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[ Abstract] 1In recent years, a large number of studies and practices have been conducted on the
relationship between schizophrenia and oxidative stress. This review summarizes the related literature on the role
of oxidative stress in the pathogenesis of schizophrenia and the possible effects of non-enzymatic antioxidants
on schizophrenia, analyzes the effect of antioxidants on the antioxidant defense system and its correlation with

schizophrenia, thus further broadening our understanding of schizophrenia and providing a theoretical basis for

- LRIk

the development of novel treatment of schizophrenia.
Oxidative stress;

[ Key words ] Schizophrenia;

Review

Non-enzymatic antioxidants;

Active substance;

Fund Programs: Health Science and Development Program of Shandong Province (2017WS115);
Qingdao Medical and Health Scientific Research Guidance Program (2016-WJZD063)

KA 73 BU0E 2 — R e ™ B SR AR
B RALHIAT A3 B, 22 WA U R R AR 5
o — A A T I A R B Ok R £ Y A
R, AN (oxidative stress) 7] BEZ: 5k #7324
i A RS BT o AT L TR 2 T 2H 2R AT A
PR R G Z R L AR, SRR Ry
SU I Y ata EP ¢ N1 o 4 o8 16 L B AR R et 7 D S TS € K ]
] 28 Bt A AL B 1 2R 45 (antioxidant defense system,
AODS), Hl— 25 g S AERG S PHE I, (i34 LA
ARG P . A SRR LB A RE I R ARk,

W PER AR G 22, AR A T P s i A
MU JRBTAIALIR , BT RERE RS , AL RE
AR 225 | A0 AR 5 0 20 o 300 4 ol oy el | ik
PRI 5722 | 240 i d i ML A T80 LA R R AR A i PR Y
FEAER | SRS I AAE

— R

(—) TP o

15 VE W) BT L 45 i 7 % (reactive oxygen species,
ROS). Jifi 1 & (reactive nitrogen species, RNS), il &
TE A A AR P A, BAEF 200 T, BT



Y SR A 202042 H 20 HEE 20455 28 Journal of Neuroscience and Mental Health, February 20, 2020, Vol.20, No.2 - 143 -

W RES 5 28N B R

ROSZ—KH ALK . I TES A L&A %
AL~ H AR A SHETR PI SFR o 7 e
AP OLF , GnZobr A B A2 0 | 2k iR T g
BA | 2 AT I B v %) R AR S ML 32 458 14 17 O
T, a5 T R R AL 3 B R v A A I 2 T T
HR R B 1 P EOE M AOE BUINE , TE AR AR
— M ESHNEAS T, BRASESF(0,), B
BRI AN g 7 0 S A i v A 2 R R T
TR HE PR ROV 5 3R R A 2, B
B A MO, ) FEHBEC -OH) EEE A A H
FL(HO,) ; PiFpad A by, Riad 484k A (H,0,) Flid 4
LRSI (ROOH) ',

H 5 (free radical) J& HMAEAERY , BA ANECGT
BT T L R e FRA . EXTHUARR A
P2 TR IR ) b o 200 2 7
DIRE = 25 W2, Q03 5 78 A DU R i AR 8T |
AR I 200 LR P A0 B A R B D RE LA M B
JERTRE s MAE R IR BERT , A TS A AN 3, 32
— M E R, BRI 2 A YK T
PR | B 5 L B 22 RN g D T 4 5 | Ak e AR Ak J
N, AR 1 R S R B T 4 5 | A At e 435 4 RN Ty
REAVREIR, I S EOHOR B Z A5, A HESFE—
EFRE B AR TE M, A Y i RN
AR TR B 0 S R R O I, TR 2R
A F P, AT S R4 . Korotkova 2
JE A G R VA AT 1RS> E AR S AE R X R
M PR B RS AR, RIMERE A ME A
PR 20 2 B AR RS o 2UE R

H,0, /& A LA aiIA, AF5ERM, H,0, 7T LA
O T S AR 2 T Ca™ PYTAL, DT S 00 ST R TS i
AL A S U 4 R (N Fe™ | Fe' 5 Cu) Ak 19 3%
W N, H0, %40 kA 3, it —2255A
LA N, A AFSRIER , HL0, X SR i & /Y
S i J AFE U LA AT R 5 4 B AR R ) R 2
MR S 0 BT I A A G A AL A &
JHEH R SR A il 55 ) TR IR

R AR —H LA (NO) —H LA (NO,Y)
Keast 4800 Al 35 B B - (ONOOY), NOE Jy 21 it 9 15
A ) B, S5 R0 A G R AR
5, (E[R]EE t m) 5 AR B 25 (0, ) PRt s iy A= A
ONOO™, 1 ONOO &—Fhsi A L, = 51 2w
AR, ERTLL A B ECE R EONUZ S B R
S O, 5 A 40 Ve 0 1 s oy A 4 A 1 5 R 2 PR

FRALRIREAL | A AIE g JE b L DNA L IESE L
M55, B RESALSREL T A 5 I AR A
BRSS9 #2 P, 5 SRR 1 AL ONOO™ 5
DNA 22 [5] F) J5 V7 S50 8 R 03 I il 5 1 22 o 41k
P, G 8- i A 2 15 (8-NO,-G) J& H1 ONOO™ 5 DNA
SN R , 228 7= W) A N T il 2= 5 3 4m i
Bk, AR AL, 8-NO,-G TEVF LI BIRA T I AL
B4, A5 7% DNA 5 5% 2w 5 01 6E T L RNA /Y D) fiE
AR, [ i A £ 5 REER A 1 R 1Y 1R mT R it ™
M 45 T T A S A SR A i P BRI S

() Pk

AR BA I T B RE M I 73+ H
AL W A b AR N I, B — &R
ATl A 2H A o R RS, RO PR BT 3
IR (1) RS A A 3 i 2 58 SR A
I BE AP R B e TG BR R, ANk i 2
WEIR 462K CLO2RAE W) A e H RRHT AR N-
Tk 2 Bt & 2 (N-acetyleysteine, NAC) 455 (2) 7] LA
BELIT By 56 A RS B AR PR B S AR ), G S A s
fE i (superoxide dismutase, SOD), AL A
H G E LG | 5 2 A

L EERAUAAAC) : TEPUAAL B R 58 B
LA ELAE SOD | i AL AU | i ALk It |
A WEH B S ALY | A5 e H IR R A

SOD A LA Ak 1 480 ] 85 7~ B el ik AR A 40T
H,0,0 i E AR I Bl B & B — 28t S8 e
BiE 'O, ADRE L0, 8 5ROk, RINE HAT E SRR 0
PRLIE A, P LA 5 A MBS GE A0 A4k | R TR AR AR
AL T EALRIEIN | i E ALY I R S
AR IR B, A2 5 A Y SO 42 ORI
ST R o ARG A 2 e H I S Ak it , ] LA
fifr it A S B E A 5 10 S AR D H IR BN A i
IKEFE PRI BESE , DRAP A0 I A= B, B 1k i Jo
Ak,

2 AEBER YUY ARG SA TR BT
SEACBITE R G Iy i B A 0, T Ao R RvA T
ALY KSR B BTSRRI . IR
PP EAT LR E R E, B -8 MR HEQ.
R IR S KU AR C &
i S NN 7N I 2 R i T 7/ s - S R /=
VEEAHEH LR LR AT 5.
Hrb, A H BRI ANYEE 2R C b T e LA h A XS
THAHTE AR AR, R E ST LRe b
ERNZHEM .



< 144 - AP SR T A2 2020 42 A 20 HEE 20555 2] Journal of Neuroscience and Mental Health, February 20, 2020, Vol.20, No.2

(=) AR

5 A2 B AH L, MR S A R 3 5 4 B
R AN T RE A 209 BOSAS, (A AR
HI 2%, KRt 78 A Qe A rh 6 PR S e i N 25
DI B A DAk, RS S DX R A 2k B
B, AT DAL S M U A i, TR N E S AN A
RENTIR , W3 5 Az B ot ik 8 Ak S s o [RIEF, KHiki
P SOD ., it Sk A A DG H IRt 48U A W 0 P A
HANESSAH L, RA IR E PSR, — B A KR
PRZETT R, ARXEE I A A 2 TOR VR A

Z UG FR I, K Al o3 SL0E B8 W P AETE R
Jid A AL R E AL B B BE S B AR > — T
FEHFMAESE T 3% — 51", Prabakaran 2 i F
FERIN, TEXG AN 43 BL0E 8 5 Y RTAU 2 2, 114>
H, F-1%184% (electron transport chain, ETCOESIT .
A ETCRE AR 1A ETCE ARV B 45T
FLEE T, MERIAETC 2 &Y A s e
PEUERA 5 ROS B A= 5 Es BEARSC , 4 ETC 16 P m] 4
TROS A A, (AR5 ETC A SCAYSE IR 3k, 4R
AT R AT RN A A S P 0 S s AR
PRSP G WFAEIE & B, A ROSAR I 38 % i
FEHGR, PR P A RLRE I AR T B2 BT N ROS A
EARIIE™ A AKSE3E I 5 8 AR R R 2
I, AL AR L) AR R R RS A 70 SL0E R Kk
N, BE 2 A0 ROS Bl S FEE A3 0, 2 Bk 1R
()P Bl TE Y 2 A B S ), FE TS BR A PR i
VR TR SOD J 4 e T BRGE 8 W AE 7% sk | i
= LA AR RIS B 3G N TR T 20 B R R A
WERESZ 2 i A, UESE T A AR [ A
SMATEIES S TR 2L B AR P

ZCAEmEE SRR ITER T o R T PR

IR AR RE (o= sk il b 8 D s € =R e
AEESZ, SRR PRI ZE DT AL 18 &R
g B AN R I RFERAE T, (H X ST S AR IR AT LA
AT ENEERT, s B SR HET A Y Bl E] R A

LHSEH: —SEBRIRY], HEAEYTE
TIh e SCHAVE . B — IR
639, A T 250 PRI TR ()R
BRI L 25 RIMR) S A RE T, A
(2R AT, R IR e
BRI RS —ES SHCE R 5 —
BiF 4k, 3ok S 8 1 o0 o 45 5 0 U 42 B B 1 (A gk
AT ) KA BT T P P B R i, B L i B 4Rk
BANRESN i 2R AR Y A B IR G, (ERT DA

A B TS A B SR HAR S 32 S A Y
FHHMENGE. B, AEAE—R 2 IREr
AL, WATLIERR A i3k,

AWFFEFRI], RS 17 BERE B ML 8 H
GEA IR R T AT, RS
R GORSZ B B AT, TR S E R 1 -
BCARAH BAE FH ek s, 45055 AR ) 2 2 R (e
B, HIMEHNFEZ . Ubekov % 5
R, SRS IRAAH L, & & ARIGIT I o
S0E B (first episode drug-naive schizophrenic, FES)
A3 X F AL A PR B 5 G ZE DRl 1] 1]
DAL, ELMIZE A A R EIR S (TH-NMR) A 9 42
2557, $ER FES B3 b NI AR o TR g R A
W%, HEEFHEIREZ BT, FES F h i H
HHI T BLRE S B AR TR, $27R T FES
BEPEA A E A TERERY I

Miiller A1 Ackenheil ' & B, K5 P43 ZURE £ 25 i
W AR A R RS, 33X 0T B8 b T i A R ) e
BEVERE TR, IR R AR, Ry
SURE R B PERERB™ 8, 07 S A E E T RE S
JRFETC K

TE—IRHTREVERIPT ST, B B — I
FARAWIARAEY) , DR IS A K ARG 173 BLRE Y
URARSE s TERS o 24 R fE A, AR K
PR T A E A A SRR, OF H2
AR R I H AR, R, U K
AR AR R B X SR B BT B AR AL AT BEAFAE 5240
[ ezs 1 FH A RS 0 ZERE Ao L] o BLA R
PR

2 HZLER : AL SR BRIk AL & Y 32
Wan AWV /IS un - il)iEEARE S OPN Y NaE R (AT
EIE AR Y A 21 32 B AR N IR E BT AR R 2
—, AT LU bR A R S A R 2, Rk
R HERMERRK, P &£ TH
EEMYELERE, WA, IBLLRIE AT DB IMLLER
ARG R, RV £ 2R I 4 - AT 3R kA, B
AR MRS P SRR RE ), AR AR TR B
BRI

A Z ST B ORI 2U0E B MIEIHLLR
AP TH i 2, R R A Z TR R, RS
GBI ERE AT AR ML AR 2T 22 /K- 14 B B 2,
Vitek 25> ZERFIE PR T 250367 SR 4k & 1Y
JFEhRE S 1 R AR RS, WIRFEIESE 1 5% IR2H
FHEE R 3 ZURE B IS IHLL 2K P10 .2 R I,



Y SR A 202042 H 20 HEE 20455 28 Journal of Neuroscience and Mental Health, February 20, 2020, Vol.20, No.2 - 145 -

33X ] I DR A 1 SR E B ) S A 17 TR i 33
HRZT R FERE I

EEAR= SRR =N A VAL DNE T W EEA 5= K 1
1238 %) (biopyrrins, BPn) ., Miyaoka 5§ AT K
Ao ZLAE 5 AR AE £ PR P BPn 5 &, R RS
53 BUAE 8K PR BPn Y{H 3 5 THARIE B, HR
BPn SR 73 B4IE 8 5 1] Z K 1 5E 3% (The Brief
Psychiatric Rating Scale, BPRS) 15 43 17 7£ #H 5¢ 14
WA BFERM], PRLLR A A & e | Aok
TRYT BN o3 200 B E W AN, ZHUR MR 259
TRIT TG HE i PR BORS f R A IR F) S i 1T ARG, 2F
—PUESE T IHLL R Ak R MR THFERS 2 5 A A U )
PSS

3RIR: PRIR 2 N IERS I3 AR O 2 7 1)
AMP HI GMP 28 51 S A IS | J5 7R TGS
SAALBERVET T AR URIR . B e —Fh R 4R
PR, P SELRLAR AT AL B, REAS S50 A il
SIS AE Bt Ak, v oA O A R 4 i 2
Bt B SR TICE ). BT R, L
P PR R T PR LORLAAS 1-5 e (8 2 A
PRIGIKF-HY T BRI, SR B AT e 4ok
PRI — R RS SN ™ HIEHTE R
X FPRRASSNAE 1 R ARIGYTT BORE P70 RAE S8 Th
(30

PRI BARTR T AL PR S ) b
SR T R 45 (0 RE JT PR Yao %6 1 YRR
3 BURE F A I P BEPETT A A IR IR K EAT 1 AT
FT, AEWETE T A B, AS A 73 BLRE FE A R IR K P
BOO IR B T RE, HIRIR XA A2 1k 5 A A
PR TERIRS 2 B IEA G, — TN A 1530
I RATFEY Meta 73 B0 7R 15 FIRBTFEAR—S0m)
S, PR TR S R DRIRK S B

(DR 1173 RLAE S8 ) SE A S 40 P RETF AR —
AR, Solberg 25 ¥ HEAT T — 10 301 5 4R (4 B 17
WH5E, K IAEPR ke E ], B RIR A /K P T
S IR, SRS TR o 2L B R R SR R
BEWPURMAKT KR T 7284, R R AR 5 R 1
TR

4B H R A e H RO — By - BB Y
=R, A ER . CEMER M A RE v -8R
Pt 2 e & R & W B ( -y -glutamyl cystein synthetase,
GCS, GSHD LA J 4% e H Bk & Bt W (glutathione
synthetase, GSHID #ALIT A . 43 FH 2P sk
BE ERYSiE TR IR R . s BT IR

AT IR 1A A B BTSRRI &
LAY HE 1 BT s o 1 S sz AR D R i A AL
A, DU Bh4ERF IR B A= TE M. IR A Ik
RO LI IR A7 A, rh IR e P Ji e — A
1% 145 2 (nicotinamide adenine dinucleotide phosphate,
NADPH, it JsUR R 1) 2 5455 R ok S . —
O3 A e H IR AT LAZEA IDE H ke e i i AL
R AT SR AR BIAS B H IR (GSSG), 5 L [F],
20 B N 1 H,0, 8048 S5 A= 1 HL0 5 T AU A B A e H ik
TEA e H BRI J5 B (glutathione reductase, GR) A%
fitt NADPH /E I N i I A B H k. 48 D H ki 43
it By — 2 & BEFE Ky -glutamyl transpeptidase,
v-GT, GGT), y-4 2 Bt ¥ ¥ # [( vy -gltamyl
cyclotransforase, GCT)F1 5 %8 iz FR I (Soxoprolinase)
K —A~ 20 ff N RK T (protease) FITEAL, 181 v - B2
PEREIR IR ST A e T IR AP 78

A IO A A A A S 4 L P B AR, X
i 240 Ak B () A5 AT B DD AOVE . Raffa 25 34T
18— T 91 % REATF 5% B, 5 ft R R AR LE, R
SRR 25 WR YT RS P2 24 B8 M 28897 Y
A3 B0 R I A A e H RS TR R, Tk
ZIRYT AT R AR EE B 1 2, RN A D IR A
T RERE R TORTRR > BUIE B RN 2 32 B ALK
FISZIR . AN KB, 1007 BORIAT P RG 1 o3 24E 8
F 0 3% 2 e K (total glutathione, GSHt) } il
JFE A BEH R (GSHr) 7K P55 R ™ 2 7 B 52 A
K, 1XF I I A B H R B B AT AR A Ry 2
R b oy 40 ™ FE AR BE A WA r

TE—TWORE | BEHLAT BRIE b, 25 T8 A b
53 BURE 8 1 IR G H R A BT B2 n— T
ﬁ@fﬁ(N-acetyl cysteine, NAC)J&IT e, B I PANSS
B P o bR 2 0 B B R AR, Sepehrmanesh
25U HEAT 9 NACIAYT IR B0 H RS Hi 40 240 JR 2 1Y
INHIDRE, QnvE 20 A AR AT I 6E
FAL PR P S AT T — i E R G, X sy R
TR TR P O3 240 S5 O A DT IRl A AH DG A
ARAGIET 7R LB

y - A &L DR 5 U (GCS) =43 B H Ik
H RS R BRI EE, GCSAKT-5 v - A S BEF A
PR BB AL T B (GCLC) (A3 P R 3R KA o
A5 S GCLC 2N =B IR H &2 ¥ 51 (TNR) £
ASPERRAL ATARAR T, 3 22 Ak S IR R 5 il
3 BURE 5 AR G, B AH DG HE R B 1Y) 32 3 GCLG
HHRIL . GCLIG PRI e H Ik & 5 5 AR, 7E%A1k



- 146 - AP SR T A2 2020 42 A 20 HEE 20555 2] Journal of Neuroscience and Mental Health, February 20, 2020, Vol.20, No.2

NEFRARAETT RGP A3 40 B N A LAY GCL T
Z, HAGRPERRK S CCLC 2B 1 3R FEAAR G, T
a7 TR P Z40E £ A D H R 1) 352 A% R TR
WA R TR o 200 8 B AP A A R T8 e A 1 a5t
FEFERY

5.8 C: iR CHA ISR M:, g IR
PSR AR, (ol SE S A -SH 4B R R FUIRES,
AT DATEAS BEH BRI BRI VE T T, AR f A R A5 b
HIREEAL A I R B H K, TS BT B 4
b R AR AR . B 18 AT DL R PR i R A1
W, (g R E AR EEISEIEEEEE, kS
UMM SRR, BORTRT LAV A 4 2 ESUEIRVE]
SRR

AW BN, EPUIR LR T iR 56 b, A 4l 23
SURE FBAA M A R C i SR b 4 2 CHEI
B HR AL 2 T, $R TR IR N A K Cfig
e TR 70 mg PR LRIGYT 14 H 5
RIS PR A R CHEM AN A B TR 3R
JPRI BN L g5, A AR TAm 2257, X®
A5 R AT LL, S A 20 BU0E B T REXT 4R 3R
C BT RIKE T B — TN A 170 GRS 4943 40 2
I DG REAFFFE & 3, o AR A ) FE 3 LY v 4
AR CHEHERN A B E IR, i ERCEES
R b4 40 B RE R B0 S OG, T RBHRR T A fk
IO AR S i A P P 5O DA R e A Ak 1 T
FE ) Heiser & E—WR S Wi b, R LR AT
AR B FUR WE B S50 PO 25 7] LU ROS 1Y 2E
B RGN, WgE AR 2 C BRI 259 ROS 1)
FEAE IR T 4R R C IR RE T o

ZE BTk, REIFITUESE, Kt o> 2408 5 A1k
N AR BT A A 2 [RIAFAE A DI e I, AL
il AN 58 2B, T3 VF 2 IXBUE AR RIR R R
T MR 70 20 8 SR A A 405 e e S Ak B A
AT, WA SURE RIA YT IR AL TR B &
Fi
PRI SCEEFTA (AL IR A TT SO oA ) 26 nho
EERBAR SO R RGeSO S N R, BT R
B P

s %2 X #

(1] AR&B, Jase, B2 as Am PRSI e A 5778k ) ] 43
ik, 2002, 30(12): 1507-1514. DOI: 10.3321/j.issn: 0253-
3820.2002.12.026.

Lin JM, Qu F, Shan XQ. Determinations of Active Oxygen

Species and Their Basic Principles[ J ]. Chinese Journal of

(2]

[10]

[11]

[12]

[13]

[14]

[15]

[16]

Analytical Chemistry,, 2002, 30(12): 1507-1514.

XUBEH S F RSP [) ] s 25 B2 4z, 1988, 4
(6): 324-327. DOI: 10.3321/j.issn: 1001-1978.1988.06.002.

Liu GT. Oxygen radicals and antioxidants[ J |. Chinese
Pharmacological Bulletin, 1988, 4(6): 324-327.

Korotkova EI, Misini B, Dorozhko EV, et al. Study of OH
radicals in human serum blood of healthy individuals and those
with pathological schizophrenial J ]. Int J Mol Sci, 2011, 12(1):
401-410. DOI: 10.3390/ijms12010401.

Chen BT, Avshalumov MV, Rice ME. H,0, is a novel,
endogenous modulator of synaptic dopamine release[ J ]. J
Neurophysiol, 2001, 85(6) : 2468-2476. DOI: 10.1152/jn.2001.
85.6.2468.

Pellmar TC. Peroxide alters neuronal excitability in the CA1
region of guinea-pig hippocampus in vitro[ J ]. Neuroscience,
1987, 23(2): 447-456. DOL: 10.1016/0306-4522(87)90068-6.
Avshalumov MV, Chen BT, Rice ME. Mechanisms underlying
H,0,-mediated inhibition of synaptic transmission in rat
hippocampal slices| J ]. Brain Research, 2000, 882(1/2, 3): 86-
94. DOI: 10.1016/S0006-8993(00)02835-3.

Radi R, Beckman JS, Bush KM, et al. Peroxynitrite-induced
membrane lipid peroxidation: the cytotoxic potential of
superoxide and nitric oxide[ J |. Arch Biochem Biophys, 1991,
288(2): 481-487. DOI: 10.1016/0003-9861(91)90224-7.
Ohshima H, Sawa T, Akaike T. 8-nitroguanine, a product of
nitrative DNA damage caused by reactive nitrogen species:
formation, occurrence, and implications in inflammation and
carcinogenesis| J |. Antioxid Redox Signal , 2006, 8(5/6): 1033-
1045. DOI: 10.1089/ars.2006.8.1033.

XUBFE . H R S AR [T ] B R AR S i
PR, 1988, 8(2): 83-84, 90. DOI: 10.16352/j.issn.1001-6325.
1988.02.005.

Liu GT. Oxygen free radical damage and antioxidants[ J ].
Physiological Sciences, 1988, 8(2): 83-84, 90.

TP, YT, 2 PUEIEER F Peroxiredoxin ZO5M SR 1 1 4=
TR} R, 2004, 35(4): 352-355. DOI: 10.3321/j.issn: 0559-
7765.2004.04.016.

Zhang B, Xiang YM, Bai Y. Progress in the study of anti-oxidant
peroxiredoxin family[ J1. Progress in Physiological Sciences,
2004, 35(4): 352-355.

Dringen R. Metabolism and functions of glutathione in brain[ J ].
Progress in Neurobiology, 2000, 62(6): 649-671. DOI: 10.1016/
s0301-0082(99)00060-x.

Dietrich-Muszalska A, Kontek B. Lipid peroxidation in patients
with schizophrenia[] 1. Psychiatry Clin Neurosci, 2010, 64(5):
469-475. DOI: 10.1111/j.1440-1819.2010.02132.x.

Yao JK, Reddy R, McElhinny LG, et al. Reduced status of
plasma total antioxidant capacity in snhiznphrenia[ J1. Schizophr
Res, 1998, 32(1): 1-8. DOI: 10.1016/50920-9964(98)00030-9.
Flatow J, Buckley P, Miller BJ. Meta-analysis of oxidative stress
in schizophrenial J ]. Biol Psychiatry, 2013, 74(6) : 400-409.
DOI: 10.1016/j.biopsych.2013.03.018.

Prabakaran S, Swatton JE, Ryan MM, et al. Mitochondrial
dysfunction in schizophrenia: evidence for compromised brain
metabolism and oxidative stress [ J |. Mol Psychiatry, 2004, 9(7):
684-697, 643. DOI: 10.1038/sj.mp.4001511.

Roche M, Rondeau P, Singh NR, et al. The antioxidant



Y SR A 202042 H 20 HEE 20455 28 Journal of Neuroscience and Mental Health, February 20, 2020, Vol.20, No.2 - 147 -

[18]

[19]

[22]

[23]

[24]

[25]

properties of serum albumin[ J . FEBS Lett, 2008, 582(13):
1783-1787. DOI: 10.1016/j.febslet.2008.04.057.

Gryzunov YA, Syrejshchikova TI, Komarova MN, et al. Serum
albumin binding sites properties in donors and in schizophrenia
patients: the study of fluorescence decay of the probe K-35 using
S-60 synchrotron pulse excitation[ J ]. Nuel Instrum Meth A,
2000, 448(1/2): 478-482. DOI: 10.1016/S0168-9002(99)00720-2.
Uzbekov M, Gryzunov Y, Misionzhnik E, et al. P03-210 Conformation
of albumin binding sites are disturbed in schiznphrenia[ T1.
Eur Psychiatry, 2009, 24(1): S1209. DOI: 10.1016/S0924-9338
(09)71442-7.

Uzbekov M, Syrejshchikova T, Babushkina T, et al. Conformational
and Functional Disturbances of Serum Albumin Are Characteristic
for First Episode Drug-naive Schizophrenic Patients[ J ]. Eur
Psychiatry, 2015, 30(1): 28-31. DOI: 10.1016/S0924-9338(15)
30714-8.

Miiller N, Ackenheil M. Immunoglobulin and albumin content
of cerebrospinal fluid in schizophrenic patients: relationship to
negative symptomamlngy[ J]. Schizophr Res, 1995, 14(3): 223-
228. DOI: 10.1016/0920-9964(94)00045-a.

Labad J, Stojanovic-Pérez A, Montalvo I, et al. Stress biomarkers
as predictors of transition to psychosis in at-risk mental states:
roles for cortisol, prolactin and albumin[ J ].J Psychiatr Res,
2015, 60: 163-169. DOI: 10.1016/}.jpsychires.2014.10.011.
Gama-Marques J, Tinoco I, Pedro I, et al.Unconjugated
bilirubin and acute schizophrenia: a probable correlation] J ].
Actas Esp Psiquiatr, 2017, 45(2): 79-88.

WRER, sKoR B, BB}, 45 BRI 7 A AR HI 24 ol BUE
FEREHTEADIEII[ ) ). TP E RO, 2015, 4109):
518-522. DOI: 10.3969/j.issn.1002-0152.2015.09.002.

Chen DC, Zhang RZ, Chen K, et al. Effect of resperidone
treatment on serum levels of nonenzymatic antioxidant in drug-
naive first-episode schizophrenic patients[ J ]. Chin J Nerv Ment
Dis, 2015, 41(9): 518-522.

Pae CU, Paik IH, Lee C, et al. Decreased plasma antioxidants
in schizophrenia[ J]. Neuropsychobiology, 2004, 50(1): 54-56.
DOI: 10.1159/000077942.

TSR, el , TR, 55 KPR 2UE B F MF A R
1R . IBZLZR FIA RS IR K P ROBF ST L J/OL ] il PRI Ui
ZRAE (TR, 2012, 6(19):5922-5925. DOT : 10.3877/cma.j.issn.
1674-0785.2012.19.037.

Wen SL, Cheng MF, Wang HL, et al. A study on serum levels
of albumins, uric acid, bilirubin and <y -glutamyl transpeptadase
in schizophrenia patients[ J/OL ]. Chin J Clinicians(Electronic
Edition), 2012, 6(19): 5922-5925.

Vitek L, Novotnd M, Lenicek M, et al. Serum bilirubin levels and
UGT1A1 promoter variations in patients with schizophrenial J ].
Psychiatry Res, 2010, 178(2): 449-450. DOI : 10.1016/}.psychres.
2009.12.008.

Miyaoka T, Yasukawa R, Yasuda H, et al. Urinary excretion of
biopyrrins, oxidative metabolites of bilirubin, increases in patients
with psychiatric disorders[ J ]. Eur Neuropsychopharmacol, 2005,
15(3): 249-252. DOLI: 10.1016/j.euroneuro.2004.11.002.
Yasukawa R, Miyaoka T, Yasuda H, et al. Increased urinary
excretion of biopyrrins, oxidative metabolites of bilirubin, in
patients with schizophrenia[ J]. Psychiatry Res, 2007, 153(2):

[29]

[33]

[34]

[35]

[36]

[37]

[40]

203-207. DOI: 10.1016/j.psychres.2006.04.009.
Kristal BS, Vigneau-Callahan KE, Moskowitz AJ, et al. Purine
catabolism: links to mitochondrial respiration and antioxidant
defenses [ J ]. Arch Biochem Biophys, 1999, 370(1): 22-33.
DOI: 10.1006/abbi.1999.1387.
Yao JK, Dougherty GG Jr, Reddy RD, et al. Homeostatic
imbalance of purine catabolism in first-episode neuroleptic-na?ve
patients with schizophrenia[ J 1. PLoS One, 2010, 5(3): 9508.
DOLI: 10.1371/journal.pone.0009508.
Yao JK, Reddy R, van Kammen DP. Reduced level of plasma
antioxidant uric acid in schizophrenia [J]. Psychiatry Res,
1998, 80(1): 29-39. DOI: 10.1016/s0165-1781(98)00051-1.
BRESE, RO, SRR, 45 MURFRKF SAE 050 2L S R 1Y
Meta 2387 [ J . SEFHEE 2458, 2018, 34(16): 2786-2789. DOI:
10.3969/}.issn.1006-5725.2018.16.038.
Han YQ, Zhao S, Song CX, et al. Association between uric acid
and schizophrenia: a Meta-analysis[ J |. The Journal of Practical
Medicine, 2018, 34(16): 2786-2789.
Solberg DK, Refsum H, Andreassen OA, et al. A five-year follow-
up study of antioxidants, oxidative stress and polyunsaturated fatty
acids in schiznphrenia[ J]1. Acta Neuropsychiatr, 2019, 31 (4):
202-212. DOI: 10.1017/neu.2019.14.
Raffa M, Mechri A, Othman LB, et al. Decreased glutathione
levels and antioxidant enzyme activities in untreated and treated
schizophrenic patients[ 7. Prog Neuropsychopharmacol Biol
Psychiatry, 2009, 33(7): 1178-1183. DOI: 10.1016/j.pnpbp.
2009.06.018.
Berk M, Copolov D, Dean O, et al. N-acetyl cysteine as a glutathione
precursor for schizophrenia: a double-blind, randomized,
placebo-controlled trial[ J ]. Biol Psychiatry, 2008, 64(5): 361-
368. DOI: 10.1016/j.biopsych.2008.03.004.
Sepehrmanesh Z, Heidary M, Akasheh N, et al. Therapeutic
effect of adjunctive N-acetyl cysteine (NAC) on symptoms of chronic
schizophrenia: A double-blind, randomized clinical trial[ J . Prog
Neuropsychopharmacol Biol Psychiatry, 2018, 82: 289-296.
DOI: 10.1016/j.pnpbp.2017.11.001.
Gysin R, Kraftsik R, Sandell J, et al. Impaired glutathione synthesis
in schizophrenia: convergent genetic and functional evidence| J |.
Proc Natl Acad Sci U S A, 2007, 104(42): 16621-16626. DOI:
10.1073/pnas.0706778104.
Suboticanec K, Folnegovi¢-Smalc V, Korbar M, et al. Vitamin
C status in chronic schizophrenia[ 1 1. Biol Psychiatry, 1990, 28
(11): 959-966. DOI: 10.1016/0006-3223(90)90061-6.
WFETT, XV 170 BRSO BUE B K MEHEAER AL E, C
TR ) ] JERBEE SRR, 1995, 15(5): 63-65. DOI:
10.16352/}.issn.1001-6325.1995.05.014.
Cheng XF, Liu HW. Changes of the serum levels of vitamine
A, E and C in 170 schizophrenic patients| J |. Basic Medical
Sciences and Clinics, 1995, 15(5): 63-65.
Heiser P, Sommer O, Schmidt AJ, et al. Effects of antipsychotics
and vitamin C on the formation of reactive oxygen species[ T].
J Psychopharmacol, 2010, 24(10): 1499-1504. DOI: 10.1177/
0269881109102538.

(ki H 31 : 2020-01-02)

(R 3CHH : LFH)



