC3 | orch SBE| LT T RFEREY Th %
Mentax 15g 1% : 5 g (ANGTUNGAl/ A4 ¥ 5 76
2 cream EMEN |butenafine Hsldes AR R
Amiparen inj. BCAA enriched amino doye s g s A | T
3 1109, 200ml/bot| "AMIZ |cig LY HRE D BRA L o
dicyclomine 2.5mg, dried antispasmodic + antacid/ 3
4 |Wilcon U Tab | OWIL |aluminum hydroxide BN o~ S-SRy G
200mg, MgO 100mg etc feiB 5 o
S FERBRES
(R RS gt R B4 RE g3
1 Forteo inj. IFORY |teriparatide |48 % |&] 7 JROREE g /¥ Forfor | B & TR
250mcg/ml, 3ml = T e T 7
2 |Dermatix 15¢g gel | YDER |polysiloxane | = *F |# B/}i\pfp%«),%: ZH GEper R |ppE L&A
PK-Merz infusion . Lo M EBENESTER R ISR AAL, ey
4+ g i é A %‘ Kes
3 200 mg/500 ml IPKM |amantadine |4&% R PN 2 4=t
= MR Es
P& F ~ A % T
NicotineTDDS (Smokfree) " TR o o
1 31.2mg/15cm’ ENIC |Es* Bk Aah - 4 Nicotinell TTS 30 B~
2 [Brumixol cream 10g EBRU |E & * B M4
3 [Moriamin-SN ** inj 200ml | IMORI |E 5 * B-{s B 4%
4 |lwell 50mg tab OIWE |E &% BisMAh
5 |Berotec (Fenoterol) 2.5mg | OBER |BifF ® A& » B 5 * B3 M %
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e M (NE) B

gt R7E & Al A (R E) AN Ao
1 |Piracetam |Knowful 400mg cap |[KNOWFUL 1200mg tab OKNO1 &£ ~ &4 % {

A,,@ k"V\ /F‘g /’?‘ /}‘igﬁ
113g

2 | i sy s R 20z (57g) | YSLI2 |#EST

I~ LHRRE
g - iR R FTELH| R L
1 |oxacillin Prostaphlin inj 500mg Oxacillin inj. 500mg IOXA5
2 |bethanechol Wecoli 25mg tab Dampurine 25mg tab ODAM R
3 |heparin sodium |Heparin 25000u/5ml Heparin 25000u/5ml IHEP &;ﬁ; B *% .
hyoscin- - ‘o ) B B oL
4 butylbromide Buscopan inj 20mg/iml  |Fucon inj. 20mg/1ml IFUC |12 378 B X
5 |metformin Glucomine ** 500mg tab |Glibudon ** 500mgtab | OGLI
A RERPRARERL
Bt ay 82N ¢,,A\¢\g/£@;i %2
. . estrogen/ %+ B HF R R
1 |Premarin 0.625mg | OPREG6 |conjugated estrogen g,gig [ 97 & A%
5 Premelle 2.5, OPREM estrogen & estrogen + pregesterone | #-i% ik ¥
28's/pk medroxy-progesterone |/ HRT

B~ BRIRATHE BITiE
(=) Fmp & levetiracetam (4 Keppra) (97/1/1 ~ 97/4/1)
1. 4% % #| (3- Keppra Film-Coated Tablets) :
(L)% > 3 8 FugR B 4 &2 F stz B IVEDR S (T2 # e 0% (add on therapy)
RMIFEL R M2 H - *—‘Hﬂ«ﬂ%‘
@+ = ford oo Eg S A k2 R BRR A (TR
2. v JR;% A (4- Keppra Oral Solution) -
R v W FURRE Y &2 G ooyl B IVERE (T2 #f e 440y (add on therapy) -

(=) PR A2 @ * BBl (94/11/1 ~ 97/3/1)
D12 (g) T ad Fi* ppRZH o
(2 sFERGESEIFERY BH2 H L > FiRpHEF LR " P IRRH o
LI F AT RIS S AKX ri“\lﬁ’l’?lﬁl‘ﬁé—%r‘?ﬂ‘/&l‘}%hJ Hiig~

-~ %4E
v & HN Jﬁs(Parkinson’s disease, PD) % $ ;5 %
L Me EEw
[+%]
w?w%@{—ﬁi&%’%%ﬁ ’gsom;& T ERRILLE Y 5ok
(dopamine) # i in% chiT it > @& £ ¥ A % g4 (tremor) - smpé A (rigidity) fods (T8 %

(bradykinesia) sk o - F 4 ¢ )Tfu”ﬁ - AR REFESLHE O F R T )T*uﬁr’g °

m\'

|_‘

1817 = .5 4 James Parkinson % 3.3 shaking palsy sz & 2,
1872 & Charcot 3¢ 7.5 rigidity ~ propulsion -~ retropulsion ~ imbalance ~ hestitation -
1893 = Gower 3 L= & # X J5 ¢ /€ unilateral #& % % bilateral » @ © ¥ i dementia -
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1913 = Lewy % 37 Lewy bodies » iz & 3 7% !ﬁ # % £ key point

1919 # Tretiakoff & 11 = £ & <55 1 & 5 % = & & Substantia nigra

1940 = Wilson # 1 = & & J5 ¢ 7 bradykinesia {- bradyphrenia (4 s &

1950 # i 3 35 & % 4+ (fA_phenothiazines {- reserpine § 514 7 11” & & < J
disease gk o igdt 3 §_iT* 4 anticholinergic system -

1960 + Ehringer % L= & &  J5 2_%] 5 low dopamine 51427

1961 +# Barbeau i * levodopa & frzc & = & &< 5 e

1967 # Birkmayer i& * Dopa-decarboxylase inhibitor & & levodopa - # levodopa
PR @ e~ brainen® o A B S 5 - B e o 5t o

1970 # Levodopa FDA approved.

1973 & Amantadine FDA approved.

1975 # Carbidopa-levodopa and carbidopa FDA approved.

1978 &= Bromocriptine FDA approved for parkinsonism.

1982 # Langston % 3= & & X J5 & MPTP 3 B > & % & 1986 # 4 3 MPTP fe % f 4

A (mitochondria) » 2% £ & < s ehE & R 8 o

[Wé%%}wﬁarmﬂ r“%##ﬂ

T AN BB - & #rfﬁ;j» B hArge g %”f&% 3% (Substantia nigra pars
compacta, SN¢) £ % °’ ez A AZ AT o ipE A E A e W IR T Rk (striatum) A
X nigrostriatal pathway o f@ T & &\ gm A 1LY nigrostriatal pathway < Bl 0 H i Ap
A Ak Buendd & & (autonomic ganglia) ~ 2k & 1% (basal ganglia) ~ # & (spinal cord) 1 % 37
AF (neocortex) R TR o g e T A&V HFE o B X ¢ 2 A% - B pathway -
2 R m, * L,T;;gfggt— g % 5 i &_hallucination -

d *r § ¥ e Pl H ey it fs (monoamine oxidase, MAO) % it ¢ 2 4 ¥ p d A
(oxygen free radical) » & SNc -k %+ 1§ it B4 (oxidative stress) > 28 4 "R 7 - glutathione
g TL’??IJ PP g i ANG T LT & Gpian Lk R T jn,? W33 IR

Z

R :}E
T & 1;,: O e B (etiology) B iR - A p@ By 0 22n s o L F R (inflammation) ~

g;ng;4 it 43 (dysfunction)~— % i~ § (NO) ¥ & & w?2 p ¥ (autophagic cellular mechanisms)
£ 3 BEEH o 4o 1o

Aging + Toxins -+ Genetics
{endogenous, exogenous)

|
v

Oxidant Stress

l

Apoptosis and Cell Death

l

Parkinson’s Disease

L & & S s it 7]




[~ & 55 s e )

Tk 2 W13 bradykinesia~tremor (£ # Atk & pF) 2 E_rigidity sk # P &
parkinsonism » fe §_ 2% % 1? A% B (R RElEEN
WF‘\ lﬁpy—p/ﬂ % iZ 24%)

L 47 1§ 4248 50%:5 dopaminergic neurons & % > £ ¥ 3 b § - i Lewy body % &

f secondary
WL ETT &

(= & &< paink]

A f8 p eotyrosine i tyrosine hydroxylase ¢ % = Ievodopa £ %3 aromatic amino acid
decarboxylase % = % ¥ #c» § = s =i COMT & MAO &7 BEEZ iT% > &fd N HF=
homovanillic acid (HVA) - 4c§] 2 -

Nigrostriatum
3-Methoxytyramine
Dopamine
DDC COM

L-Dopa » Dopamine
COMT LDC Monoamine
Dihydroxyphenylacetic acid

Y

Homovanillic
acid

\/

/

3-O-methyldopa oxidase B

Auto-oxidation Neuromelanin

Periphery Blood—Brain Brain
Barrier

Bl 2 : L-dopa «hit g j » DDC 45 dopa decarboxylase

FL s AT F iﬁﬂ Ty e f6 % $ %31 ¥ dopaminergic system : 1. levodopa ~ 2. dopamine
agonists ~ 3. MAO inhibitor ~ 4. COMT inhibitor -
T EESRILR R HIES (ko) B ER i o AR I4cR 3

EFIRY o AYH ARG kAL F Y MAO-B inhibitor F5 E - i
Ko & §_MAO-B inhibitor a7 3 + ¥ :c % § = 33t SNe A 3#pF 2 4 «hF p d zL(oxygen free
radical) » 4 > %43 SNC sk s - F]p & 4 neuroprotection s - i i & 1t o B R
R RFFHNT EHEAKAFESIL TR kR AR RETT SRR
dopamine agonist -

MBS P 0 7 40~ levodopa 22 § - levodopa 2. 1 2 motor fluctuations (% »x
##) P Js4 e+ COMT inhibitor %z & levodopa ciF * & % £ 4 » MAO-B inhibitor -
i A FR¥ levodopa ¥ i = dyskinesia (i # F]#t) pF¥ & 4c amantadine ki e

T+ anticholinergics ¥tz 4 (fftremor) e 5 2% e F %+ bradykinesia si»c % 5 2o
Amantadin 2 MAO-B inhibitors 3 neuroprotection % » ¥ ¢ i3 it o & %% - Levodopa
IRk P B ¥ * chZE > 4 bradykinesia £ 7 »x - COMT |nh|b|t0rs e 3 levodopa #c % o
e gra = ¥ fbig * - Apomorphine iz i 2 4~ f #_dopamine agonist z_ *t »» &_anticholinergic-



Diagnosis of
Parkinson’s disease

b

Nonpharmacologic

Education

Support

Exercise

Nutrition

LT

- ~ Levodopa

< 65 years2

Add
anticholinergic or
amantadine

Add
amantadine,
dopamine agonist, or
carbidopa-levodopa

Pharmacologic

Rasagiline
(or selegiline)
e

Need for more
symptomatic control

Tremor

> 65 yearsa

Bradykinesia
or rigidity

Add

amantadine

dopamine agonist, or
carbidopa-levodopa

Add
amantadine,

l

Management of
motor complications

Y

Need for additional
symptomatic control
despite optimized
pharmacotherapy

Consider surgery

B 31" & # ok R

Levodopa = % ¥ #=enikibfwe Sp4» (precursor) > &P m s PD ke d e snehZ g o
- 4% % 4o L-amino acid decarboxylase(L-AAD) inhibitor & * » % & ¥ * % # 4 Sinemet®
(levodopa + carbidopa) 2 Modopar® (levodopa + benserazide) -

F] 5 F %:EM levodopa 5T PR 5 T0% f i Ak i ¥ ¢ 27-29% ¢ & peripheral
tissues AL 3L 0 R 5 1-3%sc i iF BBB i~ brain #F4LiT* o wd4ek & * decarboxylase

inhibitor 5 % 7 40% % g A4 S JFH > ¥ ¢F 50% ¢ % peripheral tissues 44 < 333% > @ 3

i~ brain® - 4 : B 4

10% #%

peeb 5T aRE g S A R S Rel 2wl B X RTAE 0 F]PY 3 % decarboxylase inhibitor ¥

Byl P ier g4 o & p 30 F & 70-100mg =0 carbidopa

levodopa 2 ¥ f 7% o

.
A 72

18 enfr ] i ot e B eh



Lo S qRA L v kg PD B bbeT

Drug Dose Range (mg/day)
Anticholinergics
Benztropine 0.5-4
Biperiden 2-12
Trihexyphenidyl 1-6
Carbidopa-levodopa combinations
Carbidopa-levodopa 300-1000
Carbidopa-levodopa ODT 300-1000
Carbidopa-levodopa CR 400-1000
Carbidopa-levodopa-entacapone 600-1600
Carbidopa 25-75
Dopamine agonists
Apomorphine 3-12
Bromocriptine 15-40
Pergolide 0.05-3
Pramipexole 9-24
Ropinirole 2-6
Rotigotine
COMT inhibitors
Entacapone 200-1600
Tolcapone 300-600
MAO-B inhibitors
Rasagiline 0.5-1
Selegiline 5-10
Selegiline ODT 1.25-2.5
Miscellaneous
Amantadine 200-300

ODT = orally disintegrating tablet - CR = controlled release

Levodopa s £ 5 1| FF > 4ok ’T 4v carbidopa 2 benserazide p] 5 1.5 -] FF »
4% & * COMT inhibitor (4- : entacapone) B|2 % #p 2t 5 2-2.5 ] pF o

fﬂ’ﬁgﬁi%ﬁ$%&’%ﬁgﬁﬁ&ﬁ+%’%gﬁﬁﬁﬁaﬁﬁ%@’%ﬁé
delayed “on” <% & % Fv Fen@ 5 1 RE F1 L & 4+ ¢ 7 LNAA (large neutral amino acid) -
levodopa ¢ 7 Ap &t wfc o & 1 7 EaE K 'ﬂt%i“é'ii:}%.& PREPER 45 tnn 10 30
AR ATS 1] PELS o

£ ¥ # * levodopa ¢ i ¥ dopamine receptor “usTR AT E > M PEZ R EE A G Foxo
ieth— R ixF % @ = motor complication # % 7k - * £ & <% ¢ 3 motor complication » iz &%
}%TE fpeni % > » & _levodopa & #p i #r5ldzen o 1 & F_neuron iR o &t 2 7F levodopa
g A A ken § T AR k4% S o motor complication A 2 T A fE 0 BT E Aok o L

1. Motor fluctuation : >zt #
¢ Suboptimal clinical response : Z»x7 12 &
¢End of dose “wearing-off” phenomenon : Z»x— 2 § } 33 _% #
¢ “Delayed-on” or “no-on” response : % »zif &t L F

¢ Unpredictable “off” episode : Z»x % d i FF {37 4LR)
¢ Freezing : 4= F#g



2. Dyskinesia : # 1~ 3 fi»\msyﬁvfﬁféi
o Peak dose : 7+ rc i 4F cpFiE ) ;;L
¢Diphasic : &g 45 ey £ 2 F IR
¢ Dystonia © A&y 4 {5 IR
Levodopa alone
100% 30% 1-3%
> Brain
Blood \
Levodopa W
dose Gut
70% 27-29%
Metabolism Peripheral
in the tissues
Gl tract (toxicity)
Levodopa with carbidopa
100% 60% 10% )
Levodopa Blood Brain
dose { Gut
50%
Metabolism  Peripheral
in the tissues
Gl tract (toxicity)
Bl 4: Hjbr R L-dopa 2 & * carbidopa 15 » & #4 F %2 B

~ Monoamine Oxidase-B Inhibitors
By vprv o 5573 MAO-A A & &
BF5 T ko FlYt MAO-B #r4 | # ¥ # 4l 5~ ¥ § ¥ iming £
BhsR Al o B £ K FDA %08 e 3% 1 MAO-B #4133

2

Selegiline »
" M PR * levodopa v#| & o Selegiline ek 4 2. - F % 24
W E PR FPRY NG LR - o F RS

=X

i e levodopa @ &) & * pF A 5 o r]ém;—a
\:

FE,PF»’“ M

% 2% norepinephrine % serotonin » MAO-B j1] *
® % levodopa s
selegiline % rasagiline -

TR

T e

Rasagiline % % = # i # ¢ MAO-B #r4#&| -  Z:Ep vt selegiline 7 »

A R REY
parklnsonlsm EII%I% Ef

B o EEHEIE R - 051mg-

g i MPTP  (1-methyl-4-phenyl-1,2,3,6- tetrahydropyrldlne) 51 Lm
i# * rasagiline ¥ fb* kiR 58 4

& S e A

P M5 g&m&ii{k L S VAT
L 5&;ﬂ%§”3{ ’

VUt 6



#. = ~ Motor complication iz L = & 4o
Effect Possible treatments
End - of - dose “wearing-off” 1. B 4c PR* HE ¢
2. @ * COMT inhibitor & MAO-B inhibitor
g dopamine agonist
3. % J& *t 44 = jt=- deep brain stimulation -
& B 1) pcip T e bradykinesia
“Delayed-on” or “no-on” L3gm A Z R
respone 2.:2% ODT » @ 4 @ * CR &7
3.7 * apomorphine
4_—;‘; ;ﬁ s} 7}& £ g
Peak-dose dyskinesia 1.%% R &
2.% * amantadine
3.7 g ot 7FL £ g

Selegiline €_%¢d CYP2B6 2 CYP2C19 2% rasagiline Rld CYPLA2 &> Flot ¥ it fr
- ERA S LT ER 5§k b AT fr MAO-A e & FI antidepressants #f & 4= £ * o

= ~ Catechol-O-Methyltransferase Inhibitors

P gss - @ 22 COMT F#r4]# 3 entacapone f- tolcapone » % ;%ﬁ“r} Fr4] COMT 2% m
# > levodopa 4 i #= 3-O-methyldopa (3-OMD) cdp 4 - i& @ #& % levodopa c2 #8+ * 5 >
e @ ﬂ? mlevodopaigqﬁ Tk A1 7 4 110 * entacapone - levodopa ¥ 3 4 “ON” time
£ 16% > ¥ b “OFF” time i 24% -

< R COMT Fri|R3lAccn7 A F &t 5 = i be g M > 2 A3 E 2 k4
Hp > F R0 levodopa & B I TR B 5E B %Emﬁ%;a‘ MEFAAE S o3 g 3 FR* tolcapone
BAPE TR AR FIS R RE S B YN p A F T E RIS Y SR entacapone
R TR > RrRATAET -

2z~ Dopamine Agonists

Dopamine agonists & & £t Difr Dot BRinf = £ &< p 7 HBP* w5
ey 0 Tt levodopa B e AR 23T P B ¥p pr e levodopa Bt o (S B A G A z»ﬁ ’
- Z_non-ergot g 474 F (4 pramlpexole » ropinirole > rotigotine) » H &4 % >4 2 Frrni i
¥ - % ergot # 474 4= (4- : bromocriptine > pergolide) » & * bromocrlptme (RS I A=)
B ooom B R ar gt 33 pergolide Ry oo MR T 2 S BRE DL G 0 BPRET L 6
= [}% A v%’ B‘.i‘_‘ o

=g

~ Anticholinergics
s+ anticholinergics &g # 4=+ * ez L op £ ehgpsik » 4o tremor - rigidity ¢ £_akinesia -
£ # 3% F_pe %7 acetylcholine £ muscarinic i€ # o

et

= ~ Amantadine

Nmmmmﬁhﬁ*%# WAL HRTHT ERCRLG BED @ Lty S
mARFE TR AEY 42 ?ﬁ’rgﬁxmng b MAEA G AN SRR PN RS né&_?,& o
X FaEE R EH E'mi# @10 f2 o & ¥ 2t anticholinergic 24 > 7 E b 2 H v .~ &
GopELET o Aalitr jEel BR i RASFEL LR



[ %]

TEHENRA - AN G AR B o Rk iR NI pRp A
(activity of daily living) fe# Fic # o PP a0 50k » 5 "G EF v I 05K éﬁ%;wwﬁaﬁx
PEF IR LA G R R R R e

ST o T - B FRlis 7 &

‘\’J\\-

i;‘ )@;k}:’}]’% }?i %Rﬁ.’ui‘é’ » T IFDL-Q—)—%#—F g L l,}:;g" B
L ERlp A B> R Slnemet®* Modopar®s. 47 % SR * » hok 54 5 B AR
Jis o TR P - BEGLET S 4 2 Bl o Selegiline 7 m taL P T X IR 04
2B o
2. WA ARAEH O fR BH o ZH P blde i FER AT COMT FrdlH &
Sinemet » # ¥ Mg { ¢ b JRE o F T i H KA 0 E LA Lomm Ak (neuroleptic
malignant-like syndrome) » & 3&5vp 2 ~ AR F ~ A% ~ i CPK kA 5

4o o
3. TRIREET A F L ed AL BI@E i A = ¢ & 3 dizziness , nausea ,
dyskmesm,wearing-off effects, 2 visual hallucination % » I fr%ﬁér ;mzszi & o
4. ERIpAETF R E U S dp T E N HES (4o D, receptor blockers) # £

FEFERFmg o

=4

[Eod
sﬁ

Il A oy o N AL A I
B¥- ;& “riTeh# 3 4 % US$4000~ 8000 ~ o @ £ HPR* levodopa ¥ - R AEE_V § 4ok b
(el iR R r*‘]t“/* BEp o Fox o BlE® 2 EBRINF RPN T g o & FF Ak
LERPHEN R G H R PR T B ?}af%’é%t’ °

Reference :

1 .Rajput AH, Offord KP, Beard CM. Epidemiology of parkinsonism : incidence,classification, and
mortality. Ann Neurol 16:278-282, 1984.

2 .Parkinson J. An essay on the shaking palsy. London: Sherwood, Neely, and Jones, 1817.

3. Jenner P. Oxidative stress in Parkinson’s disease. Ann Neurol 2003; 53(suppl 3): S26-38

4. Hughes AJ, Daniel SE, Kilford L, et al. Accuracy of clinical diagnosis of idiopathic Parkinson’s
disease: a clinico-pathological study of 100 cases. J Neurol Neurosurg Psychiatry 55:181-184,
1992.

5. Jack J. Chen, and David M. Swope. Pharmacotherapy for Parkinson’s disease. Pharmacotherapy
V27, N12, 2007 (suppl 161s-173s)

6. Bertram G Katzung. Basic & Clinical Pharmacology 10" ed, p444-445.

7. Parkinson Study Group. A controlled, randomized, delayed-start study of rasagiline in early
Parkinson’s disease. Arch Neurol 2004; 61:561-6.

B MERERAL
Forteo for injection 750mcg/3ml (F &3 &%)

- ~Ez ALz E
Forteo (teriparatide & % DNA /Zét;%) 7 & ek J ﬁ*ﬂﬁw f oy 7 (1-34) -
(ThPTH(1-34) ) ¥ svii 34 B vk sz = 24l 7 5k o4 ( A4 TR ER) S 34 T RA R

R ;]%’”F'} BT & aEPIRE o

Teriparatide &% ~ % 4% FF s v £ 2 DNA $Lisilsd » 43 & 5 41178 3 B 4 o
BLAEF R CEP CEFRBR ANV RANAM L NPT P ILEL T AN o B AFLL



Heyistd 2§ 3.3ml> = ml 7 teriparatide 250 ug > ¥ #% &% p 20pug & > 28 % o

ri AR (PTH) &2 4 e T 007 45~ BReniiilyy B> A 4 L ie
R %" | AR B R E BT R 0] B 4E ehsofc o PTH #2 teriparatide <h2 4 7% |2
’ l’/hi

& J}m’% ?M’“ v‘?‘
raa
Foom B FRBIMES o Terlparatlde 2 PTH 1134 1 N =30 fipd » 22i5 b
é
g

&g fpk o @ %_«%@;gﬁ%" 23 40k end JLiE* o Teriparatide # ¢ ¥
¢ e - X - =4k teriparatide si A T e g T > Fla e
(BRI ) &G ETh 2 R o

BjEd AT ¢ o teriparatide FEd TIEF R 2 A TRt 4 2 e ) RE Sl
B AP RRTEL%A - ¥ teriparatide HiF* AR AR AT R i~ BT 2 F e
P e SR F AR PG o dpE o P g0 #%%?%f@ Bl Rl Tk
Mg o HT ARG 3 T e T T gt

 EERRE

1wz Teriparatide ?e gl & j3 {5 edg Poid ermd; 1945 20240 2 80 ug en & B R T
FLRET > %A T v 50 5% 0 L T b 20 ug AR 1 6 30 A 4h o T it b
B n jﬁ“/%fi CZOLEER BRI R R ER o

240 T EEGILER G b g 0 5 0122 -

3. Terlparatlde iR R S (RIRN 62 A B TR 94 )] ) AZE T FF
s g o AT e PR FRER SEREL O sk (E o 48 9% 5t teriparatide s
fFJ{ri%EF,S/J ks> A TR g5 1 e Tt R HRE > £
/3_3/1‘%'3 fi\:}'\»]’{,;..i.%, R o

4. Bof 13 M teriparatide SRR SmEsk d A5 o e » PTH(L34)8 2 4 PTH
P2 iR o o B e Y g5 o PTH et o (550 5 3 2 300 5en
PR CBHEY o LS TR

=~ iR
i %i?éﬁ%—‘* TRl s ATITR “é};ﬁ o § MR e :'”%;F*v?']t*_’?f]u% G
it 585 &%#T&‘ﬁ"" °

I ~FRFBE piEe
w 4% 858 ¢ teriparatide a*;,‘rfﬁrnt—l B4l AT GA4-6- ] PFIM RE L6 P
n ér@}a)i: '*’%s»é?f ECIEE i S N CE B - B ARk iRk ¢ teriparatide < R F g e
#’%ﬁ" v T3 3t 2.8%3% % terlparatlde m}%v et o — ddm S o B AR 12 B (5 g IR
f ik /r'}?lvzﬁ\' Se PR (RTINS *fb}f?;}fbgﬁr}ﬁﬁfﬁ & # gg&-“—ﬂ MR RARF
E‘r’?ﬁ | 3F 2,
Tk ?;#,56; ? teriparatide 20 pg =t X FA S FRE O LE KA R G -
2 & (teriparatide 20 ug = 9% - = & & %2 6%) -
it 55 (teriparatide 20 pg & 3% 0 = & 2 1%) -

fl 8 erteriparatide 7 ¢ 25 3§ TR B IR anie® o a0 g ]v+;}§mj;} 4
RpAFrALLHFI A o ﬂ,? teriparatide ¢ #pr= B d0ER > ol o H

10



= \é?l]i_ﬁﬂ- x

Teriparatide & £ ™ /3 53t < B2 g P IR o i;éélj % 20mcg - * - = w‘v:’: i‘;')%}f%’ﬁ_ﬁrj B
VLT N BT IR B RS ul‘ﬁ z}_{i A 1K fim}f;# Teriparatide # #% ;3 & &% yvp j3
Wend 2 AR TR Y AE

qx

AN ,mg_ b i
17 ~ 5 C o Teriparatide ¥4t A #7528 7 0@ B A& 3 > F|y* teriparatide 7 i * »*
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