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Preliminary analysis of clinical efficacy of cytokine-induced Killer cells in
treatment of patients with melanoma

HAN Gui-liang'?, LIU Liang'”, YU Jin-pu’, CAO Shui'?", REN Xiu-bao'*( 1. Department of Biotherapy, Tumor Hos-
pital Affiliated to Tianjin Medical University, Tianjin 300060, China; 2. Key Laboratory of Cancer Prevention and Thera-
py of Tianjin, Tianjin 300060, China )

[ Abstract ] Objective: To evaluate the efficacy of cytokine-induced killer cells ( CIKs ) in the treatment of melanoma.
Methods: Thirty-eight post-operated melanoma patients in Tumor Hospital Affiliated to Tianjin Medical University from
January 2005 to December 2010 receiving CIK treatment were obtained ( CIK group ) as a treatment group, and 114 mela-
noma patients without treatment were obtained as a control group. Pairing considerations included clinical stage, gender,
age, ulceration, lactate dehydrogenase ( LDH ) activity, pathological type, and the Karnofsky performance status scale
( KPS ). The follow-up period was from March 2005 to March 2012. The endpoint of clinical efficacy was overall survival
( 0S).Results: The 1-, 3-, 5-year OS rates in the CIK and control groups were 86.8% wvs 74.6% ( P =0.097 ), 76.3%
vs 46.5% (P =0.001) and 71. 1% vs 43.9% ( P =0.004 ), respectively. The median OS in the CIK group was signifi-
cantly longer than that in the control group ( the OS in CIK group did not reach median OS, and was 20. 1 months in the
control group, P =0.004 ). The frequency of CIK immunotherapy may be related to the OS of melanoma patients ( P =
0.051 ). It seemed a trend to prolong the OS of patients with melanoma when CIK treatment >8 times. Univariate and

multivariate analysis showed that the pathological type and LDH activity were independent factors for the clinical efficacy of
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CIK in treatment of patients with melanoma. Conclusion: CIK immunotherapy can prolong OS in melanoma patients, and

increasing CIK frequency may enhance the clinical efficacy.
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Fig.1 Comparison of OS rate of melanoma

patients between CIK and control groups
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Tab. 1 OS distributions of stage Il melanoma patients

in CIK and control groups

Group Patient No. Pathologic type ~ OS( t/month )
CIK 1 Cutaneous 25
2 Mucosal 8
3 Mucosal 25
4 Cutaneous 17
Control 5 Cutaneous 21
6 Cutaneous 14
7 Mucosal 23
8 Mucosal 6
9 Cutaneous 7
10 Mucosal 17
11 Mucosal 1
12 Cutaneous 15
13 Cutaneous 8
14 Mucosal 19
15 Mucosal 13
16 Mucosal 19

®2 CIKARTASHRANHERBEREEN OSHoH
Tab.2 OS distributions of stage IV melanoma patients

in CIK and control groups

Group  Patient No. Pathologic Metastasis 0S
type loci  ( t/month )
CIK 1 Mucosal Liver 28
2 Mucosal Liver 39
Control 3 Mucosal Liver 4
4 Mucosal Liver 26
5 Mucosal Lung 11
6 Mucosal Lung 18
7 Mucosal Brain 12
8 Mucosal Bone 28
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Tab.3 Univariate analysis for varables associated

with melanoma OS in CIK treatment

0S

Factor n X P
('#/month )

Gender
Male 25 48.0 0.896 0.344
Female 13 38.7

Age (t/a)
<60 14 41.3 0.324 0.569
>60 24 48.5

Clinical stage
I-1 32 41.7 0.112 0.738
- 6 -

Pathologic type
Cutaneous 20 - 3.806 0.049
Mucosal 18 41.3

Ulceration
Yes 14 46.6 0.304 0.582
No 24 41.3

Chemotherapy
Yes 23 - 0.468 0.494
No 15 39.5

LDH
<ULN 36 - 34.719 0. 000
> ULN 2

IFN-« treatment
Yes 14 41.3 0.148 0.700
No 24 39.8

ULN: Upper limits of normal
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Tab. 4 Multivariate analysis for variables associated

with melanoma OS in CIK treatment

Factor n 03 P
( ¢/month )
LDH
<ULN 36 Not reached 0.000
> ULN 2 8.0
Pathologic type
Cutaneous 20 Not reached 0.032
Mucosal 18 41.3

ULN: Upper limits of normal
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Fig. 2 Influence of CIK treatment frequency

on OS rate melanoma patients
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