5536 % 4 2 1] FEMRKEFEZRE Vol. 36 No.2
2026 4% 1 F China Journal of Modern Medicine Jan. 2026

DOI: 10.3969/j.issn.1005-8982.2026.02.004
XEHRE : 1005-8982 (2026) 02-0023-08

BIF R 2 E2 i@ T EP4 A1z BHIR R L SR
e R RE IS TE 5 {2 ZE BV HI A 5 *

WA, XL, FEAM, 0, R4S
(1.5 A¥FBEXE, LA F8 266071; 2.%MHTARER WA, m) %
641301; 3. RAA¥FEHFOER(FHETHFOER) ALauf, LA 5 2660005
4, EHRFEWMEER AHWE, LK FH 266000]

HWE . BEY REMIBREE2 (PGE2) EFTRMILKREL A, L& FPHERALING, FTiE #®RF
PRI AmAL (Nthy—ori 3—1) BAA TR KK M itk TPC—1 aafib AT 75 . R BREE 0% B X B Ahm] 2
AP omAe LR PGE24%, Western blotting % 5% i 3¢ Je IR & B4k B it 2 AP 2n AT 7 IR & B2 24k 4 (EP4) Fik
Hle 0. 1. 2. 5 pmol/L PGE23F3- TPC—14af8, CCK—8 kMM 2miL A%, Western blotting#it| EP4 % &
A3k, 0. 5 wmol/L PGE23&- TPC—1 40/, CCK—8 5 3aAn Transwell 52 3aAbi) 4 JiL38 s Ao 42: 2 48 71 o 0 wmol/L
PGE2. 5 pmol/L PGE2. 5 pmol/L PGE2+5 wmol/L EP4 % 4R #h 7] (receptor agonist 2). 5 w mol/L PGE2+
5 wmol/L EP4 Z AR 4p#) 7 (L—161982) 3 TPC—148/0L, CCK—S8 5 I An Transwell 5 3o 4 6138 78 o i3 42 4t
B, R TPC—14he LiFi& PGE24 %3 T Nthy—ori 3—1 48 (P <0.05), TPC—14%MEP4 %4k mRNA & ik
# T Nthy—ori 3—1288 (P<0.05). TPC—149/EP4 % 4h% & &34 % T Nthy—ori 3-1284& (P <0.05), 5 umol/L
PGE2 4840 JiL 4 7& &4 0 pmol/L PGE2489F % (P <0.05). 0 wmol/L PGE24L. 5 wmol/L PGE24124, 48, 72,
96 h ey mpenadig i gk, 4R ORFE S memIg i, ZFA%FEEL (P<0.05); Q|4
mppARATIE I R LRI, ZRAARITFEL (P<0.05); QFAmm gk T, £7HA %1%
#3L (P<0.05), 5 uwmol/L PGE2 4124 h 40 il F B4 % T 0 wmol/L PGE228 (P <0.05), 2 wmol/L PGE24H
5 wmol/L PGE2 40 EP4 & & AR £ & F42 0 wmol/L PGE248H % (P <0.05), 0 wmol/L PGE24E. 5 wmol/L PGE2
20, 5 pmol/L PGE2+5 pwmol/L EP4 receptor agonist 2 28, 5 pmol/L PGE2+5 pwmol/L EP4 L—161982 2824 h.
48 h. 72h. 96 heympetastsgsa ks, &R . ORFE A E S @ IGHAFILE, ZFALITFEL (P<
0.05); @&mpaAsTIgAFILER, £FA%ITFEL (P<0.05); @B MmMpinstIgaf LR, £5%
HeitsEL (P<0.05), 5 pmol/L PGE2+EP4 receptor agonist 2 200 R0 F IR AAR 5 wmol/L PGE2#4834 4 (P <
0.05), 5 pwmol/L PGE2+EP4 L—161982 48 #m it F L4404 5 wmol/L PGE2 4L,V (P <0.05), £5i¢ PGE2i@id
EP4 % AREHE TPC—1 20 iIG A RAZ .,
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Abstract: Objective To investigate the role of prostaglandin E2 (PGE2) in the pathogenesis of papillary
thyroid carcinoma and its underlying mechanisms. Methods Human thyroid follicular cells (Nthy-ori 3-1) and
papillary thyroid carcinoma cells (TPC-1) were cultured. The concentration of PGE2 in the cell culture supernatant
was measured by ELISA. The expression of prostaglandin E2 receptor 4 (EP4) in both cell lines was detected by
Western Blotting and qRT-PCR. TPC-1 cells were treated with 0 umol/L, 1 umol/L, 2 umol/L, or 5 pmol/L PGE2,
cell viability was assessed using the CCK-8 assay, and EP4 protein expression was detected by Western Blotting.
TPC-1 cells were treated with 0 pmol/L or 5 umol/L PGE2, and cell proliferation and invasion capabilities were
evaluated using the CCK-8 assay and Transwell assay, respectively. Furthermore, TPC-1 cells were treated with
0 umol/L PGE2, 5 umol/L PGE2, 5 pmol/L PGE2 combined with 5 umol/L EP4 receptor agonist (receptor agonist 2),
or 5 umol/L PGE2 combined with 5 umol/L EP4 receptor inhibitor (L-161982), and cell proliferation and invasion
capabilities were subsequently measured using the CCK-8 assay and Transwell assay. Results The PGE2 content in
the culture supernatant of TPC-1 cells was higher than that of Nthy-ori 3-1 cells (P < 0.05). The mRNA expression
level of the EP4 receptor in TPC-1 cells was higher than that in Nthy-ori 3-1 cells (P < 0.05). The protein expression
level of the EP4 receptor in TPC-1 cells was higher than that in Nthy-ori 3-1 cells (P < 0.05). The cell viability in the
5 pumol/L PGE2 group was higher than that in the 0 pmol/L PGE2 group (P < 0.05). A repeated-measures ANOVA
was conducted to compare the relative proliferation rates of cells in the 0 umol/L and 5 umol/L PGE2 groups at 24,
48, 72, and 96 h, and the results showed that the differences in relative proliferation rates among different time points
were statistically significant (P < 0.05) and that the differences in relative proliferation rates between the two groups
were statistically significant (P < 0.05). The differences in the change trends of relative proliferation rates between
the two groups were also statistically significant (P < 0.05). The number of cells passing through the membrane in
the 5 pmol/L PGE2 group at 24 h was higher than that in the 0 pmol/L PGE2 group (P < 0.05). The relative
expression levels of EP4 protein in the 2 pmol/L and 5 pmol/L PGE2 groups were higher than those in the 0 pmol/L
PGE2 group (P < 0.05). A repeated-measures ANOVA was performed to compare the relative proliferation rates of
cells in the 0 umol/L PGE2 group, 5 umol/L PGE2 group, 5 pmol/L PGE2 + 5 umol/L EP4 receptor agonist 2 group,
and 5 pmol/L PGE2 + 5 umol/L EP4 L-161982 group at 24, 48, 72, and 96 h, and the results showed that the
differences in relative proliferation rates among different time points were statistically significant (P < 0.05) and that
the differences in relative proliferation rates among the groups were statistically significant (P < 0.05). The
differences in the change trends of relative proliferation rates among the groups were also statistically significant
(P <0.05). The number of cells passing through the membrane in the 5 umol/L PGE2 + EP4 receptor agonist 2 group
was higher than that in the 5 umol/L PGE2 group (P < 0.05), while the number of cells passing through the
membrane in the 5 pumol/L PGE2 + EP4 L-161982 group was lower than that in the 5 umol/L PGE2 group (P <
0.05). Conclusion PGE2 promotes proliferation and invasion of TPC-1 cells via the EP4 receptor.

Keywords: thyroid cancer; prostaglandin E2; EP4 receptor
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& B A0 = K 5
N HHR B 08 76 2 40 AR Nthy—ori 3-1 F1AH
AR MR FL S R 20 bR TPC—1 1 [ 1 1528 F A
ARy A BR4S 7 ; PGE2 ELISA i 7l & (17 5 .
EK7124) . — i GAPDH % B 55 B Hip 1k (1% %5 .
BM1623) W [ 2P+ flE A ) TR A BR A A
PAGE % & P # il % i 5 (10%) (4% %5 :
PG112) WA FigRERE Y R RHE AR A, —
P EPA Z KB s EHTIR (5845 : 24895-1-AP) 11y
AR =AM ARARAF,; PGE2 (1845
HY-101952) . EP4 52 & 3 2 | (EP4 receptor
agonist 2) ($95 ;. HY-118609) FI EP4 Z {441 i 57
(L-161982) (4% 5 . HY-108559) I H 3 [
MedChemExpress ANFEL, AT DMSO Hy Wi i SR
F& (585 DLR102) . SEEFHEOEE & R4 M HE
[ (quantitative real-time polymerase chain reaction,
qRT-PCR) XF& (585 TSES01) ¥ {5t
BHEY R B A BRA R s BD TR (575 .
356234) W H 5 E BD A,
1.2 HpEEHFSH4AE

A 10% [ 4 10035 K 1% 75 55 % -4 15 IR
fY) RPMI 1640 ] F £% 3% Nthy—ori3—1 1 TPC-1 41l i1 ,
it BX f 9% W2 FfF L 38 (enzyme linked immunosorbent
assay, ELISA) Fl qRT-PCR 5K 55 B iy 2 Fh 41 ffg %
W PGE2 ¢ EPA Z AR KK IE BAFAEZE o & A LK
RFRFEFMA L, 2. 5 wmol/L PGE2 £ 3% TPC-1 4
Mo 24 h, FF LA O pmol/l. PGE2 (A fill PGE2) Y
TPC-1 40 A% >~ % BB, CCK-8 ¥ & Western blotting
S DU T VE AR A [R] 9k BE PGE2 X TPC-1 4 Jfd 7
R K EPA TR (R IK W . #8554 MG W57
Hebfin A5 wmol/L PGE2 Jy 52 56 #H - 1 TPC-1 41
fa, FFLL0 pmol/L PGE2 % B, >R H CCK-8 Ik J
Transwell i B ¥4 PGE2 X TPC—1 44 i A= ¥ %47 -y
B, % %5 wmol/L PGE2 1E kA &% T 1 vk
BE, 4 A A5 wmol/L. EP4 receptor agonist 2 ¥,
5 pwmol/. EP4 1161982, N Al CCK-8 3£ i K
Transwell 128 56 K I 41 B (9 384 58 . 1R 2BHE 1, R
PGE2 /2 75 38 12 EP4 32 (5% I TPC—1 41 M 2 ) 4 47
o (SRS IS H SCRBIE I k) o B A4
M E T 37 C. R E5% CO, 8 T iG55 .

1.1

&
el N

A 13

1.3 ELISA#N#F4HAa % PGE2 &£

BUAL T BRI 4 B, R T Ak S iR
MBI AT 6 fLiR b, Rranid K = 2 80% %
JERF, AL R 2 mLIC I 7E RPMI 1640 1 57 3
24 hJ5 L2 991 t/min B .L> 20 min, 2£4210 em, Y5
AN, e S U B I E PCE2 YR .
HEH 3K,
1.4 gRT-PCR#&NIE AL EP4ZE mRNA KX

& H TRIzol — 25 1 45 HUZH il 5L RNA, HU1 pg
A RNA 6 54 i e DNA #2250 £ 1 I 45 57
SARFA 20 WL A9 PCR SR &R, Hir cDNA 4 plL,
SYBR Green PCR Master Mix 10 wL, 10 wmol/L [ 1F
R 59404 wl, KB F/KS52 wL, PCR N i
. 95 CHUEYE L min; 95 CAEPE10s, 60 CiE k
20 s, 40 NEFR ., GAPDHE NN, DL
DA K R mRNA AN k. B ER
3. SIMFIIILFE L.

#1 qRT-PCRS3I#F5I
HEA 5IFEEI(5°-37) K /bp
1E [ : GCCGAGATCCAGATGGTCAT 20
o JZIf : GATGGCCTGCAAATCTGGATT 21
T : CATGTTCGTCATGGGTGTGAA 21
GAPDH

JZ 11 : GGCATGGACTGTGGTCATGAG 21

1.5 Western blotting 0l & A | A R £

FH 1% %5 B 61 77 RIPA 24 22 wh i 112 B2 Jifg
SAEE, CRHIBCAEHHTE A ER, £ 20 pgif
F B FEIFEFT SDS-PAGE HLIK 4> B 2 11 . A FHIEHL
B REASCRE oy B 1 B A B 2 PVDF I b, PRl 5 ]
WERPEIKE M 05 h, WA —$LEP4Z Kk (1:
1 000) . —¥i GAPDH (1 :20000), 4 CWHH i
o TBSTVERE, A LS =Hr (1:1000),
FIRFERMFE 1 ho TBST PMS ECL %1% . GAPDH
MNSEH., BAHEE 3R, FHImage ] HAF#17TE
Borr, WEWER / NS E DN KE ERR
H B8 ATk i
1.6 CCK-8i&#ill& A 4HRatEEAE

96 FLARFEFN TPC~1 4L, ¥ M 2 x 10* /> /mL,
REFLEERN 100 wL, BRAANEEE 6 AL, WiEE S
TNZGALER, A RIREFE 24 48, 72, 96 h, WLFEIHE:
W, BEALINA 100 wL 37 & Be dl 19 7% 10% CCK-8
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IR IR, WFRMMET 4 ho BEFR U & B KN
450 nm Ab AL WG EEAE . AIIAE TS = (SR
WO B - 25 (6 BRI OE BEAE ) /(O B2 RO B
{25 FIXF IR IROR A ) x 100% . 41 AE 24 h (I 4H
Xof 348 B SRR R Ry A — Ak Ak BN (] B [ s O
B, FHG 3 5 %= (N [) B R] A5 I B B - 25 1 %)
REME G BEAE ) /O BRI [R]85 24 h WO B (B - 25 11 6
HREOSERE) % 100%,
1.7  TranswelliX 340 & A MPIEZERE S

FE 0B 5 T v By R A 1 2 8 g vk L R
IR2), Transwell I %= & F MM 100 pL, 37 CHiFFE
FPEE 3 h a2 A, A 100 L JC I T Ky
FIHKA, 0.5 hJFW . TPC—1 40 i 3504 Fl e Ji
HF1x 1074~ /mL, | % R %= 8200 200 WL 240 il 20,
TEMAS00 wL & M IR 5. 24 h 5 RS -
TEPWAA, 4% 2R P EEFEE 15 min, 1% 24555
et 10 min, {35 0GB T LSS 4 2 A% 150 -
1.8 FitEHE

s 43 M1 K F Graphpad Prism 10.0 #4553 .
THE TR IR « frifE 2 (xxs) TR, SR
t R R R R O 2200, MR EL R FH LSD-¢ K6
5. P<0.05N2ZERAGIFE L,

R

2.1 PGE27E Nthy—ori 3-1 418 5 TPC-1 40 kgt
BERRRIKER

fiff I ELISA #6200 2 i |75 %% PGE2 7% ft, Nithy—
ori 3-1 5 TPC-1 40 g I %5 ¥ PGE2 & & 4 % N
(126+0.54) . (433+1.78) pg/mL, %, %
SAGFE X (1=3295, P=0.017), TPC-14H
Jf 3% W PGE2 % 5 5 T Nthy—ori 3—1 ZH il .
2.2 EP4={&¥ Nthy—ori 3-1 ZHf 5 TPC-1 A8
RRIAER

qRT-PCR %5 /K%, Nthy-ori 3-1 5 TPC-1 41 Jifg
EP4 7 {& mRNA #H %F 2 35 & 430 28 (1.00 +0.09) .
(225+0.05), ik, ZRAZITEEXL (1=
22.230, P=0.000), TPC-14fjifi EP4 5% A mRNA %
rsET Nthy—ori 3-1 41 Al .

Western blotting K 45 RoOR Nthy—ori 3-1 5
TPC-1 21 Jfl EP4 37 f& & 11 A X 3% ik & 43 il h
(1.00£0.18) . (1.57+0.25), & 1K, ZRHSK

2

P2EE S (1=3.161, P=0.034), TPC-1Zi}fi EP43Z
1ZIS§'J__‘%%5\£%:J: Nthy—OI'i 3-1 élﬂﬂﬂo y_ll_t[g 10

o2 2 1 2
3 [ - .
EP4 Hannmﬂ 53kD

GAPDH . i . Sl - A 36
f=

1: Nthy-ori 3-1; 2: TPC-1.
Nthy—ori 3—1 RS TPC-1 4B EP4 1k

=B

1

2.3 PGE23f TPC-1 4HAfE5E . 2 & F0 EP4 24K
EAFRIEHZIT

0 pmol/L PGE24H . 1 umol/L PGE24 . 2 pwmol/L
PGE2 4 . 5 pmol/L PGE2 #H 4 i 77 1% 2 43 %
(100.00+0.32) % . (101.08+1.85) % . (101.64+
1.74) % . (112.78+2.05) % , & ¥ N & £ 4
Mr, 2305158 L (F=39.780, P =0.000).
5 wmol/L PGE2 41 4fi Il A7 1% 4% 0 wmol/L PGE2 41
B (P<0.05), 1 pmol/L PGE2 4] . 2 wmol/L PGE2
50 wmol/L PGE2 41 b4, 2R BTG4 E X
(P>0.05), 5 wmol/L PGE2 B g {12 ik TPC—1 4 i 77
%

0 wmol/L PGE2 41 . 5 wmol/L PGE2 4 24, 48
72, 96 h I 4 HOAR XS I GE R LA, S E T
5 2201, 53 . DA [R) B[R] 5 200 AR X 3 59
I, ZRAGI¥E L (F=1973.000, P=
0.000) , A X 344 7 25 il B[] 385 00 17 15 5 Q)7 4 4
JRUAH X G R A R R, ERAGITHFE X (F=
207.400, P =0.000), 5 wmol/L. PGE2 £ 7E 48, 72,
96 h A X B4 5 2K = T 0 wmol/L PGE2 4H, W] PGE2
PR TPC—1 20 B3 58 5 (31 4L 200 i AH o) 4 5 R A Ak
BRI, ZRAGIEE L (F=62490, P=
0.000) , 8 PGE2 X%} TPC—1 £ it 4 5t 5% wi %) 5 i)
b . W2 FiE 2.

Transwell {228 9255 25 7R, 0 pmol/L PGE2 41 |
5 wmol/L PGE2 41 24 h 4fi it 28 %53 51 F (185.00 =
21.21) . (318.50+24.75) A~/HP, Zifil, E5H
iiteEEm L (125792, P=0.029); 5 wmol/L PGE2 41
24 h A0 ZE AR T 0 wmol/L PGE2 4. WLIAI 3.

Western blotting £ #ll 25 2R 75, 0 pmol/L PGE2
1. 1 pmol/L PGE24H | 2 wmol/L PGE2 4] . 5 pwmol/L
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80 _e-0 wmol/L PGE2 £1
—-5 pmol/L PGE2 41
60 =
8
40
3;?
=
20 +
0 1 1 1 1
0 24 48 72 96 120
s )/
El2 WA E R E S ETIEER LR
F 2 WA RE R B S EXTIGE R
(n=6, %, x+s)
215 241 48 h 72h 96 h

0 pmol/L PGE24 1.00 £0.15 7.54 £ 1.00 35.62 +2.28 37.26 +2.45
5 pmol/L PGE24H 1.00 £ 0.27 8.914 + 0.42 46.80 = 1.72 54.56 + 3.36

0 pmol/L £
PGE2 4] #

5 pmol/LL
PGE2 41

B3 WARMRFEHILE (x10)

PGE2 4 EP4 5 AR R385 40012 (1.00 £ 0.04) |
(1.78+0.6) . (3.07+0.51), (405+0.13), L HH
R ENNT, ZRAGIFE L (F=22440, P=
0.006) ; 2 wmol/L PGE2 4 . 5 pmol/L PGE2 41 EP4
B R A Gk B 0 wmol/L PGE2 41 J+ 5 (P <
0.05); 1 pmol/L. PGE2 41 5 0 wmol/L PGE2 41 [t %5,
R FEL (P>0.05), 5 wmol/L PGE2 4] H
e EP4 SZ R R IR iA . DL 4,

CAPDH oy S G TS o<

1: 0 wmol/L PGE24H; 2: 1 wmol/L PGE24H ;
3:2 wmol/LL PGE24]; 4: 5 pumol/L PGE24 .
El4 AFEREPGE24ME TPC-1 k)5 EP4 K
EALTHE

2.4 EP4 receptor agonist 2 K L-161982 X3
TPC-1 4HAatEsEFN{E 22 BE /1R 20T

CCK-8 L4578, 0 wmol/L PGE2 41 . 5 pmol/L
PGE2 41 . 5 pmol/l. PGE2+5 wmol/L. EP4 receptor
agonist 22 . 5 wmol/L PGE2+5 pmol/L EP4 1.-161982
H24. 48, 72, 96 h AN MIAH XTI G R L, 4
ST 22500, 458 QOARIRIR] S AR
XGRS ILER, ZRAGIFE X (F =1 673.000,
P =0.000) , AH XT3 5 5 B s (R BG i ot e @4
AR X G AR LR, ERA G E X (F=
44.010, P =0.000) , 7£ 72 h. 96 h, 5 pmol/L
PGE2+ 5 pmol/L EP4 receptor agonist 2 ZH AH X 18 5 R
B T 5 wmol/L PGE2 41, 5 pmol/L PGE2+5 wmol/L
EP4 1L-161982 2 A X} 3 58 %X T 5 pmol/L PGE2 41,
2B EP4 receptor agonist 2 fi i TPC~1 4l Jfd i) 1 8 g
77, i L-161982 1 il TPC~1 41 it ) 384 5 Rk 1 5 B 4%
2 2 AR T B B R AR A L B, 2 R A Gt
B Y (F =14.440, P =0.000), 3 I EP4 receptor
agonist 2 & EP4 1-161982 Xf TPC~1 4 Jitd 3% 58 52 i 1Y)
AR . L3 3 AL S .

Transwell {228 5255 25 7R, 0 pmol/L PGE2 41 |
5 pmol/L. PGE2 # . 5 wmol/L. PGE2+5 wmol/L. EP4
receptor agonist 2 21 . 5 pmol/L. PGE2+5 pwmol/L. EP4
L-161982 ZH 2 fifd %5 B & 43 71y (185.00 £21.21) |

*3 BAMMARERESETEEERLER (n=6, %, x+5)

205 24 h 48 h 72h 96 h

0 pmol/L PGE2 #H 1.00 +0.14 8.84 +0.81 39.07 +0.93 4278 +1.17
5 wmol/L PGE2 41 1.00+0.19 779+ 1.50 4548 £1.34 5231 +3.68
5 wmol/L PGE2+5 umol/L EP4 receptor agonist 2 2 1.00 +0.24 9.90 + 0.97 50.15 + 0.47 59.80 + 1.24
5 wmol/L PGE2+5 pumol/L L-161982 4 1.00+0.16 8.08 = 1.38 37.95+5.14 39.29 + 8.97




HEBURESAGE

i 36 %

80 =1 —@-0 pmol/L PGE2 41
—-5 pmol/L PGE2 41
—&— 5 pmol/L PGE2+5 pmol/L EP4 receptor agonist 2 41
—¥- 5 pmol/L PGE2+5 pmol/L L.-161982 41
. 60
£
S 40+
jrn}
=
=
20 =
0 | || 1 1
0 24 48 72 96 120
I} E]/h

B 5 &AM E R E SEITEER R

(309.00 +1.41) . (445.50+30.41) . (125.50+7.78)
NHP, KR 20, ZRARITFEX
(F =112.000, P =0.000) . 5 pmol/l. PGE2+EP4
receptor agonist 2 ZH 4 il ZF LA 5 pumol/L PGE2 41
W (P <0.05), 5 pwmol/L PGE2+EP4 1.-161982 #
20 Jf 2 R R 5 umol/L PGE2 U7 (P <0.05) ., #2
7n EP4 receptor agonist 2 12 oF TPC-1 40 Bt 19 1= 28 Bk
J1, L-161982 il | TPC—1 4 Jfl 1Y 1% 22 Gk /1
W6,

o

0 pmol/L A
PGE24]

5 pmol/L
PGE24]

5 wmol/L.
PGE2 21

5 wmol/L PGE2+ '
5 wmol/L EP4 1~
16198241 *

& 6
3 it

TC 2 N 73 2 58 v doe i WL B R, ok
T RTEB ARG N, — AL T GLOBOCAN 2022 4F TC

K AT R 2 WF ST 48 . 5 GLOBOCAN
2020 4 & A MG TEEE A EL, Lot TC B & 9% E )
HOmT 3.5/100 000 A, BRSO T 1.5/100 000 A",
WFIE B, EARE TC K F 4K 2022 AR FE AR AR 1Y)
0L, Wit 2050 4562 Wi 1100 000 5 TC A&
o, 2022 4 A Y 820 000 151 14 i1 34.15%" ., B
RIS, MR TC B35 BITHE A 610 000 113 i £
820 000 14, 1444 M\ 210 000 5354 %) 280 000 i,
AR IR 43 TC 5 B 43 AL A HOR AR 7L 3R 98, B
RAF, (RS O a5 57 8 ol & B R, IRl E
AR R AR BT e R4 . B WA AHAR
BOS SOV R M L N PR P I A RE IR
FLsgm g i) O BRAS . B AT TC 1) BEZIRIT ik
WAETFARYIBR . B T X R HNAYT, X
TR IT 7 N T kG A AR — BB R R, gk Kk
FR AR 2 A iR . AR 5% R 2 e iR M KR L =
KRR R B RIGYT, WAh D B H Mg
RIFE K, A G, B ¢ TC &7 L
KGRI BF AT R VIR 2 . TC W &I pL A 2
AR A EHEAGEB NS S HATiA R T A
AL, 40 MAPK {5 % 38 % . NF- kB i# B .
IQGAP1 £ 1 S SR T HE 5 58 A

RT3 i 28 7E IE 5 28 BEOR ZS H AS B 40 6 A
MR AE RAESFRIRCT L bl A6 2R DO R 76 B A il A2
P A Ak T DN RS A rh R ok, AR B A i A
(Cyclooxygenase, COX) LI HLETH IR = H2!'Y, £
i 38 A 2R i 45 AT S AR 2R A U AL S s 1R
TEAE DR R E B b AR, PGE22 5T
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