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Efficacy and safety of imatinib versus nilotinib in elderly patients with chronic phase of

chronic myeloid leukemia
Zhang Jingjing, Yang Lijia,Zhu Yu,Zhu Han, Hong Ming, Li Jianyong, Qian Sixuan
Department of Hematology ,the First Affiliated Hospital of Nanjing Medical University , Nanjing 210029, China

[Abstract] Objective: This study aims to explore the efficacy and safety of imatinib (IM ) or nilotinib (NIL)as the first-line treatment
in elderly chronic phase of chronic myeloid leukemia (CML-CP). Methods: A retrospective analysis of 75 elderly CML patients
receiving IM or NIL as first-line treatment. The clinical efficacy and safety indexes were compared between IM (43 cases)and NIL(32
cases ) group. Results: No difference was found between the two groups when comparing 3 month-, 6 month-,9 month- and 12 month-
major molecular response (MMR) (23.07% vs. 15.00 % , 52.38% vs. 52.38% ,57.89% vs. 59.09% , 54.17% vs. 57.14% , P > 0.05) and
MR* (11.53% wvs. 10.00 % , 52.38% wvs. 47.62% , 57.89% wvs. 50.00% , 54.17% vs. 42.86% , P >0.05). There was no significantly
difference of 3 month-,6 month-, 12 month- and 18 month- optimal response between the two groups (60.47% vs. 75.00 %, 60.47% vs.
71.88%,62.79% vs. 75.00% ,72.09% vs. 90.63% ,P > 0.05) , as well as overall survival (OS), progression-free survival (PFS)and event-
free survival (EFS) during the therapies (90.70% vs. 93.75% , 79.07% wvs. 90.62% , 34.88% vs. 65.63% , P >0.05). More failure
happened in IM group (15.63% vs. 44.19% , P=0.009). More cardiovascular or hematologic adverse events (AEs) happened in NIL
group (31.25% vs. 6.78% , P=0.006). Conclusion: No difference was found between IM and NIL when comparing molecular response
and optimal response. Less failure but more cardiovascular or hematologic AEs happened in NIL group.
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Table 1 Baseline characteristics of patient with CML

SN IM 4 NILZH P
ki 43 32
AR (%) 66(60~90) 62(60~76) 0.061
PER () 0.400
% 27 17
e 16 15
HZjERI ) 33(1~178) 43(4~87) 0.129
WBC(x10°L) 126.90(9.79~481.31) 100.23(6.35~351.97) 0.562
Hb(g/1.) 104.73(64.00~141.00) 113.50(64.00~157.00) 0.484
PLT(x10%L) 626.36(178.00~1 597.00) 504.00(239.00~1 369.00) 0.555
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54.17% vs. 42.86% ,P > 0.05) ¥ LG it 225, HM
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Figure 1 Comparison of molecular responses between

two groups of elderly CML patients

F2 TKLATESE CML BERNTHENH
Table 2 Analysis of the efficacy of TKIs in the treatment
of elderly patients with CML [n(%)]

FEhR IM#H NILZH P{H
S5 EFANA

31 H 26(60.47) 24(75.00) 0.187

61 H 26(60.47) 23(71.88) 0.304

12~H 27(62.79) 24(75.00) 0.262

181 H 31(72.09) 29(90.63) 0.078
IBIT RN 19(44.19) 5(15.63) 0.009

TG F 22 3 (NIL4H : 3/8 , IM 4H : 3/7,P > 0.05) , NIL
ZHA 10 ) & A2 1MLV AR B850 148 AE (4 491 55 4624
W24 QT [RIHAZE K, 2 B 71 JE Sk A ZE L5 A AE ) 5 IM
HA 301 %A L AR 500 045 AR (4K 3 2y
W) A PR e A R R SRR K (3 Gt B0 i
W), A LAK I K B i B v . NIL A3
IM 4 2% 47 B H T 5 & A IR 2 50 IS AR
(31.25% vs. 6.78% ,P=0.006) ,

3 3% i

H 1 NIL E& 9% ELN 48 5 91 18 P 1] CML &
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BT 75 018 M 4 CMIL HR 5 — 2808 NIL A1 IM
(Y73 S B A e 225

WE A BIF 5% & BRAE AR R G vEAl A K e
f R AR R NIL 48 IM AT 355 B bR B YR 1 43 1
SERN A KB, 4 3 o IM 5 NIL 41
F RN ARAR . FRATUREE BARAR I [ ) Te Gt 2 25
5, H3.6.12 KX 184 H Bl iR W 3155, 441 0S|
PFS EFS 22 R G ¢E Lo XARE S £ mE
FEHEAZ NILJRYT 33 8 vh & AR 35 22 I 2 Fn/as O It
W AE THWHAIT MG, Giles ZEBFSE &I, 4R I8 IT
AN TKLIGYY CML S BRI, i 3 sk T LA
MRS X S AT R — 5, =70 & E4F CML
B TR ] USRS SR (A BB YRS
CHR, H.3.6.9.12 4~ H 5 & R 3k 45 % 4390 by
72.22 % .66.56% .50.00% ., 72.22% ) , H i A EHCIH
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25 b AR AN F TKI A FR 1 [ &, HAE #4F
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NIL 5 ABL W 3 45 & 68 71 5% , 6E A 2000 i Br
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F, IM A4 CML B E IR TR ISR & T NILAL, 22 5
AT L(P=0.009)  {H & A IM T 25 50ATT R IK
() & AF H 3 30 NIL J5 A 5 1 (45.45% ) 3K 19 T
CCyR, X5 Gambacorti-Passerini 2555 4G IM Tif 24
BRI AZ 5 CML BB &40 NTL B9 709 (5093545
BN ) AT o 25 IM IR TT RN & T
NIL, (EAE SR MR S 48 NIL 5 7R T BUASH UR

WFFE I W NIL B H B0 L4 AR . X 5 AR
R FT 245 R —30, 7524 CML R NIL 414 7 41
B R AN AR (b 4 6 i w0 T R 24 1
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A CML &4 5B 35 5 Ho A JC bR 1 S 4F FR 3 T 5
A M FE, BBAER CML ) & AR A AN R
SR AR R AE NIL R YT 1 B8 i AT O™ E 4 ]
Bl Jpk A 2€ 4 9% 9% (peripheral arterial vascular occlu-
sive disease, PAOD) (U4RIER £, Z5 |, A NIL ML
WEF DO ML AR 8 %, BLTEEAF N etk 3h ke
I T ML O ) i FE PR B R 5 50 A A R
AR PR BAE R N & , TR 24F CML A&
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