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Efficacy and Safety of Paclitaxel Liposomes in Treatment of 40 Patients with NSCLC

DENG Chao, HE Yan, HU Chun-hong
The 2nd Xiangya Hospital , Central South University , Changsha 410011, China

Abstract: Objective To compare the efficacy and safety of domestic - made Paclitaxel liposomes with Pa-
clitaxel in the treatment of NSCLC., Methods 82 patients with advanced NSCLC were prospectively ran-
domized into two groups, experimental group were given Paclitaxel liposome at 135 mg/ m® each cycle,
and control group were given Paclitaxel at 135 mg/ m?. Both groups combined with DDP at 75 mg/ m?
per cycle every three weeks. The efficacy and safety were evaluated after two cycles. Results 82 patients
were enrolled into this study. 40 and 42 patients were enrolled into the experimental and control respec-
tively. Of 82 cases, 81 were eligible for analysis of side effects and overall response rate. The overall re-
sponse rate was 27.5 % in experimental group and 24. 4 % in control group. There was no significant
difference between two groups. Though there was no significant difference in hematological toxicity and
most of non-hematological toxicity between the two groups, peripheral neuropathy and the toxicity from
the mixed solvent of polyethoxylated castor oil and ethanol were significantly lower in experimental group
than those in control group. Conclusion Paclitaxel liposome combined with DDP in the treatment of ad-
vanced NSCLC can significantly reduce the incidence of peripheral neuritis and serious hypersensitive re-
actions with the similar response rate as that of Paclitaxel.
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Table 1 Comparison of response rate in two groups

Groups n CR PR SD PD RR(%) P

Total

Control 41 0 10 22 9 24, 4

Experimental 40 0 1 22 7 27.5 0.751
Squamous

Control 30 0 8 15 7 26.7

Experimental 30 0 9 16 5 30.0 0.776
Adenocarcinoma

Control 10 0 2 6 2 20

Experimental 9 0 2 6 1 22,2 1.000
[l stage

Control 26 0 6 16 4 23.1

Experimental 25 0 6 17 2 24.0 0.939
IV stage

Control 15 0 4 6 5 26.7

Experimental 15 0 5 5 5 33.3  1.000
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Table 2 Comparison of hematological toxicities in two groups

NCI toxic classifications

Toxicities groups 1 i I I % P
Anemia
Control 8 8 1 0 41.5
Experimental 5 7 0 0 30.0  0.285

Leucopenia

Control 9 16 4 1 73.2

Experimental 9 14 2 1 65.0 0.429
Neutropenia

Control 1 16 4 1 78.0

Experimental 1 15 2 1 72.5  0.565
Thrombocytopenia

Control 10 1 0 0 26. 8

Experimental 7 1 0 0 20.0  0.471
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Table 3 Comparison of non-hematological toxicities

in two groups

NCI toxic classifications .

Toxicities groups I 1 m v 0 P
Nausea / vomiting

Control 9 16 3 0 68.3

Experimental 6 13 1 0 50.0 0.096
Diarrhea

Control 2 1 0 0 7.3

Experimental 3 0 0 0 7.5 1.000
Abdominal pain

Control 2 0 0 0 4.9

Experimental 1 0 0 0 2.5 1.000
Rash

Control 8 0 0 0 19.5

Experimental 1 0 0 0 2.5 0.029
Transaminase elevated

Control 4 1 0 0 12.2

Experimental 3 0 0 0 7.5 0.712
Lesion of renal function

Control 2 0 0 0 4.9

Experimental 1 0 0 0 2.5 1.000
Respiratory distress

Control 7 1 0 0 19.5

Experimental 1 0 0 0 2.5 0.029
Muscles /extremities pain

Control 20 6 1 0 65.9

Experimental 7 1 0 0 20.0 0.000
Peripheral neuropathy

Control 11 1 0 0 29.3

Experimental 3 0 0 0 7.5 0.020
Baldness

Control 18 7 2 0 65.9

Experimental 16 5 1 0 55.0 0.321
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