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(A) competitive inhibition (B ) uncompetitive inhibition
(C) noncompetitive inhibition (D) mixed inhibition
)2. TRl E A BB R pE 2
(A) maltose (B) lactose (C) sucrose (D) fructose
)3, FFHIBrRE R AL X WS A AP R IE S 7
(A) reversible inhibition
(B) competitive inhibition
(C) irreversible inhibition

(D) uncompetitive inhibition
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V4. T AR AR anprd Rk R o d BRIMES] > PE I R?

(A) a>b>c>d (B) b>a>c>d (C) ca>d>db (D) d>c>b>a
)5. T ARERY TR Y R Tk AR o 4 BIMPI] 0 P TR

(A) a>b>c>d (B) b>a>c>d (C) c>a>d>b (D) 1+ %zt
)6, B REAN Vi 7 50 2 (GRE#H BRI OERE)

(A) -0.75 (B) 1.33 (C) 1.05 (D) 0.8
)7. TR B R FAzif ded FEH ligand B A RERY TV - BIE DR

)

4 9
r' Hh
(A) catalytic reaction (B) allosteric modulation
(C) antagonistic effect (D) signal transduction

)8, TAIR- dERen FE ML H LB LB 0 A fF % A e ) e g ?
(A) hormone (B) antibody (C) globulin (D) molecular motor

)9. Bl BT IR AT RLUETV AL D e DR 2R ETEF D
(A) 2,3-bisphosphoglycerate (BPG) (B) CO, (C) 0, (D)H"
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)10, T AFR- gEIEH Gf A Ry R 2 B eniE R 9
(A) allosteric modulation (B) covalent linkage
(C) specific complementary interaction (D) irreversible binding
M1, TR fasF s v A FLRF R F?
(A) antigen (B) enzyme (C) ligand (D) antibody
V2. T AR — 44 3 7 2 B molecular motor (& + 5 i£) ?
(A) myosin (B) actin (C) dynein (D) myoglobin
ERTE T A LR T
(A) hyaluronic acid (B) chitosan (C) sialic acid (D) collagen
)14, r2 7 BE Y72 gl pE(hexoses)” sngc it @ ﬁ I S
(A)d 2 B@Erdestad (B)dBiEFELH D
(C) £- 65 (D) ¥ Myt b
JIS. B2 ihak LT A in BFEA i 0
(A) glucose 6-phosphate dehydrogenase
(B) glucose isomerase
(C) glucose oxidase
(D) glucokinase
)16. 127 B>t g-D-glucopyranose ¥ B-D-glucopyranose szt @ Jﬁ" Y37
(A) 3 ikr 2 ﬁ% (Isomers) (B) ¥ &1 % *I % (mutarotation)4p 7 & &
(C) »+ 4k (D) »+E£3
)17. O-linked FE 3-v cHfE fh B3 ¥ 45k Avmgbre i b 2
(A) Tyrosine (B) Asparagine (C) Threonine (D) Serine
)18. B> pE 3k i (glycosylation)”engeit - 7 AR H VG 7
(A) 2dn Fd 287y Foetse I prag eniB A2
(B) A_- fa#& #1532 4 (post-translational modification)
(C) F9 FAR@pEAT 2 (Sf5 pERy
(D) & F iz d fA g7 i
9. TR K AL AR Y
(A) B (B) BfER (C) ~ st (D) I ati
)20. A 47— £ DNA 2 #k % B #F 2,500 B A > 2,225 % C s* £ DNA 1 58 ?
(A) 450 (B) 475 (C) 500 (D) 525
J21. - £ 0% DNA SURBS 6 20% » F1o 3 5 B RA i 5 5%
(A) 10 (B) 20 (C) 30 (D) 40
)22. A,B,C,D, = Jfé_m*ﬁ:’] » H DNAz 5§ % ' pe s B ik 50 ~ 40 ~ 30 ~ 20 0 VR fdlm *ﬁ:’] DNA
z Tm B < ?
(A) A (B)B (C)C (D) D
)23, AEA ez B d REcp ?
(A)23®  (B) 46 1 (C)23% (D) 46 %
)24. T 7w fE DNA 2 & £ A% P gt ?
(A) ®2;  (B) &%) (C) &2, (D) 2 it ®A
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)25. T Flie %% sphingolipids ?
( A )cerebrosides and gangliosides (B )phosphatidylcholines and phosphatidylinositols
(C) cholesterol and steroids (D) eicosanoids and polyketides
26. THFERBHE X F A I Ko frrgiaaies ?
(A) selective extractlon using organic solvents (B) adsorption chromatography
(C) X-ray crystallography (D) mass spectrometry
)27 F M gt - T e K 1R
(A) T3 ehd $ogR 3 4 "2 A (B) -LBJ]UF"m Rl S B B £ B R
(C) e ’f'L'r’ﬁ @g*fmﬂ BRI (D) ’"Lr’ﬁ 4 P & A § s
)28. #-=x 5 {E F»Id PR A EBRBES I RMETE LR wedoP i RIE R DF
v ?
(A) shifting from aerobic to anaerobic metabolism
(B) increasing its metabolic rate
(C) putting longer-chain fatty acids into its membranes
(D) putting more unsaturated fatty acids into its membranes.
)29. T A Z # B2 4, @y endd ¢ (features of signal transduction) ?
(A) Covalent blndmg between the ligand and the receptor
(B) Signal amplification
(C) Desensitization of the receptor
(D) Cross talk among multiple pathways
)30. &gy L @i T 2 e B b0 4 FIER X B (steroid receptor) i3 T P @ H?
(A) G protein-coupled receptor  (B) nuclear receptor
(C) ligand-gated ion channel (D) receptor tyrosine kinase
)31. & FliE 744517 * pF > RNA polymerase 2 #4557+ ¢ o e & - 42 7
(A) Startcodon (B) Promoter (C) Operator (D) Shine-Dalgarno sequence
)32. AP E 34 mRNA A § %2 9
(A)SD sequence (B)RNA polymerase (C)Nucleoside triphosphate (D )Promoter
)33. T AIfEA 0 K 2 RNA & fic & & DNA?
(A) Polyadenylate polymerase  (B) RNA polymerase
(C) Reverse transcriptase (D) DNA polymerase
)34. B>t *;;Elzg G A e B (initiation of translation) » ™ 7| &cif i® Jﬂ" Y i e
(A) #Feednh A4 IF-3 {o IF-1 #73 &
(B) mRNA ¢ % & %448 530S subunit
(C) #4853 Psite, Asite &2 E site
(D) # % 4= 4oL fik e fMet-tRNA™ ¢ ‘% & B HERE o Asite
)35. mRNA it {7 &% (translation) PF > T 7| f® Z PER?
(A)MicroRNAs (B)mRNA (C) ammoacyl—tRNA synthetase (D ) transfer RNA
)36. Housekeeping genes ek F]1 & BT 7] e JF,’Z ?

(A) Positive regulation (B) Constitutive expression

(C) Negative regulation (D) Repressible expression
(%5 § 40



)37. R 1970 # ’p’ =% enE 2 DNA (recombinant DNA):}iﬁﬁr“f P s B & pr (ligase) 0
E’ ‘b &1 E§ 7
(A) DNA polymerase % & fi# (B) reverse transcriptase F i 4xf
(C) restriction endonuclease *T#| p *7 fix (D) proteinase #-v fix
)38. A FiE 75 (gene cloning) it # #-L L DNA & FH € 2 L #3411 ~ S F 4o &
EHE A SR ?
(A) Fd P (B) PCR (C) DNA 3z & (D) mt%w
)39. 3K & * PCR (polymerase chain reaction) /i3 3 RNA » v/ T o8 B g L& 7 7
(A) BRfEE g% (B) F#gsrF & (C) &= DNA (D) 4 f2 ATP
)40. 3K B >> DNA replication 7 4§ % it #& ?
(A )semiconservative (B )3’—5’ direction ( C)semidiscontinuous (D )RNA primer
)41. DNA polymerase ",% T &2 DNA R RS ?
(A) DNA exonuclease (B) primase (C) ligase (D) ™+ % &_
Y2, GRSy kG P L R K kA hin B T 9
(A) HSP (B) GFP  (C) His-tag (D) VP28
)43. #v=ps (glutamate) 7%= (-NH,) - 4 (-CH,-CH,-COOH ) £ # £ (-COOH )
dipKa B4 B 5 9.67 4250219 § iRl AS pH7.0 kB P o 3p @ &
A RF A F ¥ TR S
(A)F-megkF (B)F-B2TkF (C)234% (D) - BE T
Y44, T F|7R— i 2 Fp¥TAE & 39 F(conjugated protein) ?
(A ) Chymotrypsin (B) Ferritin ~ (C) Hemoglobin (D) Immunoglobulin G
)45, F X 3-v % — {§ H 3¢ (simple protein) » # A~ F € % 275kDa- B X 3¢ 7z 7 B
[ERES N 225 ¢
(A) 200 (B) 215 (C) 250 (D) 275
)46. v a8 (a-helix) BHP o sk (O ot (y) = A pel # At B B iRk e
(y-x=)m Rz | ?
(A)1 (B)3 (C)5 (D)7
)47. % polypeptide & 7 — <& 60 B ¥%=FFA & 2 a-helix> 3 I 2 a-helix 2 & & 2 # 7
(A)9.0nm (B) 10.0nm (C) 11.0nm (D) 12.0nm
A8, T AV e E Y i & =4 3 4 F-v (keratin) ?
(A) Ak (B)»= (C) Fi (D) @t
)49.4 F 'mPz ¥ Kkinase (it £ i ¥ F & T 5| ® & cofactor ?
(A) NADPH (B) NADH (C) FMN (D) Mg*
)50.%+>% tumors FEAE X AT G 0 T At B K 43R 7
(A) tumors HIfEf#:¢ F ffh
(B) tumors ' fk 7 5 3afE
(C) tumors ¥+3* ATP e1Z R 3
(D) tumors % é1?.5\«rerH R 2R




)51.% % A& 2 Lactose Intolerance # 5 1 & %] % # 4 £ 7 7| v & engyme ?
(A) Hexokinase (B) Lactase (C) Lactose dehydrogenase (D) Triose kinase
)52.7F 7] iw ﬁﬂgluconeogenesis LT CERE Rzl S
(A) galactose (B) Lactate (C) amino acid (D) glycerol
)53.% — 4 % acetyl-coA it » citricacidcycle P » it A4 5 " F v &4 2
(A)2 %43 NADH ;1 # 3% FADH,; 2 »~+ GTP
(B)3%4#3% NADH; 1 4 % FADH,; 1 »~ 3% GTP
(C) 3% 3% NADH; 2 # % FADH, ; 2 »~ % GTP
(D) 243 NADH ; 2 #~ 3% FADH, ; 1 # 3 GTP
)54.7F 5w fEfE e (TR PE 0 3 3 & ATP ch%sr ?
(A) Ligases (B) Kinase (C) Synthases (D) Synthetases
)S5.F Sedsd F1 L L T A e AN BHE B 0 143k E 2 K- fatty acid # % 5 glucose ?
(A) pB-oxidation (B) pentose phosphate pathway
(C) gluconeogenesis (D) glyoxylate cycle
)56. 4 {8 ¢ & — 5% urea cycle it Wi b e+ NH; ?
(A)143+  (B)243+ (C)343+ (D)4s3
BT TR AR g BRI ES D
(A) citric acid cycle (B) pentose phosphate pathway
(C) gluconeogenesis (D) glycolysis
)S8.HR T P e 48 S BEATE § b 4480
(A) amylose (B) cellulose (C) chitin (D) glycogen
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