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Clinical Evaluation of VAD Therapy for Multiple Myeloma

Tatsuo Fukushima, Takemi Ohtsuki®*, Norio Kamiyama, Jun Ebata,
Yoshifumi Kubota, Ichiki Sato, Naoto Okamoto*, Takafumi Inoue*,
Lisa Shirato*, Akio Kanzaki*, Osamu Yamada*and Yoshihito Yawata*

A VAD regimen (vincristine, adriamycin, and dexamethasone) was used for eight
patients with multiple myeloma; four untreated and four resistant to previous chemo-
therapy. Among the six evaluatable patients, CR (complete response) was obtained
in two patients and PR (partial response) in three, with an overall response rate of
83.39%. Over 50 % reduction of M-protein was achieved during the first course of
this regimen. However, improvement of performance status was limited, being
achieved in only four of the eight patients. In addition, four out of the eight patients
died, including two non-evaluatable cases who died during the first course from
severe complications i. e. acute renal failure and severe pneumonia, respectively.
Side effects were evident on this regimen, including bone marrow suppression,
interstitial pneumonitis, diabetic coma, and psychosis. We can conclude, that the
VAD regimen is effective chemotherapy for untreated or resistant myeloma, hut care
must be taken due to its side effects. When this regimen proves ineffective, it should
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be replaced with some other chemotherapy. (Accepted on February 5, 1991) Kawasaki
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Table 1. Clinical findings at the time of initial diagnosis
mERES | MEH BJP R A
| 1 1) e AR2)
OB ERAE )RR AR PS | BRE (g/dD) | (mg/dD) | (g/day) (%)
1 (KF) 61/M G-1 1A 3 H 12.8 9,929 1.2 53.2
2 (TY) 42/F |BJP-x| IIB 4 H# 6.8 (=) 0.8 91.4
3 (TK) 78/ F G-1 I A 2 H# 7.5 2,440 5.1 68.8
4 (KH) 61/F G-x mB 4 H# 6.9 2,667 1.4 20.2
5 (SM) 40/M G-x ImA 2 H# 14.8 11,800 (=) 60.6
6 (TH)®» 60/ F A-2 1B 4 H 9.9 4,213 (=) 38.8
7 (TM) 73/ F A-x IA 1 I 9.6 3,340 (=) 50.0
8 (HY) 41/F G-x I A 0 - 10.1 3,626 (=) 17.0

1) %8 1X Durie and Salmon (1975) 2k %

2) BIRE — 'BIRE%L + :osteoporosis D& H 1 3BROLENET H#: 4 FRULEOEL
3) fEF 6 (TH) : E=bEhsERAT R AiEVIZET R IR
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Table 2. Clinical findings of previously treated cases at the start of VAD therapy

. @EH | MEH | BJP . HiGE | W12 5 0
B /) | (mg/d) | (mg/a) | FS NI OME | W (A)

5 (SM) 11.4 6,589 (=) 2 MPL-VDS-PSL MR 1.5

N B VAD(VCR-ADM-DXM)

6 (TID® | 10.0 | 4,307 | () 4 | \VDS MPL-PSL-IFN PD 27

: MPL-PSL-CPM

7 (TM) 8.3 | 3,362 | () 4 | VCR. ACM-VDS PD 83

8 (HY) 8.6 1,221 (=) 0 MPL-PCZ-VCR-PSL PR 59

MPL : melphalan, VDS : vindesine, PSL : prednisolone, VCR : vincristine, ADM : adriamycin,
DXM : dexamethasone, PCZ : procarbazine, IFN : interferon, ACM : aclarubicin,

CPM : cyclophosphamide, MR : minor response, PD : progressive disease, PR : partial response
1) ERF 6 (TH) : BGHE, FI2ke» o OHMIAE L &4

Table 3. Protocol of VAD therapy

VCR | 0.4 mg/body/24hr, 96hr continuous DIV

ADM | 9 mg/m?/24hr, 96hr continuous DIV

40 mg/body/day, each morning DIV

DXM Day 1~4, 9~12, 17~20

VCR : vincristine, ADM : adriamycin
DXM : dexamethasone

VAD ki, Table3 D Z &<, VCR (0.4
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7. BEREHIT 2 BT L T3 hs, Z0D5
BIER] 51k, VAD #i#k 3 2 —AifT, PR 0¥
EDHK, SR THRER RS L Twies, £
NEEOREMBEEC CHE L. 0%
VAD E#EHEDT, SEOLHIPARELTTS




14 N R 2 & s (175 F£15 1991
Table 4. Results VAD therapy on clinical findings
SR | BE | MEAOEE BIPOEE | PSO |#12»50 | VADA S0
iE Bl EHEHE (K| % B % | BR
HE | [ (mg/dl) (g/day) e | AFEEEA) | BERD) (B)
1 (KF) PR | 4 9,929—3,533 | 1.2— 0 3-1 8 M-VMP | 4%
2 (TY) | NC| 1 (=) 0.8-0.6 4—4 1 FET
3(TK) | PR | 2 | 2,440~ 333 | 5.1> 0 24 2 s
4 (KH) |MR| 1 | 2,667—1,630 | 1.4—1.3 4—4 1 T
5(M) | PR| 3 | 6,58—1,816 (—-) 21 16 15 VCAP | %
6 (THY | CR | 3 | 4,307~ 0 (=) 40 39 12 VCAP | &%
7(TM) |MR| 1 3,362—2,370 (—) 4—4 86 3 M-VMP | 31
8 (HY) CR | 2 1,221> 0 (=) 0—0 64 5 M-VCP | 47F

CR : complete response, PR : partial response, MR : minor response, NC: no change
M-VMP (MCNU, VDS, MPL, PSL), VCAP (VCR, CPM, ADM, PSL),

M-VCP (MCNU, VDS, CPM, PSL)

Table 5. Side effects

ol B A
1 (KF) | BIEPERGZ (0 ) =Bhsge)
2 (TY) | BEEIE] - BER - %
3 (TK) | BEEIE] - LT%
4 (KH) )
5 (SM) (=)
6 (TH) | BEBIH - Wphes:
7 (TM) | EREE - fERw e
8 (HY) | &/myimk
HIEHUMEETRL, BRLCTHECLIFITHS.

k72, fEH 7 IZEHOREDE, Vb5 acute
phase!V& 72 1), VAD $#E:BARHC 13%HI b 1
~NE ST, VAD ik xS &R B
2L, M, BIMECTHEELRBITHS.

performance status (PS) 1%, 8#It3#l¢
WEERDIWCT S oz, L, EH6
TiX, BREORDAEAMN S Loz b D28, 3
I—-ARTHIIE, RO EEEE2TZS
BEETHELL:. MO WX, BE
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Tk, EH S5 ZBRVWTI2HHTH 5.
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BEIZ» | HREFHEE IS 5 VAD FRik O RATFHE 15

PS 4 3 2 3 4 3 2 2

Psychosis m

bone pain %zmm_
M-VMP VAD

VMP

i3 s

CEVRRE T00000 T 1

5000

I 4 4 L 4000 I
i =
® 3 3000 %
£ 2 - 2000 E
= <
4 2
[ - 1000
=

0 g 2 & Lo

rhG-CsF (1 O O
BM transfusion WRC
15 4 pC H } 300 15
Plasmo. o ’-
38.8% I

= 10 A 200 =} 10
2 Y
- @
2 ) s
X 5 L1o0 2F 5 5
Q - -
] © a
= J ) o B

0, T T - : ; v 0 0

MAY JuL SEP NOV JAN MAR MAY JUL SEP NOV JAN
1989 1990 1991
Fig. 1. Clinical course of case 6 (TH)
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Fig. 2. A marked improvement of M-protein on the time course with VAD therapy
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