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A 483 & 5 = 44 opioid receptor: mu (p), kappa (k), and delta (&)
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Full antagonist

Positive allosteric modulator
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CBl % 2& » Hiv* B> full agonist

B. = frefirewarding effect & nucleus accumbens #p B <% i @ B4 375 B

C. BwAjfpi* A T27 @i ®FDA ¥ EE@Easkh 4 > i N-acetylcysteine
{r Gabapentin ¥ sc § "% i % Jpefaig #
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Cocaine
Methylphenidate
Methamphetamine
Alcohol

Heroin
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£ #p i * 8 E& € # norepinephrine, serotonin, GABA, glutamate, dopamine
R e Iﬁﬁ’% P AN Ak e R TR o

¥4 5% ¢ ¢ topiramate, bupropion, naltrexone & € & 3 4 cniFE & o
3 A FF naltrexone B S HEEH SRY o 2 WiEERFDAET ¥ -2 EH R ¥
B Boes Ry o
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5. 8%) 05— HtF 5 i 23%

SR hER, B 2021 &Y By 2,19 Ry F (R rdE L
v 4.3%) e

1995 2021 & enFR G 1320 F % dstd 5o 0t 2020 £ 9 1120 § L iied 5
oL RRY R SN AHEF(F F)FE R CAREE (HIV) b ig o 2 54
ARFR N3 B

2021 # = b A istES (F %) J"t‘ff I AR A EHpH o d 2 LE R UG
# I (29.3%) frh ®e (25.4%) 4.5 Bx kfj—éggjfn—’rz é%’ﬁfﬁfr},&\;#fﬁ BT

(d) ek br g * B Imd 2 fod SRRy T I F fy B E?
OB RS R B R i e/ IR/ % R 3t - 48 Positive
reinforcement( & # 5 ) o
b iR ARG &Y EF IR LG/ TR k¥ LB - f8 Negative
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Bk A EREARY ¥ Ah ot Aol F R G -
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— 4 buprenorphine § 7 = f&&| 3| » — f& = 4~ ¥ 3 buprenorphine » ¥ — f& 8| &
buprenorphine“r * naloxone ° K buprenorphlneéc ‘tnaloxonei & chp hE_?

A, it AEREE BRI R o

B. P EFFIRISET o

C. i 4c buprenorphine ez % o

D. Hi4eZH v R4 ¥ 1% 5 (oral bioavailability) e
E. 4+ ZH g R -

|2 5434 5 4 Fa R Tl ¥k (heroin w1thdrawa1) FlimenZ ¥ % (methadone)
PEEReR P EEAT R KARZESRLR o B D RT 0 F A
VA ek EA % - X g 4a& £ (initial dose) P“Qﬁ-?

A. 10mg
B. 20mg
C. 30mg
D. 40mg
E. 50mg

7 B 7 2 k=5 (Buprenorphine) snEILiT* | 11T fp f 45357

Partial mu opioid agonist °

Kappa opioid antagonist °

7 5d CYP450 i 3 o

HAHEF Y RE (Bell-shaped dose-response curve) #& B #E P+ ¢ & 4 vf
B ] o

E. 223RE4&EvIRFIHE 5 KB 2 "F%p &~ # (first-pass metabollsm) A
CAVELY: SRS (Naloxone) BT (S Boarz A=dnpER 30-60 4 45 1~2 ) FF
EEFEBL YRR ©

20w =

Suboxone T 42 4 * # 4, 7 1 Buprenorphine% Naloxone; # # 4t » Naloxone iy ift
P s ¥7

‘v 3¢ Buprenorphine ssc#* o

® 4o Buprenorphine hg|i®* o

%E)‘ﬁ—’\@ji—;——r@%pgé},ﬁq}g% o

& % 2mg Naloxone & T JR* il 8% o

P EANAAT A HB LRS-

m= O % =

7 3 2% (Buprenorphine) 3 ;o AiF ) o032 12§ 92

2-4mg /day
4-8mg/day
8-16mg /day
16-24mg/day
24-36 mg/day

m= O % =
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47,
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A.

B2 0w

2 A A 8 RER{ 4~ R v > B b (conjunctival

injection).

A Fp2- A & x4 5w &+ ffs (Tetrahydrocannabinol » )~ + frfs

(Cannabmol CBN) m % = fr= fi= (Cannabidiol,CBD)» # ¢ ¢ 3lde % 4f g & =
A2 & < s (A9-THC)

*ﬁiﬁ%ﬁ#% PEF S Bk~ 222 % B AR SR

+FmapiTEa 50 4-7 A9 A+ 7 i (Mephedrone, ravs ) P % AP - &3

rr'c:" o

w7 B RAGEEH - B Ax 2B T-I5HR jeigr < e HIRIE*h
# % ® % nicotinic acetylcholinergic (nACh) receptors(a452 #%% %) o
[ 2 ? JjAl g @ EFr 51 Rt d 5

¥ ¢ =4 (Phenethylamine)

3 %éé;T(Pmerazmes)

8 (Tryptamine )
& =+ & fr %8 (Synthetic cathinones)
4 a4 7 enie # % (Khat)

T M TR (stimulant) 2 + s 41p w275 > T e T FE 7

R

D.
E.

Cocaine fv methamphetamine i®* {83 4F 17 > J5f cH&E S0 500 o
Dopaminergic and glutamatergic i** 2 %4 & _stimulants F 4 2 inf > w o
Cocaine {r methamphetamine ¢ #r#] serotonin £ =z » #714 serotonin ¥ fcr 4
BTk G % e

glutamatergic F% 2. #4 4 »c > GABA % 2. F 4 o o

£ ¥ cocaine 1 * € 3 4 GluR1/2/3 -

£ @ % P& (Stimulants) = fgde Bie - i@ % b %'J‘E_,Tﬁlé_i MAz KR (& 744
JEA ) IR o B ARG R PP A D

A
B.
C.
D
E

sensitization
dependence
tolerance
toxicity
addiction

&

Cocaine frMethamphetaminei® * 2. & {4 > T i@ f Lozt 9

A.

B2 0w

¢ it ¢ * Methamphetamine > striatum 2 Dopamine receptors 177X ¢ " 4 o
iz * Methamphetamine ¢ 3 4r glutamate /i striatum -

NMDA antagonists € i > flgc# & 2 2 5 = el 53 | o

NMDA antagonists € i > i@ A 4 2w il 54 1 o

Methamphetamine & = 2. < *g i & 2 # ac $%4R °
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