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— Abstract

Backgrounds : Many cancer patients, such as Hepatocellular carcinoma(HCC), have a compromised cellular immune
system. Several lympocytes subpopulations are involved in immunosurveillance against tumors. We try to evaluate on
alteration of peripheral T cell subsets, NK cell and NK cell activity in patients with HCC

Materials and Method : Our study contain 257 patients with chronic hver disease. Of the 257 patients, 147 patients
were chronic hepatitis, 44 patients were liver cirrhosis, 66 patients were Hepatocellular carcinoma. We distributed these
patients to 3 groups due to cause, chronic hepatitis B (1st group, n=183), chronic hepatitis C (2nd group, n=52),
alcoholic liver disease(3rd group, n=22). This study analysis ratio of CD3+, CD4+, CD8+, CD56+ T cell and NK cell
activity.

Results : The percentage of CD3+ and CD8+ cells were significantly decreased in LC and HCC groups. The activity
of NK cells was significantly decreased in HCC than hepatitis group in HBV group. But not different in HCV and
alcohol groups, NK cell and NK cell activity were significant decreased in HCC of younger patients (below 40 years)
than older patients (above 60 years).

Conclusions : Our study showed HCC was altered cellular immune system and decreased activity of NK cells. On the
basis of this results, it can be suggested that decreased activity of NK cells according to age may be related to differnce
of common age, prognosis and response of immune therapy.
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A 53.0%00 vlst A EUF 47.9%E AR R
frestAl Zastanh (Table 1)

Table 1. Comparison of percentage of Tcells, NK cells and
NK activity in disease groups

Hepautis LC HCC

(n=147) (n=44) (n=66)
CD3+(%) 62.2+99' 540+106° 569+150°
CD4+{(%) 37.7+83 342+81 379%115
CDR+(%) 24.4482% 209+79° 10.5+86
CD4+/CD8+ 18409  20+13" 24413
NK cell(%) 17.0£82' 184478 209+125

NK activity(%) 53.0+14.8 S500+148 479+148"

Mean £ SD
p< 0.05 between a and b, a and ¢, d and e, d and f, g and
h, g and i, j and k, | and m

2. Z} AfF oA T XF subset Ad|4:9] HlZ
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Table 2. Comparison of absolute numbers of WBC, T cell and
NK cell in disease groups

Table 4, Comparison of percentage of Tcells, NK cells and

NK activity in HCV patients

Hepatitis LC HCC Hepatitis LC HCC

(n=147) (n=44) (n=66) (n=41) (n=3) (n=8)
WBC(/mm’) 5808+ 1819* 3967+ 1460° 532242152°
CD3+(/mm’)  1332£623° 682+421° 9374551 CD3+(%) 64.8+9.5° 50.1%+6.7° 56.2+140
CD4+(/mm>) 842+ 449° 4534+333% 631 + 382" CD4+(%) 39.2+8.1 370116 349+145
CD8+(/mm’)  491+258'  233+122%  315+228 CD8+(%) 25.1£99  135%£98  21.5%65
NK cell(/mm’) 3374£204™ 221+144" 3671410 CD4+/CD8+ 18+1.0 42432 1.9+1.7

NK cell(%) 142472 175+49  164%72

Mean +SD NK activity(%) 50.5+14.6 5134260  53.5+17.0

p< 0.05 between a and b, b and ¢, d and e, d and f, g and
h,gand i, jand k, jand |, m and n
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Table 3. Comparison of percentage in HBV patients

Hepatitis LC HCC

(n=94) (n=38) (n=51)
CD3+(%) 612499 552+103° 5761156
CD4+(%) 363+82 354480  383+113
CD8+(%) 247475 198+68 19.9+01°
CD4+/CD8+ 1.7£0.8 2.0+0.9¢ 24413
NK cell(%) 180+83 182481  219+135
NK activity(%) 3361156 300+152 46.0+14.7

Mean+SD

p< 0.05 between a and b, cand d, c and e, f and g, f and

h, 1 and )
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NK, zpd 434

_39_

MeantSD p< 0.05 between a and b
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Table 5. Comparison of percentage of T cells, NK cells and

NK activity in alcohol patients

Hepatitis LC HCC

(n=12) (n=3) (n=7)
CD3+(%) 61.4+111 609+19.1 523+11.8
CD4+(%) 43.0+7.7 343+£106 3831103
CD8+(%) 188+£6.3 267150 144%38
CD4+/CD8+ 25107 1.5+07 2.8+0.8
NK cell(%) 19.3+£8.8 220457 19.3+7.7
NK acuvity(%) 56.8%+12.6 56.5+17.8 551494

Mean £SD
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Table 6. Comparison of percentage in HCC patients
HBV HCV Alcohol
(n=51) (n=8) (n=7)
CD3+(%) 576+156 56.2+14.0 52.3+11.8
CD4+(%) 383+11.3 3494145 3831103
CD8+(%) 19.9+9.1 215465 144+£38°
CD4+/CD8+ 24113 19+1.7 281038
NK cell(%) 21.9+135 16.4+7.2 193+7.7
NK activity(%) 460+ 14 7 53.5+£17.0 55.1£9.4°

Mean=+SD, p < 0.05 between a and ¢, b and ¢, d and e
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Figure 1. Comparison of percentage according to age group in
HCC patients
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