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Shapiro A.D. et al. Recombinant factor VIII Fc fusion protein: extended-interval dosing maintains low bleeding rates and correlates with von Willebrand
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Young G. et al. Recombinant factor VIII Fc fusion protein for the prevention and treatment of bleeding in children with severe hemophilia A. Thromb
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bleeding rates. Brit J Haematol. 2015 Jan; 168(1): 113-23
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- Current Medical Diagnosis & Treatment. 2018.

- Goodman & Gilman's: The Pharmacological Basis of Therapeutics. 13e. 2018.

- Harrison's Infectious Disease. 3e. 2017.
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- AASLD/IDSA HCV Guidance: Recommendations for Testing, Managing, and Treating Hepatitis C. 2017.09.

- National Clinical Guidelines for the treatment of HCV in adults. (NHS Scotland, 2017.11.)

- Zeuzem et al. Glecaprevir - Pibrentasvir for 8 or 12 Weeks in HCV Genotype 1 or 3 Infection. N Engl J Med 2018;378:354-69.

- Wyles et al. Glecaprevir/Pibrentasvir for Hepatitis C Virus Genotype 3 Patients With Cirrhosis and/or Prior Treatment Experience: A Partially Randomized
Phase 3 Clinical Trial. Hepatology 2018;67:514-523.

- Asselah et al. Efficacy of Glecaprevir/Pibrentasvir for 8 or 12 Weeks in Patients with HCV Genotype 2, 4, 5, or 6 Infection Without Cirrhosis. Clinical
Gastroenterology Hepatology 2018;16(3):417-426.

- Forns et al. Glecaprevir plus pibrentasvir for chronic hepatitis C virus genotype 1, 2, 4, 5 or 6 infection in adults with compensated cirrhosis
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- Poordad et al. Glecaprevir/Pibrentasvir in Patients With Hepatitis C Virus Genotype 1 or 4 and Past Direct-Acting Antiviral Treatment Failure. Hepatology

2017 Nov 20. doi: 10.1002/hep.29671.

- Chayama et al. Efficacy and safety of glecaprevir/pibrentasvir in Japanese patients with chronic genotype 1 hepatitis C virus infection with and without

cirrhosis. J Gastroenterol 2017 Sep 25. doi: 10.1007/s00535-017-1391-5.
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2018;67:505-513.
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+ Harrison’s Principles of Internal Medicine, 19e

- the International Society for the Study of Hypertension in Pregnancy (ISSHP) Pregnancy Hypertension: An International Journal of Women's

2014;4:97 - 104
- US Preventive Services
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- the American College of Obstericians and Gynecologists (ACOG) Hypertension in Pregnancy. Obsterics & Gynecology. 2013;122(5):1122-31

Task Force (USPSTF)

> (C8 Medical Disorders During Pregnancy

Low-Dose Aspirin Use for the Prevention of Morbidity and Mortality From Preeclampsia:

+ NICE Hypertension in Pregnancy. The management of hypertensive disorders during pregnancy 2011.CG107

- the Society of Obstericians and Gynaecologists of Canada (SOGC) Diagnosis, Evaluation, and Management of the Hypertensive Disorders of Pregnancy:

Summary. J Obstet Gynaecol Can 2014;36(5):41

- Roberge S. et al. Aspirin for the prevention of preterm and term preeclampsia: systematic review and metaanalysis. AJOG Vol. 218, Issue 3, March 2018, P.287-293,

6-438

- Rolnik DL, et al. Aspirin versus placebo in pregnancies at high risk for preterm preclampsia. NEJM 2017. DOI: 10.1056/NE]JMoal 704559

- Bartsch E, et al. Clinical risk factors for pre-eclampsia determined in early pregnancy: systematic review and meta—analysis of large cohort studies. BMJ 2016;353:11753
- Jillian T. et. al, Low-Dose Aspirin for Prevention of Morbidity and Mortality From Preeclampsia: A Systematic Evidence Review for the U.S. Preventive Services

Task Force. Ann Intern Med. 2014;160:695-703.
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- Williams Obstetrics, 24e > Chapter 40: Hypertensive Disorders

- Greenspan's Basic & Clinical Endocrinology, 10e > Chapter 16: The Endocrinology of Pregnancy
- Harrison’s Principles of Internal Medicine, 19¢ > C8: Medical Disorders During Pregnancy

- the International Society for the Study of Hypertension in Pregnancy (ISSHP) Pregnancy Hypertension: An International Journal of Women's

Cardiovascular Health
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2014;4:97 - 104

+ U.S Preventive Services Task Force (USPSTF) Low-Dose Aspirin Use for the Prevention of Morbidity and Mortality From Preeclampsia: Preventive
Medication(‘18.1.8.)

- the American College of Obstericians and Gynecologists (ACOG) Hypertension in Pregnancy. Obsterics & Gynecology. 2013;122(5):1122-31

- NICE Hypertension in Pregnancy. The management of hypertensive disorders during pregnancy 2011.CG107

- the Society of Obstericians and Gynaecologists of Canada (SOGC) Diagnosis, Evaluation, and Management of the Hypertensive Disorders of Pregnancy: Executive
Summary. J Obstet Gynaecol Can 2014;36(5):416 - 438

- Roberge S. et al. Aspirin for the prevention of preterm and term preeclampsia: systematic review and metaanalysis. AJOG Vol. 218, Issue 3, March 2018, P.287-293,

- Rolnik DL, et al. Aspirin versus placebo in pregnancies at high risk for preterm preclampsia. NEJM 2017. DOI: 10.1056/NE]JMoal 704559

- Bartsch E, et al. Clinical risk factors for pre-eclampsia determined in early pregnancy: systematic review and meta-analysis of large cohort studies. BMJ 2016;353:11753

- Jillian T. et. al, Low-Dose Aspirin for Prevention of Morbidity and Mortality From Preeclampsia: A Systematic Evidence Review for the U.S. Preventive Services
Task Force. Ann Intern Med. 2014;160:695-703.
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- Harrison’s Principles of Internal Medicine, 19e 2015 > Chapter 141 Coagulation Disorders > HEMOPHILIA
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- Hematology: Basic Principles and Practice Sixth Edition 2013 > Chapter 137 Hemophilia A and B Prophylactic Clotting Factor Replacement
- Nelson Textbook of Pediatrics Twentieth Edition 2016 > Chapter 476 Hereditary Clotting Factor Deficiencies (Bleeding Disorders) > Factor VIII or Factor
IX Deficiency (Hemophilia A or B)
- World Federation of Hemophilia, GUIDELINES FOR THE MANAGEMENT OF HEMOPHILIA 2nd edition. 2012

Kathelijn Fischer, et al. Primary prophylaxis in haemophilia care: Guideline update 2016. Blood Cells Mol Dis. 2017 Mar 18.
- Michael Richards, et al. A United Kingdom Haemophilia Centre Doctors’ Organization guideline approved by the British Committee for Standards in
Haematology: guideline on the use of prophylactic factor VIII concentrate in children and adults with severe haemophilia A. Br ] Haematol. 2010
May;149(4):498-507.

Nijdam A, et al. Discontinuing early prophylaxis in severe haemophilia leads to deterioration of joint status despite low bleeding rates. Thromb Haemost.
2016 May 2;115(5):931-8.

Manco-Johnson M]J, et al. Randomized, controlled, parallel-group trial of routine prophylaxis vs. on-demand treatment with sucrose-formulated
recombinant factor VIII in adults with severe hemophilia A (SPINART). J Thromb Haemost. 2013 Jun;11(6):1119-27.
- Tagliaferri A, et al. Benefits of prophylaxis versus on-demand treatment in adolescents and adults with severe haemophilia A: the POTTER study.
Thromb Haemost. 2015 Jul;114(1):35-45.
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- Mandell, Douglas, and Bennett's Principles and Practice of Infectious Diseases, 8ed(2015) > Chapter 46. Antiviral Drugs against Hepatitis Viruses >
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- Harrison’s Principles of Internal Medicine, 20e > Chapter 334: Chronic Hepatitis > CHRONIC VIRAL HEPATITIS > CHRONIC HEPATITIS C

- oE 3hekE] o] =ehl(2017)

- The American Association for the Study of Liver Diseases HCV guideline (AASLD, Last update: September 21, 2017)

- EASL Recommendations on Treatment of Hepatitis C 2016

- Lim YS et al. A phase IIb study of ledipasvir/sofosbuvir fixed-dose combination tablet in treatment—nai"ve and treatment-experienced Korean patients
chronically infected with genotype 1 hepatitis C virus. Hepatol Int. 2016 Nov;10(6):947-955

- NICE: Ledipasvir - sofosbuvir for treating chronic hepatitis C, NICE technology appraisal guidance [TA363] Published date: 25 November 2015

- Nezam Afdhal, et al. Ledipasvir and sofosbuvir for untreated HCV genotype 1 infection. N Engl J Med. 2014 May 15370(20):1889-98.

- Nezam Afdhal, et al. Ledipasvir and sofosbuvir for previously treated HCV genotype 1 infection. N Engl J Med. 2014 Apr 17370(16):1483-93.

- Kris V. Kowdely, et al. Ledipasvir and sofosbuvir for 8 or 12 weeks for chronic HCV without cirrhosis. N Engl J Med. 2014 May 15370(20):1879-88.

- Mizokami M et al. Ledipasvir and sofosbuvir fixed-dose combination with and without ribavirin for 12 weeks in treatment-naive and previously treated
Japanese patients with genotype 1 hepatitis C: an open-label, randomised, phase 3 trial. Lancet 2015 April 15:645-653
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- Harrison’s Principles of Internal Medicine, 19e 2015 > Chapter 141 Coagulation Disorders > HEMOPHILIA
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- Hematology: Basic Principles and Practice Sixth Edition 2013 > Chapter 137 Hemophilia A and B Prophylactic Clotting Factor Replacement
- Nelson Textbook of Pediatrics Twentieth Edition 2016 > Chapter 476 Hereditary Clotting Factor Deficiencies (Bleeding Disorders) > Factor VIII or Factor
IX Deficiency (Hemophilia A or B)

- World Federation of Hemophilia, GUIDELINES FOR THE MANAGEMENT OF HEMOPHILIA 2nd edition. 2012
Kathelijn Fischer, et al. Primary prophylaxis in haemophilia care: Guideline update 2016. Blood Cells Mol Dis. 2017 Mar 18.

+ Michael Richards, et al. A United Kingdom Haemophilia Centre Doctors” Organization guideline approved by the British Committee for Standards in
Haematology: guideline on the use of prophylactic factor VIII concentrate in children and adults with severe haemophilia A. Br ] Haematol. 2010
May;149(4):498-507.

Nijdam A, et al. Discontinuing early prophylaxis in severe haemophilia leads to deterioration of joint status despite low bleeding rates. Thromb Haemost.
2016 May 2;115(5):931-8.

Manco-Johnson M]J, et al. Randomized, controlled, parallel-group trial of routine prophylaxis vs. on-demand treatment with sucrose-formulated
recombinant factor VIII in adults with severe hemophilia A (SPINART). J Thromb Haemost. 2013 Jun;11(6):1119-27.

+ Tagliaferri A, et al. Benefits of prophylaxis versus on-demand treatment in adolescents and adults with severe haemophilia A: the POTTER study.
Thromb Haemost. 2015 Jul;114(1):35-45.
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+ The Korean Society for Reproductive Medicine, Intravenous immunoglobulin G in women with reproductive failure: The Korean Society for Reproductive
Immunology practice guideline. ClinExp Reprod Med 2017;44(1):1-7
Clark DA, et al. Is intravenous immunoglobulins (IVIG) efficacious in early pregnancy failure? A critical review and meta—-analysis for patients who fail
in vitro fertilization and embryo transfer (IVF) Journal of Assisted Reproduction and Genetics, 2006;23(1):1-13
Lee SK, et al. Intravenous Immunoglobulin G Improves Pregnancy Outcome in Women with Recurrent Pregnancy Losses with Cellular Immune
Abnormalities. Am J Reprod Immunol 2016;75: 59 - 68
Ramos—Medina R, et al. Experience in IVIg Therapy for Selected Women with Recurrent Reproductive Failure and NK Cell Expansion Am ] Reprod
Immunol 2014; 71: 458 - 466
Comprehensive Gynecology(7e), Chapter 16. Spontaneous Abortion and Recurrent Pregnancy Loss
Moraru M, et al. Intravenous Immunoglobulin Treatment Increased Live Birth Rate in a Spanish Cohort of Women with Recurrent Reproductive Failure
and Expanded CD56+ Cells. Am J Reprod Immunol 2012;68:75 - 84




[&X] 1]

1. 2l 2. SHIE NS 2E

*a
0

NE

[339] 71ete] & R A&

7 2

[339]

VIII-

ZALA
(E9 : Aol

250 IU &)

Recombinant blood

coagulation factor

Fc fusion protein

Efmoroctocog a

=
T

g B9 B W Well A ofEis o] Fof Al agHAlE

.
A, F QG FE ol gol iz okg WAL
- o]_ aH —
7F 13 Fo] 83 (13]%) : 20-25 IU/kg
i, 5 % (moderate) o4 8o A5 olAlel ook kel
webd Ao 30 U/kg
e

D w3 HA WA= 4318714, 7 -4 ddAls 3FR(ES

B} FRES G,

A 452717 Q4o Wd E 7HR(FE DAL 85 R)
A 917
9) thit, W9 THR(FE BAE 8BS Folg ol Fo] HFo] ut
Age] WQE Aol 15 N B 28 8AA ARe, oA
3

3) AuiFofdt

* FZ(severe) Ak AR AL 1% v vkl 34}

[339] 71ebs] Wl L A g-oF

(

A= 28 E)7HA Akl Wil F

VEIE

R ARG E 9
[339] ] _ . 5
1. Jeste] A5 s7kALg W9 volA] Fo Al 84w &8 o
2oz &
Recombinant blood
coagulation factor IX— ) . )
) C 2. QEEAke] A VA S A oo} o] T Al SdFAE
Fc fusion protein B _ _
A, F AHE ol goliz okgt WL B FHES .
Eftrenonacog a
_ ok 9 -
A i i
B 7b 13 Fo]&313%)
(FH gdxzes
- 30 IU/kg(Ao}+= 42 1U/kg)
T 250 IU &) o _
el F% E(moderate) ©1d Y A ALY gEH o
w2 A ZHo 40 TU/kg(Aob= o 56 1U/Kg)
S e
D g A A gdAl= 2312714, F 1A JeEA = 188 (55

2) ok MY 33 (FF A E 43 8)S T3 o]0 o]
skl WA Agole 13 Hd & 13&E7A Q14datH, A
2AME HRstolor 3

3) AT Aeods F4994 FA3g 4 Al dUFqES
by
* T (severe) b SadA A LT 1% HRkQl A}




[629] 71Et9] 3tats A

T E ARAH7E 9 B
ST AEAA 7 9@ ur
[629] % old Amo] Azl Hagoly B £Sww AAF ALEA, A8 B
3 7FAe ol WolA oo} e VFo R Fo A QU4FAE AdA WS L Ewg A wuhole s Euhd
e, B AR olgde okt delg #x) RHES 3 )
Glecaprevir+ o g 1. &% ALT(Alanine Transaminase) % 57} % 3xpate)o] whz}
Pibrentasvir B T Hepatotonics(Carduus marianus ext., Ursodeoxycholic acid,
. T o u’ Al
A o B2 A g CF 1 A = =o] w77k DDB & AlAl 5)te] WE&Foe= JA4 7ttt 5 okAl9
(F9: vu] g A) - . oF as Hepatotonics & 1F9] &3t dAE skxr) REES )
FRAE |old Xg AFo e HW e o] 8T
3] |3 A} A
123456% |87 WE | e
LA Qe
JHHE, HAIJHAE,| 714W Qe o] oF 8%
EEhEIRL BV R s
=7 = =y = =
T2 X5 gt gkt A7 ol o] ¢k 125
o] NSHA AsiAl AE | WMol
eAxy | Adel §la, NS3M4A| AU o o 1o
13 gl B g A AT A4 o
A g Aujjs gz} 7HA| gle
o] NS3/4A TR | ZkAWo]
MEx AsA =273 AU
o] °F 165
o] ¢l NSHA A A4
And Add B4 | 04w Qe
Qe ¥ &, Eﬂlohﬂﬁﬂi 7AW o] i
[e) =
S4AAE e /= AY A S o] °f 85
245638 |FH2 Xz A oA
: o ok 125
Sl ABW e
QeI 2, HIQlEd &, 3 Wo]
FAAE e e e gy
— . o o 165
39 |wul= Amel Add| o
A AW 9 e
FLAWZYHE F A¥ARHE EE AWIZYE 2 BAZYH 2 £E g
o] Bge

Zau el FaQlEHE 2 guibd
F2: Ut an2 W AxaRu2 k= tEaekan

Hee] W ga




[&Xl 2] (G H] Gy &)

. 2l 2. 2 MISOS JI1E 2 2y W] % AFARAE W
[ =]] -
[ H] -8 A L s veE gy 2ut) Bl oflsh e JlEe ol A
T gorgorn agsiel, S WSO B QAYIE olslol ok A
T # AFARNE 2 g A} R
(=] Cob -

L S71H8 9] eld ol Al SIS 948

-84 D) ©5aW
2. 37 & 7HASlel] Fojals ZSoll ofdle} e VFoR FojA] 2% oo shel  sFERE AS Metformin UEEGE  QAE L,
TOE s, T JAVIFE oleelle ot Hds IR RHES Metformin ¥¢ 7] &2} £& 22802 Metformng Fold
-oF - Sl A-9oll& Sulfonylurear] <fAle] ©= FolE AA3H, o] A5
7} oAt Foads HA-steiof gk
) Sl AST(Aspartate Transaminase) %= ALT(AlanineTransaminase) % E
FA7h GOU/LOIAR] A9 Ei= AST Hi= ALT Txm 40~60U/L2] 78 Sﬂigi ;ﬁlo(}iﬁl@g%/
) &+ >
A I ST UL ePge s s e

2) Fol ¥ AST T& ALT 427} 0U/L UIUPOIE} SR FAel A

BjLp Fofadel] wet x]&e] Q1A 2) Wagy
% ek, W St M Bk Aol AR VIS A8 7h) 24 24
L oy (1) dEeRiom 2-47id o] Fofalie thee] ahtel sfdste A4
1) o]FAE x&ato] ATA 2% olu QUAA 0 719 dur XEA 155 FUke BEas AT
D) “FNAZRY QFFole] V1Fel B 7 [AEI] 2FFe) 4e - s
7F R ABE UE FAe] 2ol Hge Agel wddtol (7h HpAIC 27.0%
N3 A 18 A 1% A b %%@% >130mg/dl
(th 2$89 =180mg/dl
(2) HbAIC =75% 74-9-°li= Metformine X3He 24 SWHS A
3. @lol#]~A|(Lamivudine, Clevudine, Telbivudine,  Entecavir, g o143}
Adefovir, Tenofovir disoproxil, Tenofovir alafenamide, Besifovir, O Metformin £¢] 27] 82} wx 2280 2 Metforming 5]
Asunaprevir, Daclatasvir, Sofosbuvir, Ledipasvir+Sofosbuvir, g 4 gl A9l Sulfonylurear] <FAlE Xl 24 QS
Elbasvir+Grazoprevir, OnbitasvirtParitaprevir+Ritonavir, Dasabuvir, HAEHE A, o] B ForAs HRateiof gk

Glecaprevir+Pibrentasvir 774, QB #ZAA|, 3 72 o) Z A4 #|) <}
HEFo Al 132 O AAS A7 FHES 3




& AFJNA7IE 2 3
(3) A 7Fs 24 89
SGLT-2
n | Sulfonyl | Meglitin | eguccickee | Thiazoli- | DPPIV inhibitor
T Veformin urea ide | inhibitor |dinedione| inhibitor dapagh irag]i empagliﬂ
flozin gozin ozin
Metformin 94 |9 | 94 | 94 | 93 |94 | 9w | n
Sulfonylurea A% A AB | dF | UA
Meglitinide 44 9y | A
T [ [w|n
il gy | Ay | 94 oA
DPPV inhibitor | 914 | 94 9%
dapagliflozin| 914 | %1%
iﬁ%}lﬁr ipragli flozin 1%
l—‘l||}mé‘l;ﬂll in ¢4
@ 2Aled Folugom 2Aey A4 b AR F 159 Fola
A9E 94%.
) 381
O 241 2¥S 2-4/09 o]’ FIs) HbAICTE 7% ©1dl 750l
e 7140 G A8A 158 F7ke WEas A3 o,
24 2ol AR ks oplel xo] EgEoIAlE ohsu

Metformin+Sulfonylurea +Empagliflozins 173}

1} Insulin &9
1) 9+=QH

U=

7 %7] HbAIC7}
(LADA), A1

e

Insulin ¥H5-2%

7 Ae Wean

T

745 Insulin®} 7

KR
7h Insulin¥} 378 B A 84 274 WHEa

T8 B A8A 24 &

ATE x| 8A Folo= HbAICT) 7% ]2l

&9

grEjoj = ol H.
) Ipragliflozine Insulin FAMAIS} B-8A] Q143X o} g

E} GLP-1 &4 a5
ATASE Heaw
7}) Foluld

2) Insulin®} ¥

Metformin+Sulfonylureas] k4| =

e 2 F

@

(2) Insulin &S & &
) Fol i
(1) 3% g2 (Metformin +Sulfonylurea+GLP-1 484 &5A)S 914
(2 3% H&aw
H(MetformintGLP-1 8A £54)& IA

7h

714 Insulin(Insulin

Folj

7% o]/l AL

)

Fojul

o=

sa¥

714 Insulin+GLP-1 <&

WA EAY YU S AT
We A9 ©, 3
Mol A QgEA g opAle] 2ol =

SFole FEY d9xds ¥

A& 22 4+(BMI: Body mass index)>25kg/m’ F=

H)\\__ 51'2]/

A4 F GY7Ide] olFold A9 2% WEa

o= EE Metformin ¥8) Fojol= HbAIC7k

A &5 A % (+Metformin) S 214

7y A A HAIgE 71zbel] sdelA] fuElE A& WA S Q8=
AFolle T HE Al AREER QA3

3= B3 AR HHE T Zez A4t

9 AA-EF

A S-89 HEY oA 598, U g8 ES 29%




i

ARARAE 2 g

el ot AAE St LHES g
=
1) Repaglinide 7753 A 23D 1Y FHd] 6mg
2) Pioglitazone 7 TAI(E3A E3h: 19 o] 30mg
3) Metformin 4 %o] 39 HaAo] Metformin ©dA] 71 Fof A
(B34 49 ¥
7h dure: 19 FHol 2550mg
) A 1Y F
o) gukg ) AE 219 Al 2550me7kA AR, ANES
2000mg7H<] Fo] Aol F7HEe] & = gl

il

4) Glimepiride A3-o] ¥3rel E-gAo| Glimepiride YA F715o] Al
3 U g 23ste] 19 Al 8mg

T gekA

[BTA & GLA]

- BiguanideZl: Metformin HCI
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- MeglitinideZl: Mitiglinide calcium hydrate, Nateglinide, Repaglinide
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- Voglibose+Metformin HCI
Lobeglitazone sulfatetMetformin HCI, Pioglitazone HCl+Metformin
HCl

- Pioglitazone HCI+Glimepiride, Rosiglitazone maleate+Glimepiride

H

ARARAE 2 g

Metformin HCI, Gemigliptin+tMetformin HCI, Linagliptin+Metformin
HCl, SaxagliptintMetformin HCI, Sitagliptin phosphate+Metformin
HCI, Teneligliptin+tMetformin HCI, VildagliptintMetformin HCI

- Alogliptin+Pioglitazone HCl

- Dapagliflozin+tMetformin HCl, Empagliflozin + Metformin HCI

[FA1A]
- Insulin AR
- GLP-1 =84 &% A Albiglutide, Dulaglutide, Exenatide, Lixisenatide

- Insulin glargine + Lixisenatide

- AlogliptintMetformin HCl, Anagliptin+Metformin HCIl, Evogliptin+
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O ZF AME71ZHF5)ll B4 AT EE A7) 3 MERY o] 8kl Ao} 2) Fol &=
T RE4A] o] Fol = AAe] 3HAEY o]kql Ao} O 19 0.03Bmg/kg(XEE 1.0mg/m’). &, AFS7FEA7E 9S4 -Fole 1Y
* A VEe [E9] #Ax 0.070mg/kg(%E+= 2.0mg/m)7H] 27163
2) Fol &7 3) Eo]7|7F
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Ledipasvir +

Sofosbuvir 7 A

(F9: strYA)

s7hAkg WSl UelA] oldlel e Ee Fol A RYHAE AR

stel, & AA7IE olelell= o AAE AV HHES G
— o]_ a] —
7h i gk Al v CE A & THAAY 19, o2
- ol AR Aol fle A Ee
- old Au Ay AT @A A AR dIb/uHE EE=
HCV Z=gopA]l A+l 1ol ef a2/ e 2w 23
e AR 43 Ag A Py v EEER
AT AHETA, AR Fubg EE FENRE AW, vpole s
=0dd
I P e A B B s
St ol W71k
old A& Ao AW 8l o] °F 125
e g W3 W dE o] °F 125

o] o 125 Ei=

o] ef+g]utuld 125

o] of 245 wi&
o] ef+juiuld 125

o] of+gmpnlY 125

¥ 8| o ehrelvpulel 125

. &% ALT(Alanine Transaminase) &% 57} 5 3FxA e whe}

Hepatotonics(Carduus marianus ext., Ursodeoxycholic acid, DDB
st AA B9 HEFAe JAA JhEdhd, s A

Hepatotonics & 19 &gk AAS A7 FHES g,
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400mg/dl o] o= F4])

(8983 W ol Fo

25

217 ¥ Z(CIDP;
Polyradiculoneuropathy)ol] ¢ A]

3] 7FA}
400mg/kg

7h

or

T

o
%0

4
Hjo
Njo
o
Ao
)
=l

N
o

N

"

4 Z(MRC M- MRC 0)ZA] E}Qle] =d glo] B o]

ol
o

g

)

ol
HJ
o

B!

W
v
)

(2) &<l(Aspiration)¥}

[634] & A A A F

i

Human
F A}

immunoglobulin G

[634]

ARAR7IE £ WY

Lol 5 S1/AKE 9l delA olelst o] ol A

yul

2

Bate] A5 S7HRE W9 el A Fof A

it

4

Q)
H

2. 91

1

EREREL

o

5

A9 7

=
=

}E}

, =% % (moderate) ©]

1:‘11_

ek Hd 30 1U0/kg

o}

o~
T

13l
D 13] g Al A 53

5t

[

=
5

(

&
o] 44

103]

=

12}

3
"

o]

T

il

VHA), v

H

63

L

L

s

=

S
;(].; %j‘!_?_]Z]— %]'AE,]_‘-:_7]' 1% 1:!]

}

3]
3] 74, AR

gul

A

A

T

‘l_o

FAF = 12312714 148

* o5 (severe)
AL 4

[634] & A A A F

H

Human blood
coagulation factor

[634]

ToR =
oH
W
N
% Njo
P
T i
oo
woM
iy —_
R
N
o B
X 53
i
p )
of X
\ oF
Njo %
et
v B
] |
FO
i i
—_
0O %0 T
SO
N =R
D._l A,H_m_u DT
" T
. —
~
it
i
T i
ie)
& N
<
E( Thy
ol
]
!
-
o
Y
N
)
|
o
e
& Mﬁ
o
g s
|
po A
= &
& -
° @
Np =)
~ \=)
b o
Eoy ET
=} o
= )
e e
‘m N
uj
o
J
Nog
,.mm
z(,.m

) Fo &2 400mg/kg/day x 5¢ (= 1g/kg/day x 2¥)

_21_



e

2) AT 2R H A4 S (CIDP; Chronic Inflammatory

Demyelinating Polyradiculoneuropathy)ol] Fo] Al& th&3 &

735l
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6,
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T

Prednisone %=+ Azathioprines-

A, ARA, BAA Az o S0H

QA Ha 309 ol AT o
9l @224 mRS 37 o4 A4 @

w71 Aol 12 549 b3
Modified Rankin Scale(mRS)

No symptoms at all

No significant disability despite symptoms; able to
carry out all usual duties and activities

Slight disability; unable to carry out all previous
activities, but able to look after own affairs without
assistance

Moderate disability; requiring some help, but able to
walk without assistance

Moderate severe disability; unable to walk without
assistance and unable to attend to own bodily needs
without assistance

Severe disability; bedridden, incontinent, and requiring
constant nursing care and attention
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4 A2kAE F(Pa02/Fi02<300)
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. Hyperlactatemia(>2mmol/L)

ol 493 WaE iy 4]

subgt A9 AgsA b,

2A B3 ge 7}

5ol @A AshE Akl

)
e Zzog BEAAC ‘]EH]—\ggi SAE R go} E

(ITP; Idiopathic  Thrombocytopenia
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& ARG 7IE 2 By STl A7 2
(1) A3k 823723 (20,000mm©] &) 2)F o] g 400mg/kg® 5L 7HA] E+= 2g/kg/dayx1Y
(2) 59 28] AS WexTFARBAAS, AFLEE 5)
3 £FFES 83 4% 2. UMM SIS 2R3t oot 2 V|FOR Fo A 8dHAE
() ¥MZAETE] AAA 145k
(5) 941 305 o] YAFIE Eukel thustaat & o -oF -
6) A2 2EHAV globulin)o2 A=7F AUG Fpel A 7h i g ey gREdel FoAE thed 22 A Sl A3
T A A S
W & 2 A7z 400mg/kg/dayE 597 Tl 1) d7d 3=k
lg/kg/dayZ 297t == 2g/kg/ day= 1€ 3F Fo 7h thdgd 2ol d 524 Biopsy® S AL,
2) Zol(16A4 wgE Aolel A§) ) Hojm 4-671€9 71¥<] X EA4l(Prednisone™% E+ Prednisone
7h AS3: ol#le 185 didsis 49 A4 HE&Fo] 5)Fe & 538 AU AmHA g T34
(1) F74 ITPA Zd7A 7] AsAY sFAEAg F89 Bl A=A
g3 Ado] S i, w3 Alsk 32y 7F2Z(20,000/mre] 8¢ th @A =3 o d 7 A (CK; Serum creatine kinase)7F A
o] & o2 AdsH Ay

o
(2) &-%4 ITP $tolrt 934 45 88 2) Fo8ek A00mg/kg/day <6 (5= 2g/kg/ day x19, 1g/kg/day x29)S
(3) =9 ITP Ztolrt Ad o4& AAE g wHEate] /LA FolrbsEt Fo] § S EJTI)
(4) SteroidAAE 2-4F3F Fog Fol& 347t gl o o|F Al ozt A9 AlF T
(5) ITP &olr} el FHEEHAE o
(6) 54 olatel oldolrt w4 ITPE A3 4y FLF
(80,000m' o]sh) o2 HFAES AV|etax & o
(7) vjFHZEo] 254 o
(8) Aefdr A FAR QA 54 dad 725 Ao}
W &% 2@ 9AYIZE 400mg/kg/dayE 5Y7 FoldAU
lg/kg/day 2 293 = 2g/kg/ day= 193 FoA[xF: 7
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7} E X & (Cholinesterase  inhibitors, Corticosteroids and
Azathioprine )°ll &8 o] ¥ A

) #geFe] 1LRY Ha, F<l(Aspiration) ¥ #H#H ¥ Aspr

o 9,
8 ITPer w G7h o) 2ol (Remission) 7k wpehhA] & o & OMOJ o] 100 feet(30m) °]7 ZH A 3= ZA$
=TT BA ee m s T ~OortT— a1

Aee T

2) Fol &% 400mg/kg/dayx5¥ (== 2g/kg/ dayS 2-53] &
o)
ub. 7hebA 7 H
1) Fouia Zteaziges Aewe 3z T AU th ZFFol (A E 2ERAE)Y 2T 7 fgel e Bele
iy el il T AL sty Fojde A 3IME7A AF 2 500mg/kg, T ¥ 670 €7kA vl € 500mg/kgS
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