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Abstract

Bipolar disorder (BD) and Major Depressive Disorder (MDD) are two common mood disorders
with significant impacts on human health and heavy economic burdens on governments and pa-
tients’ families. In clinical practice, it is very difficult to distinguish BD from MDD as the BD pa-
tients in depressive episode stage may manifest the same symptoms as those of MDD patients.
There is increasing research evidence, however, showing the differences between MDD and BD in
multiple aspects, such as clinical characteristics and pathogenesis. Here, we summarized the re-
search progress on the heterogeneity of BD and MDD by reviewing Chinese and English literature
published in recent years. The main content includes the differences between the both disorders
in clinical manifestations, psychological characteristics, genetic factors, neuropathology, and
neurochemical metabolism. These data would be useful for the early identification of BD from
MDD.
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1. 5]

1 KR AT A2 48 DA 28 R A B 2 203 0 8 I PR AE AR5, b LLXURE 1 /2% [ 15 (Bipolar Disorder,
BD) A1 M 41 545 (Major Depression Disorder, MDD ) 555 55 0 5 UL o 2010 HE4 S R 126975 1 A BR
Wi ARG TS SR R MDD (5 #EJ0 4 BR T £ 48 ¥ 40.5%, BD (Y 7.0% (Whiteford et al., 2013). %%t
THEE R R, 1 IR B G 00 1) A 3R 57 A HEAE BTG RS PR AS I T AL, DRI IE T 175 B B -2 00 (1 AT 72 %
RRENFETE N FEAKT | FEALORS P 52 05 4 BRI 7 4H 1) L B

FEIRR 2B, MDD 5 H A48 A5 (Unipolar Depression, UD)iE . 24341148/ UD i, =AEGRIH
UD #11 BD IR . Ak AT FCIESE £ B, BD A1 UD J2& MR AN R 1 B S s (1 55 0, 9ok,
2014), (BAEIGIR TAEHAS 5 550 o X BEAT: HH 00 Ik B Bl A B A IR B, 8 A0 AT R DU A e 12
Wity BD. {HULHIARER 1 &1 BD B rlRERILE 5 MDD FIRERIIGARAEIR, aiE g kv BYHRL%E.
Mo ER G TR AR, BUSIE PR TAE T MR AR R R WM DL . — TG T BD RIZE LR
N, 291 20.8%(1 BD B#F k12 UD, BTMIg: T A 4EITT (Huetal, 2012), 55— B /&R, BD
S BT X H BRI ACRE DR 2 it TR R PR 12 W — M 75 248 77 5~10 4F (1) [A] (Baldessarini et al., 2007).
Kk, BD Hil UD [ 5% Ay S 2. ARSCE 2] TR 6T BD AL UD S0t A 98 A0 20 SCiik, 9%
CFEFFIRAEIG RS . OFLSAARAE . BRI R MEmE., MadS i ESs, M@ BD
T UD [ SRS W

2. WEFER AR IEAFIER B & IaK R E

A R 2 (R FUEHE 2R B, BD A UD A& 5 FPAS [R] 15 BB AS 5 o B 50, e AT 1A AN R R I PR AR £ o
BD s&fa I MIPER G 4 AL RSB I e T B, BRERAERIRE s, H AR RERS R PR, ™
HFRE ., FREENT A SR AR 2R, R B R R AL ThRE . BD MU R RGTE 1%~2%4 4
(Merikangas et al., 2011; Squarcina et al., 2016), 3 H 5 % B Km KA, £ 90%EHE—HEH 4

ik
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FRRRAE, o 9%~15%(1) 3% AT fE 2> tH I B 447 A (Medici et al., 2015). UD s&$5 LAFFSE 2 A DL B
SRVE B EIROR | PURER S O B RAFAE 15 R RS i, B R RAE RIS R, I HAE W i 72
HONR H B B B BRI IR S . UD IR R 2008 10%~15% (Lopizzo et al., 2015), & T BD fI 57
A, 1 BA BRI ZE S, ot R KU B v T SR . IR AR TR, 2947 60%~80% ) B AEE
R UD KAR G &2 iR R AR (i 43101, 2003; Pettit et al., 2006). BT MW R E 7R, BD BE K EHR KX
T UD E# (Holma et al., 2014).

— i, BD B AR ZE 20 Z LAHT, 1 UD B IR R AERS AT 5, 554> UD &g Al 7
40 % U5 1 R K 9% (Benazzi & Akiskal, 2008). Angst 25 A (2005)IWF 7RI, AR FER T 177 BD Kk
s AR R AR B AR RS R DU R R K BD IR BETERIK . Lee 5 (2014) IR R4S R IR, 5
UD B#E AL, BD S LI AR R AR IRBORE . 55 AL T B PR /5 . Benazzi 25 (2008)Fi H 0%
KA RIX —IGRTEARTE BD FIATRN 1 T S PR T RS ol IR L R A OB S 55 A I PR 4R
bro BEARUNL, AUFEIE KRR IUAAR SRR AELE B 1 I %)) BD A1 UD. SEbs b, B H BT A I M AE
A BRI AR R A bR dEF T BD F1 UD (5512 1

3. WIEERMBEMNFER 2 &N VIEFFHERRE

175 R PR R F R AEATAE AR S B o BRI 22 (O RF T 3R B, S () 2R 20 f 155 K 0 o 78 N RS R i
J5 THIAEAE 2 5 (Akiskal et al., 2006). Savitz (2008)%5iz F S MRIEE B AT 1) 7772 B0 BD 3 R BLH 1
T2 R NRE R SR A OCHS, HEN e AAKRR T il fe & BD WEM RS, —TiE N XT BD &#H Ak
RE R A 7o 25 S R, BD BRI AR ) RS 18 26 AN Fe o IRE s (12205, #ke 1, 2001) Strong (2007)
Zxtfase il BD B AMAF R IOIE TS, KEL BD BEIEIHME. W& R4EE WA W B m T IEwE AN,
BRI BD B AR LR 2 5. Loftus (2008)45 B AU A% B £ (TCI), 455427~ BD
BFEA R FEE . w A REER T K E BE PR AR . X UD SR AR AR (A 5 R IR
UD R BRI — & MRS B P P05 3R (2016) 55 W FE 2 B, SIAIAE B R I H i 2 ot 1) RS F
J5i - Smith (2005) %W 58 & L, i e B UD i3 F T HA vy [l k473 5 1 41K B R ) 1 R A 45 A Smiillie
(2009) %A 7T K I UD F8 3% R ILH S48 AR APl PR [ A RS HF 5. Fletcher (2012)%54% BD AN[A)WE 2 i3
5 UD B R BT AT ELE, R BDIN B 5 UD B A LRI b s, R, BIRER . 4
AT AS R 2, {2 BD AFEAR S E SRR Z AR . HAb—Tt A FFERE, BD 1 AL
UD 35 i AKE R 7 A7 1F 22 577 (Bensaeed et al., 2014).

52, WOEEERERG, BD Al UD B3 R I AN A A RS ], PRI AR 4RR 5 o] LA S 1
JRBRAS R ) 5 Ve R AR 2 —, 5 BB 0 RN S a2 . BEE SR AR R, T DUHEEE AR AR
KA — B 2 B G B IR R DU SO 2R AE (2 Wibn T BD A1 UD 1132 W7 A 4031
21

4. WEERMAENTEREENREERER

AL ZE A BD FIRA KR %Y. McGuffin (2003)55 1 78 KB, BD HIEAE K218 89%. £ MIFHE
FKH BD 2L MKMW, BT 2HE L. Skiar (2011)% %} 7481 44 BD Hiis F 4 3L K 4 < BRI 5%
JFEHAT 04T, KRB CACNALC F1 ODZ4 LA 5 BD & A EE. Baum (2008)2:HF 58 & B, DGKH #&
BD i KA Gy IRk R . i R, BD A AR R SRS WORS A 0 RURE . FIARRRAS . B HIRESE, fE
L P A E LRI S BSER, JUH SR 240 11 5 B R S I % A NI 2 (Lee et al., 2013; Forstner
etal.,, 2017),
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UD R A 32 8 AL R W52 . Sullivan (2000)%85%F UD 845 XU — S FE 04T, 25 R BoRi%
TR R TE 37% /5 47 o 7RI 25 20 247, Ak 22 Wt Sk Rl 4 25 DR 4H DR IC At 9 SRS B i 114) 5y Rk IR
{HRRF L R = —FvE, EEMZ, HEXT UD 5 R 7T B Rl AS B8R 17 (0 1) B S0 AR B hg 1 %
AN, AR, UD RIRAEZBE ISR R L EE A, IF HJG3E1E UD A4 RS ok 35 5
KIVER, %174 63% (Sullivan et al., 2000). FMLIE AL B SO RO, 515346 FIPA G R 36 45 6 R R
IS A (4 A AL BE AT 5, A2 H ATHRZR UD KRNI E By 7). RAEAL 22 A ) DNA J7 51
AR, RTINS & ARIBA, FEHIX AR DR & B M4 s f rh e i i . A3
K2 5 B R AL S 008 £ EAHE DNA H3ME, A A3 e, JetaiiE sy, SERUIERF RNA 4
4%, Hh DNA HIEWR A 5 2R R, X — R AL R0 70 H BT 52 0E . IR RN
WAENLHIZE UD 1Y A bk 35 25 B 24 B (Urdinguio et al., 2009). AMTTAHAE, 78RR RE ok B 4 7
1) E5 ot R J3 IR] 2 T O SO R AR =ML, AT RS 3 UD [ A (1] 1) (Saavedra et al., 2016).

S, BD M UD FEJR 5 25528 AR AR B K 3R 3R RIS, (H BD (R AE ML R 3R 0 RN
I, MBI ERLE UD R EHE R,

5. MEERMPENTEREENHERGEER

BEA = AR E R RTE I BRSO A R, AT G 0 A7 IR B i 6 3 A7 AE A 200 B
ThRERI LA, 1 H BD &3 M UD BEAFAEMA AL - 2 57 (Brambilla et al., 2004; Lawrence et al., 2004).
PR TEAN 2 RAAR 25 77 THI 4 22 53 B8 1) - B 1

UD &35 Z A 1 DA TR AL B 1 — TR 5T S, UD B8 5 R FR 45 /)N (Campbell et al., 2004).
Jak, Koolschijn (2009)%5 ) —IZ AN AL, UD BHELERTHIF B 0 ml. # . SCRASEERAL
MRS 5 NBEAE LUAFEARIRE 4/, (B A, A%, Fln SO B 0 S5 A7 AR AR S I
NBFHHEC TR ZE 57 o — TSR 85 R oR, UD BEAAAEIE S . AT B2 it . BRI AZ 2 B R
i/, T HAA AR UD AR KA 5%, FEBR TR Bot AR AR AR I, (E 85 s I 1)
PIEK, A AZARFERETR D, I H A B E AR AR AT B 2 (Lorenzetti et al., 2009). X P45 14

Enviromental factors

Pre- and postnatal

Intrauterine stressed conditions

conditions Traumatic Stressful
event event
\,‘\\ 4 P //r"’
Nutrition —_ \‘\_‘\‘ “/ ‘(’J/
~—

—.:"'\_ Stimuli f[7

miRNA
deregulation [:> Elevated risk of MDD

Histone
modifications
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Figure 1. Environmental factors, via epigenomic mechanisms, involve in the pathogenesis of ma-
jor depressive disorder. The schematic diagram was cited from Saavedra et al. (2016)

B 1. MEERBERIEEFZNSIEINFERAEFEM. 518 Saavedraetal. (2016)
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PRFRARA 5 95 FE 1R 0% SR AEAT SR (1) — T 7t Fh 43 2 3dF— 25 (1 56HIE . Bora (2012)%8 &3, UD &3 A B R0
e Bl WA B AR ARG )N, A AR D )RR AL SR AR R G B AR R AR BB AR E A T
V5 55 ARG /N, B R AR AE B E AL 15D 55 AR U AN B Bl i JC B ) R S
PR ARG AR FMR)BIF T R, FARIRZS BB 3 52 o RN A A7 A% 3% B2 5 T R P IK (Scheuer et al., 2017).

5 UD & AH, BD BE B MRS AIH i (Hajek et al., 2008). A BRI, BD &EH BEAKAK
R4/, JF HAEA E5 0 5%, 1 UD B A R A 3 AN B (Brambilla et al., 2004). FARIA
R A R BRI B LK, AL T R DR IA R . TS RIS — R, Hk b, 5
SRS TR NBEAH LG, /04 BD SR 5 MRIE 5 58 3 =7, 3 BH BD B F A7 7E W 1 50E 42 7 (Pillai,
2002). HAENMIE, BD BEFEMXBA . IR0 28 S F I PR AT AT B2 ot S 52 5T T Sk Ty R
BNIIN, IEE AL UD R R D Re i B B (Lawrence, 2004). i ) — TR A DI REIE BT
Fiiesn, BD A UD i i X 8] Y D) B H2 7 7F 2 =:(Ambrosi et al., 2017).

MRI #1 fMRI CELFEE B TIRRIER) ¥R TOIVE B =R, 38 X 4 2VE S (123 7] 4 Je,
J& 38 B A W 8] 43 2 e B RE Ao ORI R R T SR I DR Bl 7k B AR (DT 1) AR B 8% Al HH 4/ B4 o
AL o B A X R R AE RS S 2 W A A AR T2 A, —E 2 HRs BD 1 UD A fE R
LIRS NN DRSS T E 2 2 7, A WA P RefiE — 2855002 K BD 1 UD & hniE

6. MEERMPENTEREEMEEUNER

BD 1 UD P i £E 0P 2AR U 7 T B AFAE AR R o Frey (2007)%581 FIRESLR B (MRS)H A, & ¥ BD
BF MG TN R EARIKFE R, Y4h, Cataldo (2010)25: 30 BD H B4 Bz it A9 4 itk A7 7
WL B0 . ORI R 40 i B 22 ) Ao b N 2%, LD R 403 35 00 1 AR A 40 i A AL IR R AL /K1 A 15
TR 5B, X EEHLHIFE BD [k A Ak Je it B 224F FH (Kato, 2016; Scaini et al., 2016). ZeRifkT)
RS % T A S AT 1 SR A S 8eA5 495 A 48 i s 7 389 5 (St-Pierrre et al., 2002). SR AL S E— 25 5 BUIR il 4
1t« DNA/RNA 05 Fl—E MW EUKF T, AT & uiE i . H2&%T UD B £ A dhifk
B, HATshZ — S

BRI (Glutamate) H1 y-Z T B2 (GABA) & 2 5 175 IR B g i i A i e IR B BEA 22 3 5T o T A2 ki A
FEWMAEAVEMEE T, JEHE SRR ZIE T, PIEEN A AT 2. BRI KRG R AR
BRRRBIEF R 75, BD EE A UD 85 78 A 5 i #4444 2 B8 /KT 7+ &1 (Hashimoto et al., 2007) .
BRI LT v o] P2 A i 2 Mo A B M Bl 5 | AR 2 4 B BE T . Sanacora (2004)Z5AF 70K BH UD 5835 78 J7 i 56
PR GABA AR Z R AU =, 1 ELAS [RE B (R HIAR BT 8 GABA AKSPAEIEZE 5, BRIz S
H GABA I AERN UD 0 AL X 43 f AE ) 2 48 AR o — TH0G) 25 144 4 [ b5 255 o P GABA & AR L 25 4K
ST RSN, PARRRAT RN N GABA & B WK, H/E BD B ARG /> 240 B4 ik 9 GABA A2
A ANBH . (Schiir et al., 2016).

CLAEMIE, FHRIE RGN IR ORL(G-HT)Be & ofE ., B sh S R EZEER . 5-HT
REMPZE LIRS A1 UD R AE R R ), 1 IR PRS2 e A od i 15 FH BELIT B-HT P8 RIP Al 2654 34 n 2%
ful[AIBR ) 5-HT &8, AT et R AR AEIR . 5-HT #5iE K (5-HTT) 2R 5-HT A i B 35 A0 7 i 5 i i
BEA, MTRMATE, HI)6E 2% IR AR R BRI 5-HT . Sh¥)sEiemft 7L, Wik 5-HTT Dhfesz
o AL AR FEAT (Line et al., 2014). 7E ARBFFLH R, UD B AFAE 5-HTT S EREKFREIC, TG
HARAEBA R PR AR 5 (Arango et al., 2001). B4R 5-HTT ThEEFH 7E BD g th G #jiE, (HIE
UD B RS W, FEH X UD B9 AE 5200 58 N2 2 (Kuzelova et al., 2010). i Ji5 5 5-HT 5244 % &= Al
6 IR SIS RS R AR ARG . BRI, 5-HT 1A SZAAJE R bR 1) /N BRI AR £ lE AR AT

DOI: 10.12677/ap.2017.78122 982 o3 2


https://doi.org/10.12677/ap.2017.78122

FER, Wiz

A(Dominguez-Lopez et al., 2012), 5-HT 3A Fl1 5-HT 3B 2443 [K 1) 575 F1 BD & 4= A< Bk (Hammer et al.,
2012; Jian et al., 2016).

5 MRI J IMRIECRAHEE, MRS BORAFAE A (8] 70 FF R BUR A B il (Ho2, BT H L o2 se e
TEIE AR T B 1 M A H 223 20 Fh uLE’Jﬂmﬁﬁi%ﬂ(% £0.4% glutamate, glutamine, GABA, 1 NAA(N-Z.
eI 1A ZR) S5 o TEARC I — BB AT P, I PAORE 973 27 R0 A S i A R 420 28 A R o 28 AR P S L e Z RN
(R ERfR, DRI BRI 25 SR AR A — 8, EZME PG . B, %SRS (VR = B0) 5 T HHBA
VT AF SR SZIRAIE 97 45 B (Shao et al., 2015; Zhang et al., 2016), Z5& LR AT Tt E, KIE T H
20 - WA TS HIRES, JFIFIRE glutamate-glutamine JEFF 2 #HEE 7T - B AL R0 40 T g 245 F b
224k 2% 5 Fi (neurochemical substrate). Glutamate 7E1Z8 0 A B, R ES 28 fih [|) B IE F 98 fd i L
FAN A . AE R — MBIk AT, AR A glutamate D20 J G FR, FoHi4) glutamate %
R f [5] B  30 F B 2RY J o A PR . E R BSR4 L, glutamate 4 SIS glutamine, 5 BRI
HHEANBRAIRBEMZTTN, N glutamate FRIFTA(E 2). FTLA, glutamate AT glutamine 7K & — 2 ) EE 451
BT #REE T - BRAUR IR REEE A PR . /B EIRH, NAA BRI TT - DRI aE A 14
YIFREY) . NAA TEMETCIBRAE NG, Bk 20 RN -3, = ( i) ¥ e
A R FIRER AR 3). FrEL, NAA K s A RIFR EEMETT - DRI RE R -5 1)

Glucose
PYR
fo
o CIT
MA
c( KG
NH; or AA
NH, I GDH/AT
GS
GLU
GLN (
\n
GS \

Astrocyte

GLUTAMATE

Figure 2. Glutamate-glutamine cycle. Figure was reproduced from Schoushoe et al., 2013

2. AR - S EBBRIEIR
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Acetate

Lipid

\l/ Pyruvate
Myelin /I\ 7 ATP

NADH | Glycolysis

Cytosol between WD+
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Figure 3. NAA involves in myelination and axon-glial signaling. Figure was reproduced
from Xu et al., 2016

El 3. NAA £ 5BE8RZAMME T - L REFUER

PH . IR EIRES, WZ T - AR M D) e R A 10 = VF 2 RS R £L4E BD I UD (AR A
PIFARAHLIH . 258, A RORE A R I & B AN 8] (8 4 1E (Xu et al., 2016). E BD &%, HAiHl
7[5l (ACC) ] glutamate A1 glutamine 7K-F-¥ 7, #&/mtf&c - BAR AT Re s 5 BT, A Reeth
Zefe TURE  FLAU R T i X 1K) NAA 7K FEAS, S BERIG X A0 22 70 - 2D JRJR o 240 i 1 e 4 5 B g
PR LI MK . /£ MDD 3, A& (PFC)H glutamate I glutamine 7K ¥ BEMK, $RM& It - 2
TR AT R A b AT, BATRAEM A I REAK T o JLRTAFIAT Ao 153 1 NAA 7K, @Rt
PRI XA T - /b TR T 40 M T R RS SRR, 404 TTiE TR

7. RE

LR LFrik, BD M UD fERRIA . AORMLE] . PRy M AE 2 AT AP AE 2 57, R 2
BhF BD A1 UD A5 HIRG . AT oD PRI BOR 2 AR 2, 90 I IR 62 W SR B 1R H . (H2,
P15 R BRSBTS AN 2, IR A rh X EATRS Wk 2 WA W, 8= B 0 % L s 3
FAE . BEE AP RHE LSRR TS 2 R AH W TR B T B e R B E R AR
ARAENG RBTFASW BT, ATCUER, RN A B ARORIATTRE BE 5 A B — LE A2 WL S 48 = AR AR A
MR B RN BD A1 UD AT 12 W 145 5012 W7
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