— 980 — BERERKZFR 2012 £5 37 5% 11 #1 ( Journal of Chongging Medical University 2012.Vol.37 No.11))

I R 52
D C— CIKHN LI A F AT I K P W Il AR WS

Lok, & F, % R HRARER
(TR ygs 2 e AT RJBE SR S 450008)

DOI:10.3969/).issn.0253-3626.2012.11.013

[ ZE ]88 SRR (Dendritic cells, DC ) -4 P T30S 19 245 40 B ( Cytokine induced killer, CTK) B) DC~CIK 4
BRAFARIAIT IR R MR IOR IR TRL . 77 ik oK 67 IS R MEIF £R 2 AL A M A7 4RO BRAL TRy 74 34 ) AT I DIBR A
RIG 4T DC-CIK 4UHEETT . %41 33 1, A7 VIBR AR . JAIT 4530 LAk 2 41R e Tl A s e AEA7R IR R R I
NERI, 252 38974 DC-CIK 414775 CD3*.CD4* CD16*CD56*H1 CD4/CD8* HLAB R i |- T, CD8* U 40 L 45 T % , 5
RIFRT A2 A Bii 2478 L (P<0.05),, SXH BRI AL 167 4LiAY7 R CD3*.CD4* . CD16'CDS6*F1 CD4/CD8* H{H i3 F 7T,
CDSZN NI L] 5 35 T R, 22 78 Bui =438 L (P<0.05) , IRYTHAE 61.8% (%) B AL G s A5 B, WA i 5 15 B2 19 36.4%
(P<0.05), JRITALMN 1 AFAEAER N 91.2% XTHRAL N 81.8%,IGIT AL 1| FEE KN 8.8% KT HRAL N 15.2% , P4t 25 7 E5
TR (P>0.05) , M DC-CIK ZHAIAYTH UL IR RN A 2 44 FEBR , SHEANBRIS ST 28, 45+ . DC-CIK 4B A F AR
97 TR M I 2 A A 5k, o JHP e R (R B R TR, ot SR A 08 I i 3R iR TR B A

[ S82IA |2 IR AN ; 4006 DX 30005 1) R A0 200 5 JEF g 5 DB A

[ FEEHBSEEFHEE |R322.47 [ STk#RERD ] A [ W#s B HA ]2012-04-06

DC-CIK cells combined with surgical treatment for hepatocellular carcinoma
MA Hongbo ,HUANG Tao ,HAN Feng, CHEN Weiyu

(Department of Hepatobiliary and Pancreatic Surgery,Cancer Hospital of Henan Province)

[ Abstract]Objective; To evaluate the clinical efficacy of dendritic cells—cytokine induced killer(DC~CIK) cells combined with surgi—
cal treatment for hepatocellular carcinoma(HCC). Methods ; Totally 67 patients with HCC were randomly divided into treatment group
(n=34) and control group(n=33). The patients in control group were received hepatectomy while those in treatment group were given
hepatectomy combined with DC-CIK cell treatment. The immune function, quality of life ,tumor recurrence rate and adverse reactions
were analyzed postoperatively. Results:In treatment group,the proportion of CD3*,CD4*,CD16*CD56* and the ratio of CD4* against
CD8* were increased and the proportion of CD8* effect cells was decreased significantly after DC-CIK cell treatment compared with
those before DC-CIK cell treatment,with statistical differences(P<0.05). After treatment,the proportion of CD3*,CD4*,CD16*CD56*
and the ratio of CD4* against CD8* were increased and the proportion of CD8* effect cells was decreased significantly in treatment
group compared with those in control group,with statistical differences(P<0.05). Quality of life of 61.8% patients in treatment group
was improved, significantly higher than that of 36.4% in control group(P<0.05). The 1-year survival rate and 1—year recurrence rate
in treatment group and control group were 91.2% vs. 81.8% and 8.8% vs. 15.2% respectively,with no significant statistical difference
between two groups(P>0.05). The side effects of DC—CIK cells treatment were fever, chills and could be alleviated after symptomatic
treatment. Conclusions:DC-CIK cells combined with surgical treatment for patients with hepatocellular carcinoma is safe and effec—
tive and it plays an important role in improving immune function and quality of life of HCC patients.
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Tab.2 Comparison on T cell subsets and NK cells between treatment group and control group before and after treatment
2H 51 CD3* CD4* CD8* CD4/CD8* CD16'CD56
N YRITRT 63.95 +2.41 31.98 +3.47 31.54 +2.47 1.01 +1.40 14.27 £2.21
BITIE 68.33 +1.89 37.17 +5.06 24.26 +5.34 1.53+0.94 18.36 +3.01
t1H 2.78 3.34 3.89 4.13 3.97
IRITARYT IS HE
P& 0.042 3.340 0.024 0.018 0.021
P biepag:i] 63.35 +5.37 33.64 +4.17 32.04 +4.25 1.04 +0.98 13.87 +3.87
BITR 64.27 +2.48 32.69 +0.28 32.31+7.01 1.01 +0.04 14.11 £2.02
TRIT AL ST BRATIRYT il 2.81 3.39 3.78 411 3.76
Jo beds PIE 0.046 0.038 0.020 0.015 0.018
: 3 jATAEMMRBAEBTRIREERELE
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