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Lo B ®F 3R mdmg2.0°  FHEEE 200 TARYIRT L2 it ?
(A EFEF L B4 HEF TTLELIEX ) AR 2 BRYBEP F 500 % o
(B) iﬁAﬁ:%ﬁﬂ%@%ﬁ’jﬁﬁrﬁ?ﬁ%éJ’ﬂJ%ﬁ%&%4ﬁ#Fo
) i%éﬁ:hﬁwmbﬁ’m%%ﬁﬂ’j%+ Jerdrps 3 BB &N o

(D) %73
(E) %73

2. BATE BARGLRR SR E 2 FIRRUREY (2021) RRGERR F 2 HE 0 T
L

(A) FRinfp F¢ g ok ® oLink o

(B) ALK MFe ZRFEHE R SR

(C) fgichp Fe g BT HLBHECSRATFHRFN S 2455 o
D) A hnFARIGHEH R AT HPS2Z o

(B) fRgicpP PP EFERE  BF Rt REHIFAF -

3. FMBATEREA L RT > TP HE?
(A) FRegAzrN s 2 B 48 Ef & SNPETE ST L
B) B#wFAKI- 24’—*%#%.4 *i‘*’fﬁi{ AR ES Jf%m%‘*“-“ (18%>28%) -
(C) WFF &3 % 2032 25 195 % 6 H AL FA0RA T BAGIF A
%ﬁiii,wiﬁ’ﬂ'ﬁﬁﬁwwﬁﬁﬁamio
(D) g prRa g * 30 F &
(B) svmeinkz 9% P o EF* 2% %% 5= %3 r‘%"ﬁ o

4. T A G M EFTRH FA s 2R P 5 TR T
(D¥Edesminh I Bi kg TFFRIELDRE ~p L o
(2 FAFIRIRE > AR TFRFRIPL ~ i F AR o fid= = -
(DFREA A B AR ESEALT s, #4 A 78k P8 - B2 (7

(D FAFYE > TFRPMUL P2 ERPMERER - 53 T EF k-

(A) 143
(B) 243
(C) 2+4
(D) 14243

(E) 1+2+3+4
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P FH R 7g ¢ 5 d v 4@ G-protein coupled receptor A2 % e {®% » T F|ifd
receptor # &>t ] F)He3F 78 ¥ 2. receptor -

(A) mu(p)receptor

(B) kappa(x)receptor

(C) delta(d)receptor

(D) Nociceptin/orphanin (NOPR)receptor

(E) Acetylcholine receptor

ALY KT A R A STRE P B 5 hypothalamic-pituitary-adrenal (HPA) axis @ #
cortisol level 3 4c, e @& * = 5| fad~ | (substance) W 3Finiy ¥ # cortisol
level * 1@ ¥ it Wag /B4 & i (stress-response)tefk & # it ?

(A) Naltrexone

(B) Naloxone

(C) Metyrapone

(D) Methadone

(E) Adrenocorticotropic hormone (ACTH)

T e ¥ 2k B e i R ?

O
(B)
©) B
D) i

(E) pP=m33#F 51 * 0% 28 m kv /foff-label use

EFERYOFEA NI BN T MA R F S M P 31AP G L
buprenorphine ¢ 7 & ##|4] - - #&¢ =~ 2 F buprenorphine > ¥ - &R £
buprenorphine #c + naloxone ° # % buprenorphine *c ! naloxone i & ehp e ?
() i -pNéTpERaOpE R

(B) FFbr &40 3 0% L S

(C) > buprenorphine 3<%

(D) 4+ Ef v pR2 F 7 1 * 5 (oral bioavailability)

(B) H4c # 38 B
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9. #3540 kA FE R T ¥4 (heroin withdrawal ) ¥ imen# ) %
(methadone) FPZ&F fioh » [ 2470 ¢ KARLENRIAF o F1 % 2ok

BRT FREN ARSI F - 24 E (initial dose) FrLE ?

(D)
(B)
©
(D)
(E)

10mg
20mg
30mg
40mg
50mg

10, BSIRE 7 5 A S 0 T Sk P4 1 2

(D
(2)
(3)
(4)
(D)
(B)
©
(D)
(E)

* % 4% 2 Bk (antagonist) o

FHF 4 w5 (methadone maintenance)

LACE A PR R R AT

2 Buprenorphine/Naloxoneié%%éﬁﬁ%i£$§¢%r¥ Buprenorphine 7o
1+2+4

1+2

2+4

2+3+4

1+2+3+4

11. 3 B~ & k=7 (Buprenorphine) éh# 5L {& % | 11T 7 4 45 35 7

(D)
(B)
©
(D)

(E)

Partial mu opioid agonist

Kappa opioid antagonist

7 d CYPAS0 3

HHEF v RE (Bell-shaped dose-response curve) > tc® #EpF3 € & 4 vt
EE |

FPERE v RFIE § RF 2 F%E B A8 (first-pass metabolism) @ 7 & Fe
F)/7%e 5o (Naloxone ) &5 T4 7 {8 » a2 4=4opF A 30-60 #4855 1~2 /| p*
gENERFL YRR -

12. i#* (Buprenorphine) 7 A RrEF] ¥4 5% > &% > (induction phase) F¥, 7

LA

(D)

(B)
©
(D)
(E)

FIRHPALER, NTREREA LA

%] % Buprenorphine ¢ B~ #mu receptor ¥ * fopioid agonist , @ 314
precipitated withdrawal -

# 113 precipitated withdrawal P¥, @ * opioid agonist » 7 it 3 fEk o
Bd BREL - AR FESIRNAPTFIRFERIFELE PR AE o
id%&ﬁﬁ%ﬁ#%iﬁiﬁiﬁﬁﬂ%ﬁ%°

BB RS- @ REF2 (83 06 ) BRI RFRI2)RE LS AT
L T/ 7Rk B F R o



13.

14.

15.

16.

lllﬁév‘,f%g,y%géﬁ;g”“

-_%L
_-?-g\\,_
pee

7 & fe2%] (Buprenorphine) ¥ & /s aiFdp @ g A E ?
(A) 2-4mg /day

(B) 4-8mg/day

(C) 8-16mg /day

(D) 16-24mg/day

(E) 24-36 mg/day

T I  AP ety i P A5 R 7

(A) * 2 ¥ A pftde: 8 EH 4~ ff ~ v e~ B v (conjunctival
injection) °

(B) *Jrzi&*4 5w i+ fps (Tetrahydrocannabinol ) ~ * = (Cannabinol,
CBN) 12 % % = f» (Cannabidiol, CBD) > H ¥ gildex ¥ hd & 24 f o & +
B (A9-THC) -

(C) * 2 METEALFBE - 28~ 2272 % ~ B - pERIRER - S Ko

D) As7 B BASEEH-F > x> T-15fp fihg)\ LB, HoO B (EF eh
#= ® % nicotinic acetylcholinergic (nACh) receptors(a4p82 #=< %) °

(B) +oamagrres &9 4-7 29 A+ 7 @ (Mephedrone > vyvs ) P o AFP H= %3

P

TR F Y R R R LA TR A 8D
(A) ¥ ¢ ’=3g (Phenethylamine )

(B) w=xr:#g (Piperazines)

(C) ¢ »=4¢ (Tryptamine)

(D) + &=+ &% (Synthetic cathinones)
(B) s ae sy (Khat)

B>t Stimulant-Induced Psychosis @ r7® fzift @ 4 45 3% 7

(A) " A% 28 ffos frak i * ¥ 97 50-T5%% Mok TR e 40 g ik o
(B) ™ A& 2hid fid v ¥ i B A gkt v i dk @ Y K

(C) FWprie® o M pikis 5  o

(D) B4nie * 8 EH B4 A Rk Y5 15 & o

(B) fMRI 8 6B 2 45 4 AR EA T ARR S > 5 B foil s MAF T % -
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B ** incubation of cue-induced craving - T 7| ® —‘ﬁ%é}i‘?
(A) 7 A&F2L@ FRY FAi®* 3B N cocaine cue-induced craving § iF g

33 o

(B) *® i%i? s fp it ¥ Fa®* 6B 1- #2F > cocaine cue-induced craving
€ 3B 35 o

C) #a %3% #= % 1E+% (nucleus accumbens) ¥+3t glutamatergic input =k R
5% -

(D) LM ETIEP R i PF > fe & incubation of cue-induced craving 3 5 % 33
S E & o

M@ RAR T B R OESE L0 0 T R R

(A) @& * %7 nethylphenidate /o B PF 3 L & ™ BT b ' o

(B) Mirtazapine 38 ¥ c»c4 ¥ 5o ik p >> 5-HT2 % 5-HT3 <% %% <44~ (antagonism)
T s et ? R SR 2P TRBIFBH B F -

(C) Naltrexone & & buprenorphine =5 »c4 ¥ it /& p > opioid kappa X %8 i8¢
(agonism) iF%* o

(D) Topiramate eva% 4 ¥ ik p »> GABA % 485 1 (activation) % AMPA X %83t
FLiEH o

(E) &% % /A » (behavioral interventions) & fa= 3479 » Py ¥ 12
(contingency management) e2x+ P a0 § Bip i@ dp L 45 o

BT FE PR R SR R T Rk R AR Y

(A) 45 * %8 PET (Positron Emission Tomography) 7 #1%-+ > nucleus accumbens
g en? ¥ oRs o BT RS EP R -

(B) 7 FyriIEL hA o $ W v @ ootk (rewarding and stimulant-like
effects) s -

(C) # 73 OPRMI1 minor 118G allele i %8 > nucleus accumbens $+iFpt e % = i=rk Ji
#33 o

(D) OPRM1 A118G variation ¥ 4 ¥ Naltrexone /% & J& en3g ip| F]5 o

(E) Fp%&Js ¢ % nucleus accumbens F # 41 dopamine type [1(D2)< 48+ * |4
(receptor availability)-
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BE > FpF R4 (alcohol dependence) ¥3% 4 (i 1t (neuroadaptations): ™

Kt o K 43R0

(A) & terifpf 2 %7 ,» fo rebound hyperactivity of glutamatergic transmission
7 Mo

(B) tH =t¢h%k 4 (binge drinking) 2 % » CNS excitability # 30 ] 50 4 &3k v
AL K R

(C) Enhanced excitatory synaptic plasticity = hyperglutamatergic state:> 3 ¥
o & B SR R s A o B ST O S R

(D) Acamprosate ¥ 2 & 2 § (NS glutamate levels & ¥ i » i&m 4 BAIFYRR 4 o
FIFE e

B>+ alcohol detoxification s 4 infy » 14T foit o 4 45357

(A) Benzodiapines &F# #* #7:0% — ok > %] & benzodiapines i i@ GABA
transmission kT {f= glutamate surge °

(B) iFpit A #7PF %4 benzodiapines 9% 2 K ¢ 4% fixed dosing - loading dosing
{v symptom-triggered > # ¢ symptom-triggered fis7 < & V2 o2 total
benzodiapines dose ﬁi& o

(C) Anticonvulsants fipJ iFpf 4 %74 4% k4% < $| £ 4L - &_F] 5 - benzodiapines 47
o2l T o RGO S R G ol & e Er T s ONS Frd o

(D) # delirium tremens g L R Jﬁ%?‘r”?‘iﬁis?]ifé » thiamine Z % glucose 2. {8 &5 » #F
# & 1 Wernicke' s encephalopathy o

(E) #F# delirium tremens s A %% £ benzodiapines inf F A & o v
% * propofol » R#ZERIEE frH 7 ERI2 G % o

AR EH R Y AR O ES 0 T Al R F H R

(A) Disulfiram-alcohol reaction & 3£ @ 02 iz ~ eE ¥Rt ~ BFJF ~ M B ~ S fE
Flet disulfiram ¥ 2 2R F 5 7 " KPP EPE A B2 o

(B) Naltrexone € mu( ¢ ) ~ kappa( k£ )4~ gamma( v Jopioid receptors 1255 # |3 3o
A > ¥R U & * {8 ehmesolimbic reward e

(C) Naltrexone ¢ *# i< opioid analgesic .t & »T% » ® % 3 4r opioid analgesic
dose I #& ;* ¥4V naltrexone 7 opioid receptor #EFit* o

(D) Acamprosate ¥ 3 4x GABAergic activity ~ #* #7 NMDA receptor & #r+#|
glutamatergic activity » Flu 7 5 i 2 ¥4 o

(E) #2287 #7 7 4p & naltrexone & & acamprosate o rr kA H fhR
naltrexone g i > 2X® the COMBINE trial & & £ 3 2% o
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25.

111 & & R de £ F 7 4 38384L

- AT HFLEFe P AT SERIHEEY T4 5 (men who have

sex with men, S#FMSM) ## > A d FiERF LIPS RS AiE- %

RS ORI : AP J\évxax%’* o A AT ITH KBTI p e L FehA B X

Pen A R R R bad o BT E A enin o T ATl P A AR 7

(A) FlaEHpiEr > ﬁ“-‘)fﬁ AV G ¥ B AATR (Y (sensitization) s #rrd o) EE en
i SRR & B AR R

(B) ZEHAUEH T 2dr 2-10 % - F’“}f%'}i:%—‘)?a Az B R

(C) Padtt FL4A 527 A2 a2 FF A I (persistent
methamphetamine psychosis) = ¥ 2 Ed i A+ 4k o

(D) et 4 TRA e ek & HIV 45 2 HIV &% (harm reduction) °

(B) # % T i s AR 205 » 7 diip 4~ 4 % 3 s (MATRIX model ) -

AR T

-

- 0h AR AE T e 5 0 EPEIFY R THIvE AL PR L 0

FLFPS @ ThB o ﬂ&ﬁ»ifgﬁ”%ﬂﬂﬁ JI*F’“ f C BRI 2 A W R A 2 8 IR A

o~ F e s AR SRR EL G RIRE A2 BRE T FA R I

F B ED P LT o GRMT Bk isg o T R P 7

(A) #iE2 %4 4 iF alcohol withdrawal seizure 5 £ =% 2 seizure 5 ' F]
+ » % kindling phenomenon °

(B) FmAEEDR¥HEES (delirium tremens) > % R 5 EFLER foL & 4 07

FSERERE R e R ORE FARL I RERFFT A 50/°

C) Zlwimip Biab kv, {,ﬁﬂér):;ﬁ:}rﬁ BV AL M 49~ M g M 4E o T 0
%3 A4 °L thiamine ' "% <% 4 Wernicke’ s encephalopathy #k * o

(D) F@HT 5 ERLFPW SR - RIFIEL - REFPHAHY L #L7 6
Fend #F i T R A s o

(B) FlEdibhk? g2 Byt a8 FEFER L o disulfiran 7 it 7 23
HEEP o

1=

@32 Fagf i (anti-reward circuits) &4 it B (neurocircuit) )= = g
# 4 (development of addiction) ¥ 14! 534 if = 7% %2 (engaged as neuro-
adaptation)® ¥ 4%} @ B o %7 (drug is removed) njﬁd T 7 za—g" e -

(A) AAHENHMRERY KL (producing aversive or stress-like states)

(B) i %rERA 4y

(C) feas vl 21 %8

(D) by A
(E) rib %zt
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26. iy RS KLU AT SR 20 A FIM BRL o BldeT SR s Y
(A) ADH
(B) Dopamine
(C) MAO
(D) Serotonin
(E) Epinephrine

27. 2013 # DSM-5 Substance Use Disorder ** DSM IV 2 + 2 &% > 7 7| f?ﬁ s
FE?
(A) % » non-substance-related addictive disorder gaming disorder
(B) % » non-substance-related addictive disorder gambling disorder
(C) criteria i » legal troubles
(D) criteria #%“$ craving

(B) %A

28. =i 1 % &% § Substance Use Disorder - i#2¢ T 7|ir % 5 & Fi?
(A) Substance Use Hx: focus on documenting past Hx.
(B) Substance Use Hx: focus on documenting current use.
(C) 4 2534 B M >" behavior addiction > &4 gambling disorder.
D) &0 Ry TR LR

(E) 2w A

29. 4eir & A Tk i™f Substance Use Disorder & ents7 » & 5w 4 & #?
() ShdgFgatigg
(B) E% %4 %55 ¢ iz
(C) ¥ %ses A% 0 B)4e http://pessnow. org
(D) Hte i # S st &

(E) m2 %A

30. B>t = gisf Screening and brief Intervention(SBI) - 7™ 7l 4 5 %7
(A) 1is well established clinical practice
(B) 1is supported by controlled clinical trials
(C) encompasses a wide variety of screening and intervention strategies
(D) with varying efficacy and degrees of supporting evidence.
(E) None
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1. UM FRp MR A s PR RS (chronic Care Model) % & ® 3 3 & Fi?
(A) e Finh & » 7 @ % ot o Rkt -
(B) &%@ﬁZ{&ﬁﬁ&’ZE?“&ﬁf%%§ﬁ§°
(C) =rEisk & LR R Pk REX: )ﬁiﬁgéﬁ—}\ °
(D) ik s M Ap 7 25 LW A RBEE > LA BTN R 2 o
(B) S eiof A Bt > 7 54 0 Bolbn p R » w2 B3 G AR 7 4§

* o

32. M TR L ¥ 5y § B4 F fhsubstance use disorder Ff B & AL?
(1) School-based interventions
(2) Community-based interventions
(3) Family-based interventions
(4) Mass media interventions
(5) eHealth interventions
(A) 1+2+4
(B) 1+3+4
(C) 1+2+3+4
(D) 1424345
(E) 142+3+445

33. ¥t substance use disorder ¥ mood disorder £ Ap B stk cdp 3 B 7% > i H 4537

(A) Aok g RN 5 5 * 2w > mood disorder #¥ ac & fh= P ¥ o

(B) 4edk fFg PR NI F R * 2 {8 5 % R L substance-induced mood disorder e

(C) 4o% G - B3 &y T sy > blac b % % § 2% F mood disorder
S cha-0% (i

(D) 4o FiEFmy fr%‘r*lﬁf‘ intoxication & w1thdrawa1 F¢ £ » substance-
induced mood disorder # 2£ig A ¥ g e

(E) Substance-induced mood disorder - 125 'ra %’, FHc¥ ¥ intoxication &
withdrawal F§ & end 3 @ i o
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36.
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4’M%“%’éﬁﬁﬂﬁﬁwﬁ’ﬁﬁi%$$’%%ﬂﬁ’@iﬁﬁllﬁ
A FRBRAFRSI S FRGPPAL RAZ B A RRER TS B

Jﬁ%jmﬁ&uﬁ B EAL BRP AL S R o R T

SIS S RS E

(D)
(B)
©
(D)
(E)

(D)

(B)

©

(D)

(E)

" substance use disorder £ anxiety disorder M i endcit > e J‘ﬂ‘ T FE?
12}

REEH S R BAST hEF > S0P Betps § 2 E

i * benzodiazepine ¥ # 4 k pJL PP & ¥tk 5 F & Y R EA o
ERFEINEGTH AR RS FH B BB SR

Jo e P A T2 R T F%’l?ﬁifi RAEF — weecd > BRI Ry § REDT ko
PR BEREATF - TRRER SRR AT ISR K
LR B2 A EA DG K o

>+ generalized anxiety disorder B % » = s F 3 pF £ %] 5 &
(self-medicate) E R EFKPREK > M 2 HR* o
Selective serotonin reuptake inhibitors &% #$+%" 4 j social phobia £

IREREY

alcohol dependence 4§ § %4 7% ©

% B & N IAE 02 panic attack (hEA IRPF > FRIAE G X F ¥ A A substance
intoxication # substance withdrawal sscjg ©

Opioid system $#** &£ g3t & & 3 & & > 7 # % &+ opioid-dependent % H 5 3
61%= U anxiety disorder -

[ N

T B>t substance use disorder ¥ attention-deficit/hyperactivity disorder
(ADHD) B¢ 1% endzif » @ F,%g-‘?

(A)
(B)
©
(D)
(E)

$§-ﬁ%’ﬁ GF WAV R 0 a2 A KR ADHD PR s g o

3 8 ADHD & ¥rz g B g ~ ) S e Moo
g b EFFE > ADHD en# 45k 7 it 8 B substance use disorder ek & e
ERE S A PSR > ADHD B ~#FF e ik 555 M o
$2% % 5 ADHD £ substance use disorder = 4 » #F ehf| e (stimulant)
BEF TR L S AR o

10
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40.

LLL & 578 41§ £ 4 33

Pde s 28 R A FIR P KAl GRYARGE  FRFEAFH AR o om K
Lo LU G HBRY BRI P BN AR A AR
SEARESRFFRS R B HFEH O I REAFFOEREY XERS DG
PR S w BAE RS P AT B L 2 s A R F R A
ik 2RO gprigpEe 2 P25 A RIPIIT ARG G WERET
+ imﬂrﬁﬁ’?‘i}i‘; §F PR R R DS o 2 s o
Bxe M T 7P f8 substance use disorder £ posttraumatic stress disorder i i
iR

(A) Self-medication hypothesis

(B) High-risk hypothesis

(C) Susceptibility hypothesis

1
Fe
4

(D) Shared vulnerability hypothesis
(E) mk gzt

7 B A ¥ ¢ 32 Contingency Management » 147F i 5 247

() P F At e S R NIk A Fenis 5 (desired behavior) & - %
2T NFIARH ST G E o Rt E IS FL o

B) P2 ve 7 &S f e 5o

(C) ¥ * *t3pfs » 4+ % ¥ (patients with poor prognosis) e

(D) ¥ #* 3t & & g A P (individuals with serous mental illness) e

(E) & #* 33 4F o

7 M@ ¥ ¢ 32 Contingency Management > ©27* i 5 &7
(A) PEEROlREL T e S -

(B) P g - nd 5o Fykkrigs o

(C) PHRF 5 MMpF > W5y s 52 € L F ok o
(D) Ff Rt AvupyRkerpy e

(B) ¥ #3Lenfph»c s & A@F o

1T K A e pe # 2 Contingency Management shif § %% ?

(A) 4rd - BRY EEIR > 7 UL ARG o

(B) 4r% @ B = ad S RHAE > ¥ @R 300 A A ALY -

(C) 4o s B Py DT 4p 20 ¥ B > 7 093] 200 %o + 58
(D) 4% =" - 5d BHRAKE VRLEIORET Y

(B) 3%7 4 BS%RIEI 0 327 073 P B e ILin gy -

11
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Al 5 ME e RFIe R e dpm Ly ~ L - R TR - A2 RRET T
GRS Y
(A) BFHIBE- L BF ARG B d Wiy -
(B) ## ¥ (preparation) — #_ AL ¥ (contemplation stage) s J13 -
(C) mAEsr 7% )I&«‘fa-ﬁ?ﬁﬂﬁﬁ °
(D) #FFHApdimR*r F T i e
(B) #map szt > @ Voo tildw - BIFE -

42. F ME M ke (relational components) & %= B A& - 11T fr 52D
(A) ¥ ®# % (Partnership)
(B) 4% (Acceptance)
(C) gk & (Compassion)
(D) w42 % B % (Evocation)
(B) iefk+# 2 ¥ (direction)

43. 7 B E N3 imf"'»iiﬁv’ TR S ALY
(A) B-=x3% R & (Open-ended question)
(B) ¥ @ (Affirmations)
(C) wp X2 (reflection)
(D) %2#;\prit (Summary statements)

(E) w8

44, HFSN Y > BRI AKFE =0 0 FAFARAT > E N5 B fi‘u&i
NG AR IE LI GRE R F e T r;»},@fa'gz FE
() Fa=%k > v%iﬁi%fi?igg miiF e o 83F)%s Ao
B) PR PERFE o BRFF AT ILGE
(C) FAzk > FFPEH2 B 0 R REET T N F MR R FRE 7
(D) FAhF R EEE 0 TR LAY 8 T
() ghz=ifkxixj & 1L e R o

ezl
¥
b
Pt}
=y
¥y
b
R
(V 4

45. T 7|k >t opiold receptor classes szt e ¥ o » A E7
(A) Fentanyl and Levorphanol ¥ % w i Agonist e
(B) Nalbuphine % u #Antagonist ™ % g 7 Agonist e
(C) Morphine % p = Agonist ' % gt Weak agonist e
(D) Buprenorphine and Butorphanol ¥% & pehPartial antagonist ™% x 0 Agonist
(E) Pentazocine i s Partial agonist ™ % g ¢ Agonist °

12
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46. T 7B Naloxone 17 éhgcit im - & 45352

47.

48.

(D)
(B)

©

(D)

(E)

A short-acting, parenterally administered full opioid antagonist °

¢ * »* opioid overdose i = 2 life-threatening CNS & respiratory
depression °

A competitive antagonist with extremely high affinity for w-opioid
receptors -

Slow displacement of any opioid agonists e+ % & 4 P-:if % 4 gt ¥

o

2

» 7 antagonist action through with lower affinity at x-andé -opioid

g %

receptors °

T 7Kgk 8 % Naltrexone Maintenance Treatment 2.4 i » T 7] i@ 'Ff i e

(A) HE-f£» > vk > 1% y-opioid antagonist °

(B) H treatment retention rate 50%-60% over 6 months °

(C) 9=h t & £5 opiold &P ETH IS L 8 * o

(D) # * naltrexone &% & 5-7 % ;2 & * Z@sz opioids & F_T-10 = ;2 & * £ »¢
opioids °

(E) Acdo® B A 5 26mg> 2 (67 A E L& % b0mg & £~ ¥4 == (100,100, and
150mg) &5 o

T FE I /ﬁn‘ﬁﬂs@ﬁ{~ fo it P H &Y

(A zm;; PR 2R 1 EECFRT T RS A B
o Heb g org 2 P = g+ o2 0,15 F o (» ﬁ*aO 15 mg/L) & x%?
PR AR 0.03% % - 2R D o

(B) miFmi24 P tebgiry ,ﬁﬁ;‘)‘é}i%ﬁt* R E (. 25mg/L o g ANEH ﬁ‘*»{
A% 185 iE 2 3o

(C) = iFpHiER 0.25mg/L > $>t5 @ Pk & 0.15% °

(D) EpE R T RER i iE 1 B F P & * B BorEiuipl®% (Alcohol Use Disorders
Identification Test, AUDIT) -

(B) AUDIT £ § “45- 3 & 238K % MiFd — & X & ¥ Epf iAo cnhe) -

13



LLL & 578 41§ £ 4 33

M.TMM%Kﬁmmegﬂﬁﬁiﬁﬁ’@%ﬁﬁﬁ
(A) 7% CNS z 2 & &% 5 2544 |4 NMDA receptor agonist > Fldt € i = #7544 4 Jf o
(B) i¥* ** descending monaminergic pain pathway > # 7 it 7§ 2% o
(C) #™* ketamine > §ig = wptt =& R A B 300 L & b g b 5lg e
Fr41# it (myocardial depressant effects) e
(D) PCP £ Ketamine * j#agplié * £ T8 Eh - B4 - WA Rk 2 fuiex
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(B) Vo R~ s A~ 384 % > A7 A BTV R X Flock > BErrv
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50. 12-step 2z £ & e~ ZF » 0T ,'F—:.%z AP
(A) Acceptance
(B) Cognitions
(C) Summary
(D) Social issue
(E) Spirituality
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