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ABSTRACT Objective: To study the efficacy of epirubicin + vincristine + dexamethasone (VAD) and cyclophosphamide + borte-
zomib + dexamethasone (PCD) in the treatment of multiple myeloma and the effects on the serum levels of 32-MG and VEGF. Methods:
Selected 40 cases of patients with multiple myeloma who were treated in our hospital from January 2017 to January 2020, divided into
two groups randomly. The control group was treated with VAD regimen, and the observation group was treated with PCD regimen. The
short-term efficacy, serum VEGF and B2-MG levels, and toxicity were compared between the two groups. Results: The effective rate of
the observation group 50.00 % was significantly higher than that of the control group 20.00 %(P<0.05). After treatment, the serum VEGF
and 32-MG levels of the two groups were significantly decreased, and the observation group were significantly lower than those of the
control group (P<0.05). There was no significant difference in the total incidence of abdominal distension, blood cell deficiency or reduc-
tion and peripheral neurotoxicity between the two groups (P<0.05), and the incidence of blood cell deficiency or reduction in the observa-
tion group 5.00 % was significantly lower than that in the control group(P<0.05), and the incidence of peripheral neurotoxicity 30.00 % in
the observation group was significantly higher than that in the control group (P<0.05). Conclusion: The short-term efficacy of PCD regi-
men is better than that of VAD regimen in patients with multiple myeloma, and can significantly improve the serum VEGF and 32-MG
levels of patients. However, the dose should be controlled to prevent peripheral neurotoxicity.
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1.1 —fg&ER

BEHE 2017 4% 1 H~2020 4 1 H FIRBLIZIRM 40 il £ &
BB B AT (DBFFE ML WiR D, (2)78
G IFHABIRAL A 5 () IE R & () BeA 7 s ; (5)
TG RIRTF 3 4 A o HEBRFRAE : (1) G HoAl ™ F A PR
s (2) G I s G IR ; (4) AT Tt Ay 7 . B
HLAY WL, 45 20 il WERZH 5 13 4, % 7 ) 444 34~79 %7,
F-35(49.13+ 4.25)% s Hoh - BER AN <30 %8 6 B, 1 i
HAMIZ 30 %8 14 4 51SS 43401 1 191 4 5], 1144 10 441, 11T
A6 15, XFRRZLT 14 ], < 6 151 ; 44 34~79 %, F3(49.27+
5.13)%  Horh B BRI AN <30 %3 5 5, a4 30 %
BB 15 ;1SS 4330 T3 3 i), 1140 11 451, T3 6 3], P2
IR A T L (P>0.05)
1.2 BT A&

STRRAH : A IAESE 1~4 d DR 9~12 d M IRb ZEKAR 20
mg/ (m*-d), JFHAES 1~5 d L likR AR R 15 mg/
(m-d) A A FHT 8 0.4 mg/d, — 7R 3~4 I, WG

eSS 1d.4d.8d. 11 d, {3 IkiF E BB 400 mg/(m?-d), F
AR TSR Ak 1.0~1.3 mg/d, 7555 1d.2d.4d.5d,
8d.9d.11d.12d, #lkiESHEFERN 40 mg/d, —IFHREH
3~4 2.

1.3 WME2IEHR
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(VGPR) : 22 K P s B 1Y) G [P 5 e A 0 45 5 4y B
HAFEATLF) FIRAY CR A5iE 5 (3)FBSTZEMF(PR) - R ML
B M ZE R ZE D 50 %, UEFEBRZ M FOR Y <15 mL/min &
52 %] 30~59 mL/min; (4)FER0AYT I (MR) : J L5 i M
AL 25 %~49 %, WIEFEBREMIE R A <15 mL/min Y55
| 15~29 mL/min; (5)73Y7 AR L(NC) : £ KB 488 B 5 1R
I E  WRAT HE R, A R AT RN . A 4% : 353 PR K L)
M EEREE .
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SKFH SPSS 21.0, iR YERLLL xt s 2o, R LU ¢ 408, 11
TR H% RN, 2 K56, P<0.05 A4ETT2EE L.

2 R
2.1 FAFTRTEE
WELLH BYA RCEE 50.00 %, I I = T4 R ZH 20.00 % , X He

G FE X (P<0.05), 0L 1.

&1 BMAFTRXEL[BI(%)]

Table 1 Comparison of the effect between two groups [n(% )]

Groups n CR VGPR PR MR NC The total effect rate
Control group 20 0(0.00) 1(5.00) 3(15.00) 11(55.00) 5(25.00) 4(20.00)
Observation group 20 1(5.00) 3(15.00) 6(30.00) 8(40.00) 2(10.00) 10(50.00 )*
Note: Compared with the control group, *P<0.05.
2.2 FAME VEGF #1 82-MG 7K E3F L 05), HELHAR TXF BEZH (P<0.05) , L3k 2.
RITJE PRI VEGF FIB2-MG 7KV W & &I (P<0.
R 2 WAIMF VEGF 1 B2-MG 7K E3FLb (xt 5)
Table 2 Comparison of serum VEGF and B 2-MG levels between the two groups(xt s)
Groups n VEGF(pg/mL) B2-MG(pg/L )
Before treatment 243.67+ 15.78 8.22+ 1.45
Control group 20
After treatment 209.75+ 14.38" 3.14+ 0.75
Before treatment 241.63% 14.63 8.23+ 1.36
Observation group 20
After treatment 118.32+ 10.39* 1.89+ 0.34**

Note: Compared with the control group, *P<0.05; compared with before treatment, “P<0.05.
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Table 3 The incidence of abdominal distension, lack or decrease of blood cells and peripheral neurotoxicity were compared between the two groups [n(% )]

Lack or decrease of Peripheral
Groups n Abdominal distension Total reaction rate
blood cells neurotoxicity
Control group 20 2(10.00) 6(30.00) 2(10.00) 10(50.00)
Observation group 20 2(10.00) 1(5.00)* 6(30.00)* 9(45.00)
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