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Research progress on the correlations of aggressive behavior

with serotonin and dopamine

DUAN Yun-Feng, WU Xiao-Li, WANG Tao, JIN Feng*
(Behavioral Biology Laboratory, Key Laboratory of Mental Health, Institute of Psychology,
Chinese Academy of Sciences, Beijing 100101, China)

Abstract: Serotonin (5-HT) and dopamine (DA) are important neurotransmitters that affect aggressive behavior.
The substances involved in their syntheses, degradation, transport and signal transduction processes may also affect
aggressive behavior, such as tryptophan, tryptophan hydroxylase (TPH), monoamine oxidase (MAO),
5-hydroxyindole acetic acid (5-HIAA), 5-HT transporter (5-HTT) and 5-HT receptors that have an influence on the
function of 5-HT. Similarly, dopamine B-hydroxylase (DBH), catechol-O-methyltransferase (COMT) and DA
transporter (DAT) can affect the function of DA. In the future, tryptophan metabolism, receptor subtypes and other

monoamine or catecholamine neurotransmitters should be considered in aggression study. Furthermore, taking the

gut microbes into the aggressive behavior study shows a new direction for future research.
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SR P R R
SR AL (TPH) S A L
DA%z f4(DBH)
AR AL RE(MAO); ) qﬁﬂ%%%ﬁigavim);
S5-JRIGIVE L IR(5-HIAA) 73 fit )ﬁg}m{; érﬁ(%/[ E}; )Jj'g
5-HTHEIZf(5-HTT) &l DASEIZ JK(DAT)
SHTRAS fias DA% ff

N

Ell S-HTHDALESHBINR. EHRiESHSdE
PREREETER

1 AREGRGE-HDXEEITA /IR

S-HT S SUmi B A7 A ) e 2 B e st g 141,
LAt Ao 20 390 5 T RS2 S B S S-HT 32811 R
Wik b M S-HT 252 MA7 0, WEEIR. K&,
ORI R 5 [, 3 S fh 28 A o T R 2 b
Ko pHbR i, WIphZeRE . 1 BCMRE hR IS B PDRE
R ol 4> B0 . ORE e 29 Mg U0, S-HT RY
AR T K, A2 AT A 4 A JF R B B A B
VEF U, 45 95% 1) S-HT SR 1 i B A5 (1 W8 66 440 ftd »
HAEAE T 1/ o A0 R (Y S-HT f % 5% i o
HS-HT (3 s A Dy RE, BARA i ) 5-HT A
B ot o ¢ B, LI /MR DA B A ifi Hp 5-HT [R5
w5 5-HT A AE W RN, IF A & 5 Bk
A7 RSB IEAR DG Y Rk, AT LSRRI A A i
5-HT 7KK [l 42 S e i i) 5-HT WK . i
T S-HT 4945 10% A Tl shgeon B9, feig sl
T i SR W S, AT R . IR AT R
B, EH T 5-HT 1LY xhiq i 1 ekt 12
PENG S R 2 B o B AE S W 5 T A sk, IX R
W S-HT 0] fig 26 RS AVE AL 5 W i 18 i b R
A P,

1.1 REERG-HDBSHMSBERENEETA
AL

5-HT [f16 B2 LB Z IR N iT AR, AR 2
{LH (tryptophan hydroxylase, TPH) i1k 5¢ ).
Z B IR R & T 3N N B E R 5-HT /KF 2
JIFRE. Hr, (R ik C&E NI 5S-HT
IhAEREEARE T P K & oA e &
BRIR, WU RGN O Z IR a8 NI
LRI o A0 B I R RN At 2k S S
AR e T oo 5-HT )&, 5 5-HT
FHOR AT b ke 3 25 5 32 301 v B s R 1) 5
mi 29, e s IR AN AR I R B,
SIRTEN /DI Lo HBGHAT A W3 a T N A 2
BRI Lk P,

7t 5-HT & plik B vh, TPH i 4k £ 20 18 1 LA
Fe®" NAHH 7, LU A s o 24k
AR A LR R I, P O IR RN i 2B R
5-HT. TPH & 5-HT & ik 72 o (1 BRI B, %R
AR R 4E A 3% B, H AT R B Al TPH : TPHI FI
TPH2, TPHI FZBAAAE T i FA SR, JHME Ay
M, Walther F1 Bader™ % B\ TPH2 3= 35 HH I £E i
T, 257 hid S-HT (4 8. ShE I 5-HT A
BEIZ b i fiwi e B, [RIUE, PR RREE REEIN 5-HT 5
Wi 5-HT 2677 4 7 XA g B AR BAR
CATZ AT AEE AR . BRAR . [ISCRI b i 55
PR, HPRE Z R AR DGR A 1 e
A HE B W A A R BEAZAE AN AS TR I AH 0T (1)
5-HT %4: Y,

¥k 7 TPH A 5 ) Th B R A7 754 B A A 2 4b,
AR 280 5 Beh AT W AE R R . 7E1E
N BErh, TPHI 4K A218C Fll A779C W /N 47 5 5
Bk M ZAT ARG o AT v BUeh 1 B AH VAR ot 1)
B 4 5 A218C FI A779C WA 5, JIF FLAt
ATRPIR SRR A /S DA B A U0 T 3R 145 43 W
TRk B4 P, Li F He B 4 07 () 45 5t 2 1,
TPHI BN 2 &1k 5 B AT W R E % . Zaboli % P
W B, TPHI JEH 2 &M A7 BEEM A 4
1T 0 130 2 RN M B i o M 2 35 4 G, Perez-
Rodriguez 2% P M 81, TPH2 JE [N £ &k m i
e AT R LRI SR NS RS B Ik 2 A
Ko BRI, A6 H A NEE T 1) 5556 50 % B TPH2
FHZ B BTN S B Z B ICR P

UbAh, 5-HT (43 itk B2 [RURE nT B8 52 i B0k 47
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Ko 5-HT (L AEIRATAT PRI « I [R] W H00 )R il A
FERFfR L RE A, B B2 PR L AL (monoamine
oxidase, MAO). MAO & —Fl et R E 1M, ZAFEA4E
TERARNE b, GRSl S ph g i g, W 5-HT.
DA M NE S8 A0 e, & TP fil s e R geh
HEUNE . ISR N 328 A PR MAO
B AL T AMMAOA) AT ER Jiz %846 i BOMAOB).
MAOA B4 4k 5-HT. 1§ I JJ# 3 Al NE it 20 5,
J& S-HT BRI . MAOA 77 /E [f A L 5L
WS PEBR WA BE SIS A Rt 0 fif 5-HT, 320 5-HT
W RE () T vk i w] RE S BT . MAOA JEHI 22
AT RE S e AT A Y, MAOA B[R Rl B 11
AN BCHE W P MAOA LN HAT 4 Mt
M2, HAharimR 2 2L Rk H 31X 30
bp M H K 741 (VNTR) Z 4. VNTR EH )P
HI I E AN ) 2 52 0 MAOA (1) 4 556 1% 1 RS 46 3%
#o VNTR DRI 2L 2 251 5 MAOA i is P11
FEARA ¢, MAOA i i) 73 filt 5E ) B AR 5-HT Al
NE 55 fift 28 38 0T AN BE 4 B i, 3 B AT B2 T
RO PR3 I I AR R, e AAT R REEL,
bl Beiti LR AE4AT R B Kim-Cohen %5 7
W R L, H A 4 > MAOA-VNTR 5 41 () 53 44,
H MAOA P35 P 5 &, B PR A, A s g
W e EDES, #51 MAOA-VNTR Hi 45
R HE DR ) 55 B A ATT 1 AN B 2 A0 B RS A7 R D 1)
LA EAT R BRI AR AT N 13 4 B ARSI
Buehi V1R 22 53 0T R b AR P AH I I PR 3 AN ) 5 [
(), ARASAR ZE S R0 22 A L, IR 2 e 1) R W)
BRIEATE R . o — DK IE 26 4F 118 B 70 0,
JLEE 8 2 0k FE Ry 1AM 5 MAOA JE R 1) A2 AR
FH eSS 2550 ) AF Jo I At 24Tk, T2 B4 1
N MAOA FE [R] B I 2 j ik far o B, 1
— 45 BTN EE R A F 5 BRI DR 22 35 DIAH G
7t MAOA (I/EHIT, 5-HT #FEfR A 5- F2mIWk
Z, 18 (5-hy-droxyindole acetic acid, 5-HIAA), 5-HIAA
() B S W AR Y 5-HT & Jixi b (1) 5-HIAA 5 I
AT A B, BARKE 1) 5-HIAA 44 TR A
LA B i B v, n e B PR 0 SE 41 S W
(cerebrospinal fluid, CSF) ' 5-HIAA £] 7K > 55 X} fd
HAK. sk, KEHE KM TPHER ZEMHS
CSF ' 5-HIAA [{)7KF DL 238 H R 28 P Z TRIAAE
FHHE ¥, Coccaro AT Lee™ t & i, CSF 1%
IKF (1) 5-HIAA g5 i B v A AR S AR G

1.2 HEEERG-HDREHE RN K HIT ARSI

5-HT &5 J8 2 70 40 58 811, 4 1805 B R i
BN B IE 5 R0 M A A2 AR G A R AR A A
o 5-HT 5¢ il L Dh 8 Ja 06 5 500 0 22 40 i N 1B AT
Befd . Kas, Hphgsh g SiE A ek, 5-HT
WL G AT S S Y 2 Bl 5-HT =2 Ak 47
i ORI . # S-HT 185k N\ 40 sl ph 28 6 1)
S MR R 5-HT #2441 & F (5-HT transporter,
5-HTT). 5-HTT %} 5-HT G & B35 f 1, |2 42 1E
TRWAS RS HHIEVE B AL A
5-HT B 5 fib aiy M58 1, 2 4l 28 AR 5 firk 70 20 e
BCAy s AR AR I P I3 2% OB I ) (SSRIs) 1)
A BE 5 B8 SSHTT A8 K05 i P9 S-HT 4995 o,
T S A ] B S-HT [k % . 5-HTT 18 ik i858
finh ) BT O T R BN S-HT 8E A S AT A 2200, 50
S IAI B 5-HT (PR FE, (e Fp2mfa) EXF 5-HT
I 22 A i 1 I EA T RS 4 R 4 1

5-HTT JE R 2 &b nT g 5 B A G, 5-HTT
1) 4t i 5 ) 2 SLC6A4, T7AE 3 AN AN A, H
SIS TR S E AP T VAR R el R Sl T e o SRS
H 2 AN (S-HTT-VNTR) PA K 5 i o 8l 1 X 451
[ty S-HTT JERERS 3 X % &k (S-HTTLPR)™.
— IR R KRG ISR, KK 5-HTT
H R R A 2 T BURE 7 T Pk 39 g R0 A SR B,
5-HTT JE:[KIf#) 5-HTTLPR 5 8 - IX /276 S F1 L P Fr
2N, HAaar S S L 1 NS 5 )8R
H AT A LA A0 0% o 3l bl il R LRI04
B PR LHEE R S-HTT JER 2 MR, & B
KPR IE ) 5-HTTLPR £ 44 (S/S. LISAIL/L) 5
JURE R P AT DG BT, il LA AR v I Lot
HOnf BZH () ARIZ 3 03 2ot R, PR e M IR
[F) 5-HTT &K 2 251 (SS) 5 5-HTT JE K £ &4k (LL)
AH LG AR A RO B R Ao S, RAE T AR R I
B HeAh, TEREUF K AL Lot R I AR 1 2
i, RS By AR TR bt Eon B 4 1,
Ty TUER O AT AR BRAG 1) BB I F LR, 4 AR
B R FHPTIAR 25 RSN % (fluoxetine) Joi, R I
7 L/L Y 5S-HTTLPR JE R 2 VL 1) 838 0 SN
Ji2 1) S N B AR T S/S i e, s k4 3
ITE T T
1.3 ZAREBRGE-HDHNESHESHTEMKEITAN
A

5-HT fi 2 ¥ A FH 75 B0 R 2 41 23 1R) B,
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YERI TSR0, 20 5 5 M e, S5 1) 5-HT
AT A A Ja A R R A BAE o AR A5
YEFIMLE S T REANTR], 5-HT 324K K5 0 7 NIk
B (5-HT1~5-HT7), 4 15 NWAL, JEopgsis sz ik
IR RN KGR 2 —. 5-HT 524k 5 B A7 A7 7E
FHIR o 5-HT,, B2 ARKE DRI [R) R RE A% 572 Wi 1k 14 340 () A
SAT R G P47 R PO S-HT, S2AR RS B 230
e qh 2 3 IR Y, EEBR T S-HT, B2 AR SE R
(R /0N BRURR U AT DRy o TR AR v DT N 35 11 4 3
B 5-HT ZARE T B 5524k, arity 5-HT A&
Sfe. 5-HTy, ZAAERH (5-HTRID) /it m ki
ZJJlfS (attention deficit hyperactivity disorder, ADHD)
1432497 M b5 (disruptive behavior disorder, DBD)
oy Tt AR E S ) R E R IR SE Y, 45 ADHD
FI DBD (AN Bl 1 A KR s, EL
ADHD A1 DBD 3t i, e b2y 4 A0 Bt 1 45 it 410
AT AR 5 i 0 5 Y, Berggard 45 BY B, 5-HT,,
ZARTE R 22 A VE AT BE L B AL ARAT R — AN
9% Al % . Nomura 25 ™ % B, 5-HT,, 5% {4 3t
A-1438A Z &M 5 anAT AAH G, HoAth—48 5-HT
ARG BEEAT N FIREAEAEAR S B,

b B ROR N e, BT S ey Ak i
T A MESI AN 78 5-HT 5 5 HAH G — L 254
REfg IR B v P, 3 S-HT /KT B i 30
WS84T R, st kb 78 5-HT Jife. @i
5-HT BRI 7]l 5-HT, , 8¢ 5-HT 5 24K HE)
IS R RES B S-HT ACT-HE I AR Seadi vk 570,
EE Wi H - 5-HT,, 52 A4 1) B 23 45 i (alnespirone).
8-OH-DPAT. | IZFf i (buspirone) 25 M3 & it
ZAh, 5-HT 155 — % h—5-HT ;, 1) 3) 7) CP-
94, 253, “ZZMLFEAK (anpirtoline) A1 K i3 (zolmi-
triptan) [F)FEAERE BRI U5 sh i o pE U R T
X AR OEAE - e s s i 8ok AT R, 5-HT
o Tt e R T P S B R [ R e % 52 i B A0 1
YetidT Ry AT R i3 25 PR i 551 (SSRIs)
Ja, Z2ANPRIECEAT A R PG, X RS T
SSRIs AEMEHE F gt S-HT ¥Rk i sEmaz i vk 150,

e B P AR I A 5-HT i &4 32 7K 1 4%
iK%, AR R 5-HT 24408 PR iyt ) fig 3 30ty
PEF S — TR A 8 Ji 8 — AR 50 IR
iy Bk R 1R /0N B G AR P B BT A 5-HT 7K P AAIG,
A 2/3 (/R 5-HT 2R R A, By m Bk
PERIN AN 5-HT Djfe s vl Gt T 5-HT ), %
PRI RV RS e B,

2 ZBEREROAMNBEHEITAREE

DA JE X E RGN — P B3 T, BE
AT E S I LV IRSE A O - P I et VAN 7 SN
BLL KNS, BACKRIE D 5 Bl DA Z4A W
! (D1~D5), DA ZZARTFR £ M2 D2 Kk, £
#5 DRD2. DRD3 1 DRD4*®!, DRD4 %2/ [ 3
AT F 20 ) 35— 401 L P B DXk 1 5 PR 22 25 X6 DA 1)
DhhedEw EE, XX 2SS V2 N 6E
WAHIK, WL AL, ZHER RS Y. Chen
2 SUREM, DA AT B2 59 BE (R BCAT R S oAt
SEHAT A . DA EXSUR B PR R EAEN, DA
(G FEfif SZAR DL R 1a S5 A DG FE 8 ] e s
mgANMAIAT R
2.1 ZEROAMERSSBIEMEEHITAHN
=AU

DA 5Z . NE. ¥ FIRREW & LR
LAY, GiRRN LA G . DA ()4 i Fi
H IR IRE B R IR e A A 2 B, BRIy &
% L- iR 4725 4 DA, DA FE4 £ [k p B4kl
(dopamine B-hydroxylase, DBH) . f¢ # 4% & NE.
DA )73 fift W) & B A7 T~ 2 B AA (1 B i S AL B (MAO)
T T~ 400 J6 5T 1) ) L 2% T e &0 7 F S 2 B il (COMIT)
VERWAR M B K5 . BhAh, DA R %8s Kisthth 2
2 B ILARP ) LA R s MY

DBH fEW5:¥ DA #4624 NE, 0] fig il il X Fp 7
SR A 1 DA (197K kb DBH JE R 1)/ i)l
S RAL WAL I AT Ry, AH KRR RN
s 7, DBH &N 2 &1 S BGE AT T e 2.
—Iji%t %) ADHD 5 (150K I, 247 DBH 2P
TT S5 R 2 [ A P A 28 e BICRE 1543 A B v 3 R X ok
1T B T A ™, X478 34T DBH 1)
RES W LB AR s AT AT W PEAE

DA AR 3l 2% 75 A0 T 26 A 44 1) MAO Fi
0 H 5 i) COMT. COMT & — Fh e % [ /i DA
B LR FE R NE 55 )L Wi B . 2 R0 R W,
COMT JEH Z 85 hghih. 2. K3
i DL S AR RE S A 5% ) COMT HL P 70K # 73 ZL0E
BH B AT A h kP BEAE ], COMT 4 A
Val158Met 5[] 2 25 14 i Met 2540 3 PR 50K ot 3 24
i SR 1) S B BGE AR DG, HAT Met S50 5 DR (1) 5
# 5 Val/Val 4l & (RIS RAR LG, RIS &
TERGEE @ B g R IR R AT A
KA 2> S0 g b TP, COMT & IR AT Bl B 11 /) 5
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X A B R N R I H I H COMT JE R %
A B R e /S BRI B R i B v T Sk e
HEW, ELshAN, COMT affigs T 4utk
185 BRI AL A AT B . COMT ) Metl58 2547 FE R 1R
LRI E IS, WRTGEAT N T — I 149
% 6~18 % JLE M A K W], COMT 2 [K Met 2l &
TR BT 0 BRI DG, RMEHERR T A D4t
oA RS LT AL KRR R 5
Wi, XA S PER SRR B 7 S — g 10~14
B )LE RIS E W], COMT f#) Vall58Met £:[K %
AMEE B A 48 B MY — i A T ) L 3 1 Bk ek
RBAT i ™, AT EEJR A & COMT ff) Vall58Met
LR 4l A TSk COMT Fi b PG, Wi L 2%
Wyt fe S R, SEULAMALACTE TR, 5liEA
RF B A i S . Ak, S TR R AR
(S-adenosyl methionine, SAM-¢) 1F 2 1= % 1) H L AfL
R BERE 32 = COMT B k. b 45 5 ol 4y S0E i
HANT SAM-¢, K IL SAM-e BB BEAK & 1) Bt
17t Re g LRI R . DA B T % COMT
PRl 2 hh, 4525 MAOA [\, Bitk, mIfe
JEIX PG I SE D 22 A M Ik s DA, T2
X B AT Ry e R R U,
22 % BERRDA)KEHHTEN K EHIT ARG
DA M1z i i T DA 12 /& (dopamine trans-
porter, DAT), DA #; iz 1k 1(DAT1) /& i SLC6A 3t
PR g I — i 1, 51 50K DA S il is [n] 58
fil A Ze o0, NINSCIRAK (striatal) Hm] R HI R 22 2
Jie D2/D3 Sz ARE D, MR RS filih DA (] F S
DAT1 (7K1 1] i 23 5% Wi BU AH DG IR Re i, 48]
BERgm Ba U AN, TR 223 DA A I
TR X RIS E N, DATI 5 3HAb JLA LR #S 5
RS IEAT N A Y AE SR BAT I — TR RE
AIWFFT R, DAT1 LR 46 2 FEPE SR AE 05 5%
Wi /D AR VE AL AR AT M. WS I 20 H DAT1 3
[X 40 bp [¥) VNTR JE K Z £ £ R DRD2 52 (5L K 1)
Tapl F& X 2 #EME, KU 10R/10R F1 10R/9R 1)
DAT1 HE PR RS (19 A A A8 A 7™ 3 35 A7 O IR IR B0
OR/9R F K [ AMA K B £ o 1T DRD2 JE [ £ &5 1
BE T (AVA2) FIANRAEA ™ FE B V54T A IR B 2
t DRD2 L[ 2 A& PE (A2/A2) M 20%, 502
15 %] 7 DRD2 K 2 25 ME (AV/AL) MMEEEAT N
AW Mook, 7E2 AT A T, B
10R/10R 1 10R/9R J& [K] % [ A 44 475 J2 9R/9R Ji [A]
TUASAK (7 P 45 . DRD2 3 [K 9 >4l 5 1 (AT/AL Al

A2/A2) NMAZELL A A AR 1) B 1 IEAT W EAK. il
P, X—gi AR EAET I, AEH T L
PEANA T, ST g T Lo MR B PEAR TR ) AR B 4G
TR P23 b 22 S 5L A
2.3 ZEROAMESESIRENBIEIT AN
DA {555 % S I B A T 2 ke — T X
R NBE SR B, B4 DRD2 ZE K C957T £
STEM TT R 26 4 DL &2 AT VNTR S5 47 K 7
U 7411 DRD4 J K B AN AHR 2 B H S 1)
wEhtE B SRS, P A D2/D3 H A2 1k
A PR BRARRE S S R b 5y, I ELX el i i
G S8 L 5 M IR SO Ak DA B BRI A B
HHFSE R I, DRD2 F1 DRD4 figfs A1 H 44 H 3L 7] 5%
W AR (94T g 2R AR AL 24T 0. HLAR DRD2 FiI
DRD4 FHEAN S AR IIAT Jy 2R 8 LA AL 24T
Mt %R, {H 2 DRD2 Al DRD4 — i GE% Tl 75
AR IIAT N R UL R NI AL AT Dy, R IX
— G A ILLE T A Arp B, R B 4 1Y
RS # A EIE R SR EAH L, DRD2(A1) 25475
DRI 5 22 1t H A 0 o 5 ) 4 3 1R R A0 R s kb,
A Bk ) L AT e o 2 — A8 0L
DRD2 A-241G JE N 2 &M G A5 £ BAT
Wbk ) LEE g, #4545 DRD2 rs1079598 CC J:xl
R AR AT 2 DRD2 TaqlA T 2547 3 K DL & TT
R PAAREZE R E 2 TARA, KB DRD2
RN Z BEPE S LB B E B ARG ™Y BRikZ A,
DRD2 J: ] 5 2855 DA 22 3L [R) 4 H R e % 52 e A~ 14
HIBE4T M. Beaver 25 ™ K HL, DRD2(A1) 5 R
(religiosity) AH F.AF H Ge % 7l & /D AEANMA AT K
NER

3 NEERE

3 DA L 2gR T 4, 5-HT A1 DA BE % 52 i I
AT A, I H 25 B R 4 35 5 A R 4 i
TS AT T i 3 S I R R (R S 4 T i T I et I
Pl R AR F B B 4T b o BB ORI A i FE o
S S-HT /E H 10 32 22 2 (A 20 2 . TPH. MAOA.,
5-HIAA L) J% 5-HTT § 5-HT 524k, X LRI,
R A G AR AR LR A i 2 28328 50t 2
AT A= E A TR A ST . BE4h, A% 5-HT
AR R o ATALE VR T 3B A R ) 2 A7
FEANTE], ST Z 8] A B S6 2R BA K R RN R 1 4558
B A W . 1T 52 DA R F % 32 22& DBH
COMT L)}, DA #iZ{k DAT. DA {14 A4 it it
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FEHZ M, B ERREANE 25 HAb L2 9 e A 3
W, Wik, RN E RS R
3 L5 Moy J¥e 28 9y Jo 2 T PR AH HL IR 2R DA S e ATT 1) 25
B o

WL 2R KB, 5-HT 1 DA X Bk A7 0 158
WA Z 7, TRBEEAT TSI, AKX
sz R, RERS AT N WA AT e AT 5-HT
H1DA R EC ARl DL ST TR Y. 1) 52
B Jam . s 7 0 RT e H R R
ey, Lhnxd S-HT [ n] DUl I 4 78 & 7
BRI Y, BFE A S-HT W2 AR F],
B Z5 42 d . 8-OH-DPAT mliff >k i #H2% .,

Brubz Ab, ARSI =M R, Mg T
A28 i 5-HT 8 DA (¥ #ift 28 346 5 52 1 B AT 4
7t 5-HT F1 DA (1) & i fevh, oy 44 i (4 20 1%
IS 2 R A ] AN Bk As, b (5 208 (1 Wi
MACHIAE 5-HT Dhae R4 h K FEEEAFH . —Hih
AN BT, il B o e e (s RRAR G, gk
520 S-HT BfE T B S 4 354 7 i gk 30w
KW, 5-HTT 124850 5 S L0 iz il 5 AL BLR
KRV WA, mi ARG 5-HT 1)K,
— IR R AR A SEERR B, 4h R R IR EE ) LSUB T T
(Bifidobacteria infantis) J&, il I €6 2 BR A
5-HIAA, KILAM R L0200 & & W Thmr, My
Btz 2 S-HIAA ) 5 BRAR ™ DUB R
ANREFE A AR B R LR 5-HT (17KF, (HZ R
% 53 W i o B S 5-HIT 35 2k A R i 8 v L i 444
R BRI KT B0 BT 4 7 2R (R R e o b m]
AEsZM 5-HT 1 DA. &9 05 ik R — K
AR NI 24 R, 22 i 108 40 TR TR Mo JR i P 4
I3 N3 R 2R LGN T o A T = IR 45 ) 1
SN, KONGRS o A R CRERE AR 2R &
N i, X PR LA AL 2 A kb 5 T R e 8 s
NE F1 DA #H4eL, DRIk, 33 2w, v HUAQ NE
DA BB F IR R e Z T T BRI, 2 T 5 e L 1)
Aeo B WEAFIE 7L —28 B GRMEY), gl R
By, 1M 5-HT & B b e Jo — 25 (R I 98 s . Hft T
Yer 3 B Mo RSN, RF 0] A2 1 S B 15 R A5 18
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