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Three color flow cytometry %\ 7-H{LEREEH D
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DHETIC L DN 2 EHE 2T 72,

RO RIBERREE 2 7l 3 2 7o iz, HLBRBBETIO (BR45H, KEGRE166], AETE 6 B,
s 3 B, REIERE 3 BI) LIREREEITFIENREL, £/ 70— FVHEEHVRMIMY >/ 8k

T MO 72 TR EL £ EDEREIZ L Y CD3 (+) HLA-DR (+) (activated T) #ifz &
CD8 (+) CD11b (+) (suppressor T) #Hfu»3#8h03 2 HADFES &7z, Natural Killer (NK)
Al EEREBC L 0L, 20972y b TIRIFHOETIC & D iIEEOT Y CD57(+)CD16(—)
MilE L P OEME%R3 CD57 (+) CD16 (+) HEOMEMEMHSFED 5Nz, %7z lymphokine
activated killer (LAK) #if2ic>owTix, CD3 (+) CD16 (—) CD56 (+) (T-LAK) a5

Key words: three color flow cytometry, lymphocyte subsets, gastroenterological cancer

FLoic

HFAEMRIC 3B 1T 2SI & MRS O ph b
DEVIE DOV TEELHHCEBHEN TR LA,
AR TR R S IR B 5 2
EVbRhTw 30, Shbivbhid, HEEETOH
Rt fusiehe 2 57 3 2 B CHH LB B E ORI
*t L flow cytometry % Fiv>, two color BBHTIZiNZ T
three color f##7 #17v>, HE3K 1% helper/inducer T %
FUER L TWwiz U > o%BRk%, helper T, helper inducer
T, suppressor inducer T DEH 7y iz, 5
lymphokine activated killer (LL'F, LAK) cell %
natural killer (LAF, NK) cell B3#®D NK-LAK cell
& T cell 3D T-LAK cell LRI 2IT->720D
THRET 5.

NRE L UHE

1, X5

1993 1 A» 5 19ME128 £ T B EMHIIK
2 2 AREE X UBEAEEE TN R HEAT L Ao kEs

<19964F 2 A14HZE >FIRIGE R | FBE M

T467 DHBITRMBEKEEEE1 -1 AHE
HISIRFERERER 2 S1AL

EEE LIFRERE RS E L, AN LAEE, K
BHREEB L URT oA FOKRER 5 07 b OB
Uz, B EE X736 (F#27~885%, F1%62.8+£10.7
%), FEHEERE X176 (F#n23~855%, T#954.814.7
) T, BN FEMEAH, 28FIT, BIE4OH,
RNGEL166), REE6Fl, FHE3F, BERE3IFT
bHoTz, FEEBENIBMELIR, L 76T, BE 74,
BE~N=7 401, BHRE, +HRBRE, HEl,
MeiE, B EmE, REEeREEES 14T
Bolz, EOWBERBBESHEZERFH L I, IO
HER23G L 10, IVERER220ic, KBeBEl6f% 1,
IR s B E I, IV, VEIRE B0 2 B3RO
ETW L 2R OREIRE LT,

2. fitk

HIHTIZ$REL L 72 ethylene diamine

tetraacetic acid (EDTA) NN % & 5 125041 ¢
D4 L, fluorescein isothiocyanate (FITC) 3%,
phycoerythrin (PE), peridinin chlorophyll protein
(PerCP) TIEFE L%/ 70— VHikE K10l
Z, 4°CIZBWTNHERGS B,

R U7 9ithid CD3(Leud), HLA-DR, CD4(Leu3
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Table 1 Lymphocyte subsets and monoclonal antibodies

pan T

activated T
suppressor/cytotoxic T
suppressor T

cytotoxic T

helper/inducer T

helper T

helper inducer T

suppressor inducer T

NK cell {most lytic activity)
NK cell (moderate lytic activity)
NK cell (minimal lytic activity)
NK-LAK cell

T-LAK cell

CD3(+)
CD3(+)YHLA-DR(+)
CD4(—)CD8(+)
CD8(+)CDI11b(+)
CD8(+)CD11b(—)
CD4(+)CD8(—)
CD4(+)CD45R (—) Leu8(—)
CD4(+)CD45R (—)Leu8(+)
CD4(+)CD45R (+)Leus(+)
CD57(—)CD16(+)
CD57(+)CD16(+)
CD57(+)CD16(—)
CD3(—)CD16(+)CD56(+)
CD3(+)CD16(—)CD56(+)

NK : natural killer, LAK : lymphokine activated killer

a), CD8(Leu2a), CD1lb(Leul5), CD45R(Leul8),
Leu8, CD57(Leu7), CD16(Leullc), CD56(Leul9)
(Becton Dickinson#) T# Y, Table 1 D#HEHE
T two color 8 & Uf three color staining #1T- 7z.

Kictk, |7 e =v LK (FACS lysing solu-

tion, Becton Dickinson ) (37°C, 1043) T X ¥,

0.1%NaN, /il phosphate-buffered saline (3L F, PBS)
I TE#H L, 0.5%paraformaldehyde fil PBS 0.6ml

FicHFEEX ¥, flow cytometry FIOBE E Uz,

flowcytometer i3 Becton Dickinson #t & FACS-
can #EH L, &5 - ML L forward light
scatter (FSC) & side light scatter (SSC) kv B

Table 2 Phenotypes of PBMC from non-cancer and gastroenterological

cancer patients

age
CD3(+) (pan T)%
CD3(+)HLA-DR(+) (activated T)%

CD4(—)CD8(+) (suppressor/cytoxic T)%

CD8(+)CD11b(+) (suppressor T)%
CD8(+)CD11b(—) (cytotoxic T)%
CD4(+)CD8(—) [(helper/inducer T)%

CD4(+)CD45R(~)Leu8(—) (helper T)%

non-cancet cancer
(n=17) (n=73)
54.8+14.7 62.8+10.7
65.7%6.26 63.4+12.5
15.7%£5.66 19.0+8.86
25.4%7.15 26.7+7.48
4.50+1.34 6.44£3.22
17.1+8.29 19.7+7.27
34.2£7.05 35.8£9.59
7.31+1.97 7.90+2.89

CD4(+)CD45R(—)Leu8(+) (helper inducer T)% 14.7+4.23 15.0+4.69

CD4(+)CD45R (+)Leu8(+) (suppressor inducer T)% 12.2+4 .42

CD4/CD8 ratio
natural killer cell%

CD57(—)CD16(+) (most lytic activity}%

13.2£6.99
1.61+0.93 1.4740.59
25.0%5.39 31.5+10.8*
2.84+1.85 4.18+3.81

CD57(+)CD16(+) [(moderate lytic activity}% 12.2+5.70 | 14.6+8.83

CD57(+)CD16(—) (minimal lytic activity)%

CD57(—)CD16(+)/NK cell ratio
CD57(+)CD16(+)/NK cell ratio
CD57(+)CD16(—)/NK cell ratio

CD3(—)CD16(+)CD56(+) (NK-LAK cell)%
CD3(+)CD16{(—)CD56(+) (T-LAK cell)%

10.0+4.56 12.8+8.22
0.11+0.06 0.13£0.10
0.48+0.18 0.46+0.18
0.41%£0.19 0.41%0.21
13.8+6.90 17.61+9.42
5.46+£4.05 4.17+3.33

* 1 p<0.05 PBMC: peripheral blood mononuclear cells, NK : natural killer,

LAK : lymphokine activated killer
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DBODY v REREM % gating L7z, BT HER
negative control BiZ B 2R HELREL, Th
U bD#EEE S S DB G L U, £V v/ 8k
XY 2 BEHROE R RS .. BEERFSMEL
BERZ TR L, BEERE I Student’s t-test %
v, p<O0.05%FEE Lz,
# R

1. FEEERE L BB E DXL

a. EMLIEEE L Ottt

CD8 (+) CDI11b (+) (suppressor T) %z BT,
HLRRE RS D644 +3.22% 13 FEHBEE O Tty
4501 MU KEENEEE 2 2EREED 1 (p=
0.0533), NK cell%iz BT, HILBERL DY
31.5+10.8% i3 FEHEMEEAE DF25.0£5.39% 12 i~
HECEBETH -7 (Table 2),

b. BEEE L O

CD8 (+) CD11b (+) (suppressor T)% iz BT,
BEEHEOFIN6.91+3.23% 3 HERE DT
4501 MBI NERICEHETH-, £/ NK
cellpicB\ T b, BIEAE D FH32.3111.8%13F
HIEEE DFE25.015.39% W HE~EFEICEETH -
7z (Table 3),
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c. NEGEBEE - Oxttt

CD3 (+) HLA-DR (+) (activated T)%iZ B\ T,
KIEEBE DOFH19.416.18% X FEHE B E D Fiy
15.745.66% W b N EE & 2 2 A 2B 12 (p=
0.0825) (Table 4),

2. FRHOETIC X R

a. BEEH

CD3 (+) HLA-DR (+) (activated T}%IZBWT,
I, IVEIE DO ¥EIF19.3+6.60%ix 1, ITHEHEDFEY
13.946.96% L NEBCHME ThHol, 12
CD4 (—) CD8 (+) [(suppressor/cytotoxic T)%iz
BWTH, I, IVHAREOI28.9+8.57%13 1, [IH
O3 716 BRICHANEFRECEETH 7.
CD4 (—) CD8 (+) [(suppressor/cytotoxic T) O
Ty b THBCDS (+) CD1tb (+) (suppressor
T)%% LU CD8 (+) CD1lb (=) (cytotoxic T)%
KBWT, ThZh &Gl 2280 ERD 7 (p=
0.0745, p=0.0624), NK cell 47 ¥ v b TRE®ED
1> CD57 (+) CD16 (—)®~'9/NK cell ratio IZ B>
T, I, IVHEAEEDFH0.45+10.2213 1, ITHIEEO Y
0.33+0. 19 ENEBHEELR2ETmERD 2 (p=
0.0530). CD3 (+) CD16 (—) CD56 (+) (T-LAK

Table 3 Phenotypes of PBMC from non-cancer and gastric cancer patients

age
CD3(+) (pan T)%
CD3(+)HLA-DR(+) (activated T)%

CD4(—)CD8(+) (suppressor/cytoxic T)%

CD8(+)CD11b(+) (suppressor T)%
CD8(+)CD11b(—) (cytotoxic T)%
CD4(+)CD8(—) (helper/inducer T)%
CD4(+)CD45R(—) Leu8(—) (helper T)%

CD4(+)CD45R(—)Leu8(+) (helper inducer T)%
CD4(+)CD45R (+) Leu8(+) (suppressor inducer T)1%

CD4/CD8 ratio
natural killer cell%

CD57(—)CD16(+) [most lytic activity)%
CD57(+)CD16(+) (moderate lytic activity)%
CD57(+)CD16(—) (minimal lytic activity)%

CD57(—)CD16(+)/NK cell ratio
CD57(+)CD16(+) /NK cell ratio
CD57(+)CD16(—)/NK cell ratio

CD3(—)CD16(+)CD56(+) (NK-LAK cell)%
CD3(+)CD16(—)CD56(+) (T-LAK cell)%

non-cancer cancer
| 0=10 | a=®
54.8+14.7 | 62.2411.7
‘ 65.7+6.26 | 60.8+13.7
15.7%5.66 | 16.5+7.24
25.4+7.15 | 26.4%7.93
4.50+1.34 | 6.91+£3.23*
17.148.29 | 19.0+7.60
‘ 34.247.05 | 34.7+11.2
7.31£1.97 | 7.51£2.76
14.744.23 | 14.144.79
12.244.42 | 13.8+8.04
1.6120.93 | 1.44+0.67
25.0+5.39 | 32.3+11.8*
2.8441.85 | 4.08+3.22
12.245.70 | 15.6+9.67
10.044.56 | 12.6+9.01
0.11£0.06 | 0.13£0.09
0.48+0.18 | 0.47+0.18
0.4140.19 | 0.40+0.21
13.846.90 | 18.9+10.2
5.46+4.05 | 3.83+3.61

* 1 p<0.05 PBMC: peripheral blood mononuclear cells, NK : natural killer,

LAK : lymphokine activated killer
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LSRR F OKRMILY > /S8Ry 7 & v OB

Hils&5E

Table 4 Phenotypes of PBMC from non-cancer and colon cancer patients

age

CD3(+) (pan T)%

CD3(+)HLA-DR(+) (activated T)%

CD4(—)CD8(+) [(suppressor/cytoxic T)%

CD8(+)CD11b(+) [suppressor T)%

CD8(+)CD11b(-) (cytotoxic T)%

CD4(+)CD8(—) (helper/inducer T)%

CD4(+)CD45R(—~)Leu8(—) (helper T]1%

CD4(+)CD45R(—) Leud(+) (helper inducer T)%

CD4(+)CD45R(+)Leu8(+) (suppressor inducer T)%
CD4/CD8 ratio

natural killer cell%

CD57(—)CD16(+) [(most lytic activity)%

CD57(+)CD16(+) (moderate lytic activity)%

CD57(+)CD16(—) (minimal lytic activity)%
CD57(—)CD16(+)/NK cell ratio
CD57(+)CD16(+)/NK cell ratio
CD57(+)CD16(—)/NK cell ratio

CD3(—)CD16(+)CD56(+) (NK-LAK cell)}%

CD3(+)CD16(—)CD56(+) [(T-LAK cell)%

R
Cancer

54.8114.7

65.7+6.26
15.7+5.66
25.4£7.15
4.50+1.34
17.1+8.29
34.2£7.05
7.31%£1.97
14.7+4.23
12.2+4.42
1.61+0.93
25.0£5.39
2.84+1.85
12.245.70
10.0%4.56
0.11£0.06
0.48+0.18
0.41£0.19
13.8+6.90
5.4614.05

cancer
(n=16)
62.4+8.72
65.5+t10.3
19.41+6.18
26.7+7.26
5.4613.21
21.3£6.90
36.2+5.91
7.95+3.16
16.3+4.55
12.0+4.57
1.481+0.48
28.81+7.99
4.67x5.86
12.91+6.52
11.2+6.19
0.15+£0.15
0.44x0.18
0.41+0.23
15.1+8.50
4.20x2.77

* 1 p<0.05, PBMC: peripheral blood mononuclear cells, NK : natural killer,

LAK : lymphokine activated killer

Table 5 Phenotypes of PBMC from stage I, II and III, IV gastric cancer

patients

age

CD3(+) (pan T)%

CD3(+)HLA-DR(+) (activated T)%

CD4(—)CD8(+) (suppressor/cytoxic T)%

CD8(+)CD11b{(+) (suppressor T)%

CD8(+)CD11b{—) (cytotoxic T)%

CD4(+)CD8(—) [(helper/inducer T)%

CD4(+)CD45R(—)Leu8(—) (helper T)%

CD4(+)CD45R(—) Leu8(+) (helper inducer T}%

CD4(+)CD45R(+)Leu8(+) (suppressor inducer T)%
CD4/CD8 ratio

natural killer cell%

CD57(—)CD16(+) {most lytic activity]%

CD57(+)CD16(+) [moderate lytic activity)%

CD57(+)CD16(—) (minimal lytic activity)%
CD57(—)CD16(+)/NK cell ratio
CD57(+)CD16(+) /NK cell ratio
CD57(+)CD16(—)/NK cell ratio

CD3(—)CD16(+)CD56(+) [NK-LAK cell)%

CD3(+)CD16(—)CD56(+) (T-LAK cell}%

| 63.0+£12.3

57.1x16.3
13.9+6.96
23.7+6.28
5.98+2.30
16.9+6.79
36.1+12.2
8.13%+2.99
14.84+5.46
14.3+7.56
1.6240.62
31.2+10.4
4.48+2.98
16.218.42
10.6+8.02
0.16+0.09
0.52£0.16
0.33%+0.19
19.7+9.21
2.85%2.73

I, v
(n=22)

61.5+11.4

64.81+8.56
19.3+6.60*
28.9+8.57*
7.76+3.83
21.1£7.94
33.7x£10.6
7.01+2.52
13.4+3.99
13.3+8.67
1.31+0.69
33.4+13.2
3.67+3.47
15.1%11.0
14.7+9.67
0.11%0.08
0.44+0.19
0.45%0.22
18.1+11.2
4.81+4.16

* 1 p<0.05, PBMC : peripheral blood mononuclear cells, NK : natural killer,

LAK : lymphokine activated killer

29% 75
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cell)% iz B v>C, 11, IVHAEED 94 .81+4.16%13 1,
IR D F192.854 2. T3% I L & 75 2 I 2 58
®7z (p=0.0722) (Table 5).

b, KiBEEE

NK cell¥ 7yt D> 5o EEE2RT
CD57(+)CD16(+) [moderate lytic activity)®~19%
W2V, I, IV, VERROFE15.8£7.02%1x 1,
I HABE D59, 92 £ 4.68% I LB {H & 72 A HE % 3
®7: (P=0.0692) (Table 6).

% B

EEEEOREMY > S8k 72y b iZ, single
color AT OEER &V, CD3, CD4, CDS#ERE % .00z
TIwonTER, CD3 (+) M, T fiao
Er—E NK il =838 243, KPR o #, g#H%E
~NFuFfv—r35 THIlE»S 20, BOERIC
o T HFELEBHIR Do T 28HE
R FBEETLLETEHREDASN B9,
CD4 (4), CD8 (+) Mifix, ZhZThETEHBES
LTS (major histocompatibility complex ;
UT, MHCO)DZ 2 ANBLUZ IR 2FiEVvES
& — & L, single color ##HTDEHRIX, F F N helper

65 (1647)

T #a$ X O suppressor T HilEo#E L #2 S5 h,
HEEETE BB CDL (+) MlEomd &
CD8 (+) #ifzo#ghl, % hizffvs CD4/CD8ILOES
ETRTIENEL, BOERIHEVWEE LS L1b
nTwpmens~2 &6 flow cytometry #HEWTY >
RERFEHUE O two color B J: U three color BT %
Tv, HEBREREOREMY v S8k 72 b X
D BT RET L 72,

CD3 (+) #Baix, 7 FE27.36Kd Ot hHEES
BHMETHZ2HLADRHIE#F T2 2 L&D
activated T #ifg (CD3 (4+) HLA-DR (+)) 48
&, THIROEELEEMS L5 RRERERBCRE
BREBEL Y OREOEERHEL L UTFROHE
WKERLIhT» R, SEHORMNICBWTS, X
BB B T BB S (X activated T HIFTHS 1
oy 2ER 23D (p=0.0825), ¥7-BEBEE TR
HoORTC LV EEHML TBY, HEREBLY
BOEBIHEI ZASOORBEREIZ LY T Mgy
EHLER T WS Z ENRB SR,

CD8 (+) #fix, suppressor/cytotoxic T ¥ v>5
B o l-MifIEM L D %D, C3bi v 7% — (CR3)

Table 6 Phenotypes of PBMC from stage I, II and III, IV, V colon cancer

patients

age
CD3(+) (pan T)%
CD3(+)HLA-DR(+) (activated T)%

CD4(—)CD8(+) (suppressor/cytoxic T)%

CD8(+)CD11b(+) (suppressor T)%
CD8(+)CD11b(—) (cytotoxic T)%
CD4(+)CD8(~) (helper/inducer T)%
CD4(+)CD45R(—)Leu8(—) (helper T)%

CD4(+)CD45R(—) Leu8(+) (helper inducer T)%
CD4(+)CD45R (+)Leu8(+) [suppressor inducer T)%

CD4/CD8 ratio
natural killer cell%
CD57(—)CD16(+) [(most lytic activity)%

CD57(+)CD16(+) [moderate lytic activity)%
CD57(+)CD16(~) (minimal lytic activity)%

CD57(—)CD16(+) /NK cell ratio
CD57(+)CD16(+) /NK cell ratio
CD57(+)CD16(—)/NK cell ratio

CD3(—)CD16(+)CD56(+) (NK-LAK cell}%
CD3(+)CD16(—)CD56(+) (T-LAK cell)%

[ 1 L IV, v
(n=8) (n=8)
64.4£9.96 | 60.517.43
64.7£13.8 66.3+5.90
17.1£6.60 21.6+5.17
25.918.94 27.6%5.60
4.30£2.54 6.69+3.52
21.6x£9.14 20.91+4.25
37.4£6.73 34.8+£4.97
8.74+3.83 7.05+2.10
16.84+4.33 15.7+5.06
11.8+4.90 12.1£4.53
1.58+0.52 1.37£0.45
26.3+£9.35 | 31.3%£5.90
6.18+8.18 3.19+1.18
9.92+4.68 15.8£7.02
10.2+5.87 12.3+6.70
0.19£0.20 0.10+0.05
0.39£0.17 0.50+0.19
0.42£0.26 0.40%+0.21
14.3£10.7 16.145.80

3.50£1.96

5.00x3.46

PBMC : peripheral blood mononuclear cells, NK : natural killer,

LAK : lymphokine activated killer
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LrHE eI 235 FEI0Kd O CDIb fiIEOHF i<
& 0 i HIEIR 2 @) < suppressor T ##E (CD8(+)
CD11b (+)) & HARERE= 12 < cytotoxic T #Af
(CD8 (+) CD11b (=) S EE N 3230, % /-
CD4 (+) #EBZIE, helper/inducer T L \WI &% -7
WMBIEME D %0, S5 KEBRN L7 22
¥ — 238 T % inducer T #HFIZ, Y >/ SBRkODEE#E
HE% 3 % helper inducer T #I}2 & suppressor T #iifx
R, iEMEET % L vwhih3 suppressor inducer T
Mgz rEan s, CD45R FLEIE, S F8220Kd @
HIMERFREPLR T, KM T Mg, B, BEhEk,
BERIZTELEL, three color f#fric L 1uiE CD4 (+)
CD45R (+) #ifD 5 b 43-FR80Kd D HMERERHEHIR
TH5 Lew8FEZE T 2 M0 @S 7 v o —F
B D, CD4 (+) CD45R (—) Hlfad 3 b LeusHi
EODOFELEL Wil helper T #iFEA34 £+, Leus
IR ZH T 28081 helper FIEME 2 X ¥ 2
helper inducer THIfIWE& I 2 Z LIURENTW
%3 zh kb, CD4 (+) #iKEiZ helper T HifE
(CD4 (+) CD45R (—) Leu8 (—)), helper inducer
T #ik2 (CD4 (+) CD45R (—) Leu8 (+)), suppressor
inducer T #fg@ (CD4 (+) CD45R (+) Leu8 (+))
aEaN5,
SEORETORER, T MY 7y F OB, F
HERE CHBEE & OB X R OETIC
e OEbE R LTz, HEERBEREL»TH BRESE
Tk, JEHEEEE A suppressor T #ifa (CD8 (+)
CD11b (+)) ¥EFECHMLTHY, XS HEHOE
1T L IS 2R 2§ o 1z (p=0.0745), CD4(+)
CD8 (—) (helper/inducer T) HIfgIZ I3 EIIED &
Nzl 00, BEEES L URBREE TR
DT IOV helper T #ifE & U helper inducer
T HEOBAERASED Shi:. Thbb, HERE
BIROERIZ Y, CD4 (+) #ifz% S CDS (+)
% b suppressor (i shift LTz, Hil s
1, FEEEOFRMIMD two color T2 T, inducer
T #iifg (CD4 (+) Leu8 (+)) % suppressor inducer
T #if@ (CD4 (+) CD45R (+) Leu8 (+)) k[#E L
LTk o2, MTHESEE T suppressor inducer T
MO Z R0 % LREL T 525, SEOD three
color FBITIZ & ZRRETIC BT, inducer T HHEZD 5
5 helper inducer T HUfgIZIEDOERE IC X D RS
EREFD ., DEL D, HEEE TR MR o4
MR EHRE DL ~ N BB L U T N 2 HE T %68

HLBBEEORMM Y > /B9 72 v b OfEH

Hstast 20% 75

BT HELMESEA U, & S5 End
BZEIED, FIEEEOBRTHELTWE LD L%
Zonil.

HIRERO RSB L RS T 2548, BSTRER
Z LW T SRR S S R O B 72 1 Tl
T+5TH Y IERRERNZ FIHLHRTH 2 NK M
fas LAK HifaOBfz >W T EZ 22 L XEET
H %, NK HIFL S50, B Rt 3 2 R0 iy i ke
EOBEEESEFE S N, BOWRT, OB
HieECO MHCESIC L 2 ER LS E L 93
FRENLTEEERY, EB2N43T20R 27T &
BhI TV 53939 NK iz S EE R, R
B~ —4—2ERRLI Eod, BEOEREI
95 NK#MfEOEEE Y NKEEELTRD SN
THED, BOERBZ LY ZONKERERETT3 0
LR TW»ED0 Z pERIZOWTIE, NK #ilEk
BRI & 5 2 5 Z TR R T TG ENE o 7
23, Abo &8~'%, NK #ifdidsrfb, BREOEMRTE
HPUENZL, NKiEEO LR BT 2 2 & %89
5,z L, HLCD57 (Leu?) B & U CD16 (Leull)
M7z two color BHTic X D, NK#la% 3 DDk
PRERPSIC L 7., D% D CD57 (—) CD16 (+) #
RIEEAN TR EOEREE T T O, CD57(+)
CD16 (—) HiRXKRMB TR LFLELEZRL,
CD57 (+) CD16 (+) #ifd% Z ORI L Lz, 4al
DORA Tk NK Mifgi, BRasE s FicHbesgss
eficbl: VIEFEE LD DERCHENLTBY,
FRRBOETICLD BEAETR, BEOH W
CD57 (+) CD16 (—)¥~'9/NK cell ratio 23913 %
EHR%FED (p=0.0722), KBBEE TIRPREOENE
%3 CD57 (+) CD16 (+) MRSy 2 8w %
Fwiz (p=0.0692). T b bIEERES X UEOE
BifEy NK fiiz s h s 2, BoERICLY %
DB LA D I HEE L 2wz o NK D
ETFe2&3boLHllsnr,

—7%, LAK#ifEiZ R Y >,k % Interleukin
2(L-2) L EHIHETHI LRI -T, EEHER
iz HCORB&E S L CHEgER 2RIz 722
F—r L TEHEIND Z LW Grimm 540 & DR
& TLAEK, adoptive immunotheraphy DRFE L L T
BERARFSToNTE, LAKESEESE T2
7x7 7ML ZOREMREE DIV DDA
ol MEME D 220, Zhod NKifils: THE
FaifRFE L, NK#ifgic b THEC  BS2WHED
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Studies on the Lymphocyte Subsets of the Patients with Gastroenterological
Cancer by Use of Three Color Flow Cytometry

Hidenori Sumida, Makoto Kataoka, Yoshiyuki Kuwabara, Hiroyuki Kawamura,
Masami Mitani, Atsushi Satou, Kouji Hattori, Naoki Nishiwaki,
Kouichirou Nakano, Masahiro Kimura, Kiyoshi Narita,

Hiroshi Koyama, Takehiro Katou and Akira Masaoka
The Second Department of Surgery, Nagoya City University Medical School

In order to assess the immune activity in patients with cancer patient, the lymphocyte subsets of 73
gastroenterological cancer (45 gastric cancer, 16 colon cancer, 6 esophageal cancer, 3 hepatoma, 3
pancreatic cancer) patients and 17 non-cancer patients were analyzed with monoclonal antibodies. In T
cells, CD3 (+) HLA-DR (+) (activated T) cells and CD8 (+) CD11b (+) (suppressor T) cells tended to
increase in cancer patients and with advance in stage. Natural killer (NK) cells increased in cancer
patients and in the subsets of NK cells, CD57 (+) CD16 (—) [minimal lytic activity] cells and CD57 (+)
CD16 (+) [moderate lytic activity] cells tended to increase with advance in stage. Lymphokine activated
killer (LAK) cells and an increase in CD3 (+) CD16 (—) CD56 (+) (T-LAK) cells tended to increase with
advance in stage.
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