HHEERSFF 20124F 4 A 33 B 4 http://www. ajsmmu. cn

e 413 -
Academic Journal of Second Military Medical University, Apr. 2012,Vol. 33,No. 4

DOI.10. 3724/SP. J. 1008. 2012. 00413 ° %} % °

KA EREMEKS AR EBIT A MERENIGKRIT XK ME
VEGF .PDGF-BB 7K 3 1§ % g

FAF LA ML, EF OF LRk LVBREXR'.ARWM . E ' E Y
1. VAT WAL X A B B I R &L, i 200070
2. 58 T BE R AR KAE B B IR A, B 200003

(HWE] a® MG EABEE AR IEH (CP R 1877 2 K Y8 869 04 I PR YT 20 5 ¢ il 3% i 8 P B 2k KA
T (VEGE) F i /N I8 2 K I T BB(PDGF-BBY KM, 2 ¢ 54 BIMERSE & T2 & M8 808 B E 4 K0 & 3
BB (CTX, 50 mg/d) AR JEH (Pred, 15 mg/d) RS AR, PEMIF 8K, TIRIFRIRAIT G 2.4.6 4 H 4 B BCR & 19 1 7E
JE R ELISA B:46 10 i % H VEGF Ml PDGF-BB %1k, 4 & AP BAMELE 69%(36/52) . Ho A %00t &= & 460 m &
FRA 4 Y BE 30 B (L sE &8 A 2 )L AR B U5 PO AS SR A 4 0L A R i 24 ) T PEAS AR 7 B M 30 BIASK A £
KRR B EIRIT 2.4.6 N H G IS VEGF M PDGE-BB /K- 5697 57 A0 L 4 BRAK L 25 5245 Ge 112 3 L (P<<0. 01) 511 7 4l
TR 22 ke B BRI BB AT 2 A AR LT VEGFE Ml PDGE-BB K S5 ai i b 2 R B ST L, 4 &  (KRF8Hk
BENEE B Wk JE M6 TT 22 S M B R BB 8 A W T AR, O T BRI I ¥ VEGF & PDGEF-BB /K, i JAE £ % B 68 o A/ £
FHALH T AE 55 4011 B A= 05 A AR LA G,

(XS] HRBEIE R JEHS s 2 & M BB 58 P AE R 5 i /MBROR A= 4 PR 7

[RESFES] R733.3 [XERERD] A [XEHS] 0258-879X(2012)04-0413-04

Clinical effect of low-dose cyclophosphamide and prednisone in treatment of multiple myeloma and its influence
on serum VEGF, PDGF-BB levels
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[Abstract] Objective To investigate the clinical effect of low-dose cyclophosphamide plus prednisone (CP regimen) in
treatment of multiple myeloma (MM) and its influence on serum levels of vascular endothelial growth factor (VEGF) and
platelet-derived growth factor BB (PDGF-BB). Methods Totally 54 patients with refractory or relapse MM were continuously
treated with CP regimen: oral cyclophosphamide (CTX, 50 mg/d) and prednisone (Pred, 15 mg/d). The peripheral blood
samples were collected from each group 0, 2, 4, and 6 months after treatment. Serum VEGF and PDGF-BB levels were
analyzed by ELISA. Results The overall effective rate was up to 69% (36/52) in our study. The treatment was effective in 30
patients, including 2 complete response (CR) cases, 4 very good partial response (VGPR) cases and 24 partial response (PR)
cases, and their serum samples were examined for 4 times. The serum levels of VEGF and PDGF-BB were significantly
decreased in the 30 patients at 2, 4, and 6 months after treatment (P<C0. 01) ; while their levels were not significantly change in
the 7 invalid patients 2 months after treatment compared with before treatment. Conclusion ILow-dose cyclophosphamide plus
prednisone has noticeable effect in treatment of MM patients; it can also greatly down-regulate serum VEGF and PDGF-BB
levels. The mechanisms of CP regimen in MM patients may be associated with the inhibition of new blood vessel generation.
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Fig 1 Influence of low-dose cyclophosphamide
plus prednisone regimen on serum levels
of VEGF(A) and PDGF-BB(B) in MM patients
MM Multiple myeloma; VEGF: Vascular endothelial growth fac-
tor; PDGF-BB: Platelet-derived growth factor BB. ** P<C0. 01 vs

pretreatment; n=230, r+ts
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