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BT, RIS RO T A, 1
FRESh . AR | R A2 0 S A2
i Wi B BR) (Food and Drug Administration, FDA)
T 1999 AEHEHERR S RAE M E R AT, 2010 4F 11
A, W b E DA AR R B R A, 2018
AERREE CHTT R AL ) ZE3%, BE TIME RN
HE ARl 8me!' . T4 dr 275 M1k
FRERTPEREL, BIE T ML A | oY R R A
e R R g AR 7 T 2 4

TR, [ N A 2 3 2 R sl ) S 5 A
IR ISR R TR R B et SRR R
FNEERIVE R, A A B s 2 L 7 s 2 S 3k 1Y)
Il I AR 1 22 e PEIEdE. Choi 2515 5 25 K
R A K T S B8 1 AR AS R R B2 R R, R BRI
1R R 25 09 ) 5 (100 mg-kg ™) AT 2K 320k 3
(40 mg) L AT AH L G e B — sk ] il 28 A4 s i AR
(AUC {f), N EFIKEHG. 10, 20mg-kg HA
[1AK(100 F1 200 mg-kg )i, H240sh H2E3500
A R AR E R E R O, teah, iR
B RIENEYE, GRS R Vi s £ 5 5
SMEZY. Okada Z5EZ R I—IRFSE R, WEE T
20 £ 3Z2 I FEE BT 5 AN IR] R fa) 11 ARER T 2 Y
AR, 55 1 AT 2h 4 T 547 4 mg IF5
R HE; [, 55 2 41464805 10 min 25T TR 5
ENIFE R, BNREESH 52 mg MEREEFLEY) |
S AN GEAE 2R B, TR B, BIF4LHY AUC. 68
SEARATALN 2.4 £, XERWRFAIRE IR
TEAERE TR KA. Lin 2513 PR20 Kk FUR R
L 90 dHE H RS R fhiA((750.0mg kg -d ), L
IR RA AR PR OIRE . 48 E O
. BILET S A RN, Vega ZPHGHE,
2 13 R EZESAHE 1.52% U % (880~1240
mg-kg '-d ") B BRDRE X R A SR R R
WA, EREEAEMERHASA 139%IFE R
(457~957 mg-kg '-d ") A TR PR RUAG SR AR
B 7 AN BB, Schneider 25U G 22 4 K A
FEE, KIBEWE 400 mg-kg -d ' A BUIR R 20
R SEFEAG )L & B A A R, Niu 260758
X RA A . MK . Akt LR
PR A2 R B AORFSE, PR T KRR E Y
e, G5B OR KARINE EXHRZN R AR

RLEZI. A7 2 3 AR TR (.38 14,75,
9.50 g-kg IR KIS TR, 455
TR U ZUHE T OB /. Sekikawa 2% 31
1R F4 22 (LD50>20 g-kg YW 22 B (o (R FI T 22
RN E TWURTER. BN, IR HGE, 76
A IR S Z (6 me d YA RIA B
Park ZECURSE KPR, #DFERE I E (8 mg-d )]
D3 o i FREAE A 2 M0 S e N 28T, % A fh R L
AEEE L. HE TR R, BT
RS AL ZR IR P9 S P B4 I RIS, 75 B0 2 1Y
15 PR BT RIF 5 Rt — A IE SE MR 28 128 4k e oA
FABL, AR 278 B 50 vh B9 T & 1 P 43
U PRI,

2 ERHMEERTFEA

2.1 FEELESENEBAETHER

LY B LEA1E (Polycystic Ovary Syndrome,
PCOS)J& & I WAL # DL N 40 b, 2 TCHE
GRPEAZE ) B R AP PCOS 2 Wbt 84y
FEHETR T ARG | 7o i R I AN S L g A,
PCOS 1 A 1A s, o g ) R AR UFINIE e
N R 5% 1 & A A e B B — T,
PCOS FRE R NAFLERAE B AL B2, TS
BT L N B e e 2R MRE 5 ] BE 2 i i i €
R RORREER BRI 2R 3 7 KRG

Gharaei Z£P7HFSE, #FE XS T PCOS ¥
HIPLAALRE ST, [ PCOS H 3 I 1 Ak A i
(Catalase, CAT)FIEHi%A fLEE JJ(Total Antioxidant
Capacity, TAC)ZK -1 2 Fhimr, Bbah, B SAS0R 41
i Nrf2 . HO-1 il NQ-1 &Pt A b [ R
i5 & . Ebrahimi Z5PS Y TR AR
MRS S0 PCOS BLRL/INER AN B PR AP VE A,
SR, U RBEL T AL T H0, 1K
S, J TR AR T, RIS T PI3K/AKT
28K, T H e T /N HEDD 5% . esh,
NG R AT LIS MAPK | PI3K-AKT 255 J i 2 0k
S I, TR PCOS B HUHEIN R
FATHRAR, A PCOS 5L A ANZLAE B3 B3R 7 11t
5%,
22 EEATVERPAHHER

P P AR L T A ) S T S A, K
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TS PR SR 2T e 0 s e 200 54
B AL T T2 24 e o 1 A O UR SR B UR E .
B LR R B0 e W IR I, ARk B
SRS IR RS, SHMER LR AEF R
A B RRSEm. — T, EaREREHE T
B, 07, ERaT e AT
SRPERRINBERE T RE 1= A Y. R, A
B L9 1) R0 8 0 T O BA R A AR RN A e
BREE. AR, FE XN Z AN 5L 1R
R HAURAIET T TIRER.

Terlikowska %5545 HH LI 1 SL98 £ 35 1ML 75 v
ISR 2R IR A ot 3 N REAYEHAL
E YK B E AR, EGESEPRIE ST T iR & %R

U SKOV3 Al A= R AR 22 AT W R AV A,

LWL AT A 2 8 A F AR 2 5T 42 8 2R 11 i (Matrix
Metalloproteinase, MMP)-2, MMP-9  J&#HZ /K
P2 15 6(Cyclin-Dependent Kinase 6, CDK6) M
JAMIEE T A(Cyclin A)YFRIAHE, #4 SKOV3 4ilfifd
WA 72 G181, A3 A & A (Human Serum
Albumin, HSA)JZ Il 3¢ & ik + 5 &M, HSA

SR XIS RORIVA 5 S AT ),

Su EETER MR R ML 12 171 b HE S
SKOV3 4iifify, K BPF LG IR Al 22 N
F kB (Nuclear Factor-kappa B, NF-xB)[ =&k Fl4
MIRZ S AL, ST SRR 2% SKOV3 4l i 41
MFEER. IR, FE RIS HAS [%
fiX 7 SKOV3 Zfyiif2dt, JHmifil T SKOV3 4f
MUfiERS. DRt MR 28 AT LA 25 0] O SR 3
A | RZERTRS, HRU IR SR 25X —Im RIR T
MERR, WURE RIAYT IR SRR RS,
23 HFEATEABFLE T HER

B N RO & — P WA AR,
TR R TE PRI N T2 A A B R LAA MY
ArE, MBI R BN 2SR, Mok 2
PESE 2 B, i FISERE 78 7 N BB S 00 1Y) &
AR PR SRR Y, SBFENEA T
ARSI RERERS, SCIIRIRE IR, RA&FECON
Zeam . R R AT 2 AR R R HESTR M
REVE TR, REARR 2 PR RSO & B R 1) S5 g 2k,
P FASRITIRE). Oliveira "L MINE EE S
Py re il BH 18 75 AN B PN RS (SR 40 A 1 e

WAk, HX s R A IR 20 A Bk
YEF, FLHLHI AT fe 2t il g C-C 5y i
k. IH - Hic 44 (Chemokine C-C motif Ligand, CCL)2.
CCL3.CCL5 . F 4fi i 2 (Interleukin, IL)-1p . IL-6 .
IL-8. IR IRSEINF o (Tumor Necrosis Factor-a,
TNF-0). NF-xB. ¥4 k-1 (Cyclo-Oxygen-ase-1,
COX-1) Ml JE B A2 (PhospholipaseA2, PLA2)
mRNA fFRRSEE. Ak, NG R SYIREE i
il MMP-2, MMP-9 F1 L4 P Bz A 4 R F+(Vascular
Endothelial Growth Factor, VEGF) mRNA A3k Al
Gri, PEORURE R & RIFIIRT FE N R
PERE AL ).
24 FEELEABARG R E PHER

FE S AN FTE 9 A0 RH DL geRs Y, o,
FER VN EIRR . MHERGRINE . DIEL5R).
LS AN R R IE R . AR, &
Jiis 8 0 BF T8 48 T 1A Lo AR 2 0 XU 2. 98 i S
BUA T F 58— Bh B A B i, A B T e LA
Fads, (A2 2P BT RGP AL, T
BRAFE R G RAEIRAS TT LU i BB (AR

IR RAEHTR ROV A 45 FPIL A5 BUE L.
R AT OB I NF-xB . p65 MR, B3
FAR NS 22 W5 S8 TL-6 1 IL-1B mRNA Ak, [H]
IR A L W 40 il v NADPH 4804k 2 (NADPH
Oxidase 2, NOX2)HyZEIL™]. pbAh, pyFiiksMi
YA, R 2 AT LA L T A R A ME S T
FH(ERK1/2) . c-Jun ZFEA b i (c-Jun N-terminal
Kinas, INK)FI p38 MAP #7175 K52 M MAPK
FEIm I, M RAER T IL-6 Al TNF-o R
JECH. R ZE A AR AR N2 AHLE T
H NF-xB, M &AEHRIEA™. 1 Balietti %1
WESCUR T R RIEM DI BEAAAE RN 22 5%, 724
T 6 FMFE E(0mgke -d )G, SXF A,
MR 2RI 2R DR BV A/ P ) TL- 1B 8 3
W/ TL-10 380, 3R X MErE R T RE R
A HESR KA RE S, LA EIEEERR, W R
BT 2 M R i I mT R R IR SRE IR YT R AT Y
TR
2.5 SFH AL AAB KT HER

ARk, AEEERHER | AT RAETE
SJWAF B R, 2 nE TR EF R A
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ANERE WA, T 75 B AR SR T i AR
Bifi 2 ZAEIGIC . B IR 2R A T MR T RE AN
Wil & B, U 2 AR A B AR FEEOR TR g N
Bruh. Hu SR, IR 20 i ok
FIPTAALFZ SR T, ATEEE IR ETE 17 CH Y
KEWTR. 16 Gharaei 2P, 5904
FHEE, WFE 2R 2H PCOS S 3 1 MIT BP R0 i 1 =5 o
BRI B, A EE 4 AR 2 ] LR
POREFFBRF-, X AR 2R 7R B AR g 40 s Y o
RFNRFHERHE T 4K H.

3 IERXERFZERNER

3.1 WFEEAF MR BT EL B A
7R BE SR AT n] RS BUIR L i L R 4,
B 8UIR LH IR L3 A B 5, 6 B2 LK
PR B IR R B M AR A R IR 1 4
SCHR[SOTAME, A R3-SR M A L PO A 7

DIAHSe. i, M LAY 05 nl BE-5 AL R 56,

MG RAE A — P oA 45, mTeexs [y
BERIN A AVES R B IR LRh 2 e A 1R T AR
F. Lu %P BT 25 R, 2 AR 2 11X
A KB A B3l i T R s oo i, s
B A AR e F e AR M. AHELZ R, PP ETER
B RIGIT WE R 1R A K BRI S oy i .
[FIE, BR#Ri0sae woskds. seoh, IRE RiBHE T
B KB X cAMP 2 T4 & 2 1 (cAMP-
Response Element Binding protein, CREB)FH1 i 54
42 5 5% [A 1 (Brain-Derived Neurotrophic Factor,
BDNF)#ik5. A 5% W] CREB #l BDNF /X &
AR SR kR | SR UIARDE, sk
S PECGNIFE S RS HI, PRI TIRE R
REXTREAR A5 RS A9 i L R 453 03 A A Mk
HAWRITAER.

PRI [A] B0 77 i 2 5 B0 A ORS e
HE- B XU I . Sekikawa 25V BLIR 2 AT 1 1 ik
B S A O TR 2 fife ™ I U SO I ) e b 224
YL PELEIR, FEm R4 ORI & & . Davis
B e L M N - K VS DA & S WP
A/ IV BT A AR S A3, M T A P A - e
bivANE KA S D HE=SIW Y ¥ S S Aw X
GADGTGFP+4Hi iyl /L. wt b, UF 2 AR5 By

HErE R AR AT 2 S 1B, Al-Amin 200515
N, BRE R o HA A A R B R B
TN I R 5% s 22 W 2 T 3 35 A I AR A TR
BrepE, Bon AL YE. Roudmajani 255 1ot
XPHEMEAA TR TR BRI BE | LI (e M B o s
L ) N N = e a1 N 3 1 R RS | 2N P 9N
SOX9 Fl GnRH FEHFIEM /30T, IHEFE K iE
O/ NMRI /N BUSCFEHEME IS 0= R iE 2 0 2k 25
i AN R, DA X SepiFgE 3R B, MR X
BN R B IR L 2 & B RS HA P H7E A,
e BN N E AR AR G ES GOIEE AW EZE S
Pn b EAA T BN AT
32 MFEEAETRAHTHER

i 5T ] (Preeclampsia, PE)J&— 1 UL &F
PRI RAE, BFBE A LB LT B E 2N
A, HGRPRRI A ST & IRV ZFh 2R 2
REREATET. (T A bR %P8 g K B, R K Rk
H,O, 5 AR &L F- 4N HTR-8/SVneo AL
P, HALHI AT RES TH NADPH 4 {LHE/ROS
SRR S L T U= 3 S S OL ) SR o
BH, WFE R AEAREAR PE 22 BRUAY I s H AR
FUR. IFE ZRIGTHR B Y MDA 3Tk
H SOD &M 7, eI Esh bk i,
ULHHIRE =X PE HA B E W /EA. ik, &5
B R T Re &M st s AT PE B9 3057
+, AH R T B 22 (14 I R A 90 ) B A
FHBLH.
3.3 WA EEERBANERRE P G/ER

UF U B JR 9 (Gestational Diabetes Mellitus,
GDM) 2 4T W A 1 U H B A DB A WA 388 5 1
RAEBIEIRIE, R w ARG HAEZ —. WF5E
IR 24 GDM HATIGIFVEA. Chen 2 i3l
IR Z A @K E GDM /NG IEH %) Nrf2/HO-1
PUEAIR R Z A w AT A2 N R AT B AL
AR, AR N AN B, v AR A S
Feng Z:2BFoe 260, N 2 AT REE i 95 4R /)N
FRCEF B LSS FIBR &5 R AP TR 22 /% GDM eIk,
I, INERA RN —FRYT GDM i), H
G E— 25T, BRI AL A e 4.

Zr bRk, MR R AL LR A 5 D B e
HIE —ERIBAER, BARPLEITE LR 1.
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*® 1 MFREEERPIEERPRIBEER RS

RLESY R 2GR TR

2! BL SCHR

LZEEIHE PCOS BH 8mg-d’', 40d
LRATE
BALB/c /MR (1 mgkg ™),

H1(0.1 mg'kg ™),
{i£(0.01 mg-kg ™)

UREYE  ABDEEANE 50, 100. 200

I SE AL A

P, fedtHEDp

IM3% CAT F TAC FHiy; UNEBURIHIE  [27]
Nrf2, HO-1 F1 NQ-1 £iA T+
S PIBK/AKT i [28]

TG0 SR AN AR K FIE T8 MMP-2, MMP-9, CDK6 ., Cyclin A [35]

(SKOV3) pmol - L™’ % SN RS R 2B AR DGR
UNE ol 10 mmol- L™ ASUIEEANIET, 5k 5% NF«B JKIE, #4I6 pS3 Al MAPKs  [37]
(SKOV3) YA ZG, IR
TEMNE VK2 E6/E7 41y 10 mg'L ™", ] 5 REFH 20 5 ] CCL2, CCL3, CCL5 ., IL-1B. IL-6. [40]
SACRE A KLE 41 200 mg- L™ IL-8, TNF-a. NF-kB., COX-1. PLA2,
MMP-2, MMP-9 F VEGF
HiESE  PCOS ¥ 8mgd',40d  {REIIEHMIAICNG TR #0E Nrf2/HO-1 Al NQ1 {5558 1 [27]
| SD(Spraque- 30 mgkg d!, MR 175324 S CREB 1 BDNF mRNA  [51]
Dawley) K i AP FEE BT KR4l A S MDA
K, AT IK(GSH) K-
FRHTY HTR-8/SVneo 41/l 10 nmol-L™ AR V&5 NADPH S fLH#/ROS 5538  [58]

(PE) SD KR

NERpIkN B4 GD5-GD21;  #ifth

5.15.25mgkg -d', WIS ALRIHRIAAE BT MDA, 39/ SOD #i4:; B/ NF- [59-60]

«B BIF%i5; JEFE Rho/ROCK 15558 1K,

(HUVECs) 0.1, 1, 10 umol-L™ 4 HO-1, caspase 3 I3k
UERIE CSTBL/KSI /7 30 mgkg 'd™',  ZREAIAIERZ AR B Nrf2/HO-1 HLE AL 5 S ik [61]
PRI R 20d AN REA 2

(GDM) C57BL/KsJ ®/*/h 25 mgkg "-d",
& GDO0-GD21 1%

FEARE ML MRS R (e a s E H 4GLUTH 50, [62]

PRE RIS T ) ROS A= AN
R RE MRS

4 RBEGEMRE

B DR Bl i R i, UFE RN E R 2y
PR R 2 e tEm e A LB h HA B
BEFBHE. ASWFFELRR T IR R A A B R Y
BEABAR, KBHEE AL PiR . PURT%Z
Pl AR, FHPUAS b N 2R 0 HE I B 5 S 2 5 A
Geas i, B X R A B BT 5
Ba R, ANZAE | B A S A YR AT S 40
SRR IRTRAE T8 .

SR, PR T AR OR AR AR BR A A0 227 0 2
AR BRI 1, H AT 7 28 7 A B P 2 ML B A R
o v A AT AL T ERIE ST B B, H iR C R
FAEZR AR N I el RIS, HCAE L R 2 v

AT SR PR T s s, A5 ik — R R AR
FABL B AEZE A P B 2 4. e, T
RIRUNE RN | A5 AT E P AR BibG, IR
H R R AR Sk= SRR 28 R
FRHOT SR R, AR 2 2 093P el
AT, DL R UL i PRI 30K 30 USR58 3R 1Y
RIS AR IVE FIBLERD. EAb, dnfuf4 mdihes
RKEVEYIRI R, BETR B 9K 245 25 R G i AF
HAREAIEARENE, HRIFE KA mE, @
BERARIIWTTE T 18], XTI Ze4r . R, K
By i3 A B 045 B L B B EE R SC, AfRAE
AT B ARSI R AENH Tl RS e, TG
CRYRI R L A SRR SR TR <5 R, A
JTREBE AR
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Research progress on the reproductive protection of astaxanthin
and its role in perinatal medicine

QIU Jimiao', FENG Jiating’, XUAN Rongrong’, ZHANG Yongyan”
( 1.No. 906 Hospital of People’s Liberation Army, Ningbo 315000, China;
2.The First Affiliated Hospital of Ningbo University, Ningbo 315020, China )

Abstract: Astaxanthin (AXT) is a lutein carotenoid with various pharmacological and biological activities,

including antioxidant, anti-inflammatory, anti-tumor, and neurological and cardiovascular system protection.
AXT has become a high-demand natural product. Increasing evidence has suggested that AXT was effective for
the treatment of female reproductive system impairment caused by polycystic ovary syndrome, ovarian cancer,

endometriosis, and reproductive system inflammation. AXT has also been shown to increase the success rate of
assisted reproductive therapy. In addition, AXT has been demonstrated great advantages in the prevention and
treatment of various perinatal diseases such as preeclampsia and gestational diabetes. Here, we review the latest
progress in the therapeutic effects of AXT and the underlying mechanism.
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