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{2 4o double-stranded DNA -F4- 40% A, Rl & G X & A? (A) 20%
(B)30% (C) 10% (D) 40%
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T F| 447 & EAE?  (A) transcription &y DNA 35484 & &% (B) transcription
& DNA #4844 RNA (C)translation 8 DNA #5#& & & E (D) translation iz
DNA #5448 RNA

4= translation 8 F F|47% R & 4% (A) promoter (B) ribosome (C) tRNA (D) mRNA

# B Polymerase chain reaction (PCR) 174 % % (A) #| A Al & & & DNA
polymerase (B) & #—# primer (C) &% 47 | AR THIRLEMT A
DNA (D) mE% &

& Eer g AR A KRB S E 44 (A)proteome (B) proteosome (C) profile
(D) probe

FAitia SAMME b AHEEME o FuBRAERE d BBt ¢ B
B 4R o fmid ¥ (A)DNA:acd, f;RNA:acd,e,g (B)DNA:b, c,d,
RNA:acd,e,g (C)DNA:b,c,d,f,g;RNA:a,c,e,g (D)DNA:a,c e g; RNA: b,
¢, d, f

Genetic engineering #1 A  (A)R#IMEAET 7 B) HEBL BEBK (C) RE%
A cDNA (D E% &

T 4 o, B A B39 8 e A 2 B 69 OB 3 B (oncogene)i B E AL M Ak FATE A
oncogene? (A)E2F  (B)RB proteins (C)p53 (D) p2l

B AR AIEA B a. MIEN T4 F target cell #9 receptor b, HE
transcription activator 7%kt 3% 3% 4% & gene transcription  c. signaling cell 2 is33R

A4F d. Bt#)— % %) signal transduction pathway. (A)abed (B)bcad (C) cadb
(D) cabd




FULBERLZI104 2EEELHFEANSEHE LA RRA
T BERELAA LY
ZRH8 - TFLEWE - BE 80 o4

MFEERBAA( 3 IR pEARHRR  BESHIHT > FUARAFOBAESFHE $( 2 ) A

11. DNA #amm% F @ 1 E5RHFAL? (A)purine (B) pyrimidine (C) phosphate (D)
glucose

12. EZAMH T (A)mRNA £#skefepTi/78%E B)RNA L g Pl
~ polyAtail (C)RNA fefmpiisi el S’-cap (D) mRNA Fi 4a i b P 383

13. ¥ e B LB B2 5%E S % » #(A) chaperone protein (B) denatured
protein (C) misfolded protein (D) catalytic protein
14. # B splicing 4¢3 » 4% E#£? (A)intron &4k H R (B) &4 mRNA 2 &

primary RNA ¢ &) exon 322 Rk (C) —1EXE4&dy splicing BT 4 &4 th — 46
mRNA (D) 847 EH LY

15. 2012 # B @ B2 8843 1, #9504+ & 1 Induced pluripotent stem cells (iPS) & #] A
EE kA B ta(stem cell) 7 (A) AN RIS i b Y
Ex (B) pkeHmpines (C) EAFLHERGKRNTAR D) HEHHn
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1. RNA interference (RNAI)

2. Epigenetics

3. Ribozyme

4. RNA polymerase

5. DNA repair
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By now we know that mutations in at Jeast several hundred human genes (out of a total
of 21 000 genes) become serious ‘drivers’ of the abnormal cell growth and division
process that generates human cancer. They do so because they encode the protein
components of ‘signal transduction pathways’ that enable external signals (growth
factors) to move from the cell surface receptors to key promoter—enhancer regions along
the 24 human chromosomes. There they turn up the expression of genes needed for cell
growth and division as well as the evasion of programmed cell death.....
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