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CHAGR R ERE Y o % M % 7 5 S disseminated intravascular coagulation
(DIC)Z 5 e A b » 3353080 b o B P9 & %0 BBk 2 4T (adhesion molecular)
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L. stBEm s > 4 Ef(telomerase) o 38 A& — 4
(A) DNA polymerase
{B)  Reverse transcriptase
(C) Primase
(D) RNA polymerase
(E) DNA ligase

2. kafg P oYy (RNA & g7 — 8 LA A TR Y
(A) Ribozyme
(B) DNA polymerase
(C) RNA polymerase
(D)  Aminoacyl-tRNA synthetase
(E)  RNA replicase
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3. ¥k DNA B A 4 J&(double strands) » 12 ¥ F £ R4 &L+ — %3E A & & H 4 s (protein synthesis) A %

ZHE ° db— 7 L% mRNA 4R L 454 (template) 4y DNA it * XM 5
(A) Noncoding strand
(B) Lagging strand
(C)  Sense strand
(D) Coding strand
(E) Leading strand

A, F # S A4 EE AA JLH o 64 S B (nucleus) P 0 PRI 4T 4 o 7
(A)  Transcription
(B)  Protein sorting
(C)  RNA splicing
(D)  Poly-A tailing
(E) 5 capping

5. TR — B K G AEA L F ?
(A) Ribozyme
(B)  Reverse transcriptase
(C) RNA polymerase
(D)  Restriction enzyme
(E) DNA ligase

6. AT 2 — & B S Ho A7 0 o4 28 ) B 5] - (primer) ?
(A) Sanger’s DNA sequencing
(B)  Southern blotting
(C) RNA interference
(D) Chromosome walking
(E) DNA fingerprinting
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7. BrfikE(enteropeptidase & — 4t JNEF AT ik ey BEF 0 EBRA T AMTAEL AR ?
(A)  #HUIE T (bile)dh it
(B) #4448 85 69 4648 H (duodenal secretion)
(C) 4l F 60¥E B (pertistalsis)
(D) EBUERR  (pancreatic enzymes)
(E) 48 B (chime) s BLdRE (pH)3E &

8. F A4 MRk & (seeretin) i 4k it » Ao FEHE 2
(A) w1 BRBE fw ie(pancreatic cells) AT 4 ik
(B) T i hE §¢ (gallbladder) 49 1k 48
(©) &+ =45 M (duodenum)= 2k B fa it P 5~
(D) TR B (liver) & 36 i it
(B) A AEREH 2 5 2 8 7 B i i o9 AL AR )
9. fESMRHFHE 0 IR S K 69 0E & (gallbladder) 2 74 0 5B BB TIE BN — AR R OIHIR ?
(A)  IEHr(fat)
(B)  7K(water)
(C) % & 'H (protein)
(D)  ##y(starch)
(E)  #E#(sugar)

10. FAIB FTHA i) » HER7
(&) B - A
(B) - H5ZRIK
(C) FRME - HibBr R AR
(D) H-&ZaHxiFEb
(B) XBm-MBeirfli
ILERRARRZE it THORAERERS
(A)  #AA 2 M(tidal volume)
(B) R4 EH(total respiratory volume)
(C)  Biits & #fi(residual volume)
(D) & (vital capacity)
(E)  Hfiits ZAf(alveolar volume)

12. F 245 & & Az 4= % (hemoglobin)#= £z # # (hemocyanin) w1 & 48 FL 4 4945 1%
(A) TEHBRA
(B) fMEELE
(C) 2HHH
D) Ao sk i B
(E) R H LG4
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13, F #9477 %8 & B Wi (kidney) ¥ h f 2 — 2
(A) 4z R (erythrocytes)-2 B 3 #2574 )
(B)  # & £ #i(lymphatic system)Z 3 i
(C)  #zde3R 4 B K (erythropoietin)Z 5
(D)  EHE F#(electrolyte balance)-Z 4 ¥
(B)  Hib#(renin)Z o %
14. 42 Fic i (urine) T A 842 F > BBk (reabsorption) 4 B E £ #EAR
(A)  File H vt i B i (interstitial fluid) 2. 2 7k 28
(B)  Hdhpde H Al dh &R iR 2 Sh
(C)  &&fe-T #Log B 8 AR 3 T(bicarbonate)Z M » AL BL B 1A 4 4548 T
(D) #&¥E - BHEfkS> TR LR F
(B) &% 49 8 3 T(hydrogen ions) & 4k th fn ik 2 5h
15.F U4 4y R b s — & 2Bk ROR S BUR AR 0 5 =A% 33 (second messenger) 7
(A)  FH#EF(glucagon)
(B)  ArmEsas: Ll at 82 85l (glycogen phosphorylase phosphatase)
(C) 3¥E¥ AMP(cyclic AMP)
(D)  F& & F(insulin)
(B) ' _EA% Z(epinephrine)
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1. 2012 3 B M1 £ 48 58 8% & % B A 5, K % (Duke University) 89 # 16 & 47 4 2% Robert J.
Lefkowitz) i # F-4& A 2654 8 A7 tb-F Brian K. Kobilka * B A4 W4 R G & G 1K ¢ 2
(GPCR) 2B E## > Bbm &8 « G HEEMHMEEH (GPCR) £ F 4B T HBE A M4
TR Rt me AR AR ARE B ABEESE - A%k
HEEEYE AL sTEE BB BEAGC BZaFETH (GPCR) BE &4
AR ELmBRNY C B EMERYELE - TH OB 0B e EEEEH
hie c W REFLMEBEREERDEEY > B GERUTERL Ol HAB - £
Bw  ALERRE AR YMEBEEAEE MENTOELOENAFTORL4HECRE
ey oG BOMEMEH X 700 PHZHEILAHE AN L dt@aee
Bk AU EFZRAEEL > FUAFERFLHRY GPCR #REMH] o T UEFH
8 © (35%)

3 e
B3 Rypmaan ssies o




B & f K 103 SR AR LR A AR A A
ol b L B P SIS0 M BT R T

AHB RARE A EK AMBRAL 4 H

2. HEEATAM 0B FHAMRELBNRFALTEAEE) - (8%)

The 2013 Nobel Prize honours three scientists who have solved the mystery of how the cell organizes its
transport system. Each cell is a factory that produces and exports molecules. For instance, insulin is
manufactured and released into the blood and signaling molecules called neurotransmitters are sent from
one nerve cell to another. These molecules are transported around the cell in small packages called
vesicles. The three Nobel Laureates have discovered the molecular principles that govern how this cargo
is delivered to the right place at the right time in the cell. Randy Schekman discovered a set of genes
that were required for vesicle traffic. James Rothman unravelled protein machinery that allows vesicles
to fuse with their targets to permit transfer of cargo. Thomas Siidhof revealed how signals instruct
vesicles to release their cargo with precision. Through their discoveries, Rothman, Schekman and
Siidhof have revealed the exquisitely precise control system for the transport and delivery of cellular
cargo. Disturbances in this system have deleterious effects and contribute to conditions such as

neurological diseases, diabetes, and immunological disorders.
3. MR mBade EF mBa R E 2K o (71%)

4. FH R TF 5 b i, RARE G TNEE o (15 %)
a. Dendritic cell
b. Pancreatic islets/ islets of Langerhans
¢. Microglia
d. Glomerulus
e. Macrophage
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The continuing emergence of virulent human coronaviruses emphasizes the need for animal models for
studying viral replication, pathogenesis and transmission. Thus far, this work has largely focused on severe
acute respiratory syndrome coronavirus (SARS-CoV) infection. SARS-CoV replication has been reported in
mice, hamsters, cats, civets and primates, and the most severe disease symptoms have been observed in aged
animals. Middle East respiratory syndrome coronavirus (MERS-CoV), has a broad host range in vitro,
which provides some promise for the development of a small animal model for human disease in the near
future. However, a functional small animal model for MERS-CoV replication or pathogenesis has not yet
been characterized or reported; the possibility of ongoing selection in the receptor-binding sequence in the
spike protein or other sequences that are important for host specificity might contribute to this limitation.
(Adapted and modified from Nat Rev Microbiol. 2013, 11(12):836-48)

=~ HRFET P4 (6%)
(1) Multiplicity of infection
(2) Pathogenicity

(3) Nonstructural protein of virus
o~ A AR RNA & (e AT Bm#) A B &2 4 % R GTAR B F TRk 7 (4%)
w o~ AR S AR (1) RNA B SR Q) DNA B EHEUAR G) mEka T X Hik - (6%)

Z. ~ (A) Picornavirus  (B) Flavivirus (C) Orthomyxovirus (D) Coronavirus
(D) #Fd bz mdd P S EEE > EFeillln§2a1ag - (5%)
Q) FERE —BEd LB FEMERZER ° (4%)
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7N~ L (15%)
(1) Phagocytosis

(2) Lipopolysaccharide
(3) Exotoxins

(4) Septic shock

(5) Biofilm

Lt tmETHGH ST ANGER LA FR A E RSB TR - (10%)

AN-RBwmEBN S EMERTARATRERZTA
(1) 3 B39 ool B B SEAEAR T » AR RATLA DK B RTR Y S B 5] A8 R - (6%)
(2) AR m B o (4%)

U~ #39 Adaptive immune system Z #LR AER F A, o (10%)

+ ~ Complement system ] £& 5 7 [5] 3848 (pathway) L $) & 7F 1t » 3 30 3f o # classical pathway #1

alternative pathway 2 £ F] - (8%)

= SRR T 2 43 (12 %)
(1) Monoclonal antibodies

(2) Molecular mimicry

(3) Pattern-recognition receptor
(4) Vaccine
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