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[(HE]1 Bo WEMEAKRAR G IAIETT 2 B R MImIRSCR . 77E A 2011 4 2 A = 2017
AE 2 H TIRBEWR 1Y 86 1l 22 kM B B6J 3 X &, 3 BB ATL B3R 05 43 D X IR 2 R 06 40 4% 43 91, i X A
T LA oK RS IR YT - R4 K 1. 6 mg/m® L5 1.8.15.22 K425, Lk 35 d 4 1 N4k y7 il 1 5 18 56 41 S5 i ik 1K
RGBT A K 1. 0~1. 3 mg/m* , 55 1.4.8.11 R&Z5, L 21 d o 1 ADMIF A, Was I T45 1~4 K#k
JUk iR T b FE R A 40 mg/d+- BT8R 10 mg/m® , TALY7 ALER A 3 O IRV I BE B 100 mg/d, REEEIT 6 AN M. X
Fe T AL I R T7 R BRI RN R AR R, R 5 4 &2 W % (overall response rate, ORR) | ¥ 5 35 il
& (disease control rate, DCR) 43 %Il Jy 88.37% .,95. 35% , % B2 ORR.DCR 43 %] & 81.40% .90. 70% , B 20 ORR.
DCR b 22 5 ¥ o ge it 2% 28 3. P2 H 20 M sl 2D L it/ 0 2 e Pk 200 i i 20 e AR R 25 R R G AR B S iR g A
I~ IV 2% J8 o 20 AR = K & 2E 3R B 2.33% . 4.65% .13.95% .2.33% ., %t WA £ 43 % K
16.28%0.27. 912 ,34. 8890 ,18. 60 %0 , 25 5+ WA G iT % 7 L (P<C0. 05) , ir gy [ & ¥4k A5 4 b vy 24 H X520 1
4E 2 4E BAETE (overall survival, OS) & ¢ i J& 42 7% (progression-free survival, PFS) & | Bt & & K 5%} R4 1L &
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Clinical Study of Bortezomib in the Treatment of Multiple Myeloma at Different Dose-frequency Schedule CAI De-
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[Abstract] Objective To evaluate the clinical effect of bortezomib with different dose-frequency in the
treatment of multiple myeloma. Methods 86 patients with multiple myeloma in our hospital from February 2011 to
February 2017 were included in the study. The patients were randomly divided into the experimental group (43
cases) and the control group (43 cases). The patients in the control group were treated with high dose bortezomib
(1.6 mg/m*) on day 1, day 8, day 15 and day 22, with 35 d as a chemotherapy cycle. The patients in experimental
group was treated with low dose bortezomib (1.0-1.3 mg/m?) on day 1. day 4, day 8 and day 11, with 21 d as a
chemotherapy cycle. The patients in both groups were given dexamethasone(40 mg/d) and doxorubicin (10 mg/m?)
from day 1 to day 4, and thalidomide was given orally at the intervals of 6 chemotherapy cycles. The clinical effect
and the incidence of adverse drug reactions were compared between the two groups. Results The overall response
rate (ORR) and disease control rate (DCR) were 88. 37% and 95. 35% respectively in the experimental group,
while those of the control group were 81.40% and 90. 70 % respectively. There was no significant difference in ORR
and DCR between the two groups. In the incidence of leukopenia, thrombocytopenia and neutropenia showed no
significant difference between the two groups. The incidences of grade [lI to grade [V peripheral neuropathy, herpes
zoster, fatigue and abdominal distension in the experimental group were 2. 33%, 4.65%, 13. 95% and 2. 33%
respectively, while those of the control group were 16. 28%, 27. 91%, 34. 88% and 18. 60% respectively. The
differences of the above incidences between the two groups were significant (P <C0. 05). All the patients were
followed up for 24 months. There was no significant difference in the overall survival (OS) rate, progression-free
survival (PFS) rate and cumulative recurrence rate between the two groups. Conclusion The effect of bortezomib in
the treatment of multiple myeloma was similar at different dose-frequency group. The patients treated with low dose
bortezomib (day 1, day 4, day 8 and day 11) had the better tolerance and lower incidences of adverse drug
reactions.
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1.1 HARMR

PL 2011 4F 2 J1 % 2017 4F 2 H B WG 1 2 8 Vo i
RBE NG, WA OF ST EZ L% g MR eh
TR 2017 AFAETT) ) P A S 2 Wi Am i . 3 4 & B CT MRI
5 PET-CT 55T BE Pk 5 AR S K 4 o 1375 2% B A 45 1 12
h 2 RPEBBOE ; Q=25 %, B ALYT s © [ XA B
RS S BRES, R O 6 IO i
B PR 3 00 3 IR 6 A5 TR T R BRSO AN 43
B8R RO & M B BER O HE R 2 400 A e @
X} 524 245 W aet S S SR B A s OO U iR B il LA I
1.2 RFHE

X B2 T DL R fi Kk (3 18 Ben Venue Laboratories Inc
A7 2 UET J20050042) G0 IR 7 o DR KR S 600
fiik 1.6 mg/m”, F4 1.8,15.22 K425,k 35 d b 1 4~k
I JEL A0 5 1 I A S AR R AT DR T Ik T S R A K
1.0~1.3 mg/m*, T4 1.4.8.11 X&425,00 21 d K14k
ST

[, PIZH 38 T 55 1~ 4 R IR T Hb JE K A G5 ) o I
H 254 B A W1, [H 251 7 HA1020056)40 mg/d -+ Fif 55 2 (¥
TE M B ) 245 45 B2 W), [ 245 o H33021980) 10 mg/m” ; 4k
7 18] 801 34 10 R v R B Wi M i 25 T R D T 2 i
H32026130)100 mg/d, PHAIFFEGEIT 6 M.
1.3 EIgHR
L3.1 MRy S % MBI 2 W BT Bobr i)™ £
AR5 BB, B 5E 42 28 7% (complete response, CR) | B I 11
W 2% fiR (very good partial response, VGPR) . i 43 2% fit
(partial response, PR) . ¥ Jk f2 & (stable disease, SD) | ¥ Jij
ik & (progressive disease, PD), H o & [ i & (overall
response rate, ORR) = (CR 4+ VGPR + PR) /& %5 i %t X
100 % %% 95 ¥ ] % (disease control rate, DCR) = (CR +
VGPR+PR+SD) / 5 il 5 X 100 % ,
1.3.2 FRRREM 7% 3 E 7858 B A R 18

% (NCI-CTCAE) v3. 0 SR 4w T, 43 A 1697 J& M0 47 1 55 30
B A BT T T RE M % CT MR 458 JIUKRE & 3Rl AN R
s 3R TREVTIE & 3 S HAT Bk kA WA PR R
B R A G
1.3.3 Mot FEFLKEBSOESRT2EE%T
KBEYT 24 AN, w6 N AR AR 1RG5 3 A H#1T1
WV, BLASAE (. PD g gt T, BB U A1k I I 4L R 1
AR L2 AR BB kR K M T (overall survival, OS) | G # Ji2
H: 17 (progression-free survival, PFS)
1.4 ZFitFEHE

TECR R B0 FoR AR HLAT o A 98, BIR 5
H<T5 BRI R 5 fE 3T i VR o s FeoR L LI X H AT o
F58 5 2E 7 53 B R ) Kaplan-Meier %, «=0. 05,
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2.1 WA—BEMILER
LA 86 1l 8 AT 5 9N A FIHEBR B o 2 IR B AL KR vk
43 X B A A 4% 43 ). T 2L R A P e R O3
L E BRI R 48 (ISS) 43 ] . Durie-Salmon (DS) 43 1 48 — ik
FRBER LG FEL WK1,
®1 FHBE—MBRLE/xds HEH O
Table 1 Comparison of clinical characteristics between two groups/

x*s or case (%)

Experimental ~ Control group

Indicator group(n=43) (n=43) o/ P
Age/yr. 55.28+6.56 55.48+6.62 0.202 0. 840
Gender 0.195  0.659
Male 25 (58.14) 27 (62.79)
Female 18 (41.86) 16 (37.21)

Clinical classification 1.391 0.708
1gG 28 (65.12) 26 (60.47)
IgA 8 (18.60) 7 (16.28)
1gM 0 (0.00) 1(2.33)
« light chain 4 (9.30) 5 (11.62)
A light chain 3 (6.98) 4 (9.30)

ISS staging 0.296  0.863
Phase | 7 (16.28) 6 (13.95)
Phase [ 27 (62.79) 26 (60.47)
Phase [l 9 (20.93) 11 (25.58)

DS stage 0.571 0.752
Phase [ a 14 (32.56) 13 (30.23)
Phase [l a 20 (46.51) 18 (41.86)
Phase [l b 9 (20.93) 12 (27.91D)

Basic diseases 0.104  0.747
Yes 5 (11.63) 6 (13.95)
No 38 (88.37) 37 (86.05)

ECOG score 0.124  0.725
0-1 38 (88.37) 39 (90.70)
2 5 (11.63) 4 (9.30)

2.2 WAIGKRFTHELR
I 4 ORR, DCR 43 % 2h 88.37%.95.35% , X} B 4

ORR.DCR 43 %/ 81.40%.90. 70% , i 2l ORR,DCR It %5
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IV B A 220 i R 92 L = T K Rk A R AR TR IR
(P<<0.05),
2.4 WAREHERSW

SR 1~ 3, BrAT B E R A T, b AL B
PINFAI 18C2~20 4 H o BG4 43 4l B2 2 B k7, A8
FH 1R 2 4 OS R4y Hy 80.49% (33/41).68.29% (28/

41),1 4E K 2 4F PFS #4351 75.61% (31/41),60.98%
(25/41),1 4 J 2 42 BB K 35 ) Ry 21.95% (9/41) F
36.59%(15/41), %I ARAL 43 BB F b 3 BIK V. BH 14F
Je 2 4F OS 435k 80. 00 % (32/40) .65. 00% (26/40) ,1 4E
K 2 4 PFS R 4518 72.50% (29/40) .57. 50% (23/40) .1
AEJ 2 AE B E R FE AR 27.50% (11/40) 1 40. 00%
(16/40) ,PI2H & 14 K24 OSHE [ PFSE | B L&

®2 WABEBRKRTHLR/FH 0

Table 2 Comparison of clinical characteristics between two groups/case (%)

Group n CR VGPR PR SD PD ORR DCR
Experimental 43 6 (13.95) 14 (32.56) 18 (41. 86) 3 (6.98) 2 (4.65) 38 (88.37) 41 (95.35)
Control 43 5 (11.63) 13 (30.23) 17 (39.54) 4 (9.30) 4 (9.30) 35 (81.40) 39 (90.70)
x3 WATRRRMEEZRLE/HH (%
Table 3 Comparison of the incidence of adverse drug reactions between two groups/case (%)
Grade [[[-IV 3 ]
Group n Leukopenia peripheral Lromchy Neutropenia Shingles A.bdomllnal Weak
topenia distension
neuropathy
Experimental 43 6 (13.95) 1(2.33) 2 (4.65) 1(2.33) 2 (4.65) 1(2.33) 6 (13.95)
Control 43 10 (23.26) 7 (16.28) 4 (9.30) 3 (6.98) 12 (27.9D 8 (18.60) 15 (34.88)
X 1.229 4.962 0.179 0.262 8.532 4.467 4.290
P 0.268 0.026 0.672 0.609 0.003 0.035 0.038
1.0
0.8
o
8
§ 0.6f § 0.6
8 ~~Control group o
- i y =
04l Experimental group S 0.4} ~Control group
w -~Experimental group
0.2F 0.2+
0 s 10 15 20 25 0 5 10 15 20 25
t/month t/month
B 1 W4 O0S HIbig B3 WARRELEREK
Fig 1 Comparison of OS rates between two groups Fig 3 Comparison of cumulative recurrence rates between two groups
R ERH LG EE L.
3 itig
et I O 52 0085 5K 4 il 016 4 ¥4 97 7 6 9197
204l 5 % R MM O R A A %
é BT BT —FH i 2 & SR iR 2. W
0.4t -~Control group B A K g — Tl e P 2R A A R L 28 A T i S I
Experimental group IR Ho% I T-cB(nuclear factor-«B, NF-cB) i s i T
0.2f R e TR T B i AW I B e el P U Y
M. AW R, 2k V5 B89 40 M & A7 E NF-«B $5 42
0 5 10 15 20 25 EACILE R K i A AR i NF-«B 410 il & [ (inhibitor

t/month

E 2 W4 PFS L&

Fig 2 Comparison of PFS rates between two groups

of NF-«kB, 1B B 52 10 . B fli NF-«B JCk K NS . 5
AR TE FR OB R AR Ok e A A8 35 NF-«B, fill 3 A 40 A %
(interleukin, IL)-6 £ I, T ¥t & B6 f80 36 5% , 52 30 He Ji 958 1
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(1.6 mg/m*, 55 1.8.15.22 RLHIBIF £ kK PEE B35 ORR
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25) ORR X 69. 9%, iX 5 A B 5% 45 B 45 i 22 . W] e 5 AR F 5%
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B AT JE A 225 AH G & A AL T 9% R T8 1R 2 56 e S
W 22 % ki R B T I K 195 3 1 e O HE & e AL R B, i 32
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