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V5 0 HOEAE SR B A G2 2 I 5 U A, 6 B BROS AB RN R FL
W SR BT AR LT & 0 280 i A 23 i 2 L i 2 AR 1 A SR 1Y
5 BT T A R 2L 2 D0 g A ™ 2R B 22 Y e R K 1 T
oK. HETR T RN se = ACHIESE . © 2 R 1Y DA pp 22
JCH PG 1] B TC- 2 B A i X A 3548 3R D7 T BE AT
BEAR T 22 M G T B A 48 00 R R T RS 5 A0 A TR 1 R AR A
VB . T8 AT 16 90 50 A% 3o ARUAH B 52 ) % 22 (1) 448 -5 i P 45 o 2 3
SHE N N R R AAIPR A R A EEE L. B, AR T
AR S 1 22 0 B R T 5 A4t L e 24X 010 3K A A D BIF 9 R
1 F P B A A

KM AVE AR B T ERERE 2 T 77 1 RE & T 4 o5 AL
PRI 20 %6 JH v 8 4 W 2 8 B2 14 A R IR R R . A A B 1R
BHE AR N 3 P (D WEEE MR IR AR, 7= A= D9 R TR R Dot 0 el g 11
(nicotinamide adenine dinucleotide phosphate, NAPDH) & i #
= W58 (adenosine triphosphate, ATP) ; (2) W R e ¥ 42, 74
NADPH F1 3-B B2 H B 5 (3) W5 I & B 12 5 10 20 W5 6 OB
JRHEATREAR o 1 43 7 %0 W 42 ok W A W IR O oA 1R e
TE R 2 43 PR R o 2B BB P R R 4k 2 iE T — 25 1 R R A
R = ARG I A AR, B LR BRI R R AL R .
AN T 7 2 i P A A ] 2 B LIRS R L R AT R T L& 5 OR
[] F A 3 AR L g i A S AR R R L B B R TR R L
HIRIMEA E/ T0 R R A R 48 2 B O A SURN 8 B 2 43R A 1
I BE FE 5 oK s W R bR & 42 0T DL 77 A NADPH . % H™ 38 4
A5 e H RO 08 It 4 e H IR . ZE L LR 88 B BT A B 3t
450 s BB TR A 3 A2 T LUK 22 4 (V) R 4 Wl HE AT W D 5 AL K
AF  AEF B AL N R AT 43 A SR 2R 8 L 98
O RE s LR . FE R AL S A T XA R a0 ) A3
BN . BT B BL AR RAS 28 3h Wy 1y g 28 23 b ) 2 4
A A AT e A= T A0 i T M0 8 B BT X b A
[ 25 171 /0N B XL A 0 R A AT o 3l s % i R
TR DR 1 0 38, R 4T 0F F R 9 1 S AL )2 W 4R (positron e-
mission tomography-computed tomography, PET-CT) # Il i
715+ I 2 5 0 I 46 0 4 A 7 2 A T B BB 4 L (H ALY
T FE I 15 AH L B4 38 0 o 350 7 G 22 2 4R % Ay B B Y
5 W T AR TR HEAT A A R T A AR A B e S
57 G RO R B R B AR L R, T AR B e 22 41
2PN [R] I 77 AE 2 T AS [R) (9 e i A iR AR
2 EREKRMIE-E T e = R E B
2.1 MR WEITEWBEMNE RELS MG
FEAR B, LB F AL 1Y 7 AR R 58 ik (8] A 1R S A% 3 L B A B
FE B2 1 ™ A R 6, JHL A L o i S 9 T R 1 4 W A 52 13
(glucose transporter-3, GLUT3) , 4% B 3 %4 ¥ ¥F 17 6 & 10 10 .
{Ep 20 plkib3 B PR 2, 6- W R A W U BG i T A 7
W H KR BT Ao LR RE Rk, 2.6- 20
R EERENT 2,6- R E WAL B, 7 & R ik
G W 1R L Wi I -1 (phosphofructokinase-1, PFK) i) 1 14 , {12 #F
WA 00 K A o TR, 20 i 28 o 3k JU8 26 0 3 A7 18 o A B
T ELZ 2. 6- B TR R G . BT LLHORE 8% % 00 BE 0 R AR X
ARG o b 7 A 0 o R, £t A — i A el
Y——& — 1 (methylglyoxal, MG) , B J§ T — Fi ¥ {L & 7= )
(advanced glycation end-products, AGEs), R 2 [ i s I 2k ¥
TR A 06 7 4 5 P LA I A 5K L 3 i 4 A 0 1 R
Bl BKEEAY 3 58 S AL BLL . 25 2 R 1Y R AR R R bl JR
5 I IR 257 BR PG L 3h ikl BEAE AL 2500 L BLOk MG AT LS 8
— R BN R AT PR IR 1 R AE (AT 4 I Y & —E AR 3 40 0T L)
# MG TR A R T A A kA E R EIEA .
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P22 TC 40 M v s 20 T R R R T M AR R AR R A K
ST W I A R A R O Al T L R ORR B A sk 2> MG Y
A AT 98020 4 B 0 AR T 5 82 AEGs i 51 i) — & 51
i f 2 B g T o X T A DTN T AR 4 A A A L
R R SR L (H Y W & 02 BN T, A 2R (glutamate, Glu)
IR £ 38 2 Glu 1R — Rl X6 A PE M &34 BT, o) AR &
S it 5 IR Glu 32 {4 (glutamate receptor, GluR) 454, 5| & ##
RN A N o AN, Glu 346 B8 B A2 T e 5 40 it B2 b i £ 1 75
GluR (metabotropic glutamate receptor, mGluR) Fl 2% af 14 & 3%
g %% iz 7K [ (excitatory amino acid transporter, EAAT) fif %
B X Glu 5REIER B R % mGluR 254 )5, o1 RLAOE #
ST 5T 20 i PR BT ) Ca® ok B T v L 38005 W AR B8 A2 (phos-
pholipase A2, PLA2), 7K fif 40 Jifs 5 /4 8% I8 8L 43 » 28 AL A= 7 9
fi2 (arachidonic acid, AA) . AA 1 D443 31 40 M 41, 5 30
W 48 , [8] BF SLRT DL 4 ff R 3 8- 1 Bk = 04 R (epoxyeicosatrie-
noic acids, EETs) #1 {ij % it & E2 (prostaglandin E2, PGE2),
EETS il PGE2 7344 3 46§ 41 - /5 F T 1 48 F T UL 40 e . 5 3%
I A T M L A 084 A AR T A SR TS AT
T P2 26 AT T LAAR A I A O L (EL SR 2 b 2 A UL TR
AR B, P 22 26 A5 SURB AR A A 95K . DHoE R B SR
FEAE M FLIR R R A A B VD0 06 2R, 2 LR AN R R A
Z W, FLER VT LU PGE2 4 Hif 51 Bt 3 #% 32 1K (prostaglandin
transporter, PGT) $ 0, M1 4 £ PGE2 (1 &F IfiL 4 7E H » 141,
PRTT BR B BELIET AA 43 i 77 A Y 2 2 — - ik 19 )% BR (hydroxyei-
cosatetraenoic acid,20-HETE) (45 LS EF . W FH LW 445 T
IG5 FE ARG S 25 1 R RO EF SICIR S . AR SVIRAS T L &F 5K B9 I
55 AT LA #2804 ok 0T 22 0 i B SR ik g it Jsok) . pi
JUBR T RESG M GLUTS X3 43 47 1% 46 H A o JHE i JE 3% T 8 A7 18
— fil BA R B2 % i85 /& 2 (monocarboxylate transporters 2,
MCT2), MCT?2 e84 41 fL S i ZLIR ¥ iz =M & ocdi e iy L IF
W FLER B A B 1 (lactate dehydrogenase 1, LDHI1) ¥ F, g 5%
e BN B R L HEAT = R ERAE I A A A R R dE R AT
3. BECK I, WA TTRE N A A5 A T FLER 1 A R it Uk 4T
AR5 T L 7 76 75 08 0 L R 18] I AE LR A 00T L Bl 45 5T T {6 1)
FRBRMA AT, o, B AR 2 o0 27 B I K T 1 46 A A
AR B2 H RE A RO R 2L R 04T A AR, 7 A e o L 4t
F5 i w2 1035 3

2.2 BV ANRAE M B TR R T A M T 4 Ak
s R —24 B R 2 BB B0 m i 8 2t & 0T, S HRE 140 IR
TG, BFFE LB, B IR B 40 i R I 2 00 B 6 405 30 1 i
A RE T, 2 20 B 32 B0 R ML Ca® ok B S e T DA {8 il
BEP R A T RE R ORI BRI . B TR IR 5T AN A 3 A 4N e A 3R T
5 [ 78 %9 B8 55 38 -1 (glucose transporter-1, GLUT1) , 43 Bk
T L A A R L R Rk pfkdb3 S R AN 2, 6-
T2 SR WG » e A 80 AR 1E A AR, W R Hmse TR ok . (2
S AU F e T A M T s AR M SO 200 L Y G 2 A T 1)
T4 T T R D LR o T AR B A = R TR A PR A U A g
T, X A BLP IE T 40 M Py LA P TR AR BB M2 (pyruvate ki-
nase M,PKM2) 33kl &, TN B B8 il & i 1% B 4 (pyruvate de-
hydrogenase kinase 4,PDK4) 4 13 75 i fig JIii & fiff ( pyruvate de-
hydrogenase, PDHD & F #5 2 1k . 5 3 PDH 1) I ¥ B A%, 3 B
W2 LA R A 0 HEAT = SRR A B0 A 40 A L 1 2 147 TG 48U 8%
fle e R LR e B RS R AN M P, AR AT R LR Y R
A AR FUIR TS 23 5 41 B P & R R Ay L i REE 2 TET SR 0R R %
&K 1/4(monocarboxylate transporters 1/4, MCT1/4) @] DL
WA 7 A 0 3L R e o 2 AN Ah  4E 45 N P9 R E Y FL R I



1246

FEC AN, R TR AT M A A Rk E A A W e 4 OB R
VE B it JEOREIE AT 6 A7 16 RE S AL R 2 B 7 2 17 0 I 4 i
BRI 2w W O N o TR RS 5 WS e - W 3
HREIE R R ] DL g iR M s M T K — RV & RS
FRE B TR T ST A AN AL A A A AR ER L I8 B ik
FERRIE 77 A R A LR A6 I i 2 A U T 4 A
.
2.3 phgpoo- BB R BTN M AR AR P o0 R AR I T 4l
YL AR Ay A I 286 i S S5 A L 5 43 T R A Bl % A A% b DR A 1B
R U 8 3 i N - PO R R K TR R AW
B P28 T T 5 e o 25 A 1 Y AR R i JBT 400 I B U B 4T 1Y) B
ORI U . FLMRE i ALY S S 40 i e i B 1 MCT1/4, %%
B EYNMA P TT AR R 1 MCT2 5 IOR 552 BN . 5%
S PY B R L HEAT = R IR P A AN A e . BRI DL SR
B P T Jo 4 i 35 T I A 48 IR / R 4 R 6 1B 1k (glutamate-
aspartate transporter, GLAST) /& & R # i8 /& 1 (glutamate
transporter, GLT-1)%4¢ EETs F Ifil /& 1% £ % Ik 3% /& & B (vaso-
active intestinal polypeptide receptor, VIPR/VPAC) ] 3 ik,
P TT AT B W] DL AR W K s 1 Glu, 8 B B B 5t 48 i 3% 16
GLAST/GLT-1 1, BFoe KB, 5P e 5T 240 i ] 7 255 4 £k 1
FBE R 5 i@ 35 K EE % Glu W% 32, Glu 4 GLAST/GLT-1
B NP PR KT B Na™ ZEA L 38 A4
Na' il HFERE T I TG Na® /K" -ATP 4% 32 40 i, i 42
T GLUT X 8 % Bl 0 48 R ™ A= B et 0 20 R A 7 b 1t
S 2 o0, AT AR P REDS L A, B2 D0 IR BE 43 W il A TS
P % Ik (vasoactive intestinal polypeptide, VIP) , H il & & K i
it VPAC 454 . (i #F B 2 I 5T 20 e 1) 0 Dt 4 %, 7™ A fig
N E R EZS T U N 78 AR ) S ol A I L E2Bve 1 B o
Xof B I 5t 40 i d 2 43R 7 1) 9 5 L BE A AL B2 1 AR IR T 45
IR AL AR . i 28 T0 F0 L TR 6 J0T 400 it B2 48 B R ) ) A 34
BL AR 35 A B8 4 R g S (R 2 T bl 8 R I 4G
M FE o
3 HETEERRAMEERHEREHZEBUERRE
2 1ERA

i ik 2 2 455 v A AR HI B HL R H AT &8z 500 U H
S G 0 B Y R T 4 L 1R] Y fE e R ZLER M i . A BEOE
KB B R 25 U5 BR %5 ( Alzheimer' s disease. AD) [ & A= F1 4 iz
% FLER W 15 A % B U0 M 0GR L i B ZLER 7E O B 1 JADR) g 2
2 3F b 2 DG AN M B A7 5 2E 3042 ST RN . A B AT A
S FLER W] RS — Pl opi 4234 5T 4 R IR A2 T e i E T R AE
FH 45 50 2 K A (B S ML AT iR BRGSO, A AR
Sy — T i K WF TSI TE B A A S e TR K5 Al T
P FEAIG i 2L R S B 2R AR T b 4 T R LTI I 5T 40 i =2 T X LA
Bl G TR Az B AT, [R) B A1 7 25 Q8 im = A i ot 2 45
G R HE FRTE Pl 22 5 fh ) B e, AR ME Bl 2 T G B 40 M i O A
J 2% A M R R 3 O M v o DA S 5 22 0 TN R I O 400 i <7
EZ 7 R N = A i U s 2 N W A D =P
e i DX 3 A AT RN S e el T i s B . PRt PR AR
PRI R HE TS M g A A 3R L K B M & T B TR 5T 4 iR g
et AU IR L R e B B B 9 DG I AR
4 R 2]

25 PR, BRTHE ST IE S5 T M & oo- BB I 0T 4 i e 4 AR
T IO 7 i o 28 35 2l v o A Y ML, T AL R A%
Glu BB AR B, VIP Fl VPAC 1945 & 45 K A 518 /9 1
XoF i i e R A RO AR E Y . I R IR B 4 L A A R
HL b i A b A 28 0 20 M B B 0 Ay, 7R A Y LR M LR

FHREZ 201853 A% 47 5% 9

FE W () 1) % 3, T RE N JE ST 9 AR A s R A
RV AT R F L TEMAEIT . Boh, oAt i 45 4 56 19
FERFEFun VIP, BAG 45K i & 12 3k B8 K5 28 L 188 o il B 28 A
1L-6 (443 Wb . 32 7 GLAST F0 GLT-1 (93 6. 7 W6k i & 4=
Bt AN AN AT LA RE B JEORE 0 4k B L B AT A6 TR R T S I
N 5 38 BE I A 26 AT P M R TR RO, IR 7 I A R S
P I 5 v 3 2 DL B A O s X R DG T T R 1 R
A% % BB IR AR WA B T 30— 25 W85 5 AR Ak AL
il s Sy F-HBNIE T7 X BB I BT 25 W B T B 0 g
it .
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Z BN LE A A (PCOS) 2 WL 1 1A Bl P 20 0 P30 » e —
AR IR0 N 7 W R PSR 24 A B R 2 IR
WFFE R HE T . IR B R BN HE# R b d 2 IR L 2
PEBCE SN D) RERE B . BT SEIEW] PCOS J& 7] LIx i 40 — A=
AR SR A a5 A PE RO IR b R B T G s Rk A
2RI 22 T TR L B A AN 2 T I R A B SR Y 2 3R
WS, IFHAMRKE MR ESR ., IS PCOSEF RN L
PP R RN 500 ~ 102 55 R 2R 8% h 800 [ AT P-
COS™ 3 [ R 2 1 JB A R 796 ~ 1004 H o HE B ik 5
Bl AR 25 2500 ~ 35061, i PCOS % JE 4k 51 P A 244 1)
S0%~T70%. RMHB AFTH AW AL P A 500 BH
PCOS™ . S JUAE B BIF 55 B PCOS B #% Wi 24 7 2 fig 41 . i 1A
BUAEAC U 2 BE A 57 4+ ¢ B A It % 38 HR 7T D e J & 3% AL G L T
S B N ORI SR O LB R T B PR B XU
8 5 3 T A ME R P A MR I P 5 AT L 4 AR 40
L FE S K A TR T R I SR A R A
— A RE . HE B B S B R BB R T T R 2 R
& 3K PCOS H A i RAT 58 B J7 il R anr .

1 PCOSHIfmHE
PCOS % 1 1844 3L 2 & B AT T ., CHEREAU

EEB N ZEHA974—) R BAL BT AR EZNGE- R ATRERARAFLHNR. -

[XEHS] 1671-8348(2018)09-1247-04
M ROKITANSKY Wi {24 H i O & & B0 AL B A% Jr | 1)
546, 1904 4, FRINDLEY ¥ 3 FR 4F J& 48 M 1R b 5P 8. 1935
4, STEIN I LEVENTHAL B i % 5 WU 51 5138 K . £ 3%
BB R A0 B E AT T — R TEI AE 2 eR
H B & STEIN-LEVENTHAL % & fE. 1950 4 B J5.
MCARTHUR %5 % 31 PCOS i # (19 # &4 i 2 (LH) 2 I
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