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W E BW O WEREUE R ZER AR X rBMSCs (13458 875 5 440 19 52 Wi, 3585 28 5 B A 5% i) xBMSCs W& 175 5 41
AT BEMLE . ik R & i B0 BE L 3R AT xBMSCs 5 {f A [R] v B 9 2€ 5k B 4 (0 ,12.5 .25 .50 100 wmol/L) T i 1% #% rBMSCs,
ROz I AN [i) e 1) 2 R 5 A XF rBMISCs 184 B 119 5% Wil 5 SR FH 458 w80 Ve & 1) ZE 5k B A (100 umol/1) 75 5 rBMSCs Wi-# 41k, #E47 ALP (3§ %
21 yen )i JH real — time PCR §" 3 ALP OCN, Z55R 40 Ifg 1§ 4 41 ) 55 56 ¢ B 100 pumol/ L FE 5 # #ii X rBMSCs 1§ 5if 9 il B 8 (P <
0.05);12.5 .25 DL J& 50 umol/L ZE3k 7 X} rBMSCs 358 Ml T M, ALP Qe 25 B/, B 155 3 R4 LL ) SC i 4 ALP
Yot B B 1 7 R AL ALP Sy B T SE 00 20 4 0 0 [ M 5 35 3 14 R IR AL ALP 4o 0 Jy BH 4, 50 56 240 e (o B M
PERAGALREBW, BUEHER 3 KT RXTIA L S SE s 1 e a3 S BAPE 75 S 2 14 KX B4 e 0 B3 M, S0 00 20 4 3 52 B M
W H PCR &5 R, i 3 % B4 DL & S236 24 ALP mRNA (OCN mRNA iR ¥ 8% g % 5 7 KX 4] ALP mRNA
FIRH B TR, 82 ALP mRNA kT R4 59 , % 40 OCN mRNA £k 555 3 RAALLIEA T2 7, 0% 4 OCN mRNA %
RNRE 5T 14 KX 4] ALP mRNA %35 B 8 F %, 5030 40 ALP mRNA 23k 545 7 RAA I W 25 57, X 40 OCN
mRNA Fikil — 4T, 5041 OCN mRNA £k 55 7 KM AT, £i6 AL LI, &M 2R A (100 wmol /L)
X rBMSCs 3 5l E A 5 35 30 800 o 1 Ve BE 19 ZE 8 B A (100 wmol/L) REAE #10 1) rBMSCs pUH 5 T 0 b i B . Wk BE I ZE R B
(100wmol /L) REfE M il TBMSCs B 55 540 fb # vh ALP L) K2 OCN mRNA 3 3k, 78 W &% 5 vk i %8 51 B A5 4 B rBMSCs 1l 5 i 5
A3 AL A BN ] BE S £ S0 ] ALP L K& OCN {9 JE PR 32 38 S B, £ 7 76 L 1 NSAIDs Bef o7 4 2 50 o 4 [m] A0, it JHG 2% o7 ol B ol ) s 351 i
L ZE R e A N S AT 2 B R T .
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Effect of Celecoxib on the Proliferation, Psteogenic Differentiation of BMSCs. Chen Zhen ,Xu Wei,Yuan Chiting ,et al. Department of Or-
thopedic Surgery, Taizhou Hospital Affiliated to Wenzhou Medical University , Zhejiang 317000, China

Abstract Objective The purpose of this study was to explore the effects of different concentrations of celecoxib on the proliferation
and differentiation of rBMSCs. Methods The cells were separated through whole bone marrow adherence method. The cells were cultured
with different concentrations of celecoxib for 24 and 48 hours and then the cell proliferation was determined by MTS. The rBMSCs were cul-
tured in the osteogenic solution with or without of celecoxib and then the ALP and alizarin red staining were performaned at 3,7 ,14 days
respectively. The total RNA were extracted at 3,7,14 days respectively and then to amplificate the ALP, OCN, and B — actin with Real-
time PCR. Results The cell proliferation inhibition experiment showed that the proliferation of rBMSCs were significantly inhibited by
100 pmol/L celecoxib. The ALP and Alizarin Red staining staining results showed that the activity of ALP expression and calcium deposi-
tion of rBMSCs were significantly inhibited by the higher doses of celecoxib. Further quantitative PCR showed that the mRNA expression of
ALP and OCN on rBMSCs were significantly inhibited by the higher doses of celecoxib. Conclusion The cell proliferation inhibition ex-
periment showed that the inhibitory effect on cells was more obvious in 100 wmol/L of celecoxib and according to wich we showed be cau-
tious of dosage and duration of drug using during fractures analgesic treatment. The ALP and Alizarin Red staining results showed that high-
er doses of celecoxib may affected the process of osteogenic differentiation on rBMSCs. The quantitative PCR showed that the higher doses
of celecoxib may affected the process of osteogenic differentiation through inhibiting the mRNA expression of ALP and OCN.
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IE 8 IR 25 B K 25 (no steroid anti—inflammatory
drugs, NSAIDs ) 52— BATfif #4 R B0 R DL KBTI
MWAEHM 259, TEW IR bz T8 61 0 M &
PG RIYPTR SRR ST o 128 25 4y 38 5 10 7] 2R
A AL T (cyclooxygenase , COX) 1 1% 1 2E i BEL I8 iy 51)
Ji% 3 (prostaglandins, PGs ) B 8 LA K #4058 BRI 1Y)
iR WY K B A% B2 NSAIDs 3@ 3 0
COX =2 fif & ¥ Bt A& VIR RO , 15 iy T 8] i 410 ) 1
COX -1 @3RIk A3 I8 AL T8 1l 45 B o 8 A R A
SR FRA T VR B ME COX =2 41 300 i 1) ThE B K b
WA T il T fdi 4% 58 19 NSATDs FF £ % i B 1 18 R
RN o B B[R] 78 5T 41 i ( BMSCs ) Y5 11 i 4 o
Je— R ZRET UM, 220 R S5 T LAk R R A
A MR AN LR DT A B AR 2 A I &R
BMSCs 285 5 70 A6 mI Hy i 5803 240 J0 1] 780 40 O e
o JE A0 N A e R P A A KR A M £
LA B 20 0 e ik o A4 J80 R 85 38 0 RO e 24 m
PRIE BUR 5 (M BE . PR, BMSCs 7645 I8 Ji it 72 i
EEEAE M R NSAIDs HI T8 £ A 5 5008 RCR
ST NS Y7 R U U s RPN (R L U E PO e el
T 58 094 4 24 [R) TS SR (B A AT G .

b £ R JLA AR, © A A S8R 1 ST Y R
1L 58 ) NSAIDs (45 e £ COX 2 i 55 n] fE X H
@& A —E TSN, IF BAH G R 2 2R W
BT R s R ST AT AR
I R BRI g M AT i R e A A% S Y
NSAIDs [30mg/ (kg « d) ] DL Kk £ COX — 2 410
M DFU[2.0mg/ (kg « d) ] BEA [F] & BE 3b 32 o 32 45 R
JEEITEAT . KB, Z A I PR K B 5T A
Pr LA KA B @A AR S (A NSAIDs % %8 38 B i il
DLK B S RE R A B IR Bard 45 5 L5240
BT ARS8 31 5 = F5 By 5 B A A ok AR o T
PEAR G I 09 K mm B BRI S A Y Tl RE KUK
5 AR LG, Wk e E B A A R &1k 27% ,
BT H B AT E A 1% . IF H O A AT R
NSAIDs 3 2 il COX -2 LA K R 81 it 3 (PGs) 194
Yy 1, 8 TP AR A0 P A R 0 A L ) B BE O
KR 5EE,

1 T RAH OC B BF ST 0E K 2 v K sl ) A A
RIWFSE , 05 T e FE 0 COX =2 #4500 % T+ 15 i 1) 72
Ji T 48 il ( bone marrow mesenchymal stem cells, rBM-
SCs) [ 38 58 Ke 43 AR RN 1 i 90 3 6 A7 iR 1B . A BF 5T
& HIE B R AE P8 Tz By B COX -2 i

) - FEREAAE R LI 25, © FI% 25 Wi IR 0
TRIT A R 25 W B O 10 wmol /L, & T 25 W) vk
A28 ) W4y Bk 12.5.25, 50, 100 L K
200 wmol/ L ZEJE A LE T 0 1BMSCs 3 K ,200mol/ L
QAT AR " o MRS 125,25 .50,
100 pmol/T AN SE B 25 W) e B . A BF 5 H 19 15 12 W
SN A X TR AN 53 8 H5 R 9 vBMSCs 1Y 51 L K
B A3 A5 S 1 T AR08 DA PTAG ZE 5k 1 AR X F rBM-
SCs A: W2 e vk i LA 5
wM#5RH %

L. SEBGEh ¥y .4 F R HEYE SD B (I T #r VLA B2
FREBE) o

2. FH R J AL 2% - AR B i DMEM low glu-
cose liquid medium ( Gibco ) | Ji§ 4~ Ifi. ¥ . PBS ( Hy-
clone) ,CD29 ,CD45 ,CD90 ( BD) . MTS ( Promega) . Z€
KB B — H M BERR N L b ZEOK A UK IR P R
21 Yk} (Sigma 2y ) ) (FS Universal SYBR Green Mas-
ter( ROX) ( #ij + Roche 7 ] ) . RevertAid First Strand
c¢DNA Synthesis Kit( il & K Fermentas /A #&) ) B — ac-
tin 5191 JALP 514 JOCN 5|4 ( £ i 58 J A= ) TRE A7
B2y 7] ) (Cell cycle staining Kit( & N BC R A= W4 R A
PR R) ) B ol I i e € 3K 70) & (b ¥ O AT AR R B
PRI A PR ) (8] B AH 22 65 (Leica 22 W) it
X 41X .CD29 ,CDY0 ,CD34 ,CD45(BD) ,RT6000 fif§
PRI AL (Rayto) (40 L1 SR A4 (Forma311) | v U5
B0 ML ( Thermo Scientific 23 7)) | 4i 7K 4% ( Heal Force
) RS AL (£ BID — ARD A H]) (7300 real
time PCR System ( 3€ [ Applied biosystem /3 & ) .PCR
PIGAL /N SO L (7 E Eppendorf 283 7)) |55
OHLCHAL) o

3BT BAE - BEECA 4 JE R MEPE SD R
B, SR 4B G R s 7 1400 A0 4R R rBMISCs, 3 2o 1%
PRI 2 p2 Ao W p2 A4 A0 Rl H 0 1 & 1
Fr 21 K5 A7 P4 2 0 g% 10 3ol 11O =X 40 L ASCAS: ) 24 i
FMFRic CD34 ,CD29 ,CD45  CDI0 7 ik 175 L X 24 iy
R HEAT 2828 o 38 1 20 M T 00 2 40 i A= <t
L TF T 20 A ) A 8 B A [ v
FEKE A (100,50 .25 12, Spmol/L) 1 15 77 4t il WL
LY XT xBMSCs 14 58 1Y 52 WA, AR H 3 5E 410 6] 55 5
A A B M 1) 3 5 77 (50 .25 12, Smol /L)
Xof T 40 Y 49 G A A ) ON 22 e gt e O R B
A VU 100 pmol /L ZE ok H A WL 5¢ 25 W) %) rBMSCs Jig,
HIFEF A, A5 R E SR 10%
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FBS [¥) DMEM {lR #5323 + 1%09 DMSO  + 100 wmol
JLFER AT + R A S (1077 mol /L i ZE K #L
10mmol/L B — H il # B8 .50 wg/ml HT IR ML 1R ) 5 X #]
20 :10% FBS f) DMEM ff B 55 3% 3 + 1%0 /) DMSO +
WS W (10 7 mol/L iy ZE K #4 . 10mmol/L. B - H
TMBERR SOwg/ml FTIRIMLIR ) , 73 S AERE IR A0 5H 3 K7
KUK 11 KIEAT ALP LK ot 38 20 3 5 LWL 48 98 0k
AT XT TBMSCs BCE 5 S AL R o B e 5
J6E i PCROAS I A AH DG HE ) ALP (OCN SRk 721k,

4. G5 7haE 5 N YR ALP Runx2 (OCN L &
B — actin, RAEEME , N H] Quantity one 1 #E47 K
S Hr. cDNA §-iaztdi  fifi i Applied Biosystems 7200
PCR RGASB & FEAR CT {8, i 1] SPSS 17.0 4eit
AT BT GE vt LA BB+ bRl 25 (x £5) /UK,
N B 208, L P <0.05 2R G2
B

£ R

BUE TS S 21 R AL T A) UL A Ak 45
R SR AR YRR O R N NIRRT
PALZETIE N, #E— 0 J5 T ALYy o U oAk
5 T 5256 3% B B 5% 9% 19 eBMSCs B AT B8 1Y 4346 il

160

oz 100

60

. - vere—

107 10° 10* 10°

CD45 FITC-A

150

Kokt

50

Lak L
10? 10° 10* 10°
CD29 FITC-A

Bl BEILEBBLER(x100)
A FSRAB RO P OEGER  NEFHERS 21 X;
B. X B Ph 21 ge (o 25 R

4 i 35 T HT JBL CD29 . CD90 , CD34  CD45 i = ke
W45 G R, CD34 JHMEZR < 1% ,CD45 [HPER <1% ,
CD90 PHE# >99% ,CD29 PHMEZR >95% (& 2) ., #R
& 1BMSCs 40 1T 8025 Rtz R Kt 2k, i H R 40 i
Y& S () 24 2 260 (&1 3 ) o 20 i 43 5 410 ) 52 56 45 2R
F ] 100 wmol/ L %€ 3k 45 %F rBMSCs 14 4 #1 i B &,
BAS %5 X (P <0.05);50 .25 L& 12. 5pumol/L
FER T A X rBMSCs 3 58 410 1 22 = JC 42 3 ¢ 2 X
(P>0.05,4),

150

i 100
= P2
50
O Il 1 1
10? 10° 10* 100
CD34 FITC-A

100

75

i
& 50

25

107 10° 10* 10°
CD90 FITC-A

B2 rBMSCs X REMEHRNLER
A. CD45 B % <1% ;B. CD45 BHME% <1% ;C. CD29 fHM: % >95% ;D. CDO0 [HH:% >99%
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100000 2.0 =
; s .
800004 s T 1
€ :
g 60000 E 10
= R
= 400001 =
. 0.5
200004
0= 125 25 50 100
o9 > A p . 27 E (pmol/L)
FEFR ] (h) E3 24h ER48h
B4 AREREZEREH3 rBMSCs #3559 5 0
B3 P31 rBMSCs B4 K % P <0.05

HIETH 3 K ALP B (45 475 0 B2 LA K
QEE”&‘@E ALP IR TG PER RS , e 3 o B 3% &
7 RN HEAL ALP 35 P8 L, g 0 B TS 58
YA IR N BATE T 14 KX B4 ALP 3% ¥ i —
ATt Gt Sy B S 2 AT UL AR K I IR

PO S) . 7S 3 R RAQOER T
71N S8 4 A KON R ZH e (5 2 D P 5 5 5 7 R0 B AL
RSt ue e ATy BAAE ;5 = 2 14 R IR 4 n] DL 1
A SR, B (0 BH P T 0k P S 56 26 4 D DA SRBE
Wi, R WA ZE T, Y S AR (181 6) .

& 5 BFEF3.7.11 XFEBAE ALP @R ( x100)
A HiFR 3 K ALP géé%%;B- iR T K ALP Je (A0 C 1 9r 14 K ALP e gf
D. i35 3 K ALP i 45 s 3537 7 K ALP e (A 25 L F. 4% 35 14 K ALP @ét;'ﬁ

E6 ME

ST 3 K, SEEG 4H DL M X B 4H ALP  OCN mR-
NA FREAL; L5 7 K, % 4 ALP mRNA %
IRESEE 3 KA BT & (P <0.05), SCE4H
ALP mRNA Ik E AT F 5 (P <0.05) , % H 20 OCN
mRNA %8 FEAGERFAE AR, 25 20 OCN mRNA
TR TR JF H 5555 3 KL SERES 7 KAt
FEZH OCN mRNA 3£ 3k 7K 7 48 LG #0522 o 2 T [ i 35

FSIT I RMBAFEARELER(x100)
ACHITE 3 RIEE R B B T RIG R @LE R C i 14 RIF R a2h
D.Hide 3 KGR AR LR B i He T K5 R R LR F. Hi e 14 Kk R LT 5%

(P<0.05); SC80 %5 14 K250 4 LA K4 R4 ALP
mRNA FRiR¥ B B, 5T 41 OCN mRNA ik ik
— 2 T Ik B Ak w0, S 4 OCN mRNA Rk #¢
AT 4 R 7EREAROK P (7 (1 8)
12 it
NSAIDs 7EIlf PR L )™ FI T8 56 19 5105 B A ¢
WRMP R KAIFIRIT . A NSAIDs X T 81 i A
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L
€3 Ok E 4

mRNAFX A

PERINTI(CR)

B7 ZBWAUARMNBALTHESTRES I,
7.4 R B ERE mRNA B RIELER
*P<0.05

N
W

| emxtwEa N SR
= ST

OCNmRNAFEXfF2ik
5 & 5

o
n

. 7
5 SN ()

F8 TWAHAMEWNBAMBFSETES 3T,
14 X OCN mRNA {HXTERIELE R
*P<0.05

Je R VE B 3, (AR DG AR5t 2 B NSAIDs fE 65 1) il
HBEIFHNLEmE s """ . EAMREN
COX -2 DA J PGs 7E -8 Qi i 72 b & 4% %5 & 2 A 1E
I R PGE2 B A= Wy 4 I . % 0 8 R R R
ARG A ALP A ) 3 1 O 88 A A fiE
HEAE YR 9 00 B O DL B AR A 1 B o AR PR L T
NSAIDs fig i i # ] PGE, (% & B i 40 1 5 5 4>
AT R R G AIF 5 K 2 W B sh W A
RUWFSE 0006 F 2k £ COX - 2 3 il 551 % F rBMSCs
OB T DN R s QA ORISR <1 R N 2 |
TE B R F 0 T3z i kB COX -2 i
il SR A AR S S5 245 ) AR R AN [ vk B (1) %6
o A Xt T rBMSCs B4 58 DL K 8B 5 3 A i AR 1
BRI . EE R T H T8 H F H 20 3k Bk
REFE I A BE L LA Al Ak L & 1 vBMSCs, 18 43 ¥
AN 2 T PL R 4 E K K0 CD34 CD45 3 3k BA 1,
CD29 .CD90 FiEMHME, R /F B R A B E A 5
BMSCs — S0 40 g 3¢ BURRAE o 3F — 25 19 5 1) BB 75
- 128 -

SO BE S LSS R R RS 21 KRR
SR B o A DR D SE 5 4R R 2B C A Y)
Gr S HEFRARAS T 1BMSCs,

B 1 FE R A 1 I IR R YA T AR 1) 24 )
i 10 mol/ L, 3 FZ 25 W) ¥R B, A% 52 56 490 4 4 Sl ik
12.5 .25 .50 ,100 L) % 200 wmol/L %€ 3 8 7 % 2 T Wi
rBMSCs 3 K, 200 wmol/L 21 3 A< J¢ 41 i 77 15 10",
BCSEBEHE I 12,5 .25 .50 100 mol /L A Sy 552 56 245 4 e
JE o 53 4 R AR S 06 R B, 5 IR A Y S
5 20 28 AN ) v B 1 JE R 5 A5 43 ) 1§50 rBMSCs 24h L)
e 48h, BEAR R B 1) ZE K H A (50 .25 (12, 5pmol /L) X
T 40 154 B ) 9 R 25 7 JE G S, R R
Ve B A S Ok B A Xt T AR ARG 3% B9 rBMISCs 3 4 TG R
M, AR, MR G IR T R R K Ok E A
(100 pmol/ L) it £ Jig B, 200 Jio 334 7 30 6 BH &8, 40 i
T 25 181 46 , 40 M35 S BA R AIG , L 5 400 o 0 5
XPRRAAH L, 2 R A G2 B X (P <0.05) , Uil %
O A 7E 35 B — 5 W BE IS A RE A i xBMSCs (1) 3 58 .
KAUBFFEAL & B NSAIDs Xf TN Bl BMSCs 4 5 H A7
k% . FF B NSAIDs BE % 311 i 22 Fh 25 50 40 JE 1Y
A BE (¥ [R) B I AE 52 o 40 R B0 O A S 40 R T
Chang %5 3 BCIR A K B0 25 8 /9 Bl 15 4n i 5 fi )
NSAIDs 17259 F 1l . %858 & BLIG YT 70 2 3 FE N
() NSAIDs AJ i3 i<t 278 40 i & 01 G, LA &2 G, 12U
V55 B A T O e A B s A, A
S8 H i 100 pumol /L 2E 3% & 7 i rBMSCs 24h L)
T 48h Fi 73 240 Ff 1 5 0 o) B ., DR O A S50 IS 0 T
J 1E— 2 AF 5T LAFR 38 AN [R) e i 98 O 1 A X TR A1 R
Fi 1) rBMSCs 2 i J8 3 02 75 2L A %00 DA iE— 25 B i
FENC A R B G S A AR v 0 i A Y ) LA
YERBLI

AR IE KB, R A0 43 A e B T A i 3
B A0 AN I TS R A Y BE 3 A SR R B B . T
ALP 375 14 38 538 R4 B A1 356 S5 0 B4 Ak 2 1B o 1k 0k
G ST s Sl NN v I A NR /S o 1 e P
100 pmol/L 2E 3% H #ii T #i i/ 5 rBMSCs Jil( H 4> 1k i
B, IR L ALP 3% 35 F185 45 15 TR AE S 8L 43 AW
AR AR . ALP A5 0 BB 40 M A 22 B4 s 2 i 2 — A
Ry 2 20 B A0 R I B 1) S B B L R S 1 A A 4 i S
IAF ST A B ALP 35 25 76 40 i i T BE R 0 14 ~ 20 K
KBRS 20 T R . A SE G Y & I FE Ok A
TS 3 R E1E SRR 3 K, LR L&
XREZH ALP Yo 0,39 S B k5 5% 7 R4 41 40 i
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ALP 3 V3% 7 0 5, S22 ALP Y a5 S B 5 i %
Z 14 XX 2 ALP Je (8 [H P, K 58 65 00 3E 8o W]
89, SEG A R T 40 K R 9 R AE, ALP e 5475 R B
P, RAPEER B RREHET 3 KUK T R
55 21 LA Kot MR V6 AT Y (a3 Sy [ 4, 2K DL I i 4
SETE R R A 14 RN B4 9 R 4 Y o] 0L B
BEZEATIE B, SC U0 2 A M SR BT B &, G e B M . A
38 3 WL 1B 15 T o A AS [ st BB 0T FH R R R 2 Ok
B4 (100 umol/L) T Fil rBMSCs L4 W82 H X 55 431k
(A5 ), 235 B I8 s 58 v ) o 1Y) 2E Ok 1 A X rBMSCs
BB St B ALP FES TR B AT 2 3 10 4 A
o i Yoon SEMHFR K MR ER T HSFHEET , %
R A REAE M hBMSCs 734k B, (B X I8 4 9 R
BE 0B S o A 0 JC R R o AR S 56 T 5T 45 B4R OR
e 7 E R AT (100 wmol /1) BB i 2 41 i ok 28 %
PE T35 5 19 tBMSCs 15 40 k. ] RE %5 55 ik
J Sk E AR M T cBMSCs B 4 4k L i B b Rk
B 20 R RGBS A 20 RS P e D TS A
AL BB S .

ASHIESE I Jry BR M 7E T B H T B ER Y
FEAR B A (100 umol/ L) HEAT BUH 43 A5 5 52 50, T 44
fICvR B 1) 6 K 5 A 2 15 52 rBMSCs B 5 5 40 1k
AR R TR 006 A R [ R R R LUIR R
FEK B A XF T rBMSCs BH 75 5 43 4k 19 5% i J2 5 2
A AR . TR T AR ST Y S50 B 5 oA 4L
RYERTE VR RREREE DL AR R A T 2ok
i XF T BMSCs B 175 5 4346 1 5% W (9 7 & 42 2
AR o BFFE & B, ALP 5 4 i &0 35 57 1 24 1) 4 10
o ik 5 PR B 0 Ak 1 B0 3R 3K T v T A 4 i A
JEAfE B B, OCN &3k 3 i, A 52 55 BF 5% 38 43 483
e 7 B 1 ZE K Al (100 wmol/L) Xf rBMSCs {4 &b jili B
S ATE S 0 2R AL & BRAE B 43 6155 = 1
B (SEER5E 3 K ) SLIR 4 LA K 4 HEZH ALP . OCN mRNA
FERVEAL . e AR o B (SE A T R ) X
HEZH ALP mRNA ik ik — 25 b Th ik 348 @ K 7, 5
B2 ALP RAFEARAEFE W AT, 5 5290 41 AH L, X if
41 ALP mRNA ik ZF &, Z 5 W 8. XA
OCN ik B A 4 Fr 72 KK F-o SLH 4l OCN £ ik
TR O A5 SC50 48 3 KAH & 3% TR
4 A A Ak A B 3R N R AT Ak (S 5
14 K) SEEAH DA K X B 2H ALP 323K HV B HA i R %,
Xf B4 OCN 33k #F — 0 T i 35 3 3R 38 5 g, S 96 40
OCN 335 B Hi AN 4k 15 75 B AR K F- o 256 98t it

PCR &5 3R, A 0 52 45 2R 42 7 g ok 2 09 28 ok & A

(100 wmol/L) W] AE J&: i i 0 ] ALP LKz OCN 2 jifi

IAAR G IR T 19 mRNA 2 30K 1 4100 ) ml 1 375 = 23 Al it

o

2 b iR AR S 36 AT 5 0 Ak 200 i A ) S 6 2

FRCE S R ALP R8BS A5 L K ALP

OCN mRNA #Y %E f % 35 & B ok B2 09 26 5k & A

(100 wmol/L) REW I i rBMSCs 3 58 LA K il B 5 = 70

it B (R AT HAUALH 2 5 o A i T )5 22

KELHHE— W IE . P, 2425 Al T v T A B

(1) NSAIDs I, b 254 14 358 5 LA B I 24 415 28 10 [ 473

TR LUS & AR 0 T A dr @ gl b i

A0 B 5 DA N B B S R AR A, h TS 2

Yy I 245 50) 1 DL K 45 24 4 2 ) [R]85 i 1Y) 24 B2 2 R

WA B 8 — , E R A B A 200 i LA R T AR 3 ) <2 6

FEATSAFAE — E 1 Jmy FRAE , (575 A0 OC 14 200 1 LA K 5l 4 <

SR F 50 25 2R 1 LA B B AR N T I R, PRI 5 T

Z L REEAS R SE I )BT BE AL X i PR 18 56

PUAE Sl R 24

&% i
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