O @ PEIEKRESR

Chinese Journal of Clinical Medicine ISSN 1008-6358
CN 31-1794/R

T
e
\25gh/

R 5 iR SR E 7 HE SE I FR 4 F B WL T STt R
ERIE, B

S FASLC:
ERRMG, B AISIR R, (EHE O R vV AL et e (). PP I PR 22252, 2020, 27(3): 515-519.

TELR I View online: https://doi.org/10.12025/j.issn.1008-6358.2020.20191032

LT RE RSB HAN S R

Articles you may be interested in

TSR R Y B AR KON T 91 a3 a2 W ) B
Diagnosis value of apparent diffusion coefficient of magnetic resonance imaging in grading of prostate cancer

I PR EE 2. 2017, 24(5): 696-700  https:/doi.org/10.12025/;.issn.1008-6358.2017.20161164
22 PRIE R R A5 B TR A S5 R B S R AR R ) AR A B I R T

Changes in prostate volume after plasmakinetic transurethral enucleation of prostate and its clinical

significance

I PR BE 2. 2017, 24(1): 127-130  https://doi.org/10.12025/j.issn.1008-6358.2017.20160802

HR eI AR RS RS AAT 7 ARSI R A= 1 R) 221K
Clinical application of a new spiral thermo—expandable prostatic stent

i I PREE 2. 2017, 24(1): 83-85  https:/doi.org/10.12025/.issn.1008-6358.2017.20161054

Wik L 22 P e LA LR ARSI AR AR 1 40) 20 2218
Preliminary report of suprapubic transvesical single—port robot assisted radical prostatectomy for prostate

cancer

I PRS2, 2019, 26(2): 215-217  https://doi.org/10.12025/.issn.1008-6358.2019.20190289
TSt 1 T 8 B ) A s B A v MR 8 R AR 4 g P

En-bloc method of HoLEP by pre—separation of urethral mucosa for benign prostatic hyperplasia with

medium and lower volume prostate

I PREE 2. 2018, 25(6): 936-939  https://doi.org/10.12025/j.issn.1008—6358.2018.20180235


http://www.c-jcm.com
http://www.c-jcm.com/zglcyx/ch/reader/view_abstract.aspx?doi=10.12025/j.issn.1008-6358.2020.20191032
http://www.c-jcm.com/zglcyx/ch/reader/view_abstract.aspx?doi=10.12025/j.issn.1008-6358.2017.20161164
http://www.c-jcm.com/zglcyx/ch/reader/view_abstract.aspx?doi=10.12025/j.issn.1008-6358.2017.20160802
http://www.c-jcm.com/zglcyx/ch/reader/view_abstract.aspx?doi=10.12025/j.issn.1008-6358.2017.20161054
http://www.c-jcm.com/zglcyx/ch/reader/view_abstract.aspx?doi=10.12025/j.issn.1008-6358.2019.20190289
http://www.c-jcm.com/zglcyx/ch/reader/view_abstract.aspx?doi=10.12025/j.issn.1008-6358.2018.20180235

FEIGKES: 202046 4 $27% %31 Chinese Journal of Clinical Medicine, 2020, Vol. 27, No. 3 515

5

DOI:10. 12025/j. issn. 1008-6358. 2020. 20191032

SR E B, EHEN IR R ERARNGEHARER

ER, B F
BEERRFESBEHIE. L 200433

=] SRR E, 2 dy ORI G 8 2 2 RO FLE WO B0 v OGS A9 98135 70 -0 FROIGE A o B0 1
RO P B2 MRS IR R S A S AL & TSR R B o ATSIIRGR B BOEIMIAN G L 38 i 25 45 O e A0k 200
LRIFIIRER E, 32K 2 2R 43755 22 550 A 5 1 S B IR AL » SO A PR BRI B /K1 0T 3 e B AN 22 850 1k
AR (RN R . BTSIIRER B OISR 2 P HED R R EAOR A 5C . QN 2 220 BLER S MR BRI 21 K AL

LRBEAE
[RIA ] FTSUNRER ; 06 s HEON s B 40 Y
[(FESES] R321.1 [x#kirEm] A

Research progress on the role of prostaglandin E, in ovulation and its mechanism

DONG Jun-peng, YANG Fu”
Department of Medical Genetics, Naval Millitary Medical University, Shanghai 200433, China

[Abstract] Prostaglandin E, (PGE,) is mainly synthesized by granulosa cells and is a key intrafollicular mediator of
ovulation in many mammalian species. In ovulation process, luteinizing hormone (LH) sharply increases and induces granulosa
cells to synthesize PGE; wvia cyclooxygenase-2 (COX-2) and prostaglandin E synthase (PGES). After released to extracellular
space, PGE; combines to the receptor 2 (PTGER2) and PTGER4 on cumulus cells and induces mitogen activated protein kinase
(MAPK) phosphorylation, increases the intracellular cAMP level and activates the protein kinase B (PKB) and MAPK

pathway, so as to promote the occurrence of ovulation. The abnormal regulation of PGE, is associated with a variety of

ovulatory disorders, such as polycystic ovary syndrome (PCOS) and luteinized unruptured follicle syndrome (LUFS).

[ Key Words ]

ANHPGE — B A BE B 2 i — 3 R Pk K
VAN 2 ) D DR A HE B e 85 HE B9 B9 R 240 i ik
B i SN BRI BB R 4 . o, HE DI B A 2
GYER W R A HE IR B B R R R
(luteinizing hormone, LH) #345| % 0% &5 4% % £ 1k
A R o A5 HE UN AT O 96 A A= K B B 200 i D KR
Pa 3% N R S W= Ree 7/ QN TN R BN £
B T A 14 T R0 URL 4 i A A . 0K 2
15 BT HT S IR R E. (prostaglandin E, , PGE,) {f
R —FhHE N BRI S A I T - TE A 2 IR IR
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complexs, COCs) Jy & K HAE . 4. PGE, &
TERURL AR - 51 B 240 10 0L 1w 155 4% 32 v X8 O 5 248
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VOB N Y, 5 5 A A . fE PLA2
AOFEFITE s B o 50k 40 A DA RSB B T BT AA, 7
AN B 2R A DA B N 1 HE B 3l A v, B 9 R
i PLA2G2A F1 PLA2GSA #3235 5% B AR+
AR T PLA2GAA (1) 3% 35 1 il 25 2 1 B U 38 e
i mt . 7E 4 T PLA2GAA ) ) #) 58 Bt =
PLA2G4A FERFR/NR T, PGE, W JE KA %
BEAPR o L HE BT o B B Al T A R AR, R Uk
PLA2G4A W] R 2 HE 5P 01y 550K 240 i N /5 B PGE,
() R — .

PTGS fig % AA % fk Jy §7 %) I &£ H2
(prostaglandin H2,PGH2), PTGS f£7E 2 £ .
PTGSI (g COX-1DH1 PTGS2(5f, COX-2), PTGS1
1 PTGS2 B A W /9 [R] I8 M (H 20 2 A Fl 3Rk
WA B2 S0P, PTGS] @ T4 EFR L, 7
PR IR SR AR NS IR A S I fE. PTGS2 J& T
VPR . ERMER T SR A R 37 5 R
T, PTGS2 76 i 5 41 i Hp iy ¢ 18 i 2 Vil 34 i
Choi %5 & B, 78 W5 14 2h 91 . 5 % FIE 1) B9 S B 30
OB 20 i, PTGS2 78 LH S 1 i 223k AR,
I7E LH SO 5 5% s R 1 KOF- 34 8 & 3 JF e
I ST HE O B 3k g e, LAk — 2B A5 E B g FH HE
B =R R 3 e = NG TN O TR A D U
PTGS2 pyFibat 3, H PTGS2 ¥4 n k& A= 78
HEGE S BP0 rh PGE, ¥ B T i Z i, 4 b 4
PTGS2 Al fig & HE O o 11 v PGE, & Bl 1% B 4 i .
N PTGS2 g Bt il 50 LA & iz PTGS2 JE[A
47N BB AR w1 5 O o 240 L B 5K 37 BR S HE B0 =2
FE ORI R, HH, 5= PTGSL JE A A /N BUBL
RITCHEDN BReps 2280 . Rk, PTGS2 JEHEON i 72 4
& S DAY NCIRA Y (R 5 S35:.55 e

PGES ¥ PGH2 % fbt o B A 4 W i 1 1)
PGE,. PGESTE/NR. 4+ Mk Je N2 i) HE 5P 0 3 ot
20 R 3K, B 25 HE I S AR 4 2R ) SR T
. N H 858 AR M B & (human chorionic
gonadotropin, hCG) #ll 8 /1N B 51 5 F5URL 240 MY J5 &
ML.PTGS2 5 PGES 75 H i iy K35 — 2, B
B2 3 hCG Wi 7, - AE eI, I, PGES
A At [F] FE 2 HE BP 5P 3 50k 40 B & B PGE, 1 B}
A

2 PGE, I EAMEY KIEPHIER
LH S8 51 % iy R B0 ik A b G0 BF 20 i B il 2

HI S ELSEBPBE M Y OF e 4B A AR 5K . 89k
B Fr 2 5 2 85 1, DRI 2L, COCs MABP IS
BEITE B R B0 BE 20 RS A 3 S DA b . LH sl
TR PGE, 7KF-, LAV 5 42 4 i ik 2 %5 O Fr.
0 R Tk AN PR R DGR R s

PGE, Z{K(PTGERs) J& T & G045 A% 11 R 1 ¢
G % 1% kK %, PTGERs 4 4 Ff 7 .
PTGERI1,PTGER2, PTGER3 f1 PTGER4, /)
JIgi i L PTGER2 . PTGERS 1 PTGER4 &,
T 7E DR UKL A0 Jif | R i 73 A 4 PTGER2, =2
PTGERZ (1)t /N U RL M IR B 0kE 240 Mo 47 7k
SR KRR S SRR SR F A,

P e 40 sk s R vp i 0T B2 T IR AR O
SRR 45 BFRE 20 A B AR G kB A XU 2R
(amphiregulin, Areg). 3 J 8 75 £ (epidermal
growth factor receptor, Ereg) il B 40 i &
(betacellulin, BTC) 5 1 I i S A AH OGS L 4
%W ARG ES 2 Chyaluronan synthase 2, HAS2)
PR R BE A F « 55 85 H 6 (tumor necrosis
alphainduced protein 6, TNFAIP6), PGE, i#fi i34
DR F ORI Y PTGER2, 340 4 il 4 PR R
i Ceyelic adenosine monophosphate, cAMP) &
B, 0S8 I EF B(protein kinase B, PKB) fl1£2
Z4 5 15 Ak 2B H 3 ¥ ( mitogen-activated protein
kinase, MAPK) #&4% , 11 9 [ 3 DR Fr 450k 41 g 4
P SE Sl N % o (v 7 L ol U A Y
PERE,

3 PGE, IS AMBE S R AT EPHER

G- 248 Lk 5 73 2 B — N AR 2 B B
KA 03 A . cAMP 2 BI-RE 40 i s 550 2
TR B U 4 4 T /DN BROO R A0 i A S
g3 R e I PTGER 3 2057 7T 3 Jin 59
A cAMP & i, I8 S HEON 3, AR, FfE B =
PTGER2 (7)1 /0N BB TR v, OB 200 it D45 24
Pt Rz F 3 HRIY . PTGER2 76855 09 & & M
HEOH AR Al S HEVE . Bk, PGE, gl o 9/ 1y
P 0L 20 i PTGER2., I35 1% i 1 1R 35 4k 1
BEMANME N cAMP &5 fg E BR-RE A0 RIS A 24
[ TR S OV R A BN e S T AN
P S8 B R T G 0 AR 43 2 1) A e T 75
SER 1 8 M A7 B Z2 R B R 4 o MAPK
WA ESER., MAPK fgil o ik A 5ok
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I 1) 22 2 IR R 95 28 IR o 1 HE ™ AR Mk . A O B
ISR 2 G R b, PGE, a] LUe i MAPK
A B, . PGE, W] fig i & ¥ %
MAPK., 4E45 25 4 {4 25 44 5¢ #& 1V, 18] 4 55 5 O B 20
IR G IR

BB 248 L sl 5 73 4 R A 2 ol LH B 51k
9o LH B ip . R 200 i < 300 BH 0 e el K o0 228 1
HIHAR I . BP0k 20 i A 3238 LH 32K,
LH P8 I 38 2o 0 U v v 2 R 40 f -y LH 52
A LAGRIEL 5% 43 Wb i A2 NS B i 45 3 I/ MZH IR
AR AR B IR GPEE A0 M, 1755 OF B 20 ek K70 2R 1Y
PRI, 2 B BE 20 A SF 5T B g e
& AT BHWT Hy 18 5E 9K B 175 19 4 OB 240 i ik
oy 2GR 1 B PGE, AR IZE #2 . %
o8N . LH 038 5 Al s 3 m P b PGE,
YR EE R 8 oK R 1L 7™ AE A2 2F BBk 448 i 1 ik
By 2. hCG J& LH WY, 14 B A 5l h
FHT 02 2E 50 BE 20 e il A AN HEBR . i 5 i ] hCG g
HERSURL 48 M 35 T8 T 51 B R 5% i 1K (prostaglandin
transporter, PGT) 23K, i By N PGE, X5 HEDP
E K ) B R R 0 S 2 0 R B 4 PR s

4 PGE, 7£HE IR 5P it 3 & 1 % 7 AL P B9 4E

1% N A K B F (vascular endothelial
growth factor, VEGE) j& PN Kz 24t it 4 S5 1 09 A 22 43
S5, 30 A 4 i PN R O T 2 R R AL
AR e 40 L P 5 5 )RR R T LA PN B 0 i A
MR e e a8 A . LH 0% Z 00, M4
AFAE T DP9 ] B 356 JoiT v, S0AE 20 Y )22 G I A5 0 B
TR R B0, LH B3 24 h 5, 0RLAH )2 NP
BRI AE PR 20 B X 2510 L HL 38 2 adk B 34
21 R R P Y A B A2 VEGES, -7 BRI 5 46
JEE 53 A o JSURE 240 12 v 4858 v T B 9 ] R g 3 5 v
BAK. VEGE v 26 5 0 33 P v Jo] Bl 66 Joi v i 4
P 240 L % o (5 IR B9 B9 3 o A 2 N i
R, VEGE 12093 % & S ARG OF o i 8 A= b 2
AELEEM.

VEGF Z %t VEGFA., VEGFB, VEGFC,
VEGFD K Ja#AERKE ., AL FE R
VEGFA, 1 NP 883 v [ 1k DR 00 2% B it
¥1J6 VEGFA 33k (B 7552 4R U1 3 F0-HF 5P Fiy 59 762 15
A AR A VEGEFA BB ik, VEGFA 3
TR I 2 B 6L % I M A L A A LI A VR I A

ARt P, HEBRET VEGEA T & A 8] 42 4 52
B F 40 L 7R B 6 40 L P 348

LH #3% J5 , ON & A 90K 41 L b PGE, FlI
VEGFA & UK KIE TR . BF5E & 8L, il i B
Wr PGE, a8, VEGEA , n] 3 BF 6 v ifi 487 A= B A
B 224 K B9 - 240 % 0N 5 i) 1 A4 T R L 3R B
PGE, 1 VEGFA {55 1& A HF 50 A B A8 il 2
Rl N

Trau 550 58 2k A HEGR G0 b 3 5 H 1 B
W & N 48 M Chuman ovarian microvascular
endothelial cells, hOMECs) g9#F5% g7~ . PGE, FlfT
A PTGER ¥ 3l I #7] {¢ # hOMECs 1T %% . {H X}
hOMECs 34 7§ JG % Wi 5 & £k v i PTGER1 Hi
PTGER2 g5 al & i hOMECs & 10187 4E 1l 4 1B
B M PTGER3 Al PTGER4 8y 751 W] JG e &505R
VEGFA i#ij+ VEGF 52 {k& 1 f 2 #2{E . VEGFA
Al fig #F hOMECs 1y i #%; VEGFRL # 3) 5 {ie i
hOMECs 3% . i VEGFR2 #3h5 %} hOMECs 1
FETCRNE . PRt BR300 A8 Bt 7 v, PGE,
I VEGFA 3 i {5 57 i A T 903 9 45 57
Mz AR R FEAE . OB iFox ™ kB, PGE, i i
PTGER2 52 {43017 P IR I 1 -2 1 e A Jd %
RN E A THP-1 b VEGF HH 3%
ik AR A AT . Rt LH 0% )5 HE DR P
M PGE, Wk B2 T 7 A2 P 6 I /8 2E 1 i DG B
HIN R bG5S VEGFA P3[R 15 59 958 4= 1 4
FITE I o

5 PGE, SHIIPERSHEX KR

ZHE PN E 22 54F (polycystic ovary syndrome,
PCOS) /& 5 i i3 4 WL 1) HE P B A M5 , 29 5024
(1) PCOS & A A2 .. PCOS B iR 3E
R HERCER LAE L 2 BAE D IR A2 R TS HEDN . H 28
W R B AR IILAE | B B R AR BT LR B AE O I R
93 JE AR ZE LR PRI AR 5C . PCOS #4509 &
HFA R 1 IR, (H 3 78 L 3 o IR IR
T A A B R T 0] 1 A B9 R (follicle-
stimulating hormone, FSH) W AGEF H 2, ©F
9 BoR  BE W B 0S5 12 (follicular free fatty
acids, FFAs) i F i85 -5 01 F-BP B 40 i 52 6 0 1) o 1
FETE LUK, FEAs & 2 A 5% i BF 60 2 G, Huang
SN A/ WBOR B3-S R HR AE PCOS K
B0 A IV O 534 2L ARSI 3] 3 b 2 AN A fis
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WiB& (polyunsaturated fatty acids, PUFAs) , f3 4 V.
MR . AA T =+ oS MR, JF HLOR §i2H A
PUF As (9% 2 B AT L3 T AW B2 5 11 PCOS K
FROPVIR H AA MREE W] Il =y TR IRAE . EaRBFoE 4
NS AA KHAE YT fg i f COX-2 342, fiff
YUY PGE, /KF-THE . ek PCOS &4
k20N U ¥ R fk Z8 & R (luteinized
unruptured follicle syndrome, LUFS) =2 HEHR 57 19
— T LAY R BN T I R . TR
A, 0 IE HHEBR ) 5 A P BRI R O IR B
COX-2 130, 7] 30 LUFS (9 & 45 it — 2 0F5%
FE ZEHEGRIY ] COX-2 #i 350 mT 4E 2% [ 4% A
22 J1 S 1 B YEL AR 2R T B A T R R T IR B A
PEREIRS X R % W PGE, 7T BE7E U v il ¢
Hh B AR T TN B 9 BT A Ak K B AR 3 e 5 i
ANe FEBRE H LR R R COX-2 411 4l 7 2 & 3
LUFS. ) COX-2 i 571 3 it faft 5 i i PGE,
VB BRI 3 BT S A B B T R VR

HO& 1 BB 8 T g A 4 (primary ovarian
insufficiency, PODFHIERIATEL M 40 £ ZHi
A2 (=4 DD AR T RS = 5E & FSH #k
JE T (Rl 2 ELIRIRg 2220 1A, 2 IR RT 40
U/L), POLZ&—F ARk N i PR 78K R
POT R, GRyfe i PLA2GAA 73 1% 5 i
KPR TEE  [Fi PGE, \LH #1 FSH KTt &
1M ME — % Cestradiol 2, E,) 7K - B AR 107 78 i bR
PLA2GAA fy/IN BRBERL b BRI ) PGE, W JE
A S BAEAIG /DN BUHE B RS2 0K 38 R AR . TR, B9 3
t PLA2GAA 43 A G i 14 oy i b i) PGE,
FH POT Wy RAEFK RS,

ZEERTIR HEOR S — TP A A% L i S ) AR P
P M ZFER 2R R AR BRI . A SR
PGE, TEHFOR L FE b A AT 1 R4 A B RE
SEREAAR P HE IR A R 04 3 57 B 2P HE O s & 0 L
IR L R . b, HEIN Y PGE, (5515 %
PAAT B B TR AT ATy Bl 2628 7Y 1) AN A0 42 1t
TBIT I 58 AR AR R A 2 I T A
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