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[FESES] R363 [Ek#RiIREE] A
i bR B J7i ( diabetic nephropathy, DN) &M fR s ) £ 22

ML EHKIEZ —. REEAHZ DN h EZABO M 1

/NRIE AL T (platelet activating factor, PAF) BT 1Z A4
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"B /INBR 25 EL 40 I 7 A 40 2D 2 R (extracellular matrix , ECM )
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SN (ECM) K PAF (#5205, #E— 05T DN [ & m bl o

OB R F &
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N'BE/NER 22 B 40 #9 (human mesangial cells, HMCs ) f %<
B K2 rh K B B 9 A I RPN F AR B,y T - SV40
K H - ras R FE R AKAE R REF T IEW NB /DR R
M EATES A Y 2= R, D — A% Bl (Biomol ) , ¥4 IfiL B
W5PE (lysophosphatidylcholine, LPC, Sigma) , PAF 32 {& 3541 7
BN52021(Sigma) , A IV 5 AN F 4 3% 225 5 ELISA iR,
F& (¥ 3 SEAEYAR) , N M/MMRIELHE F ELISA 125
& (ADL) , 5|9 ( BT AYTRAR)
2 @RESRES4A

HHEIEFT & 10% Ja 4 L% ) DMEM 35539, & 37 C |
5% CO, 1 F1I% BE O B B F2 #. HMCs B % F5 AL . HMCs
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AR LA 2 x 10° cells/L ¥k FEAL 2 6 fLAR H B B 5% 7%
Y R AR S E B TE S 1 5 A, R APk 12 h, A #
IEHE 4R - (A) X IRZH (5.5 mmol/L D - #%5#%) ; (B) H
&% (mannitol ) 2 (24. 5 mmol/L H & EE) ; (C) B¥E & IE4
(30 mmol/L D - #Zj¥# +20 mg/L LPC) ; (D) BN52021 + EpbE
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EbE; EORBERE; IMm/MEIELE F; BN52021; R4

High concentration of glucose; High concentration of lysophosphatidylcholine ; Platelet activating

B IR4H (30 mmol/L D — A& M +20 mg/L LPC + 50 wmol/L
BN52021) , 52346 fil A BN52021 ( TAEHR B :50 wmol/L) ik
PE1hJ5,mA D-#Z%E LPC, T/EvE 2334 30 mmol/L,
20 mg/L, FHMMIEF 24 h, TRWHTL 3 K,
3 4% 3% (fibronectin, Fn) IV BB JE ( collagen IV,
Col IV) | /N4 7& 4k & -F ( platelet activating factor, PAF)
E

Sy il S UL e A A 40 B YEP Fn Col TV,
PAF & i,
4 ZHISLESRNRELAE PAF %45 ( PAF -R) EEFRE

PAF - R B|¥ %) : L#E|4 5 - TGCCCCTGCTACAG-
GCACCA -3°, Fi8|% 5 - TGCTGTAAACAATCGGGAAGAG
-3, A\ GAPDH 2| ¥ 5 %]: F 5% 5 - ACACCCACTC-
CTCCACCTTT - 3, FiiF5[4 5 - TTACTCCTTGGAGGCCAT-
GT -3", F Trizol % — L3R IR B4 LS RNA, BUE RNA
3 g FAT G SR, 5 R ERAE UL B B AT, B EL R
cDNAE —20 C{E7F, R SYBR Green I 33472982
& PCR, LA 20 L SN A& R #E4T PCR 973, 97 34 2% 14 24
PAF - R,95 °C 10 min 5,47 40 MEFF.95 C 10 5,56 C
205,72 °C 15 s, R GAPDH NS IR, LLXT FR2H g Xof R
2 MR MTRIE : ACt = Ctg e — Ctygs , AACt = ACtyp
ACty o HE 27 BB B S L0 4 H i 2 R AR X T X 1R
HIRBE HELFEG
5 SitFEsE

R FH SPSS13. 0 St R AT BB AL B , B8 LAKHL = b7
W2 (% +5) TR, LRSI [B] 22 55 LU A o A0 s 2 f|) 22
SR PR R J5 225347 (One — way ANOVA) , £ [ 9 74 b ¢
R FH SNK ¥,
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1 SHESEXREMHM Fo,Col IV K50

5t IRAA LY, S E R IR T 5 A2 40 M - 59 Fn A1 Col TV
WBEFE (3 P <0.05) ;BN52021 7] 8 240 i =0 = B 5
) Fn F1 Col IV F} & (P <0.05) , 3% 1,
2 SHESIEY PAF BT

SxtIRAMLL, SR 541 L5 W PAF 528
FFHE (P <0.05) ; BN52021 A il /= 4 = A8 5 | A2 /1) PAF
SEIAFEP>0.05), K2,
3 SHESEMNREMAME PAF -R EERENZIN

HxtBAMLL, R IET L R E4HE PAF - R mR-
NA ik (P <0.05) ; BN52021 RN BEHN ] =5 4% = g 18 ) ZR
4l PAF - R mRNA 335(P>0.05) , LA 1,

x1 SESEXZREHM Fo f1 Col IV &1

Tab 1 Effects of high glucose and LPC on Fn and Col IV content
in mesangial cells(x +s.n=3)
Group Fn(mg/L) Col IV(pg/L)
Control 3.90 £0.43 4.54 +0.74
Mannitol 3.95+0.29 4.12 +0.62
High glucose + LPC 7.89+0.36"  16.32x1.54*

BN52021 + high glucose + LPC 5,23 +0.32*“ 10.40 £+0.72*%
*P <0. 05 vs control; P <0.05 vs high glucose + LPC.

K2 BESEXREHM™4E PAF BRI

Tab 2 Effects of high glucose and LPC on PAF in mesangial
cells(x £5.n=3)
Group PAF(ng/L)
Control 48.72 £2.55
Mannitol 48.86 +1.34
High glucose + LPC 101.10 +3.00 "

BN52021 + high glucose + LPC

*P <0.05 vs control.

101.80 +5.85"

3.01

* *
2.5F 1 T
2 20}
°é .
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Z 10t T
< 1.0
051
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Control Mannito High glucose BN52021
+LPC
Fig 1 Effects of high glucose and LPC on PAF — R mRNA ex-

*P <0.05 vs

pression in mesangial cells. % +s. n =3.

control.
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-+ 2057 -

BT R, MR AR 2 BORE RS K B3 R 1 SR &
JREA R, DN &4 5 DM SRt i s ZEaL, okl .
PeACIZE T VAN ) . ECM fad ST DN s
P4 RBER, RATWBIREZHN, SRR E# R
JEZHML Fn F1 Col IV F=Az 38411, 17 R AE4HMHL Fn 71 Col IV 33 fF
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