EBTBEREFR GO

Vol.41 No.8 Aug. 2021 JOURNAL OF SHANGHAI JIAO TONG UNIVERSITY (MEDICAL SCIENCE) | 1041

A #h 5 ZURE 5 AR AE 5k UL £ iR 57 % A9 3 BR WA 55

%**t%, WIRLLS, REM, T B, BELE, THE, FEE
AT B A R i T D AR S, _EHG 200030

[(FEZE] B - LB 200 1 & B R AR ﬁ%ﬂﬁﬁe@ﬁaﬁiiﬂz (mismatch negativity, MMN), K5I REFAE A, )
TR TIN5 7K # 43 SLRE RPN ERRE RS EEAL N h i MEF . T35 - ANA 201448 1 H—20164F 12 7 F 1 ¥ 5838 K2 5 2 B b Ja R i 12
Az HO T TS SS TR A 5 Z4E B & 5B 3 20 BRI AR AE ‘5&%‘191%, F IR A S R BR 2, PR R PR RS FiE AR 2 3% (Positive
and Negative Syndrome Scale, PANSS) PG i 4r 2L0E & A B F AAEAR , FIDUS /REHIABEE . (Hamilton Depression Scale, HAMD)
ARG #E 3R (Hamilton Anxiety Scale, HAMA) FPAGIIARAE (B3 AOREIR . FTA 3210 58 i MMN A6 DU RTIE PR B 3R A 374G o X4
FAwmZ I (frequency MMN, FMMN) FHFEE I ] fi 22 13 (duration MMN, DMMN) 535 0 A1V DRI R FH 2 42 4y 22400, 40
[EIHZRERAA], PLFMANINZE NN (Fz, Fez), ZAFERSIRMANNZE MR (F, Fo) FIALEER (F: 1; £ 2), H
B PE R, DMMN, FMMN S RAFIEZ R AHDCH R RAHDC 0T, Z55R - O Kl 284 DMMN SR [ (-2.70+2.46) pv] £
PIABSELL [ (-5.06+0.46) puV] FLEFXTIRAL [ (-5.1540.43) pV ] FEAL (¥9P<0.001). 3411 DMMN IR AE R &R T rh 28 F A A2
BRFEAL 22 R LG TT2ETE (35 P>0.05) . @ FMMN R 76 h 48 SR 411 25 52 RS #TE X (P>0.05), A A7 VER B Ab 41 ]
ZRAGIER L (P=0.040), 341H FMMN B R BI7E AT 2R A2 4P ER R IR 2 F B TS B L (B P>0.05). @) R/
JELHF2. Fz BARALRY DMMNUMFHPANSS4%#1$%ImE%i¥%%ﬁ$H% (F2: P=0.042; Fz: P=0.032). MARIELH MMN R3]
R 08 55 6 ACRAAE B O SeE . Z518 « Rl 4r 2U0E B & SR 5 DMMN IR 19 55, I A0ARAE 4 DMMN IR 5%, #2758 DMMN i
W T R Ay 25 DR o 4 LRE R AT R E’Ji%”?‘ém

(SR ] KGahor20E s IARKE; JRVCRCS; S ORAH G

[DOI] 10.3969/j.issn.1674-8115.2021.08.007 [FE4r2ES] R749.3  [XEkIRER] A

Comparison of mismatch negativity in patients with schizophrenia and depression
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[Abstract] Objective: To compare the difference of mismatch negativity (MMN) between first-episode schizophrenia and depression and its correlation
with clinical characteristics, and explore the role of pre-attention processing in the mechanisms of schizophrenia and depression. Methods - Twenty
patients with schizophrenia and 19 patients with depression were selected in the outpatient department of Shanghai Mental Health Center, Shanghai Jiao
Tong University School of Medicine from January 2014 to December 2016. Healthy controls were also recruited. The Positive and Negative Syndrome
Scale (PANSS) was used to measure the clinical symptoms of schizophrenia. Hamilton Depression Scale (HAMD) and Hamilton Anxiety Scale (HAMA)
were used to measure the clinical symptoms of depression. All patients and healthy controls completed MMN detection and clinical scale assessments.
The amplitudes and latencies of duration MMN (DMMN) and frequency MMN (FMMN) were analyzed by repeated measures analysis of variance with
group as the between-group factors. The midline electrodes (Fz, Fcz) were used as the with-in group factor; meanwhile, region (F, Fc) and laterality (1 for
left, 2 for right) were used as the within-group factors for lateral electrodes and the factor sex was used as covariate. Partial correlations was performed to
find the correlation between MMN and clinical characteristics. Results:(D The amplitude of DMMN in patients with schizophrenia 2 for [(—2.70+2.46) uV)]
was lower than that in patients with depression [(—5.06+0.46) uV] and healthy controls [(—5.1540.43) uV] (both P<0.001). No significant group
differences of DMMN latency were observed at midline or lateral electrodes (All P>0.05). @ There was no significant group difference of FMMN
amplitudes at midline electrodes (P>0.05) but a significant between-group difference at lateral electrodes (P=0.040). No significant group differences of
FMMN latency were observed at midline or lateral electrodes (All P>0.05). ® There was a significant correlation between DMMN amplitudes at F2 (P=
0.042) or Fz (P=0.032) and general scores of PANSS in schizophrenia patients. There was no correlation in depression patients. Conclusion*
Abnormality of DMMN exists in the patients with first episode schizophrenia but not in the patients with depression, suggesting that DMMN amplitudes
may work as a biological marker to distinguish schizophrenia and depression.
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DSM-IVIlfi K& 21518 (the structured clinical interview for
DSM-IV, SCID) ¥ 2 418 # ks piR il . FBAE A )
P K A E R BF 2 2 % (Positive and Negative Syndrome
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SRR B #  (Hamilton Depression Scale, HAMD) |
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fifi FH 7 5] Brain Products 23 7 9 I FL 12 53¢ 5 43 #1 28 G2 %) e
HANAEFATRLN o Sk B AR R 1020 REIUE , S
AR ICE T de, PIRR BB A T AR T O gy
ARME I il (555 SRR 1000 Hz, 7EZRUENE VLN
0.016~200 Hz, HLHBHHLART 5 kQ. Wrog MMN iR H
Wrig “Oddball” BT, H 675 FRAERIEL (1000 Hz,
50 ms, 75dB). 75 DFREEIRIANE] ) 22403 (1 000 Hz,
100 ms, 75 dB) 175N A 9 22 4138 (1 500 Hz,
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1.2.3 M 4 BT A I A %L 8 fff A Brain Analyzer
Version 2.0 TR, 2853 (0.016~200Hz), ZOhilh |
43B: (=100~300 ms) . S MIFE S0 BR AR e 22 51 9%
IR, 5% A9 MMN 43 k4L s 17] i 22 41 5405 | 2 A
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K FH SPSS 19.0 BAF AT 43 Hr o 22 1 W RE LA et
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g, HA— B D200 AR T 223087, DMMN
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Tab 1 General information of the three groups

Group Sample size/n Age/year
Control group 21 34.14+6.69
Depression group 19 38.00+11.04
Schizophrenia group 20 35.55+4.59
F/ - 1.232
P value - 0.299

2.2 DMMNifii. BRI Lo 4R

DMMN & i . WK e g SR UL 1. 341
DMMN W IR AERT ATk (Fz, Fez) MZeqqkek SHab
(F1. F2. Fel, Fe2) WA B EFEMAMZER [P
F (2, 56) =8.72, P=0.001; A4 ¥¥k: F (2, 56) =
6.81, P=0.002], Hitfisr2diEd] [ (-2.70£2.46) wV] &
PIABIEL [ (-5.06£0.46) wV ] FIEF MR [ (-5.15+
0.43) V] DMMN B RFEAL (34 P<0.001), HARHE2H Al
it B X B 241 DMMN 3 i b3 22 5 e g it = L (P=
0.890) o MEBINE N PIpAS f AL TG40 rh Ze A2 A7 23k S R AL
WX ENARES (B P>005). fEhLSBA, T
WER RN [F (1, 56) =042, P=0.522], L
FPER MBS EAER [F (1, 56) =0.19, P=0.666]
G R 2 ) RO R R BAEM [F (2, 56) =1.30,
P=0.280]. TEZEAEERSERAL , A B EF WAL R
M A TR [F (2, 56) =3.82, P=0.028], i
EWEEATEER FERER S EAER [F (1, 56) =0.04,
P=0.842], JCRFEFMXI, ZA7EER GBS AL = 1
LHAEH [F (2, 56) =1.00, P=0.375]. JC 4% i X B
Bvi [F (1, 56) =0.18, P=0.671], JGC 4.3 1Y X B AL
HAZHAEH] [F (2, 56) =1.51, P=0.230].

3 21 ) DMMN V& AR 0 76 R4 i o 2 R A2 A 2 Bk S Bk
¥R E 2R (¥ P>0.05),
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SHZARE B — BN T 2E TR e LR 1, 3 AL 7E4R
I ZHERE LSRG FREY, BN EES
fgit#E L (P=0.015),

Education/year Male/n(%) Female/n(%)
12.86+2.97 7(33.3) 14 (66.7)
11.05+4.34 4(21.1) 15 (78.9)
12.60+3.05 13 (65.0) 7(35.0)

1.535 8.439
0.224 0.015

2.3 FMMN . R0 o4

FMMN i fE . WA EEe UL 1, 3 4110 FMMN %
IREERTAR T P& S T B EE R (P>0.05), AL
RSB E BFEZES (P=0.040), MABKELA [ (-2.18+
0.45) v, P=0.028] FHGHI/IZLEZHFMMNEE [ (-2.14+
0.45) wV, P=0.036] fmTIERXIRLL [ (-0.81£0.42) pv],
AIRE 4L FIDRS Ff 43 2L0E 41 FMMN 3 i Le 8525 S RS i
HX (P=0.948) o PEINAE g DA 5 A6 B AR TR R R A A
Ppk FEAL T R E AR ER (¥ P>0.05), 7L T
b, Jo iR E N EBAE Y. [F (1, 56) =0.55, P=0.462]
KRR EAEN [F (2, 56) =0.45, P=0.640].
ARG AL, TR EN XN [F (1, 56) =
0.01, P=0.944] A4 Fek2% [F (1, 56) =0.22,
P=0.641].

3 2419 FMMN VB AR 076 i 400 i b 26 20 A 2 3R S Bk
TR E2ER (P>0.05),

2.4  MMN 5l ARAFAE AT G 2 B

MMN 55 I RAFAE 9 A OCHE A BT 25 S WL IR 2, K i 4y
ZUNELH F2 . Fz M Ak i) DMMN 3% I 55 PANSS — 4 o
I BHLRE IR 43 5 A & (F2: P=0.042; Fz: P=0.032).
TIVAIAE 2 MMIN W5 ER 0 B0 i 5 11 PRARRAE 21 JE A G o
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Note: DP—depression group; HC—control group; SZ—schizophrenia group. ©P=0.000, *P=0.001, compared with the schizophrenia group.
1 3 DMMNF FMMN K B R i 18 bb 4
Fig 1 Scalp topography maps and waveforms for DMMN and FMMN of three groups
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Note: G—general psychopathology scores of PANSS (a total of 19 patients with schizophrenia were included except 1 patient).

B2 45> ZLAE LR A DMMN 5 il R4S 1E A48 5 1

Fig 2 Correlation between DMMN and clinical scores of the schizophrenia group
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