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Research progress on the therapeutic effect of propofol on

post-traumatic stress disorder
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Abstract: Propofol is a commonly used intravenous anesthetic in clinical settings due to its short-acting nature. Its
intricate mechanism of action and diverse effects have prompted extensive exploration of its broader clinical
applications. Propofol effectively induces sedation and hypnosis by suppressing the central nervous system.
Furthermore, it exhibits amnestic properties that can alleviate anxiety, reverse anhedonia, alleviate depressive
symptoms, and potentially treat posttraumatic stress disorder. This study aims to introduce the clinical application of
propofol and the potential pathogenesis of posttraumatic stress disorder. The impact of propofol on posttraumatic
stress disorder and its plausible underlying mechanism are thoroughly examined. Additionally, the potential
utilization of propofol as a novel therapeutic approach in managing posttraumatic stress disorder and other
neuropsychiatric conditions is discussed.

Key words: propofol; posttraumatic stress disorder; fear memory; neural circuit

PMNEDIE, EHEANR—BAETFRIEER
TR B2, WAL T RFEIT R4 5 BUAE o 35 Bl
BEEMIER. NIAEER 2 30 £ BT
S BRI, S H AT L B A RRE S U
REPA 3T HES THEEEANEG. HiH
My 4 KLITE 10 LB NEFRAFER, HFR#H
W R R Y 3R 1S T 2018 4F Lasker I R 5 %
w73 Bl

PR BT RS2k, AR T oAl 42 B R

Wezsy, BRI RN, %L MXRESEEE A
MR, XL BIE T HAE P RN
Rl AT Mo A Sy — Tl 75 R0 A 45 DRI 1 7 Ik R e
2, AR R A, I DU R ANtk
HAR SR Co il I A H ORI 4 B0

ks HER: 2023-09-26; {&[EHHER: 2023-11-09
HEEWMHE: EXRBRRBIEEEIH (81671053)
*@{51E&: E-mail: wnzhang@ujs.edu.cn



Eyhi

B8, 55 POAEY 05 NIRRT AT 1 F R et e 169

B R R S MR IR R 22 R R, R S5 N UK
WA A B A REEAEH, S BA PR JrEafb.
ERERCREFIETNI RN TR - A AN I |
PR VH Ty 3 R i ok iy 7 8 0 451 405 B DR E D
2 W D 9 W 1R I AR 3R 97 Pt g E O T,
FERR AR E BT TR I, TRIE M E A RS P 950 )
BT B A EEAER, Bl Ge o) R
P A EE R, MG DTS BN B ERRE, AR
R PHRE BB A A I B R G4 Ja B b i
(post traumatic stress disorder, PTSD) 174 J7 7= A2 I
R 1,

TRTT RGP B A% O A2 TR 5 1 2510 12 AH DG 1)
FEEREAAT A U KRG POB M RAR 2 A S it
SIS AT O 5 A 5T R B IS YA ) £E 2.0~2.5 mg/kg 7]
MRS AR S RN, PHERMR A S, A
CAZ IR N g8 BT, R IAE AT AR A — Rl
1697 PTSD WA KRGt Z59). BRIG,  $R 3 TR VA T %
PTSD )50 Je AR LS SCE K, X 5 A %0
F B S PTSD 3 420G R 48 S1EH]

1 R NAER

FRSRER 22 14 2 PR AR RN E 7 48 PTSD B A
MIRTEE M FE 2. PTSD & — Rl 44 A8 M RG # e
RFRAMAZ ek H B G S E S i, R R
g, BRIF. FEERS). CEEHEWSEE, TR
I T RE 28 B FRALAPAE [ B O beds . PTSD A
AR, KRR, TG 25558, PTSD B4
(I AR A RAH ], (B ARz 4 s . Bl AR
MEALFE B G5VE FARLE . [FUBERIRROAR . ST 26 5
Fnbsnt o MY, W BB RN NG
SIS, R I Z I R R
SRR IR 24, 2 S BRPE AR o A7 L R
SIS B AR, A0 BRI R IR,
PR A8, K. R ITLEEY . HHIRE,
FLA HBMATRE IR B 5 A L 53 I 26 JE 1
WY, SE. SRR P,

L 90% M NTE— AR B L4 — IR &
QMG EAE, TG — ARG HEA, AR n
S PTSD [ P4, Attt FLAR4E (1) PTSD i %A
3%~4%, TEfAREE T O NEEF, LR
) 15% LA EAEERZ, H AT LA
W PTSD Ml AT AR,  H I BT BoRe Al & 25+
MFBANECNEEZ . 525, PTSD 46
TR AL, HEAWOEIGRTT, ROH Y

BUE B XTIE YT PTSD A &L, T 80X — 45 R i R p A
et PTSD # &L FI B T A 2, feid %
120 4 5, HUE 2 7 YT A dh AR e A TR
JT PTSD, {EIX i Fh 2590 s A IR 7 ik 27,
XS AR LA BLPPREIR 0 N BEAT T, A5 R
PLBA% 9 B R A KAT T T n] DAY RE IR () 7
FEEE. SR, ARERRHER T T (B OEEE
OHCH DN ANFPRE M) ) T INFRAT RIETT
(1) 77 Z8 AU JE T AR 37 BRI 7 VR AE AR KR FE 4R 2
TR P,

PTSD KA+ 52 4%, i LR LN 51
— /& PTSD & #H22 RGN A5 A 2L A By Ikt 5
ToEMANSW IR REL s S EMARICILRAEE
L5 DO XA 2R R GE R SR AT S P

MFh gl &, S AR B
B AHSGIAT A L R A A B, A% -
W E AR - N RTR S A RS, RAT AWM E R i
JURNNFIRT . FECAMUAT{Z#% (basolateral amygdala,
BLA) 2t 1% B N, JL TR0 2 Fdfh (B
Witk zh¥). JEANRRKEIWAANE ) MEH LT
Ve g R TR AE SRR, AR - N SN
PR TT IR B T2 BRI R R
SHF, IR S SR A P2 R T B R T R
eSS AR g2 ) PO A% 4 K ACAZ TR T i
[ B4, BE N Ty (ventral hippocampus, vHPC)
B PR I B RV B OB . AR B SR AE I 5
R EEEEH. 5 PTSD AR X,
WA, AR BT B2 2 A0y e R 5 R 5 R AR
FEASA 0, X L6 R X 384 A A& 3 8 PTSD &
FEBLSCEERAS h E LB A IR, R R
FEEESEIRZS AR R BY,  (E X S5 X 2 1] R B AL
B it — Bt 7t

PTSD 3 1N i - 44 - B _E i (hypothalamus-
pituitary-adrenal, HPA) i {7 7& 7 % i 7. PTSD &
F AR B b MR R 5 I 2 RN R o I ) 3 2R K A R
R E R, HEZHFACEHE T PTSD 1
ORI R R b IR KT X HPA e 5t 1R R S
J7 B2, 8 RE T 15 1 A e R B A 295 P B A e
REEBRLNIEN, R%E 5 A BT 7T HPA #
FEAB LAY ISR B T AL 71 E 4,
A0 F 51 2 R RS I R B2 5 B HPA il 1) e B
PEL S R G0 1 E0E AR 28 40 i IR i RS k. Bl
I TR B HERS R RR S R BR T K J1UR, HPA Flfuj%
ThAEeH B B B PTSD B 10 A 41/ % -1B



170 AR

364
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