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X7, BAEBRTUM AR AR AR AL 2 WA T A
Blile sehh, EERA G RHEAT RN 7> R 3 1 i
CEIRSCFE” WUH WSO E IR FON RN R IR
iy B E S HE N 2 IR T R KRR R
HRE 8 7 T IURHA A D RE A K {g e AT 25, (E AT T6HA
SENLEIA TS 2B, P DUR L8 SR A DDE VAL S 0 24
B RORA A 3 — 2D PP

T8 RHIE R A T I BEB T B B, R S BURE
IWHIBERG (MCD B 7R 5% i BROAE A Ath T8 2D i 2R A
(8]. AL, Phib#heescrhme T EE AT ESeMise 2, ALK
ZMRAT . HHERHRHMEBIT IR . i OtH-
WiiE) AL ICIEE M I Z Ry, W T ORI 4 TC ) 4
HRIIFEL AT D FEE R (NLEERMT D
XHAERE R DD REAR B2, IREEE IR FKP AL 2 FBONN
THRERRAT[9-10]. AT 18 1 M £ i BT 42 TS i 22 2 1
YRR, BLRCT 05 A AL o

2. RENH

2.1. A AT e

K ZhRE TR 4 Te, AT AL AL 215
T, DAAT RN R R AMIEA TR . N T ARAEDIRER IR
iB¥e, wheTu AR el R AN TEE . AR bR
Sl TR IS R S AR R A i AL B[ 1100 £ SR A A% 385 5 A2
t BER S RARATIBR G, AR A T ARORE T R fih (A B
Mo IRJE, A o -5 S A e IR SRR X B B2 AT
ity, RANLAE T IE B R kE #h 4 TT[11]

WA FRRG A B IR SRR ERAE AL 32 (1 — MRRE, IRK
T T 2 R f w2 P FY 4 A T WL A1) 2 A 3 B [12]
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(B D). g fubn] BV & Fa 78 CUAFE (1 98 fih b 98 o % 338 o P
AR PG AL, B KA LISRTE N S 2% 2 fid
1P RIE R BEAEF[12-13]. fEZE T, ASFEN X
O SRS /I8 ORI e i 1) 5 ik 30 K T e B o R AR AR
o IXECARAY 22 A3 RN B P S SR AN N 4 A SR
Thee[14-16]. SR, I M%&) a8 1 i 52 AR 1k
A RN AR RO A 2, IX e B 5 2 S FeAZ Th R 32 45
HR[1T-18]. WL, SHEBRINVIAMEL, ZE YK
TR RS T B A T S B, T B R 5 ) A
BAK[18-19].

R AT I 5 R O, A R S50
FRIER AN . TR 90 25 P55 R 43 A 738 4 DA R8T 9 e fi o5 114
FESE. EEEEMT, Sk (CAD 3 XK A1k
REPERER, (HCAL XA ZHI[20]. BRI A1
A BB AL, FHCER AU T AR SR T R I T
1210 Z R IME A CAL X I (1 28 7T 1 28 fi J& 5
HXGRTRAC, TR 22 251G 516 SR BV O H
FE AT B [20,22]. FEE SR K, BDACALKX
BRI SO K B RO e e 2 1, T E R0 2 IX ) 2
WP [20].

FEANLACAZ T BB AR A TR B — R Y 2 G B A
B, WIS . B R SR = BRES (ATPase)
FIEE . Ca® N SR FRIEFBFNIES, UAEAR
AT[11,13]0 X EETE B 125056 52 Sl | ) R 2 (1 2 el
[23]. #ldn, AR FRG0iE ik A R N-H JE-D- K
X Z K (NMDA) 2] Ca¥ I A4 6. NMDA %2
AP 5 AP 4 T T B A1, AR B A S R S2 AR P 24 3 AT
V7Y 5 f 5 B Nk [24-25]. 4R Ca® AR Ak F i
Fep I [ 3 0 1A 1 SR % 34 DA R A R A L R R SR AR

Young P T — ) Age
2] & \T '.‘
| F
%b b
el | ||
Dendritic spine density
f P Dendritic length Long-term potentiation . - e
Brain agin . Neuronal dysfunction Cognitive dificits
aing -) Postsynaptic density -} Long-term depression '> 4 ‘) 9
Receptor level
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KA e 520 I figh o] BEE[26-27]

2.2. AR T T 9 fke v S 44 1) E B

RFNE & 2 FPHE AR, GFEBE BB (PO, %
fEmE 2.l (PE). BEfRIE 222 IR (PS). #iflF, DAAH
b Bl 5 A4y, ] R T UL I (28290 X b LR (1)
JIE TR A T R S R R T R A e E . il R4
FRIIAS AR sE T MBS G BE R B, AT 48 1 40— RO
BPEAN F)4 H[28]. AR T 43T J2 P 4 B2 0f i I
FHOCER A 2 [ S5 R = LR S M [30]. kA, ARFUE AT RES:
5 DG B S fi B 1R 2 A W KB AL BUBOE [31]. IR
Ui, ST 8T S Ak B 45 M AN T R R R B, DL R Ak
JL S T SR M 2 R B IE 27, AT AR T i R A ke 5 fid ]
IRVERNIE 5 I D) Be 2 G E 2L

KIE &R [32], HAENZR20 % LART AW in, 1
50 & KA FFURIZHIIRD[33]0 AR A A A A 22 FA S
B 1 ()95 7 S5 DR [34-35] #lndikiiE, HEZM: B 2 2K 0 A
T TBONIEEE (DHA) MAEAEDUEER (ARA) S &1E
TR T PRK[36]. BEE RIEM F BNy, FEL
FEH AR TR AL SRR R i, S B E I T (i
& BRI 28 (37). Hih =5, BEARMEAEmL.
Tk LI . T e 22 IR . A Tl I P[] I 55 ol 20 A B 7R R
Vg BRI BN R 22 TR R AR O, IR AR A T R 5 BB IR B 1
5 Bk 57 451 (38421 i J5 ZEL B I A /N A% A #18 FT A S
KWithae, QIRSHMEE . s, ekt R
il 2 2B DL e A R R A5 132,43 Hl T R 32 B AR
RN, RIS I8 b 70 2 Ti5 5 1 5 o2 A S B (1) —
P BT AT PLT B o

3. ZARMAERLER (PUFA) 5 K RMThAE

i Z AR S IR A R . #MFan-3 PUFA. B i
Whee e SA4ERBMMIEEY okt
TELZR & T D IR0 IR0 KK Z 45 FN A D) Re ) %,
I L BRAG 5 45 88 AH ¢ 1A 03B A7 PR 07 1 XU [44] . A%
(4 A= 2% B1 AT B12 /KP4 58 g R i 2H 245 2 XUk 25 A
R[9-10], 4ELE R C REIR/D B /R K i BRRE 5 3 /)N BRUASE 2
TUEMFEBEA (AR MITERAEEEE[45-46]. HBBINZ,
TN A WD BB SR AR B SR SR BRE 51 SRR T AR T2 [47]
FEIX B R0, PUFA & B0 K Th BB 2 ZE R 47

3.1. PUFA X KK TN RE 55 JC FE 2L
DHA F1 =i MR (EPA) 2 K #5325 1#) n-3

PUFA, 1fi ARA W & % =F & ") n-6 PUFA[48]. HEBHIE,
R i X PUFA 1) 3 B 5 5N TR IR 5 8 (9 A7 7E 2 FUAH
K[48]. F b, RA—/NRONENIRRIENES ST, 5
TENBIR R MIIRY . REZHENIR (L& n-3 PU-
FA) DAMSESEBE (178 2Bk g0 N AR o, s i 2 1 ) 4
e~ 25N AN E[49-50]. IX A& I 7 IR TE K Hh A F 11
Thie . PR TOREE Mg 17 1 1 2 RS T 18 1 B F P B AR PR R AR )
ST, X0 R AT R AR AR B[S 1-52] . BkAL,
SR r A P T T S PR AN R AR R 5 T et 4% ) H A et
10 5 (1) 3 2 5 W) ATP & BRI s 21 584G (ROS) 177
E[51].

EPA 1 DHA [ i AN VAT BE IR T 2 AT 5% Wil B 37 20 1 11
REFT, IR T Sk ) ¥ 1 25 56 E[53]. n-3 PUFA L fE
W SR AN BN 3 T KO % ATPase) AT 5 2
FI C S VR 1T (5 5 4% 3 [54-55]. LAk, &EH],
DHA B A PR, X BT R4 K G 52 1R AT M4
F[56]. B T PUFA & & 24, n-6 PUFA 5 n-3 PUFA [
PO AR 2, KA E e A Py B AT AR IR 1 2 17
#5[57-58].

3.2. PUFA [ 7855 D\ FI T e [ 5 i)

PUFA X} K IhREMIA ti/EH Q@B 2 (&1
[59—70]. I3 31 n-3 PUFA & & /KF 5\ 51 Th e A7 AL 0
e, I HAMNEn-3 PUFA (2.3 g-d™) W] ZE 2R /R K it
BRAE BB (NI )1 R F%[59]. I3 EPA 5% DHA [
PR, W ARFI A AT AR SR SRR AR, g SR R K
T BRE I ML AR [ 717210 BEAh, FEMEREAMAS, B
23 7 PUFA {4 78 R FI R IZ 1 25 4b[60-63] -

DHA 1E ) 2 BF 4t i n-3 PUFA 22—, L 5K
hie % V)M 95[73-74], #NFEDHA (2 g-d™) Al EEE
NSRS B N R T BE[64]. VE NAEZH S, DHA LA
VAT R BT 1 T 5 e 4 AN SR A ) S Sy
oy RANERR e IS TR ECRCAZ I B F2[ 73,
75-76]. DHA %h78 A DAHE 38 [ K 75 SR A S v v, JF
TRV A 0 H NMDA 2R IRIA[77]. &, RN
DHA A DL job 3 458 e H O S8 A0 P i 4 SR OR3P 40 22 0
Il JR 4 2 B AL 3R 5[ 78] XL R IR W, n-3 PUFA
(JLFL/E DHA) ] REAT Bh T S Ao\ Jon e i A0 5 52 4 DG 10 i
HET o

SR, & DHA BAb7e JE AR A 2, eI 2AE
EAE N BN, 7R — T 22 AU BT JR R BRE TR i
¥, %M78n-3 PUFA (DHA 800 mg-d™ + EPA 225 mg-
A TGV S e LN SR e R 2 R ] 7R R U BROE A 1
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Model Compound Dose and duration Effects Ref.
Aged 65-83; AD (174 subjects) n-3 PUFA 2.3 g-d™'; 6 months Improved cognitive impairment; dose-response relationship between [59]
preservation of cognitive functioning and plasma levels of n-3 PUFAs
Aged 50-75; healthy (65 subjects) n-3 PUFA 2.2 g-d™'; 26 weeks Improved executive function, exerted beneficial effects on brain micro-  [60]
structure integrity and diastolic blood pressure
Aged 40-85; loneliness-related n-3 PUFA  1.250r2.5g+d™"; 4 months  Attenuated loneliness-related verbal episodic memory declines [61]
memory problems (138 subjects)
Aged 50-75; healthy (44 subjects) n-3 PUFA 2.2 g-d™'; 26 weeks Improved recall of object locations [62]
Aged > 55; healthy (485 subjects)  DHA 900 mg-d'; 24 weeks Improved immediate and delayed verbal recognition memory scores, [63]
but not working memory or executive function tests
Aged = 65; MCI (219 subjects) DHA 2 g-d™'; 12 months Improved cognitive function (full-scale intelligence quotient, informa-  [64]
tion, and digit span) and slowed the progression of hippocampal atrophy
Aged > 70; cognitive decline (1525 n-3 PUFA DHA 800 mg-d™' + EPA No significant effects on cognitive performance [65]
subjects) 225mg-d™"; 3 years
Aged 66-76; cognitive impairment n-3 PUFA DHA 625 m g-d™' + EPA No significant effects on cognitive performance [66]
(57 subjects), AD (19 subjects) 600 m g-d™'; 4 months
Aged > 75; without cognitive im- n-3PUFA 1050 mg-d'; 1 year No significant effects on cognitive performance; patients in intervention [67]
pairment or MCI (99 subjects) group with normal nutritional status showed an improvement in MMSE
versus a worsening in the group with malnutrition
Aged > 65; normal or MCI or mod- n-3 PUFA DHA 180 m g-d™' + EPA No significant effects on cognitive performance [68]
erate cognition impairment (199 120 m g-d™"; 6 months
subjects)
Aged 60-80; coronary patients n-3 PUFA DHA-EPA 384 mg-d™', No significant effects on cognitive performance [69]
(2911 subjects) ALA 1.9 g-d”'; 40 months
Aged > 65; healthy (302 subjects)  n-3 PUFA 1800 or 400 mg-d™'; 26 No significant effects on cognitive performance [70]
weeks
ALA: o-linolenic acid; MMSE: mini-mental state examination.
IFIREAI[65]. FEMEREZE NRERNRIBRAGARE, A AR E & T KN[83]. ik, 5 PUFAAMILL, #h7E

T n-3 PUFA [ 5 /E IR TE[66-70] . 3% 25 T5 3+ il ] e
VPR T DHA £ % 32 i 5 i IR ACAS R AT CRAR TR [79] -

3.3. PUFA 7£ K fisi o 3G PETE X

TERENG 1) sn-1 Fl sn-2 55 & & K& PUFA, B /l5+
n-3/n-6 PUFA LU 215, 5 01 AE A AR 19X 605 7 9% [80—
81]. DHA & KM= & ) PUFA, JUHE7ERfbfE,
Hodr 32%~40% K NIE &4 DHA [82]. WF7C K ¥, DHA X}
K Th it 1) 35 A YR T 39 I i\ DHA ® flig - b4h, R
B8 0K i DHA 7K P ) £ B2 38 2 G 10 12 Th RER A RE . A
1% B T 3Xkh 78 DHA LE Uiz 25 1 10 R 5 H i = g 7 U4 78
B R[83-86]. X T LA R, FIREMIMLHI R -
6 v ) T 7 T B H i = R % 201 DHA & 1R T e 1L
TE A B A B B R, 32 B DU H i = e % a0 7 L BE Ik
ke SR, B Y 20 DHA &% 5 R A2 H LY
SIS LA, X S Y oL 8 I e 5 7 L BE floor 5 vy 25 B2 T
wE . HeAh, B R AR S 1R B i 6% AR T Ui DHA,

I e B A R 23 K Zh BE[8 7881 o

4. BiRETEMREPRI(ER

4.1, K (0 1ok M 2H 1k

Tl o5 i 22 T S BT R 1R 60% LA 1 [43,89]. B iR R AT
FEABA IR G4, 3 rp 9 A i 77 18 5 B2 31 H I B 22 1) sm-1 R
sn-2 A7 B, 1 AE sn-3 0 B E R [F B ER Sk 5 2
(E12) . MR sn-3 07 B SR A, B RE 22225 v e ik
MEGR . BENRTEE OB . BEARIE 22 208 BENEBEULRE . B/
FR AL BEAR[88], W2 (a) FiR. PEZM LAV
F & MBENG87]. MeAbh, Tk X i IR 4 At AN SR AH
). ZEVREE & PS, 1M 9% i Ji JE 19 Jo ) 8 4 IX AR I A
4y A& & PEAIPC [38,90], 41k3 (a) Fivn. sh&EARE
WAV IR SR, ISR L8, X EIRE 4
R OB 1D 198 1 AEL RRORT T (R 4 R Al 225 ) F 5 A 2 0 5 119
[38,91].
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_ O H HO
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X
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(a)
S0 0
/\/\/\/\/\/\/\/‘I‘\/u\ ; 'IDI
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Diacyl-PE fe)
(e]
------ v O +
' \ N ~N NH
NN R :
N e o QC‘\_(H\O \OH
— — — — — — (o)
o

Plasmenyl-PE (plasmalogen)

E2. (@) ARSEHERPBERLSE: (b) PERPM EELM. R JEIiER: X: k#HEH.

4.2. KW ThRe AT i i 1 A2 1

WFFER I, BT R PR BRE R85 IR A PR T ARk 55
BRA T RFERAN92]. BEIRBLILRIRE, R A
A AR ERAES,, ALF5 PC 36:5. PC 38:6 f1PC 40:6), 7Efi
IRRUGBRIE B F A E AR RS, X W] Re i SR 4
A K[41,92-93]. MEAHh, PR AR B ARG (plasmanyl-
PC) (16:0/2:0) FIRAES tau 2 H = BB R AL A4 22 0
RA K[38].

T AR 22 IR KT PP el . RERENR, JUIL R Al IE
WINREIBE B L E T . DHA-PS 5 4K 5 o i g Tt 42 2 1R 1)
80% LA 1-[94], DHA-PS ¥k /> 5 K ik Dy g b 5 AH G [39,
951 FE/N RN 32 2 5058 K I, DHA-PS 7KF-F BT %
X, XENRAFmgaR . BRAIANER, HilgDAR-IKE
B IN[95]. A5 Bl JR K i BROAE AR rh A R I 2R BL ) &
H[39].

W REIE 2 B i = ZL DL AR B s (plasmenyl-PE) A1
P 5 % JIE Bk 2 B2 % (diacyl-PE) W Fh K A7 £ [ 2
(b) 1o ZAAMEEWEAR PIRFPE R AE sn-1 07 BAFAE LR,

LR R Sk A FE A 1) 95% B8R 95% A _EA B, B S b
B IIATR[96-97]. il R 1) B B e i 3G KR
BN, EZE 405 KA AA R, 2 )5H70 5 IR KR
TFE[98]. BbAL, KM 4RmEmE s (18:0/22:6) HIEEK
*F, 1Ak diacyl-PE (18:0/22:6), SikKNfE J1 10T B
[99]. 7EF- 1M AD [100]. W4 ARR[101] K4 2 S 0E
[102] 0 Ji i i MY fCIR B K B AN R [103] &8 b, #R I
TAERERE AR = . A, N EFIEI I UL R A
TR Tt g S5t = o BT K DK e BRI AFHRT R (10995 R 2 —[104] o
FAb, AR AR R, A TR S B PR A T diacyl-
PE N GRFEAAS, 3 Uk B 46 15 B i T R JE T B S g N
T R4 AR R e 52 S AL SBR[ 105 ]

5. BAEX = ENTINER
WElE A 2 T KM RE CRLIFINRITIRE) [87]. #F4

4 AR E SBERR IR, AT LD IR R R SR k] 28
P, T B AL T 222 I/ B AR 4270 R B I RE[106] -
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0 Lipid raft )
& NMDA receptor 0°Q°, Neurotransmitter ®
08 AMPA receptor

&/ mGlu receptor
PS

Postsynaptic density @ PC

|
¢ Oxidative stress
: T NMDA receptor density
1 Acetylcholine release 1 Cognition
1 Membrane fluidity
1 Dendritic spine density
| Neuroinflammation
| Oxidative stress 4 Cognition
1 Synaptic plasticity | PD symptoms
1 Plasmalogen level
Plasmalogen @ Sphingomyelin Animal model
@< Diacyl-PE Clinical trial

E3. () ARRMBERSH TR, EEE Git), e GEE) MAEEEX (@E) o+, HeEEENBREEE (PO, BilEm«

TR (PS) FIAEBEWENG: (b) ~ () AR KA ThAR A Frsgim .

N 475 v i B I A I ST R e v E SE 3R 32 S
NI R IL[107]o AN [F B AR 1R ok 2 00 fidd 6 2 1 T80 1
AR #£2[101,107-116]F1K3 (b) ~ (d) Ff—
SERfE T, BRI IR . B R I 22 S IR RN 4 R M 5 2
R AH IR i S5 R S MR AT T VT A

5.1, Tl AR I AR Bt

R Er Tl AR R IE T R RERR 0 AT A4, el Sl S i
Ty R0 R AR 2 1) IR R A+ 48 70 oF e 3 LA N R A [ 117
1181 b 78 1 i Bk JE 6k mT 388 /s B304 Py il 22 7)) DHA il
ARA Er &K, HE5R/N R ST 68 /1[118]5 = A 12 )
[119]. R BN WA A B e ic iz /158, HX T
JE FSE RE B P L3 88 ] K 2 i R A6 3 Bl AR R B i A 3
CAZ TSR Rt — 0 9T

5.2. AR 22 2R

ST S E B R 2 2R, PR 2R
Z 5P S AR, T 23 R SR T 5 i ) A
AERIAN Ca> ISR 42 e M Ik 22 SRR 1) 2 == ] LA i
P JCRE R s M, 2RI 3G N ATPase FI¥G 14, DAk #h
ZICZ MBS [120-121]. 48/ RAh e IRBE 22 =
%, WI3E I NMDA 5244 1) % B, Tk 2K B P2 1 5 4
FH[1217. b 7o Tl i Pk 22 20 1% 040 ] 38 Jok S0E 20 A A % i 25
FE BT BRI T 5 O R Fe [122]. 6L, WERETE
22 S B AL RE AR AP P 22 T I B 32 S A B0 [123], I I8 1Y

0 T R R H PR TSR R e 4 2 06, T
a7 AD [108]. EEE MM EERF/ (FDA) OXf
T 1ol MR T 22 20 I PRI 22 A0 R S RIS PR A8k AT
TVEAE[124]. #hARBEIREEZ R (100~300 mg-d™") REA
SRR % B A i e S R R A R RN A A A, B
RIS RO AEIR 1) 5 1B 02 0, 38 v AT A i A B As 1) 2 4
N BRI RE BB IR BE ) R B R R 108—112]. X
A R AE S DHA [ 89 I8 Bt 22 S0 /8 7 0 R B R [113-114],
Tk AR TE 22 2 BRIE e A A vz shse /), SR, B0 TR
MR B I8 B iSRS TS AR A 7R [125]

KZHH T EF=T RIS 2 2RI E K&,
FH 22 2 B RN 4 B [ K P Bl AR T A B 72 B i 1 D I AL
1M A5 [126]0 75K, B AR I 22 208 Jd o el ol g Tk
2 IR A 2 BT AL B R I C i 1 B 5 22 R
() e S BT A R, BRI R R 2 R S 1 AT
HE A 1 Tl T T L e P IR AR 15 22 S 0 B 8 2 7 T 5 )
[94]. BEAN, KW A 00 B I T 22 22 R 2 A0 S Af FH DHA %
E[94]. HR¥E FDAfRIE, FEFREUK SR m .,
JE 7 R e 1 62% N (C18:2), i AME A MR
(C18:1, 15%)+ 1#HIMR (C16:0, 14%) a-TVJHEZ (C18:3,
5%) LA AEAGER (C18:0,4%), {HIDHA[127]. X—#k
EREWRERA KT MBI 2 2R (DR s ]
R K i H ol R TG 22 28 BRI & B it 22 SRR AN IR 28, X
AIREMRE T MRS B s 7 & (100~300 mg-d™) K E A
Mk 22 AR AN A7 oK
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K2 AE N AR TR B 1 0
Model Compounds  Dose and duration Effects Refs.
High-perfectionist (54 sub- Phospholipid Bovine milk-derived Improved post-stress reaction time performance on an attention-switching [107]
jects) phospholipid 2.7 gd1; 6 weeks task
Aged 50-69; MCI (78 sub- PS Soybean-derived PS 100 or Improved delayed verbal recall [108]
jects) 300 mgdl; 24 weeks
Aged 50-90; memory com- PS Soybean-derived PS 300 mgdl; Increased cognitive parameters (memory recognition, memory recall, exec- [109]
plaints (30 subjects) 12 weeks utive functions, and mental flexibility)
Aged 65-78; age-related PS Bovine cortex-derived PS Improved immediate memory, recall, and learning rate [110]
cognitive decline (18 300 mgdl; 12 weeks
subjects)
Aged 65-93; moderate to ~ PS Bovine cortex-derived PS Increased behavioral and cognitive parameters (as evaluated by PGRS and [111]
severe 300 mgd1; 6 months BSRT)
cognitive decline (494 sub-
jects)
Aged 65-91; dementia pa- PS Bovine cortex-derived PS Improved memory behavior (as evaluated by Peri Scale) [112]
tients (35 subjects) 300 mgd1; 6 weeks
Aged 64-81; memory com- PS DHA-PS 100 mgdl; 15 weeks Improved verbal immediate recall; participants with good cognition at [113
plaints (131 subjects) baseline also showed improvements in immediate and delayed verbal re- —
call, learning ability, and time to reproduce complex graphics in post-hoc 114]
analysis; improved sustained attention and memory recognition (as evaluat-
ed by computerized tool and the CGI-C)
Aged 65-85; mild AD and Plasmalogen Scallop purified plasmalogen  No significant differences in primary and secondary outcomes; improved [115]
MCI (328 subjects) 1 mgdl; 24 weeks cognitive parameters in females under 77 years old with mild AD in sub-
group analysis (as evaluated by WMS-R, secondary outcome)
Aged 40-60; mild forget-  Plasmalogen Ascidian purified plasmalogen Increased score in composite memory (sum of verbal and visual memory [116]
fulness (49 subjects) 1 mgdl; 12 weeks scores)
Aged 60-75; PD (10 sub-  Plasmalogen Scallop purified plasmalogen  Improved clinical symptoms (as evaluated by PDQ-39) [101]
jects) 1 mgdl; 24 weeks
BSRT: Buschke Selective Reminding Test; CGI-C: Clinical Global Impression of Change rating scale; PDQ-39: Parkinson’s Disease Questionnaire; PGRS: Plut-

chik Geriatric Rating Scale; WMS-R: Wechsler Memory Scale—Revised.

5.3. WEARIE 2B

Xof B M TE £ B 1) T T AR R AR AR R NI 1. i
R & A T RS B A Bl %R X, S 52 M KThae,
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JIE [ B iz, X e T SR i w28 M R R R EE 2 [128-130]
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