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SR
T~ G T AR R R ehd PR R ? w25 @ & & 7 NSAIDs(nonsteroidal anti-

inflammatory drugs) £ statins % % & %] i® %

FEEFAE (112 B 8% 5)

LA e

wiek o s P ? (X454 5 £ 104)

(& Cyclooxygenase
(=) HMG-CoA reductase

(%1

OR PR 8 ARE el ) L 2 L

2w LR G2
4 1@ + > cyclooxygenase #_%#7

%
(prostaglandin G2) » 28 {8 £ i&— H @i 5 H 1 2
ﬁ_#m Xk F % > i ¥B 4] cyclooxygenase &

i
LapF IR /£ e & g% - NSAIDs {
MR ER R fod LF ko

ORZHBEEBESRGMEEREF - £4A2 L BREB X @B E R 48Ry - Statins 39
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1.

S+

TR R e R SRR R MR R ?
(A# ok 57 = (resting membrane potential )
B it 7 =3 f& v (depolarization phase of action potential )
O &%= = (threshold potential )
D)#- it 7 =it (hyperpolarization phase of action potential )
3 Mo (cardiac cycle) izt > T 7 &g;’-?
(A) % %8 #% ~ % 475k & (isovolumetric ventrlcular relaxation ) # 24 < F o4 & & JHp
(ventricular ejection)
Brs F o & 5O s e F 2 5w
O® % *» g (dicrotic notch) % # A~ % 475 5 8
D) F o B8NS A4 4 ens RfE2 S e aa £ (end-systolic volume )
B sme e B (cell organelle) st » ™ s pe st in 4538 7
(A)iEF 1 %8 (peroxisome) — %225 f27 mfk =~ 5 = E‘( B’
B)F A (vault) — 5903 if il » 07 i 4 4973 2 ehd g
O#-51 48 %= (mitochondria reticulum ) — 4 fie g %24 ¥ fm P2 975 4048
D)% f &4 (Golgi apparatus) —ik¥g > BAfor g Rk pjep Tz 76 §
4 2 A4 F gl o fRit ki e (acetylcholinesterase) ehis it » @ WRHF 4 o~
Faee B BEDR A o T AR P R
A E AT A2 2 fpEeg 0 §HFF R H R (synaptic cleft)
B) ¢ #F F1H:¢ & ¥ geowsr 2 # (£ = (action potential ) & #
O4 2y géﬁ-ii Fho X2 iR H =% 2 F RICEST I S R R
D)fs Hp ¢ i =~ Fd S e FRitag a0 & el EROCE Bk
BT Prendcit o TSR K B FE 9
Ad T =~ ’?? SN IR e
B a4 it iv* AR EBE
(C)‘/ﬁ Lergd 4 s 3 d LR AT T B
<Y R R T F AR GE ok

¥ (stroke volume)
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AFrl ez > B F iE B € e A o B P EM

O#HFE TR 1t & fie » § 92 D)} &F 1857 fekf > RS H LB

TR ¥ 3§D 4% (glucagon) 1F % chpEis Q

UNESE SEREE RERRE R SO 21 A ®@4§?%Tﬁﬁ’”5§%ﬁhn@
O a®wts» FholEiEs (DR P08 SRFERNK Sy -2
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(A) 10~20% B 30~40% ©) 50~60% (D) 70~80%

R BRI MIEETH o § AL TAIRERT?

(A) 3 bZ T '3 (B) % ik A 0T R

©73% % (gastrin) & T % D) i Zbie & 0T %

% *“ﬁg?]f]\g (ureter) iz » T 7 T?—‘ﬁﬂléi?

(AL & 4 L5~ (smooth muscle) % ¥ &5~ (skeletal muscle) 7t =

B)& £ :me (pacemaker) ¥ 34 % i /7 A 2 4> (peristalsis)

©F %% (kidney stone) i i P ¥ Flfij ft § = 2 e fbis = I 2174 A

D)= xd Mg Fr2 £ ¢ % (micturition center) 3 #78 P fRiR 8 &

B TR T £ R feshgcd » T 7 K 0 AR ?

A iR ¥ cgh g d TS5 IRBIR (S 0 S %A BT ) F RS

B) t4% 2 FE Ak (aldosterone) ehfEe® T o> i o] F A4S 7 AR E T

O FEFAM » 8 Ek+ %’wlw?m@$+$fﬁ¢i&ﬁﬁﬁétﬁmﬂm 73

D)F ] ¢ 44 chf Xfe > L & 2 3§ R T g FIR 2 T R kRl
TP AR ARBRRGEE TS LD

A= F AR NS R B F R 2R
Ofcn # %8 - & D' ¥HWES 2R

B ieqt & (prolactin) shgcid » T3P K B ?

WIRZ (2505 % A %1

BA it B % bt A th b g pE

© g sengtie (alveoli) fig 2 4 s

D)F £ 65" § $AERHE (gonadotropin) 2 4 a4 4 j v e

W P R Bk R vpc R Hhisq F A ik andrd] 0 ER T R faiEr 9

(A#s411F*  (antagonistic effect ) Bz *# £ * (down regulation)

(©) ie3x £ (permissive effect ) D) F 1% % (synergistic effect)

B 2> de sk ol kAl 1+ (atherosclerosis) 4 & dhgcat » T 7 iR 4537

(A)F riAedest o L e 3

BA 42 %o ¢ »yiniEi (fatty streaks) 393 A # e desk &k ¥ BB F 5 HF 42 %
o

Ot Bapd gape (fibrousplaques) %552 3 A » % 3 30 Bd) S

(D)g MR dmte s Bl ok ¥ dmie s enimie 4 % (cytokines) ficw L F R AT IR
&

Mo e TRl P ke b2 o 83k 9 (cardiac cycle) o 3 ip ¥ & AE 2

(N7 P 5 e AR ] CEERE R ES AP SIE IS

QP #% 2 aicid (systole) D Pits2pes RS
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QE]%}ii FERFE (1125283 7)
© 17 #FdF4IrF & (motor control hierarchy ) 2 % & r# & (highestlevel) & 7z T 7|78 B 5 % ?
AR L EH L F A (sensorimotor cortex )
B4 % (thalamus)
O# e+ & & L 5 % (supplementary motor area )
DA &4 5% (basal ganglia)
A 18 wiF¥E hiTigE %+ (withdrawal reflex) & ¢ » % F|Frd|chE_T 7| ﬁ'ﬁ ?
(A)F ip] ¢ 5~ (ipsilateral extensor muscles )
(B F ip] Ay »~ (ipsilateral flexor muscels )
©%t i) ® 5~ (contralateral extensor muscles )
D)7 & X £ (nociceptors )
(A) 19, BEYEEEH G chicit 0 TSR A AR Y
(A 5t i T F F fod = FIRLY -
(B) 3 B+ -;%% LR eE &
O ¥ Ik~ B R
D) Bl e € & st B e B
C) 20 = E* i P FR 0T AIIRE R ?
(AP 5% 4RF B "o % T ARLE (OIERL T D)’] %a % 2t P
(A 21 MTHEFATE 5% (gluconeogenesis) i shscit o T AR L A ?
(AB ER 2. AMP ¢ Frq|pt ie# 2 3845
B % k& 2 acetyl-CoA § Hr|yt (7% 2 i {7
© % ik A 2 glucose-6-phosphate § #r#|st iE% 2_i&
(D)% ik A& 2 fructose-2,6-bisphosphate ¢ &gyt i % 2_ it {7
D 2. k> 4% (glucagon) =hi®* 4] » T 5|4cit e —fgﬁ FE?
(A)i¢ glycogen synthase #ifé i @ 2 &1+
(B)i# glycogen phosphorylase ##f& i* @ % £ 514
© ¢ cyclicAMP jk & #% & @ 3 4¢ fructose-2,6-bisphosphate 2_ 7 £
(D)= i« phosphoenolpyruvate carboxykinase 2. £k )& 4
B 23 TAFR- B EFEFFG AR BE S 7
(A) cortisol (B) B-sitosterol ©) bile acid (D) B-estradiol
B 24 TrRMAFEE A RS RmE N Z Y s 17 9?
(AViF | 5 ATR 1% f2# % (hormone sensitive lipase )
(B)*g #=v "5 f%fF (lipoprotein lipase )
€)= faH i fin " f2p= (triacylglycerol lipase )
D) E paH i fin "5 f2f* (monoacylglycerol lipase )
B 25 Faipph s NP o fgs s A (acetyl-CoA) ¢ 2 =5 - fiss iv A (malonyl-CoA) » =
gt e AR Y
A ERT & -3 PR SE
B EA2 7 & ez {4 30 7 (acyl carrier protein, ACP) e
OB R L 7 MaEt 4 g2 iv*
D)* =& & =5 = et f* A (malonyl-CoA) 3% ¢ ij 4= ATP
© 2 7 collagen # - 2} 4-hydroxyproline p& » 3 & T 5@ 2. 52 ?
(A) tetrahydrofolate (B) tetrahydrobiopterin
(©) ascorbic acid (D) pyridoxal phosphate
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SR EEFAE (112535 3)
B 27 Tk ? § %8 A REP EeA 12 H A (purine nucleotides) 4 & & iE % (de novo
synthesis) ?

(A= F* % st (aspartate ) (B)L =k yefz (cysteine)
O+ *=pz (glycine ) D) #5 fie"=ps (glutamine )

© 28 tid #7957k (citric acid cycle) ¢ » T im fEAE A (T X fLL R — K AL v
(substratelevel phosphorylation) » ¥ 7 §d 7+ @:f4a g 4 — B GTP & ATP?
(A)uf 7 % papir (fumarase )
(B)## 54 & = = (citrate synthase )
O3ztz4 fed ir A & == (succinyl-CoA synthetase )
D)# % p& 4 & % (malate dehydrogenase )
B 29 #f5 A (coenzymeA) s Gk i 4T Al K ?

(A& f4 (niacin) (B);£.f& (pantothenic acid )
©#=% p& (lipoic acid) D ¥ ps (folic acid)
W 30 -z o i AP R B R g 1S 7
A Mg?* (B) Fe?* ) Zn?* (D) Cu?*
(A) 3. B> pEpEH FERL R /S (hexose monophosphate shunt) ehgcit » = 7 iaiﬁzﬁ:g‘g‘ﬁ—?
(A1 & #% = NADH B # &% 4 (Ribose)
O3F Mg? ~ Mn?"& Ca?*z. % D)% #fr f5 (transketolase) z. %

B 32 % NADH 2 FADH, 2 >§ f* v 2 %A 4 2532 154 3 ATP & > 8 Bop 47 fr kg B
fe& Bw & (cycle) #B-% i+ (B-oxidation) ¥ & # % > 4 3+ ATP?
A 12 B 14 ©) 16 O 18
B) 38 M EFHs (keratin) dgeit > T AP F A ?
VY EVEEE SR & SRIEPS
BAEFFEZ 4" 7 A Rehdy T
COx2 73 p ’*%é—“ﬁ » g &t 0 e alpha-keratin 4p i3t B s—iﬁ’ﬁ ot A
(D) alpha-keratin £+ - Fehz gt
D) 34 o s=pc (leucine) “REPN NFHs - 7 € A4 T AN BEFA S ?

A% (urea) Bkt (ketone bodies )
©)*q%»pa (fatty acids) D)% % # (glucose )

© 3 pay ¢ a3 (Thalassemia) igcid » T 5 e 4 4535 2
AL & i(},%}fa' Flow o AFEETER
B o2 AFREV R ERe 22 W2 T B
O #3234 fo nlon IRY 5 RE S REE TR T
D7 &4 & adl-# ¢ 33 gL BAl-# 7 B Fo
B 36 AFHEFT R PEBAPHEHF R T A Akt f?‘ﬁéﬁ%é%?
A5 #:p7 (lactase, LCT) A FIR B EN W Hat < R 5 B
B)fF " & fi= (aldehyde dehydrogenase, ALDH ) # #]£2 iz % & fi= (alcohol dehydrogenase,
ADH) A FI% R fene2TFlad X R 5 M
O * v z £ R s (methylene tetrahydrofolate reductase, MTHFR ) L %)% 8 &2 # %
FEREG M
D+ # e & sk (human leukocyte antigen, HLA) A FI¥ R BT At R 5 M
X7F % 6% E A :}Il‘%‘*« A =k https://www.public.com.tw
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SRR EFAE (11253 7)
D) 37 B> ag FpE (steroids) 7 f 5 & -9 F % 9225 (proteins/polypeptides ) J f % et
Foo TR K LD
W B (steroids) 5t ip? # 3 :gs’g“ﬂi%] v (transport proteins )
B AR (steroids) J7 f 5t 9 2 2 R e (s 48)
©3-v %225 (proteins/polypeptides) i f %5 2 X B (receptors) % 3t im=e
D) #v F % 1225 (proteins/polypeptides ) i f: % ¥ * 3% & % (mediator) ¥ 3 454+
(Ca?*)
(A 38 M E 44 (eukaryotes) MRNA #§4-it% (transcription) sgcit » T 7] 4 & 4% ?
(A RNA % & fi# Il (RNApolymerase Il) v ¢2 3 52 + (enhancer) % fx#: =+ (promoter) &
T
BEAZ" § FF P 7+ (intron) - F1H 23 & 348 (coding) F
Q:iB#2* ¢ 35 RNA T 3% (splicing) » & & -4 0 73 (intron) A - 4
D)E 1475 % 22 MRNA & 37k =4 ¢ 40} i3 24 (capping)
© 39 MR OFRATEY o T AAE R HFT?

AFE % 7 12 4eid F Ol i (7 B % iT* 25 & - 12
Ofs# 884 3v e Dz &7 A&t

© 40 BAREP o M RE ABEOAGE K R0
WF F LA 722§ %335 HO o COz» &2 COzfrif 42 02t 5 1

B 4ainipft P ¥ 2 23 P A FE HO - CO20 A2 CO2frij 42 024t 5 0.7

WA LA 7 % 2§ 1 B35 HO~CO e No» 22 COpfrif 42 Oz 0 5 0.8

D)Ep AR 7 % 2§ S35 HOFr COz» A4 COxfrif 42 Oz 1+ 4 0.66
Koo $AAE AR CEACHIBEA -
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