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Abstract

Blast-induced traumatic brain injury (bTBI) is the most common type of brain injury during war-
time, often leading to mental health issues such as personality changes, emotional distress, and cog-
nitive decline. These complications not only interfere with accurate assessment of the condition but
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also reduce patients’ treatment compliance. Current therapeutic approaches for bTBI-related men-
tal disorders remain primarily symptom-based, highlighting an urgent need to focus on prevention
and treatment strategies. This article aims to review the latest advances in pharmacological treat-
ments for mental disorders caused by bTBI, with the goal of providing reference and guidance for
clinical diagnosis and management.
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1. 51§

5N ph i 1 AN 451475 (Blast-Induced Traumatic Brain Injury, bTBI)$& Hg1E = AL (Kb ai . Tk 173814k
R i e AR DGR R T R N AL 3 0, RR R W R K AN (A AR BE ) kA4 54T B A Rz SN 0 )y e
Fo bTBI &M i i W 2R, 2R AETERMR, Bizedr. T FEEMREERE . 5
HoAh ST 1) 61455 PE A #5445 (Traumatic Brain Injury, TBD)AHL, bTBI K95 BEA: B A2 AL 36 JR & 3545 A 4k
KA AS T[] JFUR PRSI /2 B R R 3 AU ) 38, AT sl i 2 m g i,  HAR
By AR RNVER Ny — 3% e I = SRR AR P AR AN 21 SN, BRI S AN SR AR A
DIRERRRG . %Ay B VEANAN AR T2 55 2] AH L AR H1477, bTBI B A 5 I 2 R R I8 VA0 0 R R 8 A0 S R
HpiE 2™ =R . Bbls]. bTBl KRB (PRI e B0 LA 2 & & I Ml S R s s . K
W 5 bTBI %5 1] P EPLRAT ISR, EF5EI0) 5 SR (Post-Traumatic Stress Disorder, PTSD). %
FPE A& AT NG SRR SE, P E R B DR E (3], H AT, bTBI Bas 7oA il
BBk, A FBUAGEAE, 4RI HCRA R, 280057 4V R T 5550 B B .
I, AL EESR bTBI AH RS #HRE RS R 16T 2500 FUBIR AT 2708, /A A B 6 SRS AL A AIA IRk
KA T TT MRS

2. bTBI 5% WIEHHER

bTBI J& # WLAAE A RAG I 2, xf (8 e AL S DO RE K M R 25 Pk, . (1) Bk
SRS, H RSO MR 51 Kk, WD PTSD, I SHIAL R A AL AR FHRE: (2) FMa
SURERERG AR, 22 0T ZE M50 S8, RIUOV B, L0 L BYEREG; (3) MWL AL, DIEE
T3 BEARIREE EOENRON T, OB A B (4) RUMITE RS, RIUDVEIE
SR B A, 2 B bTBI Ja M2 it 5l %k (5) MARLE, & bTBI J& i WK AAEZ —,
500 DX e (] S5 2 O Y DX 0 DA OR, R bTBI AR B 5 s (6) B RESR = AL IZ g,
Z 5HIARIARSS, RIPNFIZIEE N BEAIE 5 R340 (7) MSSCEMIdAT Ny, 8 LT 8- 4
H, RINWEE RS TR, B2ELA S RN L E4]-[6]. XLREHREAGHIIGR LIS bTBI 1)
BT PP AR S B R R R E VIS, I8N 2 Y PP 2R & T e s -

3. EHIB G RAER KB ELY)
FURT bTBI 35T U5 AR A (7], AR SSHEAR AT 0 16T 250035 (F FIWLRURLE O T 43 AR L%
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(1) M2 RGN BEERE LRREEH. 2 DREEEh I B EEh RS T, wTigeh
WAL R GE 2 LK, T2 R T o538 TBI 5 SERERE R ARG AT AR (2) FLkssh
Gy OFEIMALZGY)(RAG . FIRNEED MR IR ZGY)(RIRE IR . BT, G o 5 DR Ao 20 38 o 4 i
R PEREIR: (3) DUMARZIY): RIS =313, JEFE S-FR i IR RIGRIGTT « & A 55t
AN 25 HOE b R PR UM R R ORIV« BRI TEIT). BARF1128 H B CAGIESEREA 2R 77 bTBI ks
MRRETG A 259

3.1. &Y 5 R FEEUPEIFI(Selective Serotonin Reuptake Inhibitor, SSRIs)

SSRIs A it 3458 5-52 (4 % (5-Hydroxytryptamine, 5-HT) & PN JE % BDNF ik, Tl TBI J& i\ %0k
F[8]. W Fuil i i Y e He s KB bTBI &AL, JRi%F SSRIs 2545 G VT A 3 m] PU ik 2= 4 — 2k
PUMARZ, AR FCHXT bTBI BARHEREAT A BIEIT IS AT 527, bTBI %53 K RAMANREAT 1
o, T R VT RN 3R R 22 Ry AT O AT O . X R a0 S-HT PR, $E i ik S-
HT /K°F, 3% pCREB/BDNF 15 5@ #[9]. pCREB £ 3R T Al {i¢#k BDNF ik, 1fj BDNF &
W FLBNY K o o A B )2 ARG T8 TR R 2 —, P AR K A7 S T R VR OB A FH10] [11]. BDNF
Foik BB D RIR E R & AR, 12 FERHK . bTBI G AP ThEE b G AR FEAT N E LB, FikbL
HIFLEE, 15 SSRIs feH R0AYT bTBI JEHMARFEAT o [F) I g i o JBe mT 5 | A oG ol I 3 P Bz 453495 45 o
06 B RERREAR T 5 R R SR A 22 SRE AN S A S AL . TR, HUPETT REME IR TBI B!
ERE S, FHH1) /I8 J Jof 240 B RH B2 T e I 4 L P o sy, Rl il N B2 AB SAH G B 7 Rk [12] . I 8
VEF AT A Bl T 22 A X 1 RS 1) I B P K R 4 i e e 40, R AE bTBL 897 B AR (L 15
LA 973 AR B A A 4R

3.2. 2R,6R)-$2 £ 3 F & B (2R, 6R)-Hydroxynorketamine, (2R,6R)-HNK)

SUZIR AT FH TR T7 MR YERIARRE AT PTSD, AH H 43 B PHEREAE A A B R F BR 1) 1 I RS [ 13] [14]
FULIRLEAR A AT PR SRR AR 2 Fp e, A HE(QR,6R)-HNK [15],

(2R,6R)-HNK A PIEPTHIAR R, FEIEFAEAR . e % T D AReS 24510 52 BIIG R OGE . 5%
Br¢52)5 , (2R,6R)-HNK 7E A A K ik U5 S8 204 (1) 11 2% R 223 5 i [ 16]-[ 18] W 7R B, (2R,6R)-HNK
A MBS 24 1) AMPA SZR(AMPAR) MK E 2 S iR A5 8, Wi EE A8 R NI S B0 T i 4, RIS ] R
P TR NE 51 62 1A J I A M s 5 0 8 JO0E o AP s RN BT 8 VAR AL ZE N P LR FEAH O TBI % 52 5 PTSD
I ARRER B IR [19]. BFF0& 0 B B RN E R e, @ K bTBI &AL, I T AR IE R 58 5 i =
WS AN F]FRI(2R,6R)-HNK, 38 52 s ALK -1 2 8 1) K B 23 38 Je H A2 M) A PTSD AHIGHRRHIE -
WIS SR TR E R VREEAT NSRS R IA UK SEER VPl PTSD FEAT N, 45 R B7R(2R,6R)-
HNK JAJ7 7 2035 bTBI KR [ PTSD #£47 4. Western blot Fl4E 5% 40 M i A % )2 7F GluA1. BDNF
M PSD-95 Hr KL, KIL2R,6R)-HNK LHE A Fiff GluAl £ik. GluAl /E25 AMPAR K F 25, £
SRS m ] S R OCBRAE FH [20], FCERIAIE I mT 3 5 S A A 3 2%, % PTSD FEEIR . [RIR, (2R,6R)-HNK
it f i BDNF A1 PSD-95 % . BDNF {2 GluAl #ik SR A aI 81, PSD-95 1E o8 filf5 B & A,
A8 5E AMPAR [f) 98 il S8 7] S5 ThRE, L 1R 2esE PTSD AEREAR[21]. (2R,6R)-HNK i i #4 Ji 47 57 2 28 i
PR HE) S, /IS S k[ B 5 P82 385 5 e 5 1ty 2 0 5 5 0% TR R, T 5 Rk 4544 5 D) e
XL [F] 4 F f#(2R,6R)-HNK B8 RUZZM# PTSD FEAEAR, A PTSD VRI7 R ALK 77 11 [22] 1B NEMh T
A FEECTRIE PER BRI AN TIZ R T RRE, R N R T A M R R A, BEISOR B R MR T, e
Z et (2R,6R)-HNK AJ feif i #Ifi] NF-«B & R IE(E SIE Mg, PR 0T 4 A s 14 28 0 N BRI, I
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PREHETTR MM 73R IE . eAh,  JHX R i ol 28 K A S A Pt ] B 8 20 U DR T D 1 M 51 A PO 4
B G0 S AR D RERRAT, T SE AT X VM 2508 bTBI Ja M2 DI RE M & [23].

3.3. SIAE(Chlorpromazine, CPZ)

SRR SR AL R GURS R 2547, FR Lo D LI 2 B D2 324, Je I 3] o il id 2 R 4
Z W, b2 OOl EA s, W46, AR ZOEI TR . FFARERN, M TR
FIR RN RLGRTT, DN AR S 2535 S R 7 RO AN BN, /& bTBI i A SO i) 5
EEEFE24]. LA, ZZS N - BOFUEE FAPEEIR A e R, (HRCRES . AR —E
(I 2 R AARF I, RTAERR N ol SRS R ST M o A0 BRI A AR JAE B /KT, X AT REA B 4%
PR AR SR A 28 SR AR [25] [26] 0 BRAh, X LI 5 e A 5 1R O T AE ORI A, t0 AT RE A I X A
SR A 1R A BRI T I E[27]

3.4. iEFEI(Nootkatone, NKT)

ORI —FORA RS RAEY), IRIERRY, AR, R, SUAMMPUE S 2 M
PRV PE[28]0 WHIUE RN, NKT B2 2 i Bl 7R R ER /N BRI AT, FRil I 3805 PKA/CREB J8 % M
M55 5 8 22 BEAE AP 48 25 R FE BT AE I [29] [307 o [ A 6 S8 Ak S 3855 152 o 400 380 110 8 35 T R Tl i
T RIE S R H « AEASTT Tl 0 S R b, NKT 7] 340% & PKA/CREB/BDNF {5 538 #%, ek itk
IR A, TGRSR IR 3 1] It Tl A= Wi A A AN [ i P AR b 1 57 bTBI K RS,
Western blotting ¥l &7~ PKA. pCREB Al BDNF 25 [ &A%, s ik BonilE S UiR[E] PCNA
FHPEMZ oD . 5 bTBI dAAHLE, NKT ¥ K RANACFEAT A, 5 PKA. pCREB 1 BDNF &4
98, PCNA BHPEMRZ CHCEIG AN . NKT il oS IR R, $25 cAMP /K, HEM#E PKA, {2
f§f CREB IR, ARt BDNF ik, KIEHUHMABIER[13] [32]0 FNEm i nr 75 3o 200 AL R
SN FIZERLAR T BE BRI, JFRRERE /N R AN . - REE A — R RARPUAMGT, PSR A 2. )
gL, IR RAEM TR KA [33]. WFFTIEERM], NKT A LPS ¥5-S 1/ R4S AL, I
/b TNF-an IL-158 252 58 R IR X341, N bTBI JatE 4 5 RIBEAT (3G 7 SR 6t 7 2905 T i skng . (2
H AT RERYGYT bTBI A S B AS R 78 F 2R R T s s i B, B A FAMLALS T 380E 448 1
BIRIEFIGARATI L . AT AR At A S &SRR A R, 208 S bRl R N A A B K
MFE B, AR 75 20 22 v ™ 4 (1 PR 38 I LA BRI o

4. &g

bTBI J kg NG ™ BN 20 1 5 R RS, BLA IR T A HA SRR AOR K T ik, B —
SERCR, (BAAFAEA AL . H AT bTBI JE A RS AL 2Wr 5677 S8 7 A7 350 AR TN
RRTE: (1) TR 5 o B ML B A 22 GR751)s (2) BRALEE T AR SRR I 25 5ehg s (3) R
RS REINGIRE T IR, DHRTHIRI N RATETT KT
E&UH

Bevtg Qg ae 7S RIIE , TH ZRR: BIE G E S&F FERARRG R @, TiH
'S : S2024-ZC-PT-0032.
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