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Table 1. Age and Sex Distribution of Cancer and Control Group

No. of Cases
Group Age
Male Female Total
Control 284+ 81 17 27 44
Cervical Ca. 49.0+10.7 0 47 47
Lung Ca. 56.6+10.6 47(1)e 4(1) 51(2)
Esophageal Ca. 57.2+10.0 5 0 5
Hepatoma 539+ 26 6 1 7
Stomach Ca. 52.3+10.3 24(5) 19(2) 43(7)
Colon Ca. 54.9+115 6(1) 3(1) 9(2)
@; Numbers in parentheis are metastatic cancers to other site.
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3t AR Ay 4FE dEzLeZ 3yt
(Table 1).

g B E AT Wxed s w2 P
FAd74 D HH T oS AnTHEEH, TH
¥9} 2 o3 (T4, T8 © T4/T8), BHMIE 2 nullA
Fgok o] ARES YupFe g wWME LS =A}
Ak HAME Y QAME Fol7] I dxFAe
ol AALY FEA|o] A¥ste] EDTA 2 heparin
el ¥ 301l ZAArstAct

1) &SQiuyg U W0 e YuImESE
Al EDTAX &S A8 E, Cellect 8-E(Instrumenta-
tion Laboratory Co., Ul&) A 7TEN72 9y
T8 AAEYn, B2EAEGFRES A7 (1000
X dubie WEg(elst ‘% Lymp' 2 )&
TF3hen, FJITE(/mm’, o1& ‘abs Lymp 2
e A7 AN AEE

2) THIE, BME U NullMZ &3 ! Quantigen T
and B cell assay(Bio-Rad, 71 =) kitE AH&3slgom,
o] el dlv THXE &4 & 93 HAHE F
E 2} g (moecular weight) 65 Kd¢l THE XU
(T 65)# ¥rgsl= T1012 43 & clon $HE
A7l 22 microbeadt, BAXEZAS 1% 9
AuE = IgG, IgA L IgMel tid orldAy
2224 t}clon FAE FFA1Z] F4 microbead &
Egste vhE Aeko g dx¥de dure vkg
AlA THES BAEE FTAlO 3880 Zor &4
8}-—'5— “J“‘:g o] ‘;],39-42).

2434 298, 3, heparin¥ ] BEE fi-
coll hypaque® & o] &3l ST MEE RBJA7)
e AXEAHE gt 24, Fe receptoro] 23E
AR 2354 HogZ 22 (cytophilic immunoglobu-
lin)& 42217171 918 36°C F&4z20 3081
ANE ESFE 1X10%uE 243tk AR, o] A
ERH 100pl Bl = EF A 2000 HUista,
150goll 4 387 9147 37°C F 4200 3037
WA A 2AYEAAL FAEC WA, 2P& s
0.3% acetoorcein @A) 7} F-# 2] RhgHG Fajo
Sl EFE ¥ BN UX)2E How
20071 o)) MEE #ASALE olF M ol
Tau ey 22 AL THAE, 370 ode] 3|
=7} Ratg A& BAEEZ #AASAN, Aol
Z7) g v=rk BUE AXe) RaE e TH
2 AP 270 )3 v=rt FHE MXE
nullA X2 A0 =8 g8 AE= e 33

F 299 9472 133 dFoiE AYA A
AT 28 A9PelM T, B 2 Nulld 29 HES
(018t ‘%T, %B, sNull'2 )& 73 g, z
HAE F(/mm? o|3} ‘abs T, abs B, abs Null’ &
e DolH SA3F Fdubpgos zizte] wr
& g3t ARt

3) T4, 78 AU T4/T782 X : Quantigen T4 and
T8 cell surface marker assay(Bio-Rad, W) kitZ
AME-E R oM, o] e el T4HESHE 9E
v =, = Bk 55Kde] fubt FEad(sy
A7 EHAAAN CD4d s weste &
clon A& FAAZ FYu=el TRHE 234
A% WHul= & A4 32 Kdo) JTEHI
(CD8ol 33 w33l o clon FAZ 234
FHM =S 88t DE Ao 2 T44 X9} T8A)
2E FA) O Q3= W olgHo,

E23H L 2)9 #AH S AENSY H
AF2Rd £ L HAIEA Ut B3 3
ol4e] RAUIErl BRAE AXE T4, 370 o139
Fanlzr Bag N2 E Tge 2 AAS Y BAE
92 mldEE =2 2R & AEE 3,
HE B4F AEs Ay edd g7E
238t AR o A A 9] X ATk T4, T82 #(/mm®,
©o|3} ‘abs T4, abs T8’ £ &) & du}7ol th 3t w8
(o)3 ‘% T4, T8 2 ) 2)ol| A} g2 wiuiog
kg st
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Qtxglodo] uiE 4 9l abs Lymp & % Lymp
2z Ay WEFeE 2583521 1,6825)
o wle] Aoy F7tH AN, AFRF-¢T
(7,690.5+ 2,8889), #9H#(8,713.6+ 4,841.9), g
(10,797.1+ 7,2035) £ “H o] (10,000.0+ 4,063.7)
AME FoAd LG p<OIDE BT %
Lymp tHZ2Z(32.1+85) 0 v3] A =9 (40.8+
13.DoA folAHed 242(p<0.05)8 BAL, AYT
(254+11.0)3 Holgh7(224+85) A FHA
24 (p<0.01) E ERQrh abs Lympe W Z27(1,802.6
+4749)9) uls) zZb gFolAM Frrso] A=),
o) WY T4 Fvlol) 71%13 Re] Ak Table 2).

%T, %B % %Null: %Te )2 (789+3.3)°
vl AgwelA FoFH) FU1E EAn(p<0.01
22 p<005), %BE tE2T(103+25) vla] =}
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Table 2. WBC and Lymphocyte Count in Perpheral Blood of Control and Cancer Group

Lymphocyte

Group No. of WBC(/mm?®)

tested % Abs. count(/mm?®
Control 44 5,835.2+ 1,682.5 32.1+ 85 1,802.6+ 4749
Cervical Ca. 40 7.690.5+ 2,888.9** 2965+ 12,7 2,205.0% 1,085.5*
Lung Ca. 42 8,713.61+ 4,841.9** 304+ 153 2,343.7+ 1,084.4**
Esophageal Ca. 5 6,180.0+ 4,137.3 408+ 13.1* 2,675.2+ 1,846.0
Hepatoma 5 8,566.7+ 4,802.4 240+ 129 1,874.8+ 1,055.9
Stomach Ca. 35 10,797.1+ 7,293.5** 254+ 11.0** 2,271.2+ 1,091.2*
Colon Ca. 6 9,050.0+ 3,288.0 340+ 6.1 29302+ 629.0*
Metastatic Ca.# 10 10,000.0+ 4,063.7** 224+ 85% 2,147.1 919

* p<0.05 compared with control group
** p<0.01 compared with control group

@ Number of cases and origins were represented in table 1.

Table 3. T, B and Null Cell Percentage of Peripheral Blood Lymphocyte(Control vs Cancer Group)

Group No. of tested T-cell B-cell Null cell
Control 44 789+ 3.3 103+ 25 10.8+ 3.2
Cervical Ca. 47 822+ 3.5** 11.9+ 2.9* 5.6+ 2.1**
Lung Ca. 37 829+ 4.9** 109+ 2.7 6.2+ 4.9**
Esophageal Ca. 4 83.8+ 5.7* 93+ 2.1 69+ 7.1
Hepatoma 5 884+ 4.2%* 89+ 2.8 2.7+ 20"
Stomach Ca. 31 83.0+ 3.7* 96+ 34 7.3+ 3.9
Colon Ca. 7 83.14 1.4%* 104+ 29 6.5+ 2.5**
Metastatic Ca.® 8 1131 4.2* 85.3%+ 34 34+ 1.5%

* p<0.05 compared with control group
** p<0.01 compared with control group

& Number of cases and origins were represented in table 1.

TARGE(11.9+29) 0% {2482 F7Hp<O.
0)E Egen, %Nulle tZ27(10.8+3.2) o) H]a)
AEGT(69+7.1)8 AQgh HETAA fHeH<l
Zra(p<001) & BHoy, 53] d(27+20)%
Mo (34+15) o 553 cH(Table 3).

abs T, abs B 9! abs Null : abs T+ th &2 7(1,4234
+378.6)°l H&] Aol A FHHAL, AT HEY
7(1,817.8+899.1), #HU(2,040.04916.2), IHEFE
(2,124.3+753.8) & $19+7(1,795.54:558.3) ol A -9
8HAl 3 tH(p<0.01 &2 p<0.05). abs B&
(184.1+635)°0 vlsl] HgFAA F7tso] UYL,
A2 A7 (263.0+147.1),  H Y (261.2+134.8)
2 At (269.3+225.2) ol A {91 8HA H A oHp<
0.01). abs Null® thz7#(195.1+79.8)of wl&l wh4
Wt (164.4+454)-8 A 2] g AhTel M FAHA F

2(p<001 £ p<0.05)E HYH(Table 4).

%T4, %78 U T4/T8 : % T4e hZT(44.0+5.0)
o wl&j AZFARELT(408+7.6) AT H21H 7
2(p<0.05) & R Yo, 71eke] hEdl M e F71H o
AN, 53] HAYT(47.8+7.6)3 Ho| ¢ (52.145.
Dol A fo3A Evh (22t p<0.05, p<0.01). T8
) 27(35.6+ 5.0) 0 s AT ARLT(40.7+6.7)
# AEgF(4L5+6.7) M FAHA FUHE BAT
(Z7 p<0.01, p<0.05). T4/T8E th27(1.28+0.32)
o wlg], A3 ARGF(L05+032) M= F23H
44 (p<00D)E =g (101 04 MM HaY
A Bgort, 7 ¢ E FiE e
o Holgh(1.59+ 0.38) A M= o) 3kAl Edvh(p<
0.05) (Table 5).

abs T42} abs T8 : abs T4+ ) Z=7(801.9+251.6)
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Table 4. T, B and Null Cell Count in Peripheral Blood of control and Cancer Group

Group No. of tested T-cell(/mm®) B-cell(/mm?) Null cell(/mm?)
Control 4 14234+ 3786 184.1+ 635 1951+ 79.8
Cervical Ca. 40 1,817.8+ 899.1* 263.0+ 147.1** 1194+ 72.9*
Lung Ca. 30 2,040.0+ 916.2%* 261.2+ 134.8** 125.7+ 80.9**
Esophageal Ca. 4 2,307.6% 1,852.3 269.31% 225.2** 107.0+ 68.5*
Hepatoma 3 2,124.3+ 753.8 2184+ 181.7 954+ 102.8*
Stomach Ca. 30 1,795.5+ 588.3** 2206+ 1235 1505+ 84.4*
Colon Ca. 6 2435715219 330.0+ 883 1645+ 454
Metastatic Ca.@ 7 1,820.0+ 759.8 239.5+ 132.6 69.8+ 453**

* p<0.05 compared with control group
** p<0.01 compared with control group

@ Number of cases and origins were represented in table 1.

Table 5. T4 and Ty Percentage, and T4/Ts of Peripheral Blood Lymphocyte(Control vs Cancer Group)

Group No. of tested Ty(%) Ts(%) Tu/Ts
Control 44 440+ 50 35.6+5.0 1.28+0.32
Cervical Ca. 46 408+ 7.6* 40.7+6.7%* 1.05+0.32**
Lung Ca. 48 478+ 7.6* 37.7+94 1.40+0.62
Esophageal Ca. 5 39.8+115 415+6.7* 1.01+044
Hepatoma 7 51.5+10.1 36.8+8.6 1.51+0.58
Stomach Ca. 34 46.1+ 6.0 372460 1.30+0.35
Colon Ca. 7 46.7+10.7 384+8.7 1.31+:0.52
Metastatic Ca.@ 11 521+ 5.1** 339452 1.59+0.38*

* p<0.05 compared with control group
** p<0.01 compared with control group

@ Number of cases and origins were represented in table 1.

o wla] AgTols F718 Bnyew Mt (11755
+600.8), $19+(989.2+323.0) 2 gL+ (1,379.1+
3964) oM #-23HA E%tH(p<0.0D). abs T8E o
2Z7(6353+173.7) ¢l H&] HATe)A FUkH o] 9l
Ao FARLT(876.6+409.2), H LT (859.0+
460.7), 919+ (8056+3274) R thFtF(1,125+
39840 A felatA EoH(p<0.0l & p<0.05)
(Table 6).

Table 3% Table 494 AAE dizTe AAHE
NEoz AT FuX(Mean+2SD) = % T 72.3-
855, %BX 53-153, %Nulle 44-17.2, % T4¥ 34.0-
54,0, %T82 25.6-45.601%13L T4/T8L 0.64-1.920)
t}. olo wat z gBFAFAMN WHrIse HIE
AAFsHE null A E2X) 9 TAX o}g A8 Bole 8}
9] 2HNLE ZAME Bgith

H)&AF Null MZ(%Null<4.4)X|8 20|= Ex}
PR AR A 129 (255%) STl 159
(405%), A=LF 38(75.0%), LT 4%(80%),
A 118(E55%) WAYT 28 (25.6%) 1L,
Aoz M 69(545%), HEToe AATH(Fig
1).

HIAA T4(%T4<34.0), T8(%T8>45.6) % T4
/T8(T4/T8<0.64) : %T4<34.0¢81 A= ATA
Hord 11%(239%), Mg 79(146%), A=H¢T
19(200%), 7 18 (14.2%), ALT 28 (59%),
WAGT 19 (14.2% ) o] Aol dle fidleH,
NEZAME 18(23%)0)Ath. %T8>45.6% B
= AFARGT 935(196%), AT 7H(14.6%),
Azt 19(200%), T 18(142%), 94T
39(88%), AT 18(142%)0190em, He|g
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Table 6. T and Ts count in Peripheral Blood of Cancer and Control Group

Group No. of tested To(/mm?) Ts(/mm®)
Control 4 801.9+251.6 635.3+173.7
Cervical Ca. 39 950.7 +508.4 876.6+409.2**
Lung Ca. 41 1,175.5+600.8** 859.0+460.7**
Esophageal Ca. 5 1,081.7+666.5 1,165.4+948.8
Hepatoma 5 976.2+434.4 658.4+4482
Stomach Ca. 33 989.2+323.0** 805.61+327.4**
Colon Ca. 6 1,379.1+396.4** 1,125.9+398.4*
Metastatic Ca.@ 10 1,147.14+506.2 703.6+312.1

* p<0.05 compared with control group
** p<0.01 compared with control group

@ Number of cases and origins were represented in table 1.

CONTROL
CERVICAL CA
LUNG CA
ESOPHAGEAL CA
HEPATOMA
STOMACH CA
COLON CA %

METASTATIC CA

[ ] No of testedl_
Null cell < 44%

T T T

30 40 50 60
No. of Cases

Fig. 1. CASES WITH ABNORMAL NULL CELL VALUE(CONTROL VS CANCER GROUP).

e PUD g2 e 15(23%) ol th TH/T
8<0.64%1 A€ ATHAFGT 69 (130%), AATE
49 (8.3%), A= 19(200%), Tk 19142
%), dALE 19(142%) )AL ALZH Aol4F
2 gzFde i (Fig 2).
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Y478 4 ol¥ER ER3he dl o, SHAHde

I Bojg94Ee © clon BAE FFshe Wiol
Bol ANEsn It =8, ZUYYe) EATFE
2 J)go] Fx WA oE), BUYHE] Kol ¥
938 ‘clusters of differentiation(CD)’ groupo.2
e, #A Mz gz 4zEe] 449 OKT, T,
Leus iAd9 & clon AL ol we} AF
FaA HADY. dAHAlE & & clon Al
YPgABE® ALY microbead®™ 5 & HFHAH
Fetdv A, FFE0 G, TLAUGEY7] 2 FAX
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CONTROL
CERVICAL CA
LUNG CA
ESOPHAGEAL CA
HEPATOMA i
STOMACH CA +>h
COLON CA

METASTATIC CA

I No. of tested
T4 < 34.0%
771 T8 > 456%

T4/T8 < 0.64

30 40 50 60

No. of Cases

Fig. 2. CASES WITH ABNORMAL T4, T8 AND T4/T8 VALUES(CONTROL VS CANCER GROUP).

Bar1eWo g ZAAleie, dxde o T, B, NK, T4,
T8 AX %] e YAANME ¥izmd 7hds)
AAME £ A Hidk A= T, B 2 null AX
AAE alade B2 65 KA TAZER 9%
HHE-ShE T101 9 clon $A 9 BAIE9 whg-dhe
7t H g2 2R A(lgG, A, M) © clon FAE
%A% microbeadel] FAAA AzF dHEwl=g
AFREHg .o H, T49) T8H ¥ ZAALE YaiMe T4 E
T3l 55 Kde] CD49} wk-g-3l= & clon 3HA 9}
T8A X ¥d3 9l 32 Kde) CD8¥ wt-g-3h= & clon
FAE 5IF microbeaddl HIAAA AzxF HIY
v =g Algstol

AL W o2 ZAMSE gl 2T %TE 789433,
%B¥ 103+25, % Null& 108+328, & o g
ZALE ChaoS*V# Baran$4? 9] A3} ol =x]3}go.
o, 2598 £399 FFHLNNY AHAE d
e AEL By

A7} ZAVS % T4+ 440450, T4/T82 1.28+0.
3208 $50o| FZP AU AA = %T45147.
5, %T8 16+59, T4/T8 3.199} vimg o] 42§
o] Holxu gler, OKTAIES ¢ clon FAE o]
43l B FAAE HAF AHRDES® 9
A, & %T4 4361450, % T8 15.8-26.3, T4/T8 1.70-
1973} leu AgGel & clone ZAE o| &3l 3

AW B AR ZARE DR AA = %T4460%7.
5 %T8 265161, %T4/T8 1.8+ 0.6% HZLE dof,
AAre) JAo] %T8L A, T4/T8L A Yehtn
Ak ol e B AHAre] wio] FREn S
o} &3 FU1HQ PAlBR Be Fo] AEE F
A 2 FAAA A% ggody A4,
£F 0HE UTE TSAZE 29% A5 £
AP% gledzgn Bt o9 AL dAH= &
AZEANRSLE T 7148 247 vk Asg
3 Ats€th

2 FRAE IR THAE 3 1 o133 B
AFe) B i AFE B9, AP U759
Ast2A abs T, %Tsh %T4e) #H2, %189 F7t
3.8 T4/T8S) ZA4g BITOLR0F S gl o1}, o)}
A 2ate Qi) Axe AL ATHRE
SFEol A %T4L T4/T80) TA2DAT % T8 F7}
so] 4593 AFWe Bust AR eh, 7k
F@EAFAME BT FARE A B &
Ao gt o)de Aol TxPAe THAE R
71 ol BA X o) e gEAle) 104 Fo)A g
W3l gle-S MBSl 2y TAR 53
cytotoxic THE(T8) BAXEE ZJ3Ad Wl
ZF5o ARG L Frsler, THE 22 20199
Hal7h ot 3dPg s, GEAd le FFEdS
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w23 Bolgagl Bol TH RS 44 7153 ¥
37 gictae B 4 fiopd ddE, 294Re
ZAARRG RN, AF T Yo vlsl I YAyl
W) oFat ALY, FUMEANA Bujsle AGEHA
o3 1 F¥PAe] HHEHA Y Aol WY
59 ol4e] glolx g4 F& AP LA
te Ais Y.

BRAAN 2 & P1Ee2 438 F1XE
Holue 3% &, 2 BTN %T4<34.09
FA7} 59-239%, %T8>456% #4471 88-200%,
T4/T8<0.64% FA7} 83-200% ol UL, 0|2} Awt
He 495 ggto s 3R E g2 uls
By 2o s o ARG o1FH S o
Bare] Gerdels o)A e, Agaw, A ey
4 F&5e 4%, GAXFIS AolRE e XY
% stagings S LAY F AT, DellonF?, A%
2 w39 Bone®', Young$'We] Bio] Jsd
9}9] stagingel ABP wet THE7 FA@vin
311, Edelman5"& ©7] G8A oA o gAdel 9]
Hgow Wdo] Al Ao B AU 2
Y, OritaS®3} FHP & staging| wE ¥H3le
Qo sgen, Axel ZAJAE Holo] wE
TAZ 2 2 o}y BAE #le 33 & ¢
A

NullM¥E THEIE E8 BAX E89EXAE 7}
AR Y AXTEA, Axle] FrAPor: Te5EH
e & IgG, IgA, [gM Al ¥ A2 2R de
7ANA e X HFErL o] YFo) &3 A
oy AA4HMAE, LAK A¥, ADCC oA Z7}
g3 A e, 1 AAd dEMe otFx @ds
T s A gt AAAHALE A A FE Rl
zujokd BHAE, o &4 K562 WEHGA
ZE AL F e, o] AXe AN ¥ExE
F2 dxEdd gun 93, 4943, g 2 FF
Sz EAftn 3, e FAdHEE
leu7 ¥AAEE g3 k. LAKMEE interleu-
kin-2%5 2] lymphokined] =& A]7|H H¥E3 580l
A7te AZ2A, JEAF 999 GdNEE T3
o, AA§ FAET gD JAARXE FEHEA
gecin o WREy A% LAKAEE T 22
BAE EAAE 7I1XA @ Leu 19 F4ME=
A glorh, 242 CD3 YAMEE Uk gt
ADCC WA EE Fc AEFEA7} FYAT ¥
g g4 Fo 399 agsted AXEHE o7l

e AEz giA e, lectin' F, concanavalin
A E& PHAS 2§ 242 E §314) 7= lectin-
dependant cellular cytotoxicity “iZHAEE QlTta
t}q_ldi).

AE25 Zarlings® & 97 gtol A, Balchs
B3} Vose5H& iAol A, LukowskaF®& ¢4
FgolAN Tursz52& Y}Fo A 2tz 2A4sHA
¥ 49 742E BuYt) Koyama$¥® & 948
AE ez, 75V F GBAE e o
2¥¢ LAK BA=7 34AdE dads B
3193 ar, Itoh B0 hghzle] 3ol LAK Al X £ 318
AAFADR sgen, GrimmEP S A X7 LAK
A4e dAgdn gt SibitTPe FEAE
Aoy} Qe A¢ AQA4s AX ggRY op=
intrferon X &0 g ¥k = A Aot R
Aath. AR FApAE EE GAFNA abs
Null# %Nullel #9218 Z48 BYH 53] Mg
73 7hhEo) A FEEst g ok, nulld (R A Al
¥9 LAKA X))o disiMEs & clon A& ol &8
Arke AAEHA R9k3 1 @R oiF AR
BtA @ten 2, null MESY HA7E el e
g 4272 F7EQRA £ null MEY 7)FH
el #Ed £33 #H2AAE ¢ &£ At
Nulld ¥4 2 FA4 = fg A= lymphokineof
e A3e tiio] Yol U sFwolse] o
7t A g9 ZRdA FasA FriE Ue
g & ol thE ZAl} F7tEojo} Frla A}
29O

2 o

Z}% 43t 16278 (el 11% EH), & AFH
B9} 477, wigk 51 (Aol 20 X)), A=} 51,
7, A1 43 (o) 78 X ) ® didt 9%
(RAojt 29 E3)-& iAo s, A=y (Quanti-
gen: Bio-Rad, nj=3)e 2 waxyde THES 1
o}¥, BAE % null AIXE 233lw 1 FXA4FS
AU ET 499 vudo gy FE AAE
At

Aoz 2xEYY A5 i BEE
(Mean+SD) & TH %7} 789+3.3(%), BA X7} 103
+25(%), null 7} 10.8+3.2(%), T47} 44.0+5.0
(%), T8¢] 35.6+5.0(%)°IUx T4/T8L 1.28+0.32
ok wehA, HYn =y FAAHQ FAXR T
MEE 723-855%, BAEE 53-153%, nullAEE
44-172%, T4+= 34.0-54.0% , T82 25.6-45.6%, T4/T8
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99, TAE, BAE, T4 € T8HEFE BE
ST A AR 7 & F7he] A%E A
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= Abstract=

Subpopulations of Peripheral Blood
Lymphocytes in Cancer Patients

Jae Ryong Kim, MD; Dong Seok Jeon, MD; Hyo Jin Chun, MD

Department of Clinical Pathology, Keimyung University
School of Medicine, Teagu, Korea

Peripheral blood from 162 patients with cancers of cervics, lung, esophagus, liver, stomach and colon, of
whom 11 were metastatic, in compare with 44 normal control, was examined the lymphocyte subpopulations
by immunobead method using Quantigen assay kit(Bio-rad, U.S. A.).

In normat control, the proportions of T, B, null, T4 and T8 cells (%T, %B, %Null, %T4 and %T8) in peripheral
blood lymphocytes were 78.9+ 3.3(%), 10.3% 2.5(%), 10.8+ 3.2(%), 44.0t+ 5.0(%) and 35.6+ 5.0(%), respectively,
and the T4/T8 ratios were 1.28 0.32, Then, we decided our laboratorie’s own normal reference values (mean+
2SD) of peripheral blood lymphocyte subpopulations as following: %T as 72.3-85.5, %B as 5.3-15.3, %Null
as 44-154, % T4 as 35.0-54.0, %T8 as 25.6-45.6, and T4/T8 ratio as 0.64-1.92.

Absolute counts(/mm?® of lymphocyte, T, B, T4 and T8 cells, and %T were increased in all cancer groups.
%B was increased only in cervical cancer group.

%Null and alsolute counts of null cells were significantly decreased in all cancer group, especially in hepatoma
and metastaic cancer group. Patients with below normal reference value of %Null were 25.5-80.0% in each
cancer group and 54.5% in metastatic cancer group, but absent in control group.

The increase of T4/T8 ratioc and %T4 and the decrease of %T8 was significant in cervical cancer group,
and the tendecy of which was noted in esophageal cancer group. Patients with below normal reference value
of T4/T8 ratio were 8.3-20.0% in each cancer group, but absent in metastatic cancer and control group. Patients
with below nermal reference value of %T3 were 5.9-23.9% in each cancer group and 2.3% in control group,
but absent in metastatic cancer. Patients with below normal reference value of %T8 were 8.8-20.0% in each
cancer group and 2.3% in control group, but absent in metastatic cancer group.

Key Words: Cancer, Lymphocyte subpopulations, Peripheral blood



