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vl s b de b e Bod TARA RS > TR 43R
(A) H =pi(glycine) &4 F & & ] ik pd
(B) ¢ ’=pi(tryptophan)f_ s + & &+ g i
(C) #pr=pi(lysine)E_F & 7 fmede g
(D) & wkoiepi(cysteine) & rc— 7 Frervvifi

TR %3&%;7—? i k= % (hemoglobin) s 1% * ¥ % % 4p iz 2

(A) iT%% MR EF F AR F AR EE R RS
(B) =& k2% i .sé@%&hfr” 2R pHES - F CRER RS
C) sk f Bemas il w:f%(conformatlonal change)
(D) 527 £ F A F 3 2 £ (cooperative binding)

J 2 B Sk (plasmodesmata) E_ift 44 4+ i [ il 3g 0 U e0rt i BT S| et ¢ hie fAL
AR 02 7

(A) R 14 a3 £ (gap junction) (B) % g $&(tight junction)
(C) ##-(desmosome) (D) X ##(hemidesmosomes)
F%Bﬁiﬁu’r?l ;pfé"l/}\.,mﬁ_q‘«k,}é’v;]\‘?

(A) "= % fg(cholesterol) (B) g%~ pk(fatty acid)

(C)  #i*5 F (phospholipid) (D) = pa+ i py(triglyceride)

R 7z (liver cells)y (7 & 4~ 4 R eni & 47807 7)ie F 7
(A) % pE%E(ribosome)

(B) fedkkp 4 (rough endoplasmic reticulum)

(C) %] % (lysosome)

(D) =% # ™ B 4% (smooth endoplasmic reticulum)

¥+ % vi(phagocytosis) - p vi(autophagy) 2 & i B4y i > T 5P L A 7

(A) BEiT* 2 e p X 0B @ prm i Qa2 e ok 3Ek B

(B) Brie* 973 Efiiwmre 1 8% R ipre Bauffe > @ prgie® pld & P in
o mie h kB DR R

(C) Fwiiv® & pwiiv® oI % 3 | M £ 817 12

(D) -~ dalm® 3R L § Begic® o & g mie | B poeien

gl ied 5 2 24t > 2 A FI4E § (metagenomics) s & iR EEE T 5] % ?
OEEF GULEE RV SR £O SR0

(B) ZAFIMEFTHBMAFETAEBL T 2L AR BEMLF
C) ZAFMERLFT wEF
(D) =z A 74845 2 ¢ * DNA 2_A&

| B R AR oE S (rotavirus)K 3 AT# o b B ERA L TR A AP M nit £ 0
(A) TLR3 (B) TLR4 (C) TLR5 (D) TLR9Y

Al (2Em) H£9H 5HE2H
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9. &% <uk(Turner syndrome) & & % ¢ #7 § 45 i% > ¢ iyt B 2530 F L7 5 pdes
Heigdee 43 3 2 A aﬁﬁu%l(nondlswnctlon)o’f Hie BT s S SR DR T
(A) hzepes g2 ﬁfit’ meiosis | f&fm?e B A 5 7 % >
(B) X HEAY > ppfed foiped chime Pk E IR &
© ﬁaﬁa—”r A & > meiosis | & it % = meiosis Il T <
(D) % meiosis Il # anaphase Il 3 # 4 :Fm & 4 2 & ¥ e+

10. ) 205 7 S PP R dm e o AMP DR R B 4o o 0t BEGE 1C T SR K T 02 Bopeid engE 8 ATP 2
(A) A% 1t 4~k i pa(superoxide dimutas)
(B) #api % & iscp# (phosphofructokinase)
(C) % #-1,5-= #ifk 2 it fix (ribulose-1,5-bisphosphate carboxylase)
(D) { [k f&sgcps (pyruvate Kinase)

11. #4548 3318 75 (coupled-transcription and translation) §_4 # # #7 & F]1 £ 33 382 — o T 7
fﬁfﬁiﬁﬁ;”ﬁ?ﬁ‘z | # I«LL—%;T\“?%#’;%'?]%IE,?
(A) p* JJ?] (B) FiT hi (C) * %1 ﬁ (D) I &

12. *14p% g 4 (restriction enzymes) ¥ * &% *» DNA- T 7ie 4§ £v i b lm ¢ e i ?
(A) 32T %z mRNAS
(B) tedrwihh st o B EBHE wFdpS &8 @ 4 5 DNA
(C) #'4 DNA#F# Y % 45 DNA
(D) #3k% ¥ ¢ DNA 2 ¥ 17 5 m ¥ 4 A

13. 'm*z % 7% F-d (cytoskeleton)s 7 ey ~ prsifed Bk > T gkt e F A ?
(A) t‘Fé“‘,,,__%Pamm”e;}ﬁ P Facd 3R s
(B) = fhwmre ¥ 2 }w *K‘fr’ KRR S A il
(C) g eni 4;_& 4 g
(D) Hod(desmosome) ¥ crim e A 2E i Sk A

14. A F1M ¢ 5 3% 5 =4S £ 4F A 7I(short tandem repeats, STRs) > B ** STRs &gy it T 71 i@ *
& FE?
(A) ¥ rugpped = % Ehix (Western blotting) i 7 M+ #-
(B) ¥ g s prag s (PCR)IF 5 0= % &2
(C) STRs i ¥ 3 f 2k F]48 e9F 3# =2 (open reading frame) & ¢
(D) STRs il % % fsk 7148 e 5 =5 2L 3% % (5 untranslated region)

5. 32wy FIX PRI MENA A2 FHABAHDT - RO FPL AT R4 T Wikp &L
TEHALLELR s AR F AR R gR N ?
(A) DNA z_E (DNA sequencing)
(B) & > & Bk;x(Western blotting)
(C) +: 3l 4 47 (karyotyping)
(D) % sk =222 (fluorescent in situ hybridization » FISH)

Al (Em) H£9H 1 5HE3H
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16. r2 g ) 5 ) o B e S 4P (cell cycle)t 4 i chdcat > T AR 4R RR D
(A) ¥ Fv (cyclin)edizgr i 4 » 4 Cdk (cyclin-dependent kinase):# 43
(B) Cdk es B it v prengips it > 10 2 £ F fecyclin % &
(C) APC (anaphase-promoting complex)# ¥4 4 4 ¢ ~ §8 (sister chromatids) -4 &t
(D) G2/M checkpoint i & ¥4 % DNA s 8.2 2 X

17.F BE P25 B - P53 v 2 L% -0 fix 41 B /2 (ubiquitin-proteasome  pathway) s724c
o T 'Jl?'*‘_fflgpf'_‘?
(A) ‘@z d 54 i #pF (ubiquitin ligase) #-4 %48 dpch ey Fikie 1 £ 8 il 3
(polyublqumnatlon)
(B) 3-v FeMff § 30 fridih o f FUEfRALE ¢ LE i indd F
(C) i s 30 T3 b3 oo 3 WA 7 et i
(D) # {7 % % 3 ant P F-v (cyclin)+ £d )% 2w e
18. 77 st i 3 2t dm e pOAE & i (endomembrane system) i i i AT 7
(A) A Rehsrgits w FR(IrE v m i ) e m,fg,}i]]\ ’%’ﬁ“:}gé\’ LokfREEE > Sl B S
Mt kjiapzerat gaams  Ld ukges Bz > 2525 48
(B) ’%'ii#"m@ B WO FER (TR B (E 0 Beimie b h G S AT A58 Gk o g
BB REE 0 ARG P nd BT
(C) * %ﬁ e o kg B R £ A %T%’%%i’ﬁﬁ%l 3-v (glucose transporter, GLUT) » 4 d
?ﬁﬁﬁﬂ%%%%@ﬁﬂgﬁﬁ@,@d ELES 1 EEE F
o B G R TpoTm e o e R GLUT o] fie &2 e dicge & # GLUT
I mrE it > BITH BT
(D) * afshoimee p ek p b S i d o 50 F AW PpAer g
CEA-RE- T B STE E H L = SRR Py i b R
EN A A S L = b

19. B3 2 2 4 F dmve 2 2 v (histone)sdcit » T e F]’f%p‘i’—‘?

(A) = Fv enfasgs W i HL H2A, H2B, H3, H4 » 2 # H2A & H2B 7 Bt e =
M

(B) # f TiFengEnifx DNA Bt d 8 B4 I T jFehie v 352 $f(nucleosome)
HoA g d ?‘r(chromatln)rmrw Bk Al

© 72 FABFHEP2ZF M| AHRDEFY o Hrndd 2REL S Taniiph
FE Rk

(D) it {7 imve Gk i AR Y 4o 3% DNA PRk i > © & DNA i (747
1T A TSP > ok § E iR

20. #+ 37 F A WA Y o KR G FRH X B enmre o 1 T AR EREELA 1 4 T kg
B S AR X e it TR R Y
(A) F## (nuclear transfer) (B) &g H&cix s+(micro-injection)
(C) & % (transfection) (D) 2?5 45 (embryo transfer)

Al (Em) H£9H H4H
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21. B ¥ in % i& {7 4k (transcription) B - g #s 5 (promoter) s 4 T F|E R E R L e Q
(Di# 4% F]+ (transcription factor) % & 3| TATA box
(@RNA polymerase Il B 42 7 RNA 4%
(@75 & f 4542 44F & 4 (transcription initiation complex)
@D+ B DNA g% ¥

A) @— B—> O—> @ B) @ O—> B> ©®
€ 0> @> B> © D) O— @ @—> @
22. ¥ ¥ % ¢ # % = (Philadelphia translocation) £7% = % 4 ¢ #i&{7 % = ?
(A) % 8ikfr¥ 220 (B) % 8 iEf-¥ 20 if
C) % 9isfr® 22 i (D) % 9isdr® 20 i

23 KA FIR ¥ E B - BE HDNA B 7 FEn it BT ehd-d B %75 A ¥ (protein-coding
genes)x 7 fRipdt A Flehrt i o MBS T AR 7
(A) 2k 7]k % (assembly)
(B) # F1i1$#(gene annotation)
(C) A 74 # 4 iE A 45 (differential expression analysis)
(D) %% A 71k 4 (reference genome mapping)

24. b ** CRISPR-Cas shat it » ™ 7| i 4 4535 ?
(A) CRISPR-Cas # ii 5 ‘m F$tiipm 4
(B) CRISPR-Cas9 /i sLefil 3¢+ ¥ 35 i ML RT3 4 5c B a & = 5§
(C) CRISPR-Cas % s fes = Hjire ¥ Hoig ¥ g »echd A A Flecid 4 4
(D) CRISPR-Cas it * % §le4 54 47 @l DNA

25.DNA Z_R # $ j€ & # T & (Sanger sequencing) 5 B = e R BLF % Il =0 & 7R B (next
generation sequencing, NGS) - F 7|7 NGS = 2 ¢ » ® ﬁ R i) hik & A TR
(sequencing by synthesis)> /2, ¥ ® ¥ 2 & &2 K ¥ % DNA?
(A) Emips 2 A % (Pyrosequencing)
(B) Hlumina z_% ;% (Illumina sequencing)
(C) 2 # 3 %R # (Nanopore sequencing)
(D) PacBio #_& ;* (PacBio sequencing)

26, A H T AN EARY T AR BE R N R A BT A E 2L LS
- FE?
(A) =X iF2 'z (Secondary spermatocyte)
(B) #F J ‘¥z (spermatogonium)
(C) # ¥z %w ¥ (spermatogonial stem cell)
(D) & 8 # 3 ¥z (early spermatid)

20 ¥ 30 Je P R iRl A s F Gy 2 g TR F AR
(A) i 3k 5 ik B e 45% > o FER] 9 1 55%
B) #Fffgoe sk ARy il Wiw kb d s FERZ v IRk
C) mipigdpets X FAdh A  cnfad koo a2 FakTk
(D) xR EPFd & 45 2 i de f(fibrinogen) %2 ~ &

Al (Em) H9H 55 H
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28.

29.

30.

31.

32.

33.

34.

35.

F oty e @i o ik tgReEs T?ljfﬁjﬁ’ﬁﬁ?
(A) I R [ - g R
(B) v —o&i oS
C) v —opi 5%
(D) v =i ->4i

!
-

!
&

!
@@:

o ol @l g
£;
k-] g g
PRSI, ‘_.
]
N N

!

Tlie g Hag A G (TR 2% 47 & k8 (absolute refractory period)shi & R 7] ?
(A) 498 Wi R T {838 » AT E R

(B) mre R ehengh s dmdp 3 R A w AR L (resting) ik Ak

(C) lwrep cdfdr+ & AR 2w il YT F S

(D) #3614 152~ e tena & (¢

$H4 7% (body fluid) shds it > & 5] L F ?

(A) e b (extracellular fluid) ¥ 7 & % (blood plasma)
(B) w#z p % (intracellular ﬂL“d)K.IL Poerk k8

(C) R % (interstitial fluid) & fm e #F % e+ FR A

(D) Pz ppeni B I L Na

¥ 4e B & (vasopressin)k &S B BF o M T AL F ATRERE wE AR 7

(A) Rh #2%1C #& 39 (Rhcg) (B) ki ig 39 (aquaporin)
(C) 4 4n §13F (Na'/K'-ATPase) (D) & & §1# (H/K -ATPase)

FIAEP A MEET 2 G 0 FIEINA G I ke MR ER LT if% F
Fvéjffélﬂ"?’@-* QI@"E—V’L/IQ*&E’ i N QﬁEmIEB“TﬂJﬂ%Z

(A) & ¥ BFEFRER (B) sif¥ HfELM TR

(C) & ] 4=dkp (D) 5 #kR

7 AR (prostagland|n)'7 FERFLZRAF R LS R Hymd s
T AP A B A DR

(A) Iocal regulators, fatty amds (B) neurohormones, steroids

(C) local regulators, polypeptides (D) neurohormones, amines

¥y e FL(FIMRI) ™ 2 &ﬁd G E o [ RFIF R AR RAL R E 0 R
441G RS i (PTSD) & J e Bz 4 RA o B 2 EMRI R 2530 65
TS e K e B e P B 2

(A) AR F T F%(subthalamic nucleus) (B) 7 iz+%(amygdala)

(C) £ & +%(basal ganglia) (D)  E # +%(caudate nucleus)

FLA AR AT ORATRE > X0 )% Tk e (contractile vacuoles)#- Ak chrk 4 iE ) m
P ek o d LB IR IGE A P2 B TR Wﬁ”*#ﬁbi»%”Twﬁﬁq

(A) BB - BRIBR (B) B 5 MEkBR

C) mum:E®RZR D) ®mBY FRBERDBT

el (2Em) H9H 1 5HE6H



\/

13 ERF2FERRMEL TS
LR ¥ ot

=

-

36. A 4a b e RIS T AT AR BEFEA S NSk P R 2 bk 2

(A) % 92775 = (gastrulation) (B) % "z (blastula)
(C) % F32(morula) (D) = % 4 (organogenesis)

7. 55 B A M BRI A R F R T

(A) 2 FFAGEFR gl g 5o 518 Y i F T AL TR A
FEIH  FAFSAFIEREL Fon BB > a3l ¢ i g oA KO F

B) TP&GHIELNBAL  CERLRZERBF » §3518 0 b » § WG]
Frigrk (ADH)enA 2 > B THEE Fug b w kA > i a g S R4
R B E

(C) HPEEHF 7% F 5 AP A2 EEDF L Lk B0 ke ¢
MRS R T RA L > AL M Rk g Ao SRR 0 Ry B R

(D) FIEEaiEacr B v d B 454 28 kg LpF s F 59 % ¥ (mast
cell) e+ € e i S n F 4% > w4 > ERe B

38. T B hA LA G o o B R R L 3 (countercurrent exchange) ~ i i A X 3
(countercurrent heat exchange) =t 7 /it &% # & 4t (countercurrent multiplier/multiplication
system) eiE iT 45 4 9

(A) & a7 g 823

(B) P&~ A > A ok g BTkl & o PP (7 A R PR
(C) ot B IR W BIREFf WL E IR

(D) %% % ~h3 1< # (Henle’s loop) w fc @ A & -k 4

39. ke - A RERE KT ALF IS - AP T AL BAFLRLKEES MR A
iy et ?

(A) 3k pk(abscisic acid) (B) -k 1§ p&(salicylic acid)
(C) 2 & % (auxins) (D) 2z i (ethylene)

40. fptrend E R ¢ e FEpR S %ﬁ(gametophytes)ﬂfrzia 5 %8 (sporophyte) » BE »tfie F REFE L A2
FAEde ¢ a2 2 f Pt o T iR 45 5R 0
(A) Loy e gy > s %t" 4E hfied WiEik
(B) peitafiitit-? ZHELS M
(C)  tjsise 3 ROAT ¥ > fo B0 PR d]
(D) 1,_7f§—+ 1E J}'f’ﬁc—d- %ﬁﬁ*&,ﬁ%‘ » 32 F RO ) T o }'ﬁa—l Rie = % % 24

s

4. T3 KT RE R R AR 0

(A) ¢ *f(ethylene) (B) #tA gk (abscisic acid)
(C) £ B Z (gibberellin) (D) w7 g% (cytokine)
42. {8 37 ek k bi(photosystems) 4 # f 3 & §8 ok B 3R = ?
(A) E %58 A F(stroma) (B) #g & " (thylakoid membrane)
(C) # %48 "(inner membrane) (D) E % %8 ¢} " (outer membrane)

Al (Em) H9H HET7TH
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43. 5 d AR M feE S 28 3k A p & 2 F i (endosymbiosis) ¢ T Z| BT E
R SR chicit o é:gi 3.9
(A) E3HELd F 2 wedEr p Y o F(autotrophic bacteria)a; =
(B) ks d Fi ”6%% B EA) S
(C) E ok s *K*p peon DNA {4 B &% (ribosome)
(D) # E 575 chd $o 405 F AR

M A AP LK GBS 0§ P EHD R Bt ek BB A e TR T PRl 0
(A) Population-level defenses (B) Molecular-level defenses
(C) Community-level defenses (D) Organ-level defenses

45. X LA EF R RS ATl s BE > 2 B F R &k D2 & & (ecological
footprint) st » * Y 23R R 2R > ERBEFT T lpp RF R T AL
(PR e R R
(A) 2RIPTEALT UFHEE - B B8R REhRE
B) FRReHA A F FEd 2RI AFEH G COERE A FERBDETRL
A s AR RS - B A TIEad ik K BE (R

C) 2RIFEARHBAFLIPIBGHFAAL - L3259 F @ETBA-2
ﬁﬁ-%iﬂ’%&&hg ‘{{“?‘/};—"( s 1l R ,Fi% BA-4 "'Tﬁ 2 ﬁq}%\ﬁ)#

(D) #mxgd 2 BEF =L RSN  TF BERARNA- 202 i LB R 2
HH- z\rrI;L*mi A2 4 p AT R 7 PR Fe

46. F i I Bkt ik A e BEd Fod RS 0 At o TR AR g4 0
(A) K%ﬁ%?ﬁgﬁiaﬁﬁﬂﬁ
(B) P edFaX adin “ﬁgﬁ%ﬁw
(®) i‘%ﬁ%%?#’ﬁﬁv#mzﬂ :Lxmg
(D) % a5 %ig#f1* pepsin, amlnopeptldase dipeptidase % fi¥ % » {3 v &
47. &r%l%? voehd PfEsga & bw hd-w k= (vertical layers)ent & > R T e iR 4

%% % (‘terrestrial biomes) ¥ é‘b B R a?
(A) B % J (temperate grassland)

(B) & ¥ FE ¥ +k(temperate broadleaf forest)

(C) #7 = +k(tropical forest)

(D) # = 43 +&(Northern coniferous forest)

48. i 2RI FF a0 - B Ak end & 4 (production) s T AR LR U
B f AT T A RE 7

(primary production)

4 (gross primary production)

(net primary production)

4 (net ecosystem production)

14—1%»\4— &
e e

Al (Em) H£9H 58 H
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49. T 7| fm —“Fﬂi, AiFEFEpA i B HR
(A) * % % (neutral mutations)
(B) 7 1+ & ‘= (sexual recombination)

(C) it &2 % (genetic drift)
(D) #F i 7 12.3% 3% (frequency-dependent selection)

50. fc % v (microevolution) Bz zh it e i & & 8§ ¢ & ) % HE A TR F
(mechanisms that alter allele frequencies) « ™ 7 @ % &_ficii i+ hi g 2

(A) £ F]i%(gene flow)
(B) 2k F1i& % (genetic drift) 2 47 7 % »< i (founder effect)

(C) g1 % fiz(random mating)

(D) A 712 % 2 #3558 »< & (bottleneck effect)

ERL R

Al (2Em) H£9H HE9H
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Fasp
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BrEE

B S

BN ¥ A YL 7 AR G ER e B
¥R g grieas s 1 & I1 ¢ g d A
TAAYR ER- BRITEC - ERLI RSB
e st LAF PRGN G - X A A

FRARQ FATRERSES LR

E35 (C) #Ieh “Uppet ¥ ¥ meiosis | *it =2+
meiosis IT X M" dpand fipdcs A 1 ¢ dped &
s A1 )’I‘wﬁtx I AN g FREG
FTAELIM (ERM) oA AL K H Ao Aok
TR I AL BET N ERZ B8 (54069
ELER) MHB A B > A 2 EaFEan 45X

Fpt > FHF (O HEHiR? §EHEREP R -
SRR K A REAH Y h SRR
Kehg & Mk > 3 (D) Y puahpias g I F
AHFLAPM -

ERRER

10

Fwre e AMP ERB e i F e £ 3 KD
BEL e 31 st ATP hA 4 > e £ 3 & H Nt
iz B0 B R REpE (PFK) Eagfaie® ¢ aapfat
igpr o R B) ABRERBEIFIIRE S -

B R s A e ¢ - BERPE o B R
~b-mEpL T 5 R AE-L, 6 BERL > S EAERIT Y P o
T B4t 3 o AMP Dk R 3 e > ¢ 1RGE PFK chid it -
e fRIEY o BB AL L 5 ATP -

38 (D) p prpgp* (pyruvate kinase) # #5 i
HETE o AR T AR R R EEY b AP ER X 3 RF
FRRR T AT ® L 4Bt o

TR G PR B BERT A REEE (X 0

ERRER
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BR%h

B

J FldeT o

Lo a0 ph & e pr B2 17 ¢ P g
F o T A MR R R T i S Ae iR
AMP JE R = B P ¢ e PFK > L[4 i
BT o

2. BRWF B RREL K DT AR IS S B IR
FALIEY o @ [k plcpE ) AR T (5 -
ALTE* o $30Imie ki fab MR 0 B ST
ik s ATP chA 2 > @ ie- #Hd PFK
#3-;0

3. sk F B AP & PFK e w3 &% > m ATP
Z_PFK ehj w2 &A% AP ERZ 3 > Ark
F ATP R AR Ap ¥ M ig® 31858 PFK B
@b pE Rk JT kAT w ATP o

BEAR P fR pacps . BdEfRiEr ¢ 24 ATP v @iy
Frft AP 3 f R G BAfE S B EPs /iR E £frld i o
Flgt o (B)EB L@ inEH -

21

£ %’“ w e (g AR Y o Fad T H - B A FlAs g
B 25 DNA B 7)) 0 At dg 22 4 2y %&#EF e
Fede RNA g o 0T AR Y hd &4

1. #&&-%)+ % & 3| TATA box : ’é_}éfti'%:* EE-E
7+ g L &3] TATA box o &- H 24 £
Q o

2. A5 EEACILAT &

3. F7H DNA B RuR e ! sE&dziodf & 72,5 {8 >
DNA BEPRiR ¢ Bkt & Hidpim B > A5 -
R3RenfzsgF o @ RNA R & ps 11 s 594558 31
f47 3% DNA -

4. RNA polymerase Il B +4-i2 7 RNA 4%

o. Ry HIA;PESE » Lrech ¥ k%A (D)

»HARER (B) 437

HF3E (B)AsEF T2 aF B EEaer DNA

BERER
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#A%h

4L

3L 9 3 A .
g%;;tfi%ii Wi dAR A LR (5 @ A A
gfﬁ@ﬁ_iﬁji_&i mTAT‘A box 2z @ o TATA box i & A_
4ﬁﬁRsz%i£?ﬁ&ﬂ;*%@’ﬁﬁﬁbm
s e LXmiieio Fp 53 (B) ER
R £ E A B &
%% 2021 Campbell Biology 12" ed. p. 343-344, (4= B))

LREEE N
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¥ Figure 17.9 The initiation of transcription at a eukaryotic
promoter. In eukaryotic cells, proteins called transcription factors
mediate the initiation of transcription by RNA polymerase II.

V/N7/\N/NZN/N\N

[l TRANSCRIPTION lDNA \1
U
N ||

1 I8}
\\ RNA PROCESSING 1"'”‘“”“ 9

————E—— @ A eukaryotic promoter
\ BN commonly includes a TATA
o box (a nucleotide sequence
TRANSLATION Ribosorne containing TATA) about 25
./ nucleotides upstream from
\\ Po\ypeptide/ the transcriptional start point.
DNA p Proggigs | Nontemplate strand
5 3
3 5
TATA box StartTpoint Template strand

e Several transcription
factors, one recognizing
the TATA box, must bind
to the DNA before RNA

Transcription polymerase I can bind in
factors the correct position and
orientation, as shown in
step 3.

5
3’

3
5’

© Additional transcription
factors (purple) bind to
the DNA along with RNA
polymerase 11, forming the
transcription initiation
complex. RNA polymerase 11
then unwinds the DNA double
helix, and RNA synthesis
begins at the start point on

\ the template strand.

RNA polymerase 11

Transcription factors

5
3

3
5

RNA transcript
Start point

Transcription initiation complex
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B

27

AR D EREL TLRAR BT o FERERY R
(fibrinogen) “%8" & i o MEL 7 fgu i "B 47 AT
AR a7 B i o A X fTdpa RRF

“2 &7 o A% 2 $f fibrin g 45 oo

BERER

49

¥ 2021 Campbell Biology 12" ed. P496, if @& % ok
2. - % :Genetic drift can lead to a loss of genetic

variation within populations. & & & I fx & %

Effects of Genetic Drift: A Summary
The examples we've described highlight four key points:

1. Genetic drift is significant in small populations.
Chance events can cause an allele to be disproportion-
ately over- or underrepresented in the next generation.
Although chance events occur in populations of all sizes,
they tend to alter allele frequencies substantially only in
small populations.

2. Genetic drift can cause allele frequencies to
change at random. Because of genetic drift, an allele
may increase in frequency one year, then decrease the
next; the change from year to year is not predictable. Thus,
unlike natural selection, which in a given environment
consistently favors some alleles over others, genetic drift
causes allele frequencies to change at random over time.

3. Genetic drift can lead to a loss of genetic variation
within populations. By causing allele frequencies to
tluctuate randomly over time, genetic drift can eliminate
alleles from a population. Because evolution depends on
genetic variation, such losses can influence how effectively
a population can adapt to a change in the environment.

4. Genetic drift can cause harmful alleles to become
fixed. Alleles that are neither harmful nor beneficial can
be lost or become fixed (reach a frequency of 100%) by
chance through genetic drift. In very small populations,
genetic drift can also cause alleles that are slightly harm-
ful to become fixed. When this occurs, the population’s
survival can be threatened (as in greater prairie chickens).

BERER
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N-Yam X
%1@::4@'—?—' FEB(FR)EFRYE

Rk Vil

(D) 1. 30 fo 3 oo b oo eimfhfldi i > 7 7o 45387
(A) 4 "=fi(glycine) £ A + & ko] e ik
(B) ¢ »=p&(tryptophan) & 4 + & .~ ek pk
(C) #rvieps(lysine) &4 I 7 i v fh ik
(D) X meifs(cysteine) ¥ vt — 7 Al h ik
(ERNIR
L owk vk (cysteine) # R - 7 Arervikph, ZAraiB 7 A% ft (methionine) Bk i
(cystine ) ,#x:E D
PS: 4T 127 PSS &S 7w P45

FHALAZRS | Methionine | Met| M
=5 - PRREES Cysteine Cys| €

#REEEE © | Cystine.
Ilﬂ#ﬁaggﬁﬁﬁ ffifEEE @ | Proline Pro p‘

15 * ERABH S BRER , Ah S FHE. N, non-po)

55 -

(A) i _%2 if«:s;
(B) & =k i B EM
(C) s =B 21§ B2
D) & =% * &R
fEtg)

wioFe BECEF LR ASFE SR A L AR mE C
PS: %¥#%%2wP43

év’*q‘% e % & (cooperative binding)

(A) 3. J& 2 B Si(plasmodesmata) £_if 348 fw ¥ B enid 3 0 U 0F i BT A B lw e ¢ oie
.5 HAE 02 2

(A) R I4 1d #(gap junction) (B) BI* % 18 $(tight junction)
(©) dﬁ; #(desmosome) (D) = ilﬁ; #(hemidesmosomes)

fEA7] -
B 2 B Sk (plasmodesmata) B 14 i 4% (gap junction) ,7xiE A
PS: %+ # %% 1w P76,P84

(D) 4. "a%pd & T A R fEAL N BT A P ?

(A) *&F % (cholesterol) (B) #q%7pi(fatty acid)

(C) #4*3 F (phospholipid) (D) = pk+4 @ fia(triglyceride)
)

"q %41 & 12 i i fig (triglyceride) ) s E B fTig 5 2t AN 2 D

PS: K"” #E% 7w P35p36

-0 10—
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(D) 5. #*5gkm e (liver cells)fd 74 4 & fRehi & B &7 7w 2
(A) +%pER (ribosome)
(B) ek p B 4 (rough endoplasmic reticulum)
(C) %] 48 (lysosome)
(D) sk p F 4 (smooth endoplasmic reticulum)
[ER
H 73 ,fn A f& 5 £ N F % (smooth endoplasmic reticulum) ,z2iE D
PS: % ?-a ¥ 1w P27

(C) 6. ¥+t & ¥ (phagocytosis)fr A F;«(autophagy)x Feni Ayt TP H AT
(A) BrEiT* 2 mie N o B vg > @ p e (T% Bl 2 ‘o oh RE o cndf B
(B) Zri®® £ 974 B riwre L B % KR AL B Az - @ p e (T pld & P eng

D R i%"_«f}?ﬁlﬁ’ﬁz

@)5ﬁﬁ*ﬁéﬁﬁ“ﬁﬂ*”'%ﬁbg
(D) - w4 E F g F® o fe L wbe o L
IEIE
JZinlt‘ B it “”3 B3N Meas i g C
PS : FYHEY "v‘" P33

(B)7. &gt 5 3 4t > 2 L F)48 § (metagenomics) e & B EEE T 5 e "ﬁ ?
(A) 2 AT G404 DR
B) ZAFIMEFM T HRM A+ HE IS T 222293 BEMKL P
(©) 2 AFHE 7 i
(D) Z A 7485 7 ¢ * DNA 25
fE47| -
metagenomics * FLIEE A FIMFor 2 R AFIMETFEIERKIFEF R BSH T
7 EEAFH%RE,E B
PS: %4 #%%3wP210 %7%

(A) 8. | & {2 £ 5 Bl 7 4 (rotavirus) % * A7 b B E R L T A AL ARAR M ST &
7
(A) TLR 3 (B) TLR 4 (C) TLR 5 (D) TLR 9
fE47)
Toll-like receptors (TLR) =< # 72% » f & ik s $ 1% - R FR AR N AR
i Hc 5 TLR 3,73 A
PS: S &%6%PI35

(D) 9. 3% 4 % i (Turner syndrome) & % % ¢ H 7 § 45 % » § Hm B ¥ a8 #‘{ B R
o BleniEAer o 4 HG 7 /»\ IR % (nondisjunction) ° T 7] i® —'ﬁ A BT A i IR %
ik F] 7

(A) tzepes+ &4 427 meiosis] PFiwm®e FA A7 =% 2

(B) &XiFiEARY o vpfe T frafied chlwe A B &
(C) vpfe+ # § **meiosis I & iy % = meiosis II T 4

(D) temeiosis IT © anaphase IT % # 4537 A 4 % & ¥ ehjfie+
24| -

P “%d M5 7 & IR % (nondisjunction)” ¥ it 3% 2 frmeiosis I or meiosis I % ¢ §4i2 7

-020-
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SBA AL DK S &E D
PS: %4 3% ¥9v P65

(B) 10. | i (70 P » 4 Mimme N AMP JE R H{ 40 + 4 BEGE 1 % 2 ip % 7 02 b ik g 7
ATP ?

(A) 42§ 1 4 ¢ i f# (superoxide dimutas)
(B) #ifs % # #cfi= (phosphofructokinase)
(C) +%pr #&-1,5-= Bapa % i pr(ribulose-1,5-bisphosphate carboxylase)
(D) [ fir % e fi® (pyruvate kinase)
P % 5 (phosphofructokinase) 3% i b 12 M 427, 55 5 40 3548 41 F e 8
e R EenE foo AR IR a5 AL P e p AMP DR R H 4 T -
i@ engE 18 ATP E& i ik % #5 ki (phosphofructokinase) ,7ci¥ B
S:#i%-w P95

(C) 11. ## &4 ¥ 18 5 (coupled-transcription and translation)#_# $ # # AL Fl & R 382 - o
TR A T I D A ATAR?
(A) FE* 7 B) P~ A C) ~ % H (D) | &
fEt|
& 45-- 98 318 T (coupled-transcription and translation) &R ¥% 2 F7 < 5 % F i A Fl 4
1;1 7 b eiE C
DAY 3w P04

(B) 12. *+|f= fi% % (restriction enzymes) ¥ * %% “» DNA » T 7]ip -‘F’i‘ U P A ? R
o 9
(A) *% f32 3 w4z ¥ e mRNAs
(B) &fr z e/ 7|+ 2 2] T pR s ‘Eﬁm}}%% & H @ 4 $H FDNA
(C) #*% DNA 4% *® %4 aDNA
(D) ¥k ¢ e DNA *73.|]T T %, m[ﬂ
4]
PUERPE B IR R & kD R B a2t Fﬁ?ﬁ%ﬁ(flﬁa% Vi E R A Flet F
oo ?}?’\F” B PRI e TR I R 1-:}"@:]);3%},@\; Ao T FTer a5 E'ﬂ)]%% B 24

=K

__,z ‘

=

/1 7\—’(
PS:

“*ﬁ’ ﬁz‘a
¢‘¢

i" = % P213

(A) 13. % % 2 F=v (cytoskeleton)# 3 /Hft? R Sifed B3k T oAl e LA 7
(A) t‘ Fla7 peahlme fdfge ¥acd 2 b 39 e
(B) = fhine % 3 4ifcim®e 15 6 8 B
(C) Mg eE fSd] » BT
(D) ##(desmosome) ™ enim Pz F 28 F i 3% fﬁa\
fE| -
& «‘f““‘f‘}%:(B) Mg 1“7&97”?7? #35 M;
,y'mﬁm”é"“g_#%.b d ¢ fF ik ’]‘%’.G\' iE A
PS: %+ &% 1w P71,P81

(C) Heisi® j5s ] (D) #ﬁq‘i(desmosome)

-030-
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(B) 14. A T8¢ 3 3F 5 =4S £ 4F A 7| (short tandem repeats, STRs) » B **STRs ey it T 71|
G
(A) ¥ 11 $5Fe @ * & BLi# (Western blotting) it 7 55 37
(B) ¥ mipp R Epr g & B(PCR)® 5 J° B
(C) STRs i ¥ 75 2k 7148 1 3 1= %8 (open reading frame) g ¥
(D) STRs i ¥ 5 A F]#8 cnS =4 24 3 % (5 untranslated region)

it
% 7| & 4F B 7)(short tandem repeats, STRs) & {3 &(% 1~5 Bak A £ )P £4F £ - 4= d
B ¥ 3anteas (noncodmg region) - {5 fe R & FEid 4N K @(PCR):}?%ixg T i

B DNA Y567 b BHEEG 3 Fadln o 55258 DNA PR AT B A 51 gt d
fo 5 AL R ETDR /~a?‘3§ £
PS: %¥# %% 3w P267,p246

C) 15 F#EFEFFAXFrEIMEN AL AGAFOT - > FPrAnfeadd W
BPAFIAAEL P TARF LA R g7
(A) DNA z_F& (DNA sequencing)
(B) @ = % BL%(Western blotting)
(C) +%3] 4 +7 (karyotyping)
(D) # £ & =32 < (fluorescent in situ hybridization » FISH)
IESIE
FdMED LTFLAHE P ST N A IR E C
PS: %% & %1wP 135

(A) 16. rp= & &) > BE > snve 3E 8P (cell cycle)it f & chdeit » T 7@ HaE?

(A) T 39 (cyclin)sndi s ) 2 » o Cdk (cyclin-dependent kinase)?#% 5

(B) Cdk eris - Bjdat it preifd it > 10 2 F_F fecyclin & &

(C) APC (anaphase-promoting complex)3% 33744 4+ 4 ¢ 4 %8 (sister chromatids) =4 4

(D) G2/M checkpoint 1 & ¥ # A DNA e @5 F % = & 0 fx

fE47| -

cyclind 228,20 Cdk % & > ¥ Llm™ e B nA b P E T RER % 2, Cyclink P32 7§ &2 "§
f23 MingsRg ARE 7 S cyclin®® jza R R 5 RULF T (polyublqultmatlon)

cyclin® £ % j&;4 % (ubiquitin).i & » 3k 3% f5 8 (proteasome) = 5 fF 48 F-v 2w (s 4 ¥ %
% o 2 §_d Cdk (cyclin-dependent kinase)#} 77, #7xiE A
PS: &4 # %% 1vP 156

O 17. 3 BME{2 P& — 253 50 FF2 4% -F-v 5t EL /< (ubiquitin-proteasome pathway)
shpcit o T AP F AR Y
(A) ‘v 5 d 2% i 4% fF (ubiquitin ligase) #-4 4 fp ey Hike t £ 8 il %
(polyubiquitination)
(B) #v FedB 5 7 F9 feiddd o f FEfRME B L F ek
(C) #3055 v TP 413 3 dome 5 ) R (5 208 &
(D) # = ;-‘a m”a P iE ) F-v (cyclin)» 5d P40 f2w T
244
FfE 309 B 2 L % - 39 pF A8 B/ (ubiquitin-proteasome pathway) ¢ F- v fF 8
(proteasome ) #-Z % iz v %.‘r/»\ fRea o aE i C
PS: %+ # % %3vP 162

—040-
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(B) 18. T 7|4k e ¥ 3 A imPe ) 9% ¥i(endomembrane system)siE ﬁ%]ﬁ:)é.,{; ?
(A) X RNE G b (e E 0 ) in e N e R R A K fREER 0

)

BANHMIGREEFEFNEFRELE L4 R 2 o A5 H
(B) RA 2P A W g (7% 5 (% » Zegfme teh@ P g > A, 8¢ o
AR > ARG DE AR
(C) * R#s+Fimoz fﬂ%F’ HE] F & 2§ 5 HEH v (glucose transporter,
GLUT) » &d /| % ;218 ﬁ%“n@éwﬁgmhﬁﬁfﬁ.g R REARPFS

*oo kR w.n_al%.f = B G R T o 1 R GLUT o] fie &

e gk & 0 BGLUTZ R fla e i b > (7 f F st it s
(D) A ML mee p e T & 20 EER o B FANHE P ERER

PR B4R B ) e E I e e B 7 Rl 1R o eyl 1 i

B EFE A ] B E s e S P i
] -
PP T SR s # a2 I A R MBI, AE Piwied o P
Pt s KN 4 %ﬁ&\ﬁ?#\%%ﬁw“W‘M@‘Wﬁw‘mﬁﬁi“@ii#
B7E A4 5 5 R odE & “wre po3Ck Yi(endomembrane system)éﬁ;ﬁiﬁ HEi N R T =
£ B
PS: #&%-® P36

(A) 19. B>t E 424 $7 w¥e 4% 2 F-v (histone)ehseit » T 51] G- K-

(A) &35 i dg A %) 5 HI, H2A, H2B, H3, H4 » 3 # H2A 2 H2B # Bt friech
KIZRMEHPA

(B) # § TRl EDNA BMELd 8 B A I T ek i A Pl
(nucleosome) > Hf= % 4 %‘r (chromatin) &%= %k : 53

(C) * pfAsgenE % 4 PEE ARSI e R 9‘2;* TR RRIFL S Fenl
B LR chd d

(D) fiEi7imf2 iF ) B AR ® 4o 3 RAFDNA Bk it 0 ¥ ADNA #{74F
BN TR PR o k] € mATAA

]

H2A ¥ H2B, H3, H4 &> ¥4 (nucleosome) DNA & % H = i A

PS: ;&%a‘v— w P 132

(A) 20. ¥+ 57 X A7 WAz ? -~ T o EREFE - eniwie > {I% TARERHAL > 47
BRp O EA L e TSR ?

(A) +%#& #% (nuclear transfer) (B) %z fi%/2 f(micro-injection)
(C) & 4 (transfection) (D) 2754 4% (embryo transfer)
j#41):

P E AT WAt e PR R S e S M e 2 T AT R FE A
PS: #&% 3w P28l

(D) 21. E % iw¥e it {7 i &x(transcription) ¥ » fx#> 3 (promoter)s 4 T A 2 avE A S R 9
@ﬁ 4% F]+ (transcription factor).s: & | TATA box
(DRNA polymerase II B 438 (FRNA #45
(37} = #4742 4 4F & 7 (transcription initiation complex)
@F B DNA 5883
(A) @->B->D->Q (B) D->D->0->Q

-0 50—
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C) D->D->B-® D) O->B->D—->®
[ES T
EAEY ) SR S AAcT miE D

45. B #0RR#88Rk (transcription ) %44 - BRENF (promoter ) T4 FIEH- KPR ?
QKA F (transcription factor ) #55 ZITATA box ; @RNA polymerase IIF35#
{TRNAESE ; @ 2Lk transcription initiation complex ; @F] FIDNAEEG IR TE

AP0 B)DOO@ ©OLO@B®@ (D) OB

2% : D)
WIREAT
Promoter site Bk $7 7 oy 3 18 4% 3 B% 40 %, /& /R 4% 4 4 #i Pribnow box ( sequence
TATAAT) - H#% % 4h & Hogness box ZRNAX & 854k & b oy 3845 4% & JLIE Bl 46
#h 4% 12 Promoter site & 4%k - ERNAX 5E5113 = 37 » @REFID (TFID) &k
ETATAS - RNAR GBI 2 i ak H F oo SR B A S Mlsreds e

(transcription initiation complex) -+ 3TREIDNAEERZIZLE + RNA polymerase |4 TRNAEE
&% » #ED) -

PS: 4+ #£5%=-w P69 (% =43)

(C)22. % ¥ % ¢ % % i=(Philadelphia translocation) £ ¥8 % if 4 & #0275 = 7
(A) %8 iEfe%22 iF (B) %8 iEfr%20 if
(C) %9 40522 5 (D) %9 %20 i
fE47| -
“%4‘3 E IS5 9 ikfor 22 iFei7 g C
PS: %3¥#E% 9% P69

(B) 23. &R FIE ¢ F B L FDNA A 7 > Fgindi gt B 790 hgv %k 2 Fl(protein-
coding genes)* 7 fRig & Fh Flehat iy o QLB AFES T IR ‘7
(A) £ 7]l % (assembly)
(B) # 7]i1 ## (gene annotation)
(C) £ F1Z £ £ i 4~ {7 (differential expression analysis)
(D) %% # 7]l ff(reference genome mapping)
ERIR
& F|¥8 142 ( genome annotation ) T} c @45 DNA B 7 ¢ 3 L &OFTALMEN L - 1 3R
7 Flert i ziE B
PS: %4 #a% 3w P233

13
i

(D) 24. B **CRISPR-Cas st it » ™ 7|7 & 45 3% 2
(A) CRISPR-Cas # i & ' *,;agﬁmg;.—%
(B) CRISPR-Cas9 atsﬁ-;sz Fe b ¥ iR AR ERTR S A # wm R
(C) CRISPR-Cas & see2 $+ a&ﬁﬂ‘ FOPeig P g vrend A A Flreid 2 4
(D) CRISPR-Cas % % %rgfv i+ i ?LDNA
[ESTIR
hkmA IDNA £ » fmFE A R 2R EA L E 4 mFA TP fL5 CRISPR £
7|, # —EL:% §etm4 48 W DNAwwE D
PS: %¥# %% 4+ P103
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(C) 25. DNA % R 7€ & # 2 5 (Sanger sequencing) 5 ff B = AR BT % 3| =c & ] & (next
generation sequencing, NGS) - 7 7| NGS * 2 ¢ » @ % o A ik & S TR
(sequencing by synthesis)™ /2, ¥ ¥ ¥ U & 3 2 5 H "L DNA ?

(A) B ®EFE R % (Pyrosequencing)

(B) Illumina Z_& ;% (Illumina sequencing)

(C) % 3% z_A 2 (Nanopore sequencing)

(D) PacBio z_E ;% (PacBio sequencing)

fE47| -

% £ 34 2B (Nanopore sequencing) & - a4 ¥5fk (RNAZEDNA) 7R A 0% = X
TR FEHT - F 3B PAFIIRB BARKRSEFREFMNF B Fike
T 4 - iEDNAXRNAA F &7 25 o

PS: 24P &re- - 2t &1 /)‘7»’); g

(A) 26. &AM+ T A2 ERY > TV EH I FEND FEAIMEFTAER LM
fgeny - Bprdy ?
(A) =t B2 ‘¥z (secondary spermatocyte)
(B) ## J sm¥2 (spermatogonium)
(C) # & ir s (spermatogonial stem cell)
(D) 5 ## + w7 (early spermatid)
fE47| -
Fradf (Ao ?loe ) Riicsr A HEL I BMETHHR e i A
PS: 44 % %7TvP221

(C)27. $t»bof ot e chied ~ #iL 2 W g TR F Y
(A) s 385 ik ok % MR £45% > o JERTS E55%
(B) * Ffsgee sfH Al Y e Niow Hh d Lol FEZ 8 m HfED
(C) gt o i Fadb b > liskpd B o b s o %o P b T R
(D) & %A FEPFd & -] % G2 k(fibrinogen) %2 & &
[ESE
R 5i%ﬁ'6%§’iﬂli.iﬁjié§,éiﬁwiw e kL, AT R, iE C
PS: %Y #H K %6%P2

(B)28. & fhfstrjw B - Ry OEARRI] T IR Y LT
(A) T oF SET SM] SE Y >
B) " —oEF i Sy SH T > 5
C) v oi 5&i oY 77 >/ %
(D) ‘f'—)«‘}%’% R SHT ST | g—

F%@%jwwﬁ Wﬂﬁ“@ﬁﬁﬁ:FH%%—%&—%@?%&%H+%,ﬁ§}3

(D)29. F 7wk f g A E#ITT 298 $ 73 & & EP (absolute refractory period)=i & i F] ?
(A) 33 i i 1 18~ B AT 07 G R
(B) ‘w7 scph ch b s gmdp S Ok R A w 4R #F 4 (resting);k £
(C) mz il dp+ ré #\ Enp e R
(D) 435 3@ i 51 18 )»fr'%‘rml/r.l;]*

-0 70—
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JE

A EH TR et 2B L 7 F R (absolute refractory period) s & F 4ph 3t i iE
Lisie r mATAA B, wiE D

PS: $¥# A $5%P22

(C)30. #48% (body fluid)erdy it > T 7@ "F‘f T FE?
(A) Pz ¢t % (extracellular fluid) & 7 o Jg‘(blood plasma)
(B) ‘m?z p % (intracellular fluid) & s ¥ F\ 7% 18
(C) R F i (interstitial fluid) & fm#e ¢k i < 384
(D) e jeni RS S Na'
347 :
;% (body fluid) e B /% (interstitial fluid) £ im?e *F e 1 & = &, #&iE C
PS: %4 #H & %6vP 14

(B) 31. # #v/& % (vasopressin)k & = B PF 0 € B4 T AP fEA F ATHE fE e i R D

(A)Rh 72%e7C # kv (Rhcg) (B) -kif ig 3-v (aquaporin)
(C) 447 T (Na'/K'-ATPase) (D) & %+ §ijf (H/K'-ATPase)

% “v/B & (vasopressin) * FLAI/RpE F ER S B 0 € 3 4R i 39 (aquaporin) ,
txif B
PS: %+ # % % 7w P 80, P82, P83

(B) 32. %.‘_/.E /Fgm Fﬁﬁ%éia ’ "1,3.% Z_E‘pﬁ./ﬂ“ﬁﬂ'l ‘%ﬁizﬁ“ﬁ;ij/’gﬁn SEJTJE‘; ’
‘iFﬂ"F@Fp’%}:/ﬁ“'}"i‘*ﬁijéx{f;ﬁ’ O ) LF;&__-\&%@EWIEBPT%;E%
(A) = * BPEFR R R (B) i ¥ vfphlbzk e
(C) & ] #p (D) = ¥k A&
317

i FA AR A, o pd cfpliskEp § M, < B

(A) 33. X ut= 7 B%-% (prostaglandm)’1 SFEBPLEBRRFE R s A g 4
%L;”T;JF’ B &3 R 7
(A) local regulators, fatty acids (B) neurohormones, steroids
C) local regulators, polypeptides (D) neurohormones, amines
Eﬁ

# 7 :]1—% (prostaglandin) H_fatty acids=him4 3 (A A% 48) , H © E 7P ﬁe 2 A
PS: %4 # % %5%P 201

(B) 34. 3 it HhpadRis H(IMRDT 1Rl £ 40 (5 % i e o | 721 A 2 R4 4 T e
20 B3 A1 SR R EHMPTSD) » 4 % 424 3 R < SRR 0 F LEMRI iR
CEI RIS T N

(A) A7 T F%(subthalamic nucleus) (B) % i=+%(amygdala)
(C) # & % (basal ganglia) (D) % ;% ¥%(caudate nucleus)
349 :

LTI RIS RS R R B
PS: %% ﬁ‘_;‘&%?SW"P@
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(B)35. 3 &4 54 &g -RenTki > I 2 4% Je¥gik i@ (contractile vacuoles)#- 5 Ak ek 4 i
*mw4’ﬁtﬁﬁﬁ ¢ﬁ4#4mmﬁP feE A pp SRR T AR ?
(A) Iﬁﬁ:»%?‘g% (B) &% F 458 7% iR
C) ‘BB F%®BR (D) BB FREERDBZF
f317):

B 1% fciz% @ (contractile vacuoles)#- 5 &k 4 i 0 dmoz b7 KoK R 2 2 He g
¢, kB 5 MR IR,RE B
PS: %F#H & %Tv P92

(A)36. # fadsdr chAasnsf T T AYR— BEEELAG SN o ¢ Ak R ohak 9

(A) % %27 = (gastrulation) (B) % *z(blastula)
(C) % F "2 (morula) (D) =7 # 2 (organogenesis)
ok

A5 p\ ’93_%5 ~P ok 2 bk E = 2k L R Y%A & (gastrulation) i iE A
PS: %% # & % 7% P255

(D)37. % 713 M4 i R i it i X 45380
(A) :k?f*’.%;l\gﬁigi}éﬁﬁiﬁﬂﬁjﬂ?ﬁﬁ’ L § ?’]Iﬁ ke
Hite o AT RAPEAE L EREL S L RIS 0 5 IE L F R
-‘]}%E"f‘l’%x?
(B) TP d B R BA > §ERLFFERGF 0 315 T ho 4 §RaE
Fofl Fefrd (ADH) e s > (0 TR o 8 4o w ok & 0 2 i & 5 i 1Y
A4 R B F
(C) HPERhF Nfgip o 55 RPN A4 B E g 1t fifgip o 8@ M bk
i%]‘\}f—:‘,&, D L AU XAy LR Py L ER R
(D) FI B E uE ATk B h} BEER A3 4 > P L
(mast cell)ff % & chie Sovig & 5 § 455 0w n B H 4 xR B A
34 :
feiig A B R, B IRH AL BT § A E D
PS: %24 #E%6%P73

=
™

(C) 38. Tr|FfHard W% > # ﬁ 7 {4 & i % R $% (countercurrent exchange) ~ i ji A R 4%
(countercurrent heat exchange) i /it i 3 % fi(countercurrent multiplier/multiplication
system)7:E (T ?

(A) A @it 7 ey 8 <3
(B) e r k4 > WA Grk 4 AT R LG 0 PrINE T e R Rk
(C) vﬁ‘;fbfh;}-,, =E i lf—I% T I}LI%LV’ ””*’f« R Y g‘ﬁiﬂ
(D) % & ~ % JI X & (Henle’s loop) ¥ J F 4~ &2 -k &~

4

WS f R SRR F LR B SR k) 7 F
&, C

PS: %3 # X %6%P 64

P

(A)39. Wike - LAl 7 AF IS - A2F T 2L BETF G KRBT
o AB B ?
(A) 3k p&(abscisic acid) (B) -k 1§ pk(salicylic acid)
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(C) 2 & % (auxins) (D) ¢ % (ethylene)

2]

D - A A - AeF T AL LTI AR BREEERE) . KE A
PS: 5},}{;&“ % 8w P163

(D) 40. ffid en4 E ¢ ¢ & 57 f(gametophytes)friz + 8 (sporophyte) » A 3 fie + R8P4 £
BRS¢ i 2 4 et o TR F AR

(A) ’ér_?*'kﬁfﬁ' vopeG REREEE 0 WIS A R A e AR R

(B) fe+ M tofidr @ % H £ 4 ¢ 4 1

(C) tjcagse =+ MiAgF > fo WA 5]

(D) afi+ fet e+ %ﬁﬁi%?‘? IR o d e R R A

gk

fi+fedrpe+ WX SecE D

PS: %4 # % % 8w P21

cu

ke

(A)4l. T3 E7F BIESF =] 7

il
(A) ¢ % (ethylene) (B) 3tk p&(abscisic acid)
(C) # B % (gibberellin) (D) w¥2 j#c% (cytokine)

3] -
z %fp? BB & F A3, E A
PS: %% # % %8%PI159

(B) 42. f&. 4 ek & Yi(photosystems) s # f 5 48 W B 30 = 2

(A) # % %8 2 ¥ (stroma) (B) #g % *¥(thylakoid membrane)
(C) % & 48 p " (inner membrane) (D) # % 4 “} % (outer membrane)
2]

%k % %u(photosystems) s # A ¥ 8 ap & " cif B
PS: %% # % %2wP108

(B) 43. 5d AT R E Byt > PF Tk I ) & 2§ i(endosymbiosis) © T 5 B 3¢
. y%“"fr"f,_ Ry méa:ﬂ‘ iw 'ﬂffﬁpﬁ—o
(A) ESqEd F3 4 ”ea‘%)\ B % ‘@ fF(autotrophic bacteria)? =
(B) kR Ed F 3w dfr p ¥ o)
(&) ﬁﬁ&a‘}fvﬂfr%‘f_%ﬂ%ﬁ*mﬁ A2 mDNA fe+% fE %8 (ribosome)
(D) # 843 end #n*rv‘ e sRE
- L RAAS F 2 we "R wEY, S, %E B
P lwﬂP48

D44 {2t aF ks FRHEHFLADPUELLEZ AT BT

e

(A) Population-level defenses (B) Molecular-level defenses
C) Community-level defenses (D) Organ-level defenses
ﬁﬁ’; jil

FEEFEGES DA PG A s R R ATULA R o R EF FA KRG R
Fe b & X6 3Yorgan level defense, 7z D
PS: %% # % %8wP232 %48k
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4 S8ETeRB(Organ-Level Defenses): F 58 T A RIR BT e R A PR S T |
s AUEE | 1 HeRE I P ST - (i BAUEET) FOH) (REEaE) REEHA AT
IS RES R - bl AR A AT FT AR AR s BT LMY P - SRR (Trovesia
palmata) FYHE R e ISR T i E PR ERRE ) - — e e

T L AT ERO - » BH(F R AR I RAA O -

o DA =

(B) 45. 04 A Sehit § 80 Thid % Bk S 6 BB iﬁi??ﬁ% |2 1 L (ecological
footprint)efvgm it » * 1y 23 B ok > ERFBEFYT B RFT R o T A
iﬁ&ﬁmﬁﬁmﬁ%&?

(A) 2 Hh iﬁ_frmﬁl)"’ ] %IE”v fgf - B ‘?\: W?‘m& §§k4
(B) FEFeHL A4 (T8 4 2P A EHFH 0 CO #RP | 4 ERE DS
TR oot &7 SR REF - '[% L RIS R R
© 2R L BAFR IV IB G L H- E 52 #95 aE
- 2R TR R L= LA kR
(D) % Rid 2 5EFRR04T 0 LOF BERRD - 4L U

S TS W FES Y e E D PR

=
>~

3

(b

347

2REPHRERE (X)) RBELF L AERENET B &E B

PS: %4 #&%11wP92
MMQ%ﬁﬂ&&%“%{ﬁ%@@?d}éﬁﬁ#sﬁ%@ﬁ%sTM@ﬁngﬁi?

(A) ¥ 8847 il 5 UL ) i

(B) # & dr 25 &b dr e B4 S A 1

(C) ¥ adejpup adgrehij C 4R L35

(D) & &#5% 3 % iF #7117 pepsin, aminopeptidase, dipeptidase % F% % 4 & v

Az R { L)ty =E A
PS: %4 # & %7+ P50

W

(C)47. ik % B P chad P fdspa & L% 4 43 F = (vertical layers)en % & > BI12 T fp 6 bk &
4 J7 ¥ & (terrestrial biomes)¥ v § # F A fperpr A ?
(A) B ¥ J (temperate grassland)
(B) B B # +k(temperate broadleaf forest)
(C) #3F & $k(tropical forest)
(D) # = 4% +k(Northern coniferous forest)

[ES
4-3 f =t (vertical layers) 7 & % 7 I endr fA(24 4 § b <)L EF & g C
PS: %¥#%%10wP 18,P19
(D) 48. E‘Z‘E__i H s eh j‘_,ﬁ A F S 40 - [%:‘_ it % eh4 & 4 (production) » T F| i@ ﬁ? Vi

- BAGE AT RS ARE
(A) &"’ B4 & 4 (primary production)
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(B) #e w4~ 54 A& 4 (gross primary production)
(C) EA % :‘_ A # (net primary production)

(D) &4 i % 4 & 4 (net ecosystem production)
1)

47 %4 A& 4 (net primary production) ¥ T % 4

- lﬁiﬁ\a,ﬁ AP RPpSFARETAELE 2 A4
Bk oty 2 ﬁj‘ (%dfude) e ivh i TEFET f’-’:?,éitig
PS: %% ’&5&%11\?1’166 P167

A A4 REP T U gt
T’HL U,%/ZABC&&IE -"’E’i

U@‘*

(C)49. TrlmEmzaFEEp i BHE 9
(A) ¥ 1R % (neutral mutations)
(B) 7 1+ £ ‘= (sexual recombination)
(C) & B % % (genetic drift)
(D) #f & ik #g 1435 3% (frequency-dependent selection)

—m

H e 4RSI REN A CEEA T FEMN S FHF, T R
&R, ;’@.;é a#‘r FEER ] B %R i C
PS: ‘

2

(C) 50. #zi# i* (microevolution) kit i & £ B 3 2 S HE = L FPE Fea B e i
(mechanisms that alter allele frequencies) = = 7| i@ ﬁ F B E e ?
(A) # F]iw(gene flow)
(B) 2k F1iE % (genetic drift)2 47 % 4 #<i(founder effect)
(C) %1% % pe(random mating)
(D) # FE % 2 ¥138 < i (bottleneck effect)
fE47|
%ﬁﬂ% BRTEECFE SR R th
)il «fﬂﬁ P AEILT o RS e VAR R
PS: %4 # & %10%P 42

CRBEATE S ARRAE

A4 av]
A EAOH I mE C

4540%8-2023-202409 1A &1 -

AU A RE LR T F25 N A LIRAYEER N, AINFE— (BERS
12@P 55) fei-4428 (3A K #8@P 232) Aiivbixsda, R EHMAATH,
MpBR A S EALHERAYE, 9GRS E -

£ 9457520240815
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