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08:10-08:20 | % & shfe | B & dhfefi 61 E
08:20-09:10 L Introduction to pathology PRl 2
09:20-10:10 I Autopsy T A
10:20-11:10 | P4 | REFEMA i

S HO_10 - : 8 e = SN

09/12 11:20-12:10 L }Ff‘i!{\zéﬂ’ 2 LRY R g %Ak

Mon
13:20-14:10 1 Z & = (Introduction to Pharmacology) R T
14:20-15:10 %13 # >z % & (Pharmacodynamics) o
15:30-15:40 | % ¥ & "éﬁ:'%ﬁﬁﬁﬂ%‘?ﬁé/‘ e B
15:40-16:20 %ﬁaﬁ?ﬁ% iR RERRFOIFE ST i B
16:30-17:20 | &% F5 | #Fx ‘P roehdy JR A
08:10-10:00 R Cellular Pathology (1)(I1): Cellular injury and | 3% 47

09/13 cellular death

Tue | 11:20-12:10 | A M BT | A pRET 2 4 8 GzRm ) g

2 AR

09/14 | 13:20-15:10 /RN Cellular Pathology (111)(1V): Adaptations, Fia

Wed intracellular accumulations, and cell aging
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3 $8(1) : Cellular Pathology

N % * 4 Cellular injury and cellular death (1)
1. Cause of cellular injury
2. Cell injury and necrosis: Biochemical mechanism
3. Ischemic, hypoxic and free radical injuries

4. Chemical injury

3 5 (2) : Cellular Pathology

e

% = & Cellular injury and cellular death (II)
1. Morphology of injured cells
(1) Irreversible injury
a. Type of necrosis
b. Apoptosis
(2) Reversible injury
2. Subcellular responses to cell injury: Lysosomal, smooth ER, mitochondrial,
cytoskeletal alteration

3 A8 (3) : Cellular pathology
p % = % Intracellular accumulations of specific substances
1. Pigment
2. Fat
3. Protein
4. Glycogen, and other carbohydra
5. Calcium

6. Hyaline degeneration

3 48 (4) ¢ Cellular pathology
N %~ % : Cellular adaptation and aging
1. Atrophy, hypertrophy, hyperplasia, metaplasia and dysplasia

2. Cellular aging

(D)EEBE .

3 4% : Introduction of pharmacology ( %32 & 34 )

g¥ P
The scopes of pharmacology.
rE S

1. Definition of pharmacology.

2. Scopes of pharmacology :
Pharmaceuticals: tablet, capsule....
Pharmacokinetics: ADME
Pharmacodynamics:

Pharmacotherapy




3. Source of drugs

4. Drug development
Pre-clinical
Clinical trials

3 &% : Pharmacodynamics (&4 »c* § )
Y PR
To obtain the knowledge about how the drug acts to produce therapeutic and toxic effects,
especially those involving receptor molecules.
S 2: < %
1. General principles of drug actions
a. Sites of action
b. Types of drug action
c. Mechanisms of drug action
2. Drug receptors and their coupling to signal transduction
Agonists vs antagonists, spare receptors
3. Drug actions and doses
ED50, TD50, LD50, therapeutic index (TI), potency, efficacy
4. Drug interaction
Synergism vs antagonism
5. Sensitization and desensitization

Idiosyncrasy, hypersensitivity, tolerance, resistance
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09/19 | 08:10-10:00 L Lab orientation FF AR
Mon | 10:00-11:10 | ki 4 | 6 2igad gt P
11:20-12:10 | % B Frizfd | GEFINNEL MWD R A
13:20-14:10 %13 #F4f 4 B (- ) (Pharmacokinetics I) 3
14:20-15:10 0 # 4 4 B (=) (Pharmacokinetics Il) R
15:30-16:20 | ®%F 5§ |- A pKRLE E£F
16:30-17:20 | &% 5§ | ¥ £ ZRLH%&(POCT) FR A
0$/20 08:10-10:00 I Micro teaching: Cell injury and adaptation (1) | % ¥ 42
Y€ 110201110 | R p | mEE B ¥ it
11:20-12:10 | Ak 7 | PR BEL (FE- ) P
2 A Mg
(\)IS\)IZJ 13:20-15:10 L Micro teaching: Cell injury and adaptation (2) | # ¥ 42
09/22 | 08:10-10:00 I Micro teaching: Cell injury and adaptation (3) | # 3 42
Thu 10:20-11:10 %13 2 4 @ 3E (Signal Transduction) B %
11:20-12:10 R g+ ¥ ¢ (lon Channels) MY %
13:20-15:10 |/} eidsh | HIL - B 2 dh(F FHET) | FTE fF
0I9=lrzi3 08:10-10:00 e Micro teaching: Cell injury and adaptation (4) | % ¥4
13:20-14:00 | R A | F ¥ o wp ;iig;
14:00-17:20 N 2V (A ) T
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3 48 : Pharmacokinetics ( Z 4 4 & )
g¥ i
To obtain the general knowledge about the disposition of drugs in human body and the
relation between concentration, dosage regimen and effect of drugs to ensure the accurate
clinical uses of drugs.
AR
1. Principles of drug biotransport across biological membranes.
2. pH influence on the drug absorption.
3. Distribution, redistribution, barriers vs lipid solubility of
drugs.
4. Principles of drug excretion and reabsorption vs pH.
5. Biotransformation vs excretion vs half-life.
6. Routes of administration.
7. Factors affecting drug action.

8. Kinetics of continuous administration.

3 &% . Signal transduction (3t 4 &%)
gy P
To understand the signaling pathway in the cells
Concepts of ligands and receptors
The relation between signal transduction and drugs
AR
Four different types of signalling
1. Receptor-operated channel (Ligand-gated receptor)
Nicotinic receptor, GABAa receptor.....
2. G-protein coupled receptor (GPCR)
Gqg-PLC pathway, Gs-adenylyl cyclase pathway....
3. Receptor that is enzyme (receptor tyrosine kinase)
Cancer molecular-targeted therapy:
Monoclonal antibodies and small molecules
4. Cytosolic/nuclear receptor:

Steroids, retinoic acid

3 4% ¢ lonchannels (&t~ ¢ i )
g2y pE:
To obtain an overview of ionic channels of excitable membranes.
P~ ; <~ %
1. Voltage-dependent channels
a. Na* channel
b. K™ channel
c. Ca®* channel




2. Ligand-gated ion channels
a. Nicotinic ACh channel
b. GABA, glycine-gated CI" channel

NMDA
c. Glutamate receptor
Non-NMDA

d. ATP-sensitive K* channel
3. G-protein-linked ion channels

4. lon channel blockers and modulators
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¥ g ATiE ﬁ REFEHEPL AR e AT B o AR ALY 0 H A
ARRFELL T Ho s T AR ES S LD F
Interviewing ¥ 34§ £ Conversation % Interview e+ 5 @ x # {7 E'J:f};s S mf}% Mo
BTSRRI IO S I U N R L O A R S A
?5 ﬁfﬁ?&? ek 2

1.4 & envE EC (active listening )

2.2 43 g B (sensitivity )

3.% 3 k1@< (empathy)
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5. £ 8 hp ARG
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1.4 g (feelings) ¥ §-% (emotions)
2.4 “'5 A fr;

3????“‘ g
4.p 335 % (self-image)
547 B %
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1.2 K 42 (clarification) % 73 ﬁ;’:fﬁ, A enis 5 32d (reasoning )

2.£4F i X B.18 - ¢35 (using patient’s words )

3.F 23\ i* 42 (open-ended question )

4.3 % % igze (facilitation)

5.% %t £ 48 (confrontation)

6./ %% (summation )

7.: PFw & (reflection)

8.;w® (silence)

9.4 £ # (support)
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09/26 | 08:10-10:00 R Acute and chronic inflammation (I1)(11) He 3
Mon | 44:20-11:10 T R MU &
13:20-14:10 %13 %% it {7 * % (—) (Adrenergic Drugs) 1 4242
14:20-15:10 %13 %% i (7% # () (Agents Adrenergic 1 4242
Blocking Agents)
15:30-16:20 %ﬁ%%? R FTHAL KD AR o
16:30-17:20 | #% ¥ 5 |k EF LA TR #v 3
09/27 .
%8R
Tue el
09/28 .
%8R
Wed <
09/29 | 08:10-10:00 RN Tissue repair: cellular growth, fibrosis, and i
Thu )
wound healing(1)(11)
10:20-12:10 YR Hemodynamic derangement (1)(11) R
13:20-15:10 | ] fesdsh | I~ L) w3tk | FTE fw
(¥ ~1 : Pharmacokinetics -
Pharmacogenetics)
09/?'0 08:10-10:00 FIL Hemodynamic derangement (111)(1V) T
Fri 1 q0:00-11:10 | oy LR ¥ §nE
11:20-12:10 = 3 AN S
13:20-17:20 poft TV (A E) R 1
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3 37(1)  Inflammation (1)(11)
rE S
1. Acute inflammation: vascular changes and cellular events
2. Chemical mediators of inflammation

3. Chronic inflammation

4. Morphologic patterns in acute and chronic inflammation
5. Systemic effects of inflammation

3 %% (2) : Tissue repair: cellular growth, fibrosis, and wound healing (I)(11)
rE S
1. Control of normal cell growth

2. Extracellular matrix and cell-matrix interactions
3. Repair by connective tissue (fibrosis)

4. Wound healing

3 %7(3) : Hemodynamic disorder ()(I1)(I11)
mFE

pe

3

2]

. Edema

. Congestion
. Hemorrhage
. Hemostasis
. Thrombosis
. Embolism

. Infarction

. Shock

coONO Olhs WN Kk
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10/03 | 08:10-10:00 L Micro teaching: Hemodynamic derangement
Mon
()
10:20-11:10 oh k|2 B o2 F s
11:20-12:10 pof BAELA

13:20-14:10 i B is% (- ) (Autacoids I)
14:20-15:10 221 B % (=) (Autacoids 1)
15:30-16:20 | &R FE |k B A AR TTHRE LY
16:30-17:20 | #®% ¥FH | #5k & drikikek b

10/04 | 08:10-10:00 L Infection (1) (11)
Tue | y0:00-11:10 | pgt | B &R R eTRA A
11:20-12:10 | p gt | EFETRILRR

10/05 | 13:20-15:10 gl Infection (111) (IV)
Wed
10/06 | 08:10-10:00 L Micro teaching: Infection (1)
Thu 10:20-11:10 1 " % i i¥* Z (- ) (Cholinergic Drugs)
11:20-12:10 #1 " % i i¥* Z (- ) (Cholinergic Blocking
Agents)

13:20-15:10 | -] lezdsm | pIL ~ 3L el
(HE~2: LRF k)

10/07 | 08:00-10:00 L Micro teaching: Infection (2)
Fri- 1 40:20-11:10 5| feE (=) (Autacoids IIN)
11:20-12:10 L 2 % (- ) (Antimicrobial Agents I)

13:20-17:20 poft Y (~E)
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3 $8(1) : Infectious disease (I)
nE S S
1. Tissue response to infection

(Many pathogens evoke same reaction pattern)

(1) Exudative inflammation

(2) Necrotizing inflammation

(3) Granulomatous inflammation

(4) Interstitial inflammation

(5) Cytopathic-cytoproliferative inflammation

3 4%(2) : Infectious disease (I1): Bacterial, Spirochetal and Mycobacterial
ME S
1. Gram-negative and Gram-positive bacteria, its identification
2. Typhoid fever
3. Syphillis, primary, secondary, tertiary, and congenital
4. Tuberculosis, primary, secondary, atypical
5. Leprosy, tuberculoid, lepromatous, intermedia

2 %8(3) : Infectious disease (111): viral infection
nE S
1. Virus-host interaction
(1) Abortive infection
(2) Latent infection
(3) Persistent infection
(4) Slow viral infection (long latency)
2. Tissue response to virus infection
(1) Lymphocytes and macrophages predominant
(2) Humoral immune response
- Neutrolization antibody
- Complement activation
(3) Cellular immnue response
- NK cell, T-cell, interferon, Macrophage
3. Miscellaneous viral infection:
(1) Cytomegalic inclusion disease (CMV)
(2) Infectious mononucleosis
(3) Other viral pneumonia
(4) Other: measles, rrubella, herpes I and I

2 %%(4) : Infectious disease (IV): Fungal ~ Protozoal and parasite
rE S
1. Superficial fungal infect
2. Deep fungal infection
(1) Candida
(2) Aspergillus
(3) Cryptococcus
(4) Mucormycosis
3. Amebiasis
4. Pneumocystis carinii

- 17 -



5. Trichomonas

6. Toxoplasmosis
7. Chagas‘ disease
8. Filariasis

9. Enterobiasis

10. Paragonimiasis
11. Schistosomiasis

(Z)HREE .

i 48 ¢ Autacoids (pis% )
g¥ P
1. Regulation of cellular functions by autacoids
2. Diseases derived from dysfunctions of autacoids
3. Drugs related to autacoids

1. Effects of autacoids ( histamine, nitric oxide, 5HT, kinins, eicosanoid ) on neuronal
transmission, blood pressure, Gl tract, electrolyte balance, inflammation, allergic
reactions, etc.

2. Receptor subtypes and signal transduction for the actions of autacoids

3. Clinical implications of agonist and antagonist and other modulators of autacoid

systems

4 #F : Cholinergic drugs and antagonists ( *%4& % %7 % &)
Y AR
To learn the pharmacological actions of adrenergic drugs in different organs or
tissues.Difference in activation of alpha- and beta- adrenergic receptors by different
adrenergic drugs is discussed.
AV
. Adrenergic transmission.
. Synthesis, storage, and release of catecholamine.
. Termination of the actions of catecholamine.
. Classification of adrenergic receptors.
. Molecular basis of adrenergic receptor function.
. Other autonomic neurotransmitter.
. Catecholamines and sympathomimetic drugs.
. Endogenous catecholamines.
. Alpha-adrenergic agonists and antagonists.
10.Beta-adrenergic agonists and antagonists.
11.Miscellaneous adrenergic agonists and antagonists.
12.Therapeutic uses of sympathomimetic drugs and adrenergic antagonists.

O oo ~NO OIS, WN - /\N

4 %% : Cholinergic drugs and antagonists ( %4 % 25 2 %)
g

¥R
N s SRR LT T U PSSR SR P S
2 'thﬂ?lf?r 0

A
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3 48 . Antimicrobial drugs (#=2 % )
T
Pharmacology of antimicrobial drugs & guidelines for clinical application of
antimicrobial drugs
nE R
I .Principles of antimicrobial drug action
Chemotherapy
Classification of antimicrobial drugs
Acquired resistance, cross resistance
Factors that determine the susceptibility and
resistance of microorganisms to antimicrobial agents
Superinfection
Selection of an antimicrobial agent
Misuse of antimicrobial agents
IT .Pharmacology of individual antimicrobial agent, mechamism of action,
pharmacokinetics, antimicrobial spectrum, side effects and indications
(A)Quinolones, Folic acid antagonists, and Urinary tract antiseptics
(B)Penicillins, Cephalosporins, Carbapenem, Monobactam and -lactamase inhibitors, 3-
lactamase (penicillinase)-producing strains; Hypersensitivity
(C) Aminoglycosides and Spectinomycin
Streptomycin, Kanamycin, Gentamicin,
Tobramycin, Amikacin, Neomycin
(D) Tetracyclines, Tigecline, Chloramphenicol
(E) Macrolides
Erythromycin, Clarithromycin, Azithromycin, Telithromycin
(F) Vancomycin, Teicoplanin, Linezolid, Quinupristin/Dalfopristin
(G) Others
Clindamycin, Fosfomycin, Bacitracin, Polymyxin
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3 48(1) : Immunologic disorder (I): Hypersensitivity reaction
rE S
1. Type | hypersensitivity
2. Type Il hypersensitivity
3. Type Il hypersensitivity
4. Type IV hypersensitivity

3 4%(2) : Immunologic disorder (11): Transplant rejection
rE S

1. Hyperacute rejection

2. Acute rejection-cellular, vascular

3. Chronic rejection

3 47(3) : Immunologic disorder (I11): Autoimmune disease
rE R

1. Systemic lupus erythematosus

2. Sjogren‘s syndrome

3. Systemic sclerosis (scleroderma)

4. Polyarteritis nodosa

2 48(4) : Immunologic disorder (1V)
rE S
1. Primary immunodeficiencies
(1) DiGeorge*‘s syndrome
(2) Linked agammaglobulinemia of Bruton
(3) Severe combined immunodeficiency disease (SCID)
(4) Wiskott - Aldrich syndrome
(5) Common variable immunodeficiency
(6) Selected IgA deficiency
2. Acquired immunodeficiency syndrome
(1) Human immunodeficiency syndrome
(2) Natural history of HIV infection
(3) Morphologic changes
(4) Others

3 48(5) :Disease of infancy and childhood (1)(I1)
rE R
1. Intrauterine growth retardation

2. Birth injuries

3. Congenital malformations

4. Perinatal infections

5. Neonatal respiratory distress syndrome

6. Erythroblastosis fetalis

7. Sudden infant death Syndrome

8. Tumors and tumor-like lesions of infancy and childhood
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4 4% : Nonsteroidal anti-inflammatory drugs ( 2£4F F %y L # 4 )
Y PR
To understand the drugs used to treat fever, inflammation, rheumatoid arthritis and gout
rE S
1.Nonsteroidal anti-inflammatory drugs (NSAIDs)
(a) Pharmacological actions
(b) Mechanism of action
(c) Common unwanted effects
(d) Commonly used NSAIDs
(e) Clinical uses of NSAIDs
2.Antirheumatoid drugs
3.Drugs used for treatment of gout

a2 4% : Adrenocortical steroids
SEECEES
g¥ ik
To learn adrenocortical steroids and their synthetic analogs, inhibitors of the synthesis and
actions of adrenocortical hormones
ME S
1. Feedback regulation of Adrenocorticotropic hormone (ACTH;corticotropin) release
2. Adrenocortical steroids and their synthetic analogs
a. Physiological functions and pharmacological effects
b. Toxicity
c. Therapeutic uses
3. Inhibitors of the synthesis and actions of adrenocortical hormones
Antiglucocorticoids
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2 48(1) : Neoplasm
ME R

1. Introduction (1)

(1) Definition and Nomenclature
- Benign and malignant tumor
- Epithelial vs Non-epithelial origin

(2) Examples

2. Clinical feature of tumors (11)
(1) Local and hormonal effects
(2) Cancer cachexia
(3) Paraneoplastic syndromes
(4) Grading and staging of tumors

3. Molecular basis of cancer (l11)
(1) Oncogenes
(2) Tumor suppresor genes
(3) Genes that regulate apoptosis

4. Molecular basis of cancer (V)
(1) Telomeres and cancer
(2) Molecular basis of multisitep carcinogenesis
(3) Karyotypic changes in tumors

5. Molecular basis of cancer (V)

(1) Cancer immunity

(2) Cancer angiogenesis
6. Biological characteristics of tumor growth (V1)

(1) Clonality of tumor

(2) Kinetics of tumor growth

(3) Tumor progression and heterogeneity

(4) Mechanisms of invasion and metastasis

(5) Karyotype of tumor

a. Normal karyotypic change vs nonrandom structural change

7. Carcinogenic agents and their cellular interactions

(1) Chemical carcinogenesis

(2) Viral and microbial carcinogenesis

(3) Radiation carcinogenesis

(Z)EIEEE .

3 % : Immunopharmacology ( &.# 4 &)
g¥ P
To learn the principles of immunopharmacology and immunosuppressive
drugs
rE S

1. Immune system and immune response

2. Immunosuppressive agents

Therapeutic uses in organ transplantation and autoimmune disorders

a. Corticosteroids
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b. Anti-metabolites and cytotoxic agents
c. Cyclosporine, tacrolimus and rapamycin
d. TNF-o and IL-1 inhibitors
e. Antibody-mediated therapy for lymphocytes
f. New immunosuppressive agents
3. Immunostimulants
Therapeutic use in cancer and infectious diseases
a. Synthetic agents
b. Cytokines

i 47 : Antiviral and antifungal agents (¥4 ~ #k % 4+ )
Y PR
1. Viral life cycle
2. Antiviral drugs: target unique proteins in viral life cycle
3. Cellular targets of antifungal agents
ME S
A. Antiviral agents
I. Viruses: noncellular organisms, rely on host cell machinery
Virion: nucleic acid genome, capsid, envelope
Il. Virus attachment and entry into host (gp41) (HIV)
Capsid uncoating (M2 channel) (Influenza)
Genome replication (polymerase) (HSV, HIV, HBV)
Particle assembly and maturation (protease) (HIV)
Release of viral progeny from host (neuraminidase) (Influenza)
I1l. Anti-HIV combination therapy
Two NRTI plus one protease inhibitor
Two NRTI plus one NNRTI
B. Antifungal agents
I. Inhibit fungal wall synthesis
Il. Disrupt fungal membranes
I1l. Inhibit ergosterol synthesis
V. Inhibit fungal DNA synthesis
V. Inhibit fungal mitosis
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(—)REE .

(Z)FEE .

4 4% : Anticancer drugs (8 % 2 1+ )
Y P
1. Characteristics of cancer cells
2. Strategy for chemotherapy of neoplastic diseases
3. Pharmacology and mechanism of chemotherapeutic agents & combination
therapy
4. Molecular target therapy
ME S
. Principle of cancer treatment
1. Hematological cancer: leukemia and lymphoma
Disseminated disease
Chemotherapy is mainstay, curative intent
2. Solid tumors: mass forming cancer, such as breast, lung and colon cancer
Surgical resection to cure, if localized
Chemotherapy as palliation for metastatic disease
I1. General concept of chemotherapy
1. Targeting DNA, non-specific
2. Damage to non-malignant proliferative cells, related to its toxicity
I11. Classification of chemotherapeutic agents
1. Anti-metabolites
2. DNA topoisomerase inhibitor
3. Alkylating agents
4. Platinum coordination complexes
5. Anti-cancer antibiotics
6. Anti-mitotics : vinka alkaloid and taxane
IV. Immunotherapy: Rituximab, anti-CD20, to against B-cell lymphoma
V. Molecular target therapy
1. Rationale and nomenclature
2. Imatinib to against Bcr-Abl of chronic myeloid leukemia as a paradigm
3. EGFR and Her2 pathway and its inhibitor
4. VEGF pathway and its inhibitor

4 4% Antiarrhythmic agents (#uw &7 5 %)
g¥ P
To study the electrophysiological mechanisms responsible for the development of cardiac
arrhythmia. The basic mechanism of action of different group of antiarrhythmic
agents will be explained and compared.
rE S
1. Causes of arrhythmia.
2. Classification of cardiac arrhythmia according to their origin.
3. Classification of antiarrhythmic agents according to their mechanism of action.
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3 $%(1) : Disease of vessels (I)
rE S
1. Congenital anomaly
2. Atherosclerosis
3. Ateriosclerosis
4. Vasculitis

3 4% (2) : Disease of vessels (I1)
rE S
1. Aneurysm
2. Aortic dissection (Dissecting aneurysm)
3. Hyertension
4. Vein
5. Lymphatics
6. Tumor

3 %7(3) : Disease of heart (1)(1I)
rE R
1. Ischemic heart disease
2. Hypertensive heart disease

2 47 (4) : Disease of heart (111)(1V)
mE
1. Valvular heart disease
2. Cardiomyopathy and myocarditis
3. Pericarditis
4. Cardiac tumor

(Z)EEE .

3 4% : Antihypertensive Agents (*% &R #|)
Y P&
To learn the etiology of hypertension and the pharmacological actions of different
antihypertensive agents.
AR
1. The pathophysiology basis of hypertension.
2. Nonpharmacological therapy of hypertension
3. The action mechanisms of antihypertensive agents
a. Central agents
b. Catecholamine inhibitors:
I. Bl-Adrenoceptor blockers
ii. al-Adrenoceptor blockers
c. Vasodilators:
i. Calcium channel blockers (CCB)
ii.  Nitric oxide donors
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iii. Hydralazine
iv. K" channel openers
d. Inhibitors of Renin-Angiotensin system
i. DRI
ii. ACEI
iii. ARB

4.The new knowledge expected from clinical trials
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R 3% 74 © 1.Harrison’s text of Medicine Part 8. Disorders of the Cardiovascular System
Section 2. Disorders of Rhythm Chapter 213. The Bradyarrhythmias:
2.Disorders of sinus Node Function and AV Conduction Disturbance

Chapter 214. the Tachyarrhythmias
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(Z)FEEE .

3 %% : Drugs for Coronary Artery Diseases ( & & "% I )
g¥ P
To learn the drugs and their action mechanisms used for angina pectoris and myocardial
infarction.
E S
1. The pathophysiology underlying angina pectoris, atherosclerosis, vasospasm and
thrombosis.
2. The action mechanisms of drugs used for angina pectoris and myocardial infarction.
a. Organic nitrates
b. Calcium channel blockers
C. B-Adrenergic receptor antagonists
d. Antiplatelet and antithrombotic agents
e. Others: HMG-CoA inhibitors, ACE inhibitors, theophylline.
3.Treatment and prevention of angina pectoris.
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1. Textbook: Anderson: Pediatric Cardiology. Churchill Livingstone 5=
Kirklin & Barratt Boyes: Cardiac Surgery: chapter 15-22.
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1. Pediatric Cardiac Surgery 4th Edition by Constaine Marvoudies(Editor) Carl Backer

(Editor), Richid F. Idriss(Illustrator)
2. Kirklin / Barratt-Boyes Cardiac Surgery Expert: Consult Onlone and Print (2-Volume
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Glycogen storage disease
Huntington’s chorea
Hemochromatosis

AIDS
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p pe A5 ERE ) FKEF
11/21 | 08:10-09:00 E Congenital heart disease S
Mon | 40:20-11:10 oh ¥ E BB TR AR BAE
11:20-12:10 = i g2 e LgE g
13:20-14:10 5 & 2By o 2 4 (Drugs for Heart Failure) 1 44
14:20-15:10 5 "% i "5 % (Drugs for Hyperlipoproteinemia) | 1§ 44
15:30-16:20 | % FH |2k LR FRA(NLtkE ¥ 2 B
16:30-17:20 | #=%FH BHxR I ASEAMERNTE B 45

11/22 | 08:10-10:00 YR Micro teaching: cardiovascular system ®F AR
Tue | 40:20-11:10 oh AR R R B0
11:20-12:10 | AR ET | @ oK Rd (FEl) =ik

EERCE T

11/23 | 13:20-15:10 I Nutritional disorder L HE
Wed VR Environmental pathology (1) o
11/24 | 08:10-10:00 I Environmental pathology (11)(111) e o
Thu 1 40:20-11:10 roA TR B R R S ST N PR L
11:20-12:10 oh S5 3 LTS EIE CPRY FEH
13:20-15:10 AR:AS = N 210 ] W ith | FLE ER

11125 | 08:10-10:00 HIZ Micro teaching: germ cell neoplasm R F A
P 19012011210 | p gt | oo R s B 88k 75
11:20-12:10 A R BT T N L % fep
13:20-17:20 L FY () % e EEF

- 44 -




(—)RIEE

3 $8(1) : Congenital heart disease
rE S
1. Left to right shunt - Non-cyanotic CUD
2. Right to left shunt - cyanotic CUD
3. Obstructive congenital anomaly
4. Pulmonary hypertension

3 4(2) : Nutrition disorder
rE S
1. Nutritional deficiencies
2. Protein-energy malnutrition
3. Anorexia nervosa & bulimia
4. Vitamin deficiencies
5. Mineral deficiencies
6. Obesity
7. Diet & systemic diseases

3 48(3) : Environmental pathology (1)
rE R
Common environmental and occupational exposures

2 4% (4) :Environmental pathology (I1)

rE S S
Radiation injury

3 %8(5) : Environmental pathology (111)
rE R
1. Thermal injuries
2. Injuries related to changes in atmospheric pressure

(D)EES

3 8 Agents used in the management of heart failure (%% Bio R EH )
g¥ P

To learn the pharmacological principles in the management of heart failure.
rE S

1. Rationale of drug therapy in CHF patients.

2. Pharmacology of cardiac glycoside and other positive inotropic agents.

3. Pharmacology of angiotensin converting enzyme inhibitors (ACEI).

4. Pharmacology of other agents used in CHF patients.

3 A% : Drugs for Hyperlipoproteinemias ( *% » *5 % )
Y%
To understand the roles of lipoproteins in atherosclerosis and thrombosis, and agents
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reducing their abnormal increase in plasma.
P~ 2: < %
1. Cholesterol biosynthesis and its key enzymes.
2. Metabolism of plasma lipoproteins and types of hyperlipoproteinemias.
3. Agents reducing cholesterol uptake.
4. Agents facilitating metabolism of cholesterol.
5. Agents inhibiting synthesis of triglyceride.
6. HMG CoA reductase inhibitors.
7. Other lipid-lowering agents.
8. Drug combination and interaction

(Z)ERAREE
¥ PARBLIBALR
ME S
1L sgGeeiniGny
2. LEE A
3. & F G Ao
4. FARINEg g h G
5. w gt E AR EA

R A
Sabiston : Textbook of Surgery, 16th ed, 2001; p. 1403-17, 1602-7.
Rutherford's Vascular Surgery, 8th ed. 2014; Chap. 159. Vascular Trauma: Extremity; p. 2485-
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1. Sabiston : Textbook of Surgery, 16" ed, 2001; p. 1403-17, 1602-7
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1. J Am Collage of Cardiology 17:543-89. 1991.
Cardiac Surgery. 2nd edition. Kirklin & Barratt-Boyes 1993. P. 285-368.
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1. % * ] 24 % 2013 Ed.
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2. Moss and Adams: Heart Diseases in Infants, Children and Adolescents. 9th
Ed. 2016

SRR B BT e PR
1w 5% B2 o5 2 32 48 & (pathophysiology mechanism)
a. Y@ Fw B’Uv]’z"ﬁ &3 # it ~ » p 7 (preload) 2 & g i=(afterload)
b. 7 fRoBRRIE 2 85 d < BE ¥ (cardiac remodeling)ie 7 (% i 27 0w B R B
(heart failure) 2. FF crid 3 %
2.8 F51 A2 R ﬁ,E'zm),% F](etiology) 2 i#_= ¥]3 (aggravating factors)
3. R B b K & T EPTRA R
AT CHRER B 5 e B BRI
S HREBNY *F B o1 RIS REBEL D o c BLRE R
el B R L BliTd
6.5 9 B & MRARHT S R BenE & o5 L7 18 & 12 (post-acute stage)
% fi 1+ 3 (chronic stage) 3 #f >+ % 8 ¥ F Bhag o7 e & e & W 15 (multidisciplinary
integrated team) &~ ¥t < % Fyp; F] 2 B S F] S & 7 L TR, AR

(M) REBEEEER .

GERM CELL NEOPLASM
(BE)/MEF REEE

SRFr I FRATRR | i R
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p ¥y pe 2w 14 ¥ EF
11/28 | 08:10-10:00 I Pulmonary disease (1)(11) E g 2
Mon | 10:00-11:10| pgt | moaka LSRN
11:20-12:10 | P L | WA g TR A 1k
13:20-14:10 @ et w3 i % % (Respiratory Drugs) e i
14:20-15:10 0 Wi # 2 Fursk % (Chemotherapy of =X
Tuberculosis & Leprosy)
15:30-16:20 %ﬁ%%% ﬁ?ﬁ‘ﬁ?}n %%G.ﬁé’. RENEY -
16:30-17:20 | W& FF |k HevHh AN L B (k4%
11/29 | 08:10-10:00 I | Pulmonary disease (I11)(1V) #r 3
Tue | 10:20-11:10 N fi g#;g%‘:ﬁ::}]—;\iﬁjj/%gg},}\% 3
0200 e e v | o8 (%) " AR
EReTRY
1&/3;) 13:20-15:10 I Pulmonary disease (V)(VI) £
e
12/01 | 08:00-10:00 I Gross teaching (11) & T
ThY | 10i00-11010 | gt | wans s L3k
11:20-12:10 L WS 2B TS R I Rk
13:20-15:10 [t | BT s B w2t | FT X g
1|2:/92 08:00-10:00 I Gross teaching (11) =4
M 1100201110 | R | Emedp S okl T A
13:20-17:20 | P4 |2 ¥ (A ) Lok fE
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3 %g(6) :Lung tumors (VI)
g P

B i % T TR R L 1
rE S

1. Bronchogenic carcinoma
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(1) Non-small cell lung carcinoma (NSCLC)
a. Squamous cell carcinoma
b.Adenocarcinoma
c. Bronchioloalveolar carcinoma
d. Large cell carcinoma
(2) Small cell carcinoma (SCLC)
(3) Combined patterns
Mixed squamous cell carcinoma & adenocarcinoma
Mixed squamous cell carcinoma & SCLC
2. Bronchial carcinoid

(Z)FEE .

4 4% : Drugs affecting respiratory function (== ig * % )
F¥pi:
To learn the drugs used to treat bronchial asthma and cold
I
1. Regulation of the musculature, blood vessels and glands of the airways
2. Disorders of respiratory function
(a) Bronchial asthma
--- Drugs used to treat asthma - bronchodilators
--- Drugs used to treat asthma - anti-inflammatory agents

(b) Drugs used for treatment of cold

3 4F . Chemotherapy of tuberculosis and other mycobacterial infections
(#p gt i & A FIS R F )

gy P
Learn the pharmacology and therapeutics of drugs for tuberculosis and other
mycobacterial infections.
PEE
1.Anti-mycobacterial drugs
(1) isoniazid, rifampin, ethambutol, pyrazinamide, etc.
(2) side effects of long-term usage
2.Treatment strategies for tuberculosis
3.Treatment for atypical mycobacterial infections
4. Treatment for leprosy
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® Dynamic lung volumes (spirometry):
FVC, FEVI,MVV...
@ Static lung volumes
FRC, RV, TLC, VC...
® Diffusion capacity (Dlco)
Bronchodilator test (BDT)
Bronchoprovocation test (BPT)
Respiratory muscle strength
Pulmonary exercise testing
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p ¥y P R FL & ER 1) KEF

12/05 | 08:10-09:40 | K &3de | 432 5(8-111%F) : BT - Fm

Mon | 10:0011:10 | gt | i ekE e 8 R
11:20-12:10 oh i bR 24 B
13:20-15:10 | W& F&F |3 Hap%2 A ER() EER S

Bk M opgr HER1) E )

15:30-16:20 | ®w%FHF | A4 A 8fi pH T AR LRI 8 (73 1A
16:30-17:20 Z¥ 3] i § &% (2hr)

12/06 | 08:10-10:00 bl Micro % (3)

Tue | 409:20-11:10 PR AN el + e
11:20-12:10 | FRAET | A F FiEFE OpR--) § 2

2 AR

12/07 | 13:20-15:10 el Gross teaching (I1) L HET

Wed

12/08 | 08:10-10:00 | % &3z | 3 6(8-113%) : TeA FRBH(-)(Z) K F

Thu 1 46:00-12:10 T 3 Gross teaching (11) 4
13:20-15:10 | [ le3th | B~ F12 ) B34 | FLE R

12/09 | 08:10-10:00 I Micro teaching: respiratory system (1) ®F A

Frio 1 40:20-11:10 P LTS %
11:20-12:10 mofL I R ER LN ol N S0 ey R
13:20-17:20 moAL BY (A L) £ o kR

*LRPER SRR
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I T Tiksey 2 282 DR &

2. T fE Tk 2 482 AP o2 LB
3. TR Uikl 2 TRkl 2 ISR AR
Eitvtﬂﬁﬁ :

1. s ? & (Tissue perfusion impairment)% H - %]+

2. 1’]159\9& G AR (M BRI s TR, s E R R S A TR
B)E AP 174 BRI

3. Jek PR

(1) VIP rule

(2) Algorithm for goal-directed therapy

Shock in trauma and surgical injury
%8 p % : To investigate the different type of shock in injury
X Ok
1. Pathophysiology of shock
2. Classification and etiology of shock
3. Hemodynamic change during shock
4. Clinical picture of shock
5. Complications of shock
FApEY2HBP
1.7 2tk enE & 7 &
2.4 B A LT iR
3. ﬁi%J;‘fé Efceam B

P 5 ap B AR
g2y pHE:
DRE R AR F e R PR ek RAIEE 2L EH

p\g—’x‘?zﬁ;:
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FLeir— [=eer 5 30])

P& P 5 ERE 1 KEF
12/12 | 08:10-10:00 T Micro teaching: respiratory system (2) R4
Mon | 10:20-11:10| mg | smnem fiv 2 p
11:20-12:10 | A g™ | 2 £ 255 (HpE+ =) 3 st
EEENE R

13:20-14:10 oh et e 3 g g s
14:20-15:10 oh AL HORVES PR B2 RN th e B

156:130-16:20 | W& F & |43k Ffid P we § B 4

16:30-17:20 | W% FF | #£F: WEkki E- %

12/13 | 08:10-10:00 B | Genetic disorder (1)(11) sk o
TUe | 40:00-11:10 | shpr | wg i $ 45
11:20-12:10 | AR ET™ | 2 ®H iR+ =) U EN

2 AR

12/14 | 13:20-15:10 bl Genetic disorder (I11) Hoar %
Wed Vi Genetic disorder (1V) ¥h e
12/15 | 08:10-10:00 bl Genetic disorder (V)(VI) FLEES
Thu 140001110 | whgt | swemsigz wos g2 ot ping g
11:20-12:10 | -} saft | AT2 2esRp o 2 TRk S UTE Al Hi g
13:20-15:10 | /| 23 | pE -~ ¥ 234% | FL ¥

12/16 | 08:10-10:00 gl Micro teaching: genetic disorder PR e
Fri 10:20-11:10 oh 4 iguzg] g b g ¥
11:20-12:10 | o]} 242 |} 2d @ F G4 ¥R
13:20-17:20 P a9 (5 m) &k fw
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3 $8(1) : :Genetic disorder (1)(11)
rE S
1. Human genome project
2. Methods of studying genetic disorder
3. Classification of human genetic disorders

3 $8(2) : Genetic disorder (111)(1V)
nE S
1. Single gene disorder of Non-mendelian inheritance
2. Disorders with multifactorial inheritance
3. Gene diagnosis
4. Gene therapy
5. Autosomal disorders
6. Amino acid metabolism disturbance
7. Accumulation of cholesterol (Familial hypercholesterolemia)

3 4%(3) : Genetic disorder (V)(VI)
rE S
1. Glycogen storage disease (Pompe°‘s disease, Von Gierke’s disease)
2. Lipidosis (glycolipid)
(1) Tay-Sachs disease
(2) Gaucher*s disease
(3) Niemann-Pick‘s disease
3. Mucopolysaccharidosis
(1) Hurler‘s syndrome (Gargolism)
(2) Hunter‘s syndrome

(Z)EEE .
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(=)RKREE .

v PR R 2B

1,58 vx 3 2Bk 25 47

2. wwF BT H Y

3. FEERF Bk S T

4. ¥ F BETRR £

5. & et f BeTRAk Ak
6. Hedn g @ iE

7. Mlet e % Benfef Al
8

v % Bend &R Rk
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Acute respiratory distress syndrome (ARDS)

Y P
1. B f3ARDSZ 3o o F] ~ 4 T - 5105
2. B f#ARDSZ s 82 3F b 2 i
3. B ARDSZ iTiR & & %k

NE X
LSRR OIRM BT AR
2. B w2 50k T E
3.3pf8 2.

N
bl
ROy
#

R A
1. Sabiston, Surgery of the chest. 1995.6th edi
2 ERFF 1998 £ tHIFE 27 (P EARNETEREFTE)
3. ARDS Acute Resp. Distr in Adult 1996 Chapman and Itall Medical
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Sabiston & Spencer: Surgery of the chest. Saunders. 1990.
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Rk
13E#A
2. ACLS
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Sabiston & Spencer: Surgery of the chest. Saunders 1990

%<wdufr ﬁ&%% sk

4B ¢ B B TRk AL 0 BB A JRATA e B R
FAOREE I E NS A SO R SRR % “"‘F B %% 2R T B fﬁﬁ Tk
VRTE B 2 34 o

A5 SN }?j mﬁ“%u E %éf
5T el VR B )%rn[{‘@_a

BApwEYRP
1. #72 @engf et ef o (Assisted Ventilation of the Neonate)
2. FrA4 f2eg3Ing .g\F& & (Chest image of the Neonate)

1 Whitsett JA et al: Acute respiratory disorders. In: MacDonald MG, Mullett MD, Seshia
MMEK, ed. Avery’s Neonatology: Pathophysiology and management of the newborn. 6™
ed. Philadelphia; J.B. Lippincott Williams & Wilkins Co. 2005:553-577

2. Miller MJ et al: Respiratory disorders in preterm and term infants. In: Martin RJ,
Fanaroff AA, Walsh MC. Ed. Fanaroff and Martin’s Neonatal-Perinatal Medicine.
Diseases of the fetus and infants. 8" ed. St. Louis: Mosby, Inc. 2006; 1122-1145

3. Jackson JC: Respiratory distress in the preterm infant. In: Gleuson CA, Devaskar SU,
ED. Avery’s Diseases of the newborn. 9" ed. Elsevier Saunders. 2012; 633-642

4.Swischuk LE. Image of the newborn, infant, and young child. 5™ ed.
Philadelphia: J.B. Lippincott Williams & Wilkins Co. 2004: 1-170
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1. Feliciano DV, Moor EE and Mattox KL : Trauma
2. American College of Surgeon : Advanced Trauma Life Support
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1. Robert L. Nusshaum, Roderick R. Mclnnes, Huntington F. Willard: Thompson &
Thompson, Genetics in Medicine, 7™ edition, 2007, WB saunders.

2. Kenneth Lyons Jones: Smith's recognizable patterns of Human Malformation, 6™ edition,
2006, WB saunders.

3. Charles R. Scriver, Arthur L. Reaudet, William S. Sly, David Valle: the metabolic and
molecular bases of inherited disease. 8™ edition, 2001, McGwau-Hill.

4. OMIM - Online Mendelian Inheritance in Man http://www.ncbi.nlm.nih.gov/omim
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12/19 | 08:10-10:00 I Disease of liver (1)(I1) R 4,

Mon | 10:00-11010 | Mgt | ik s g eTe g
13:20-14:10 e i % % % (- ) (Drugs Used in G-I Diseases I) Gl |
14:20-15:10 | #m 5 % % # (=) (Drugs Used in G-l Diseases Il) | 7= #
15:30-16:20 | #S% FH | #3% FH itk h i g4 7
16:30-17:20 | #%FH |#:S i AR I%THE fiqe

12/20 | 08:10-10:00 I Disease of liver (111)(1V) A 4.

Tue | 10001110 |  pgt | memenimpz R B AT
11:20-12:10 | AR BT | "2k (pRr-2) 5 A 4%

7 A ﬂ?ﬁ'ﬁ }'f%

12/21 | 13:20-15:10 oL Micro review FF A

Wed

12/22 | 08:00-10:00 bl Micro ipl5% (4)

Thu 10:20-12:10 oA B;E}i&f;ﬁ::jﬁiﬁﬂp\ Pk 2 is A
11:20-12:10 R | R B Fh i 5
13:20-15:10 | /| 23tk | BT~ F1) B34H | FTE

12123 | 08:10-10:00 I Disease of pancreas, gallbladder and biliary tree | #5-% 4%

Fr 00
10:20-11:10 | b | Rk g B2 £ s Sl
11:20-12010 | P2 | A e kS A
13:20-17:20 | P AL | F Y (A k) L w kg
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3 $8(1) : Disease of liver
S % <
1.
(1) Anatomy, function and injuries of liver: pathologic aspects
(2) Major manifestions of liver injury: clinicopathologic correlation
(3) Pathology of hyperbilirubinemia/jaundice: biliary atresia and neonatal hepatitis
2.
(1) Hepatitis: pathologic and etiologic classifications
(2) Viral hepatitis, acute and fulminant: clinicopathologic correlation
(3) Viral hepatitis, chronic: natural courses versus viral replication, complications
(4) Autoimmune and drug-induced hepatitis

3.
(1) Cirrhosis: viral, alcoholic, metabolic, genetic, cryptogenic
(2) Primary biliary cirrhosis:
(3) Liver transplant rejection and graft versus host disease
(4) Portal hypertension: Anatomical classification
4,
(1) Anomalies of biliary tree:
(2) Circulatory disorders:
(3) Liver disease associated with pregnancy
(4) Reye‘s syndrome:
5.
(1) Benign liver tumors: Focal nodular hyperplasia and adenoma
(2) Malignant liver tumors:
a. Hepatoblastoma
b. Hepatocellular carcinoma (adult versus children)
c. Cholangiocarcinoma
(3) Liver abscess

2 %%(2) : Disease of pancreas, gallbladder and biliary tree
rE S
L ARZ WL 5l BT 2 Hag
2. P&y S TL S T
3. Congenital anomalies
4. Disorders of the gallbladder
(1) Cholelithiasis (gallstones)
(2) Cholecystitis: acute and chronic
5. Disorders of the extrahepatic bile ducts
6. Tumors
(1) Carcinoma of the gallbladder
(2) Carcinoma of the extrahepatic bile ducts
7. Miscellaneous disorders of the biliary tree
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4 4% : Drugs for gastroenterological diseases (5 %5 * %)

¥ PR
Study the pharmacology and therapeutics of drugs for gastroenterological diseases
P~ 2: < %
1.Drugs for gastric acidity
(1) acid suppressor: proton pump inhibitors, H2 blockers
(2) acid neutralizers: antacids
(3) mucosa protectors
2.Drugs for motility and others
(1) prokinetic drugs: dopamine antagonism, serotonin agonism, etc.
(2) anti-spasmodics: anti-cholinergic, serotonin antagonist
(3) other drugs for motility-related disorders: constipation, diarrhea, vomiting
3.Drugs for inflammatory bowel disease
(1) 5-ASA and derivatives
(2) immunosuppressant
(3) anti-TNFalpha therapy
4.Drugs for viral hepatitis
(1) Hepatitis B virus: anti-viral agents, interferon
(2) Hepatitis C virus: interferon + ribavirin, anti-viral agents
5. Miscellaneous: enzyme, bile acid, lactulose, etc.
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1. Harrison’s Online. Chap. 283, 285, 287, 289, 291
2. Sherlock S.& Dooley J. Diseases of Liver and Biliary System. 11th ed.
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SRR R R 2 SRy
FY 04
BifEf % B Beh ¥ 2 d JLildecn@ g $#9% % (esophageal varices) ek L5 2 H
o R iE o

A R

1. Portal hypertension

2. Esophageal varices

3. Sclerotherapy

4. Direct operation for esophageal varices

5. Shunt operation for esophageal varices :
a. Portosystemic shunt
b. Selective shunt
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12126 | 08:10-09:40 | # & 3fz | 3387 (1214 3%) : i - Fx2

Mon 10:20-12:10 VSRS Micro teaching: liver and biliary tract (1) R F AL
13:20-14:10 oAt EENLS e B gl B ey Fogaayas
14:20-15:10 oh i S22 ESE S - & 4
15:30-16:20 | ®%FFF |&F: »FHw%5F() L
16:30-17:20 | w&RFF | #3k: A+ wBRE) BB
17:20-17:30 | ®%¥F5 | gwikd e Sl

12127 | 08:10-10:00 R Micro teaching: liver and biliary tract (2) g

Tue 146:20-11:10 R | AR 2 E Y L &
11:20-12:10 | AR ET™ | EFy Gpr+1) Fl& 4

2. AR

121281 13:20-15:10 | K | 438 (2148) 1 R FERBC)E) - HF

12/29 | 08:10-10:00 I Micro teaching: liver and biliary tract (3) FFae

Thu | 40:20-11:10 oh L BRRA] G o AL AR
13:20-15:10 | et | HE -~ F2 | 2HHk | FLE fF

12/30 | 08:10-10:00 I Micro teaching: liver and biliary tract (4) & F AR
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=~ s 2 F 2 4 47 Patho physiological considerations
1w i

2. % P R

3.FMF

4. % i@ b

5. B s B

= ~ 2 %7 Diagnosis and differential diagnosis

13 &bk % fch > Jp ¢ % Mg Clinical features
2. ¥ % % % Lab. Findings

3. *x &t % iv Radiological findings

T ~ ¥ Management
I
2.Stents (£ 2 ) z 1 *
3.z H e 3k

T~ Eu R
1. FrB2 %5 e % Adynamic ileus
2. "% % 7 % e % gall stone ileus
3. % % dp Intussusception
4. B4 FE % Pseudo-obstraction
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1. Principles and Practice of Surgery for the Colon, Recturn and Anus, 2nd edition,
Philip H. Gordon & Santhat Nivatvongs, 1999.
2. Colon & Rectal Surgery, 4th edition, Marvin L. Corman, 1998.

Differential diagnosis of acute abdomen

mE S
1. Acute appendicitis
2. lleus
3. Ischemic bowel disease
4. Diverticulosis
5. Perforated hallow organ
6. 2 i acute abdomen;ik ;=
WA oA
Y PR

p

T fRe %ﬁ@@éTuﬁ$%§’Hiiéﬁiﬁéiﬁﬁﬁm°
[ 75 X< %

1.7 %Kﬁ, h; £ ]

2L AT

3_9; agag—;_?} @J 1:3
BERWTH

1. Maingot’s Abdominal Operations, 10th Edition, 1997; p. 763-783.

2. Sabiston, Textbook of Surgery, 15th Edition, p. 312-326.
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1.Marsha Kay,Robert Wyllie, Jeffrey S. Hyams, editor. Pediatric Gastrointestinal and Liver
Disease, 4th Edition 2011, Saunders.

2.Kleinman RE,Goulet OJ, Mieli-Vergani G,Sanderson IR,Sherman P, Shneider BL editor.

Pediatric Gastrointestinal and Liver Disease, 4th Edition 2008, BC Deckers
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-~ PE g4 (Biliary atresia)

SRR R AL ea £ gke(Hepatoportoenterostomy Kasai operation)

= ~ X pre4 4 5 (Congenital choledochal cyst)

= ~ o 54 % (Hepatocellular carcinoma » Hepatoblastoma)
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01/03 | 08:10-10:00 I | Gl pathology(1)(Il) B 4
Tue | 10:20-11:10 AR | S RE SRR AR 334
11:20-12:10 AR |3 R R SR e
(\),3/0;1 13:20-15:10 il Gl pathology(111)(1V) AT
e
01/05 | 08:10-09:00 oA R e L kR -
Thu 1 g9:10-11:10 L Gl pathology(V) (VI) A e
11:20-12:10 o 2 £ R # I e
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0?:/96 08:10-10:00 YR Micro teaching: Gl tract and pancreas (1) * A
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1. Gastritis

2. Peptic ulcer

3. Gastric cancer

LHE(2) AR mlfali‘-’_%‘ i
mE S
1. Ischemic bowel disease
2. Infective enterocolitis
3. Inflammatory bowel disease-- Crohn’s disease and Ulcerative
colitis
. Malabsorption syndrome
. lleus
4. Neoplasms (cancer and carcinoid)

(G2l

LB AL

1. Megacolon

. Diverticulosis

. Inflammatory bowel disease-- Crohn’s disease and Ulcerative
colitis

. Appendicitis and mucocele

. Polyp and polyposis syndrome

. Colon cancer

. Hemorrhoid
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B & 71 Sabiston: Textbook of Surgery. 4th ed. 1991
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1. Hepatitis B and C virus infection
2. The incidence of hepatocellular carcinoma in Taiwan
3. Surveillance in risk groups
S NIRRT E L BB
B AL B RV T S a3 AL (Y 2 AR B 1
rE RS
1. Image diagnosis: ultrasound, computed tomography, Magnetic resonance
imaging, angiography, computed tomography arterioportography
2. Alpha-fetooprotein and other markers
3. Tissue diagnosis: cytology, pathology
4. Liver cirrhosis and hepatocellular carcinoma
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1. Percutaneous ethanol injection therapy
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. Percutaneous microwave coagulation
. Percutaneous radiofrequency ablation
. Other percutaneous local treatment procedures
. Transcatheter arterial embolization
. Chemotherapy
. Radiotherapy
. Gene therapy
9. Combination therapy
T~ s R eI (8
EY P RATRASCEEHS L FE 355
rE R
1. Follow up after treatment
2. Recurrence
3. Survival analysis
I e R R AT
1. Cholangiocarcinoma : one of the Primary liver cancer
2. Metastatic liver cancer
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T. Tobe: Primary Liver Cancer in Japan.
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1 |pezar Chapter 1 ~ 2 w4 =% A3tih F &5 ,7 2 bedside
2 pETRERLAN Chapter 3
3 [Pz R Chapter 4 ~ 5
4 AR ~2Ez2H" Chapter 6
5 [~ ?F‘.%Ki LRy R Chapter 7 B 4~ % bedside
6 |oxF k2 LML R Chapter 9 2 5 (10/28)
7 e E kM PMYR Chapter9 ~ 12 |ix#p @ F ¥ = ¥ (11/4)
8 |MipgEin LML R Chapter 8
9 |MupE Rz LML E Chapter 8 ~ 10
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12 [ep F Az PR %R Chapter 16
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1. éfz%f;—f’ DVD,% 18 % & DVD &% g
2. } 4 Stanford 25 http://stanfordmedicine25.stanford.edu/the25/

Stanford 25: ¢ =+ i < & %5 & 0 Prof. Abraham Verghese, Dr. John Kugler, MD 1z %
Dr. Brooke Cotter % 22427 - £ & F M % » fL & Stanford 25 » ja F 2578 % * 2
BEH L - pF @ 35:Stanford 25: Fundamental, Technique-Dependent Physical
Diagnosis Skills

3. NEJM
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L% 23 (1) ¢
Performance characteristics of clinical tests.
Sensitivity, specificity, and predicted values.
Receiver Operational Characteristic Curve.

4. Screening and prognosis prediction.

5. Likelihood ratio and usage of diagnostic tests.
> W& F ()

1. Variation due to analysis.

2. Variation due to patient biology

3. Cases introduction.
> Bk &% ) 3N)

1. Introduction to quality.

2. Laboratory errors.

3. Cases introduction.
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. (1) Overview of bacterial diseases and pathogenesis.
(2) Bacterial isolation and identification in bacteriology laboratory.
2. (1) Overview of fungal and parasitic diseases and pathogenesis.
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(2) Fugal isolation and identification in mycology laboratory.
(3) Morphological identification of commonly encountered parasites.
3. (1) Overview of antimicrobial drug resistance.
(2) MIC and disk diffusion susceptibility testing.
(3) Interpretation (CLSI).
4. (1) Staining morphotypes of commonly encountered bacteria and fungi.
(2) Staining of clinical specimens and interpretation
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1. Introduction of Genetics and Molecular Biology of the Cells
- the central dogma of molecular biology
- gene regulation
2. Basic Tests in Molecular Biology
- restriction enzyme digestion
- Southern blot, Northern blot, Immunoblot (Western blot)
- molecular cloning
- sequencing
- polymerase chain reaction (PCR)
- real-time PCR
- Next generation sequencing (NGS)
3. Sequence Variation of the Genome in Individuals
- restriction fragment length polymorphism (RFLP)
- variable number tandem repeat (VNTR)
- single nucleotide polymorphism (SNP)
4. Applications of Molecular Biology in Disease Diagnosis
- global view of genetic expression (microarray)
- diagnosis of diseases (neoplasms, infection)
- detection of minimal residual diseases (MRD)
- genetic dissection of complex traits
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0.36 ng/dl, normal: 0.7~1.75 & TSH 82.6 mlu/ml, normal: 0.1~4.5) » ® ¥ #’ﬁw LR i
(Antimicrosomal Ab 1:20480)= % » » pt ¢t i B P e E Y WAk ROg N0
#E?%’i%ﬂ$i%&ﬁ%mo&%£$%@’W%%ﬁ#m@“ﬁ’%#zp@ﬁ
AR T K FL o P ERPNRALL > wRERBLFERCTH  FRG 2
Wop 0 s ME ALY B2 HIoRT 0 B R R SRR S RS iR
RTE s AR E SRR L

e Jﬁ_ﬁ’»\p‘f%f]\]?aﬁﬁv%x{mé4’%—:—1_*_'_351}% ’—Lj\}% ré;f]g_ﬁlv?‘,i/
Wi B SREY S e LRI S L5 T B

e FrRRRR B X0 ’@*'/in\f&ﬂ s BAL TR L AT T B X B
M E N RS B SRR R TR R
TFEF o s R o TR RA A R RRLK o PR RS LR
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o PLERL X3 11%% B FALF ) "J_t’J %Tﬁﬁ%mgﬁﬁu’;\?xi'}#iﬁki:]ﬁﬂ’
BLEFRR T w5 Tlhee § ik WH‘*’;} b - e F R R R AR ARELT
*’F%E'Jé?iifwni e o

FOIT ~ Flde o35k 0 A BEW DY F MR b SR R T
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S S X T RORP S FEARE AL AR L AL EE S
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2. TRHLG TR ? (T RAUR R et 2 £ R )

3. PAGRT o UG NP AN ?

4, B}LQ;FLf*Tk{a }u_};\;g;j—uﬁ%%?

5. Ifmj_i Bom B 345 FH ?\’\Eqﬁﬁﬁz?\’\f‘]ﬁmﬁﬁﬁﬁ%?

6. &1 7 ﬁ;’aﬁ%a;jlﬁqgggfrlﬁgqﬁngﬁ?

7. 19123%95?)11%?5’9}%“;11:&:}%?Eﬁr&g@ca?

8. oA HRELR L R > Rt 3§ 0 H%gfjl’gﬁﬁ"‘}ﬁf‘?bl?p?

%7 BT (Chronic Kidney Disease) g5 P

40 e REEA FF > LR R SR IR o :ﬁp‘,&‘,% T3 12 EeR TSR T :\m}ﬁqs{
o T @B R A e e - B RAG E R e S R RN L YR
% % (blood urea nitrogen, BUN) -~ »vf& i+ (creatinine, Cr) ¥ %% > {4}3’\#&3@#&%5@
- Hipfk o AR AP P FE o bR RS o P REEZ 2P B

EEREFRBEIAMIEBF R LBGF L ML 48 27 > & & 160/96 mmHg -
WEE S B0T oA s 18K 0 B E e o v Bk wEER o WMERT > TR
PR K o

FHEHRAEE A kv 2+ REE X 600 2 > FOEEEs 108 mo/dL 0 s Bk F
145 mg/dL (&= ¥ :8-20) » wivfp=15mg/dL (& ¥ :0.6-12) » x ¢ % 5g/dL (& ¥
12-16) - & 49 6.5 mmol/L (& # :35-53) » x4f 1.6 mmol/L (& ¥ :21-26) > = #i
10 mg/dL (& % :25-45) > "% § WA TR SR E 0 AL AT A RITRY
R T A e
Y HR

- FAER T (A2 L &)

cARALPAEEES S SEAR 2RSS D
THEEF (HBEFFTE A2 5FE)
LAk R ¥ LR F NP T
°?ﬁmimiﬂﬁ%
kA (RETRSD) p 2 2F 2§
= PR (2 REEELRTRA )
=Y S TR il
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CHRAET G 2P L LSRR e P R R
w o RALRA (1" TR A TR N AL
o A FIEM T SR T A R d R
C BRI A A AT R R TR B L 3 h TR
ARy (fI* ApkRe- HEY)
R TN RHE DT E
C AR S TR K 2 F o %
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/
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k8 THERRFE ZINFF

DfehEL L3 gL BpLE= & i (LHWEE4p¥% > body mass
index » § ABMI 5 35) ~ B 2R g ~ ¥ FF%a g A HE RIET RS = b (GFR 40
ce/min/m) o FEFIHE EE 0  EPRILT 0 F P - & X o FF L BRETHEAN G LA E
KPR L RPLERE L AR L e K f b R B %mxﬂ’wlﬁ%
HBE L] KA R A R 4 chi B E 5 198/122 mflg ¢ AEIRY £ %
LRGBS CENT UED b PR E MRS o TSR - ke R LFL
0k FE ¥ 44mg/dl (& % & @ 4.5-24mg/dl ) ~ »~pa 2. dmg/dl (& % & : 0.6-1.2
mg/dl ) ~ 4 3+ 142mmol/L (& # & : 135-148mmol/L) ~ 47 &+ 3. Ommol/L (& # & :
3.5-5.3mol/dl) - T AE R L RTHIL02A A 2 BT 0AA 5 Lie- H
itk b ERE S BT R (plasma renin activity) # i#14.8ng/ml/hr » @ 1R 4%
¥ F 2% o B (Renovascular hypertension) o 47T & Tc-99m DTPA

(diethylene-triamine-pentaacetate) %+ %?%ﬁﬁ PR L ZRITERRFE o
Fy¥HaA:
~ BT (R A2 L B p)
A s P RELRF?
R A PRETRA L E?
SRR (BEFRAECFE)
© o BRI PR
« TR G S il
= FTREY (A ERBP TRk )
. ?‘%—i BRA F —FEFI R
FSRIR BRI e in
~ RRRRRA (U TR AR R AR

C R A AR FlE %o f 128 o & (Renovascular hypertension )
AR (JIF ApREE- HEY)
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R PR ha@d 2 REFir, e 2 3T YW FEncd gk I ARLES
4R e }% AR KPS A FEEIR AT B AF S S EETL R o
A B RN 10+ F L RE BFEFAR L E 0 FENIT20E L o A - B
S lﬁ,\.@i‘s{)ﬁig\‘ﬂmt’ B’*’ﬁﬁ‘i o
I‘l’%‘f%ﬁ?}’fﬂﬁp‘ AT U4 BESS T LK iﬁi*‘fﬁ“ﬁ » & & % 100/60mmHg »
Sk 5 120/min e B OAOCRAIE B o eE il MR T K 0 IR LR B FR
$S30 F g oeE ek o TRT g R IR R o A ~‘%‘314}£%+§?}» ¥ oo
PHELREHZRBEER Mw@m“#ﬁ%’mﬁw$imﬁ@(wm)’ENZ
V63 STA Y B ~TEE 2 Quen®it > ¥ A1 ~ 1T ~aVFF % (reciprocal
hange) » X:E 7 8 S HBRHE L 0 2 e g F A e IR % RN R o Ik
11,000/cmm > CPK/MB=1600/82 > GOT 40 ~ GPT 40 ~ BUN 22 ~ Cr 1.8 ~ *% %] f%204mg/dl -
;%Afj\&# Wl F AR .
FYHF
- R (Ap L2 A Rp)
- Ay R
- R FER
R
=y
A BN e e
= 1‘&%’* (BEFH A4~ 5FE)
R T iR AR
- R B R 2 =
SRR R BELIFOL R
L Lh
T (112 25 RELSP Rk i)
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S S RS FEL R
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AR (117 TR TR K D)
Cop A A TR IRA i s Rk B R o TR A MG B B AR
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RN ﬁ4 3 ;135 LU T SO |
S PUHS BRI (TR X f{’_‘j{q 4 13 i
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FREL o F XL 3 M30#  p3FEwmAH TR AhF REXF S EL T AR
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FRESFE > P FL RS ARBRNN . R RIT EFIEREL 0 2 IR AL
R o gp 4 RITEE AT S e R

BEKE S LFIT0OA HMERL 6427 P s 6827 0w B 140/80 F F &
oo oo prE A48 90 o rEuRiE K A TEREE R Rl 0 F A48 22T 5 BR 36.8C o BRI
Bpi o BWET R CERTLEFHR A FEORPET LHET FHEE SFD G AY
EPHCoFAREFRLE  REERT WA WG a1 ¥ > L I RA

Wt dERkE o WERY A DK e

DHERALT 2 s 0w d % 140gm/dl > v £ 7k 9,600/mm® s & ) 4F
210x10°/mm® > 4 - E¥e & > FEH G T F 0 = Y W fy 224mg/dl > & E s 216mg/dl 0 #
% B & F AR 28mg/dl » A% 91mg/dl o 3R X KBRS AN GBS 0 o BRI Bt i L

Qm’wigﬁﬁﬁ,w%4&$%ﬁﬁ’u?@?iﬁ#u%’iMEW%Eﬁ ¥
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« Frank-Starling law
- Laplace law

« Z & F 2 pressure volume curve
ok F PRSEA s R g 4
» Evidence-Based Medicine

E RN I ] FEAFF
597 2. 5?1471;34 ,ngépi:j{ﬁﬂ%ﬁlzﬁ;jﬁa,,ev—‘"#/ﬁ BT #cE R 5 A2
R0 BT - E kI AT S e R Sk ﬁ‘ PSR ASHR4AT o B2 R D

oA 04220 0 AF RG> NI D EERE ¥R o rBEE T TR Y
2, (Hyperresonant) 2 3% « LBV RIGE%RF > “RERS - FHRITHRALZ
IWi» & % 4o 1 pH7.34 > PaOy 70mmHg » PaCO2 60mmHg > FVC 3600% 2 (g &
3880% # ) > FEVq2160% = (g E3100% )
F¥HH;:
- MR (AL 2L &Rl
}%— aﬂgﬁ"i‘zk"i'7zxiﬁa‘?
FHIEF (HFFH - A4 5
- EERAR G2 A &
ek P F OARE - F AR LR Fkg R e &2 LR
SRR (A EERBEP R )
erFeed B ST AL P E s 2 F VRUZ Fjﬁ%iifgj—

Jit

w o~ RAEfEA (1% TR fRATRA R L)
'EAéEEﬁﬁ@%wﬁﬁﬁwﬁa%%
z~éﬂ§”(?%i@*&@ # &3 )
R N R F e R R
c M F T H 8RR a#;]% N I o
¢ ﬁﬂ*’ 2R BB
CESVIES R E R §50 2 F f
4W%3W<§ﬁk EREPELREIA R R G BACIL L o 43RS B krdt o A

FOUORM LR EFRMFL BT o B L RBABTFL AT E R R A R
7\ c 3G b FERLHLE e E o

i]}'*pé?;“’ B4k h 2% 40T 1 B140/90 mmHg 0 #% 12 84/min » #F X =t #18/min o
I ek § PFF w2 7g B(Wheezing) - < HEJEF o

FHREZHR AT 1o 5 IR8720/ul > FF LS £ BRT% - i T FVC:5.23L
(111.8% of pred.) ; FEV::3.74 L (93% of pred.) ; FEV1/FVC: 71.5% ; FRC 3.25
L(97.9% of pred.) ; RV 1.43 L (83.1% of pred.) : TLC 6.68 L (104.4% of pred.) - # & %
7% 225 (bronchoprovocation test): @& * methacholines » ** 4 mg/mLk & % » H FEV,"% 5 2.8
Lo

- 101 -



» Flow-volume curved-—™ Hl:

Flow

Volume

el ingtiod il

FHR13 R E B WL F
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I38ICHE FRLE - RBHF LB Rk 7§ R B FIHE L SR & L
Ly

FREESRAS R AT DREIC R E LA EHLMT > B E S 365 0w B
81/36mmHg » A B4 R EF o BIEL T A Rk ~ o RERY  HIAL I 5

SR A S L SRS RN

FHREHR A 234 B %407 14 24 15g/dL 0 ¢ i 3£26,000/mm® > Fk % & 57mg/dL >
f& p+3.1mg/dL - & "% & F ¥ & 47 : PH7.19 > PaCO;22mmHg ° PaO,47mmHg -
HCO316mEQ/L > Sa0,65% ° fkik 4tk * 130WBC/% B SLI7 o 930Xk om & 5% 307 A i
F % o B "%%&“ﬁ‘\f& 5 BET G LIRS

v ‘ﬁ””v EREE O ETRIEE BRI ERE o RELT Ll R A RAE 5
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- T3Fk A R LR ﬁﬂw/@o
BAIFE BT RFELET > FP ik
WEL - B F R F?E’"‘Etﬁ &%
(amylase) % #39%sf% (lipase) * £ % 2 &
%200% 1101U/L) -

BEPRELZZET > Z v Rz L (NPO - nothing per
m)’iﬁ%ﬁ%%’%ﬁuﬁmﬁﬁﬁﬁﬁ%Qo%%%ﬁﬁi’ﬁnﬂj
RS TR B G  RH 4 PR v 3 A ¥ ¥ K¢ (tea-colored
urine) - 4 FlA AEEEL & & FRRRF
. FRWALF 2 REE R LER G S E06 0 P ARELE (T8 F 3
# s (ERCP > endoscopic retrograde cholangiopancreatography ) - % 543 %% &
NS AR (filling defects ) - #-papilla of Vater > B {s » & 12 B~ £ jiF
(lithotripsy) » B~13% 5 2
SEEE
- K 55%&&(7"1%‘ 23 & o )
S FHREE (BETE A FE)
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