BATE H T R 259697 427 Vol.17,No.7
201947 J Clinical Medication Journal July,2019

b F) BE B 3o FE s % B VEGF . PLA2R  TNF-o Z E F Y220

BEF, I, KA, kBR, uKRF, Hme
(1. PEETZE —ERE B HEL, Wt ffE 0710005 2. Wb R2#MRER: B WAL, Wik fiE 071030)

[{EE] BW: a9 A Bzt lE - B 9% ( membranous nephropathy, MN) b R FEBE A LET A KA KHEF
(vascular endothelial growth factor, VEGF) PLA2R. TNF-o 5B F#%vh, Hik: SBAEME IR 60 2, MLy H EF
M (20 R) ., HAM (20 R) A AERA (20 R), 5 MNP REAEA, R DNREREBEF . oif P INF-a T4

B, B4 VEGF, PLA2R RA BN, ER: HFH8 A, EFMAFARALBRERE, ERAFIHRER, A
BEom BB IR A, A B R AL R R R R AR R R AN K E, %% 8 Aar, £ 4 PLA2R & VEGF
FOAU RAKT HAL2 40, WA E 4l PLA2R & VEGF FGAK TAHEA 40, B 40 d i TNF-a R-FAKTH A2 40, A
JE Rt TNF-a AR FARTAEA 28 (P <0.05), Z5i: A =T T MN ) R B4048 VEGF, PLA2R #9 &k, st Kk
HRAPAER, FTR D ik f TNF-a 2, éu%ﬁ% MN 7t & 6 2R

[ &4/ WA BERe; B %%; VEGF; PLA2R; TNF-o

[+BE~>%£5] R4l [ Lokt Em] A [x&%%] 1672-3384(2019)07-0070-05

doi;10.3969/]. issn. 1672-3384.2019.07. 017

Effects of thalidomide on membranous nephropathy and factors such as VEGF ,PLA2R and TNF-«
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[ Abstract] Objective: To investigate the effects of thalidomide on renal pathology and factors such as vascular endothelial growth factor
(VEGF), PLA2R and TNF-q in mice with membranous nephropathy (MN). Methods: Sixty male mice were randomly divided into normal group
(20 mice), model group (20 mice), and thalidomide group (20 mice). The MN mouse model was established, and the morphology of kidney, the
change of TNF-a in serum, the expression of VEGE and PLA2R in kidney tissue were observed. Results: At the 8th week of the experiment, no
pathological changes were found in the normal group; glomerulus enlargement, mesangial cells and matrix proliferation in the model group; and the
pathological changes of renal tissue in the thalidomide group were improved compared with the model group. At the 8th week of the experiment, the ex-
pression of PLA2R and VEGF in the normal group was significantly lower than that in the other 2 groups. The expression of PLA2R and VEGF in the
thalidomide group was lower than that in the model group. The level of TNF-a in the normal group was lower than that in the other 2 groups, and the
level of TNF-q in the thalidomide group was lower than that in the model group (P <0.05). Conclusion: Thalidomide can down-regulate the expres-
sion of VEGF and PLA2R in kidney tissue of MN mice, protect their kidneys, and reduce the levels of TNF-a in blood, so as to alleviate the progres-
sion of MN.
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