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FATET oM FAHUAY BAS BRI
AR A~(alcohol dehydrogenase)ol]l 2|5l Fulrl =W, dHL-2&
cofactord] nicotinamide adenine dinucleotide (NAD)Z ©]4%:%] o]
acetaldehyde® =Xt} dubHo 2 4385 HHAH F <F
10% vk dAAES AAA] @1 bl &, 41, 3§ 28
S B3t wiEE, Ul 2ol dEg gad Ea 4

= 23 |-

3} Al2we) o3 B3] wigdth4). 22y A FHFE
Alelle AW £40] S7HE0] 4 A = ole] diAl BAE
Al acetaldehydest 4x9] A3 AQ1 2Hgoll oJsfir Aol fat
= o]Zth4,12,23).

FRFEEA) digh I o g2E YESHA WY, A
8N, 71Eh ThAE Q) e 2Jste] gE 0Tk, 12). AE
8tY WHogE ¥Y, gamma glutamyl transferase (y-GTP),
alanine aminotransferase (ALT), aspartate aminotransferase (AST)
4 2 & 99, 84 9id AV & SaHE
(TC), triglyceride (TG), A& H-&H(MCV) 5°] o] &5 oiA]
3 JTK(1,6,10,23).
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9gk 98 Wol B}AS Yo ANEPTE APFE F S ¢
A F 1 7Y o9 & AFAroR Y, AL F 2 F
o o)A RS AV|FATFeE APATt HE T (non-
alcoholism)> F&=} FAN BAgE o|3febz] Hate} [ & Fof
g WS e 7% S tde g it

=F
B A3 A8 e A3 9 A 2 WyES
AN B 2 Swphylococcus aureus Cowan 1 TFE A}

33t

| R 717

FAIE Z47]= FACScan flow cytometry (Becton Dickinson
Co., Cockeysville, USAYE ARSSIH T, AEE 35l7] 95t
cell harvester (Flow Lab., USA)YE o]-&3lgom, uhibyd 594
2E 243}7) 98 Bscintillation counters= TRI-CARBR 4000
(Packard, USA)YE ©]-83} counts per minutes (cpm) D E
Ade A8 83 &id H7]9FolE Cliniscan- 2
(Helena, USA), A5 HEA 7= Sysmax-NE 8000 (DOA,
Japan), A5 A8}t E47]= biochemical auto analyzer Au
5200 (Olympus, Tokyo, Japan)S- ©]-83}St}. Phagocytic-plaque
Fd AEe 228 3K Roskide, Denmark), 96-well U-
plate (Coming Co., USA)E, cell harvester® A=
microfiltration paper (Titerket™, USAYE., A7]95l cellulose
acetate plate (Titan III plate, HelenayS A&-5}3T}-

Alef

o5 widE ®iA= Brain Heart Infusion (BHI, Difco,
Detroit, USA) HEZ o}¥ o ARSHE AJek simultest kit
= F T- AE A= simultest antiLeu 4 fluorescence
isothiocyanate (FITC, CD3)9} anti-Leu 12 phycoerythrin (PE,
CD19), &ML THES QA 33 T AE Hol= simultest
anti-Leu 3 FITC (CD4)$} anti-Leu 8a PE (CD8)E A}-&-(Becton
Dickinson Co.) StAt}. @Z3 A= Aol Roswell Park Me-
morial Institute medium 1640 (RPMI 1640, Gibco, Gaithers-
berg, USA), Fetal Bovine Serum (FBS, Gibco), Ficoll-Hypaque
(F-H, Pharmacia, Uppsala, Sweden), 0.4% Trypan blue (Gibco),
PHA-M type (Gibco), Methyl-’H] thymidine (250 ci/mmol
Amersham, Piscataway, USA), Scintillation fluide (Insta-get™,
Parkard)E ©]-§3t3ch FH @A Hr|FFl= Cellulose
acetate plate §4 A9k 2= Ponceau-S (Helena) 5-2 AFS-3F
th A AR, Astet B4 AFEA7] WE AlRS o
83ttt

8 871 phagocytic-plaque 438 Al g
£ AFolX NHF phagocytic-plaque BAH AP S
aureus Cowan 1 T5-5 BHI 2 HojAoA 37°C, 5% CO,
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k7oA 15 A)IZE F<F wigEiAT). S aureus Cowan 1 o5
& 100°ColA T8-S AR T Al vt AagE 1x10°
CFU/mIZ 2738tk 22 ids BagAlel 75 574 2ml
5 FHAA Aol 1 AIZE 5 WAEA 7] s 3
QAT 1 ool e AE 7o whEo) waHR] oF
T2 AF BRAL 2ASHA AASECE 8 92 (300 unitmil)
o2 AP AANY oF 1.5mE Bl 718 T 37°C, 30 ¥
I A A i F Al AdgE gdE AAT O
AEZAA e E 3437, HFEHO0Z Giemsa FAEL 3l
FHnjA.oZ A7 (X 100y8F52TH16,20,21).

FME E47|& ol 28t Yx8 o] Zu7 o A

slodod Aed xPq] Fubyt olH & AN Yt
o simultest kitQ] BE2 FAE AMSIHTE £ THES £ B
AFEE CD3, CD195 AHS-3SHITE Z2/A 8 THES}L A/
THIEE CD4%t CD8E ¢ 834ttt da31E 47 93h9
Simultest Leucogate™-& AM3IY. EE ZAA= B4
isotypic negative control (Simultest control}2 7 AR&-3}H T}
ol W FPYL FITC T PE/} H&9 W38 T4 204
& A2A 15 8 5% AT 48T L8NS 2mis H
7R & EFEA A2 aelM 10 B3 A8 o3
300} gollA 5 B7F AARRS AR T AFAE wEa, oA
2-3mi¥] phosphate buffered saline (PBS, pH 7.4y %3, 250X
gollM 5 B3 AAAHAE AAst AE AL AAY & FA] #
AZ FX4712 Hq3tAt

Phytohemagglutinin Xt= Al&

1. Ficoll - Hypaque =+ £2|

oo M| ZABA 20 kS T2 RPMI 16400.8 3]
Ml d=dd o R REetHri19,20). SN FAS
400X goll A 30 B3t A4RAE A7l tg 343 F-H Alolg]
FELEE Pasteur pipetteZ AFH3A 15m A1EH) 24 2
2 & RPMI 164002 AEE & F-5 AFTE 800xgolA 10
7 AAAAE AAE F 5% FBS RPMI 164081 X2 A48}
Ron FU 23S 33 WHEIIITE HE AE FR/Y 5501
1X 10%cellsmlZ} 52 dFHoH, AEY YZF HAr= 04%
trypan blues AHE-&te] S35},

2. Methy-[*H] thymidine uptake A| &

Aol aelF AE FAE Ao AF AF AALS A
24T A 23 ETAE 200 w 96-well U-plateci] 2t
Z} 12 welldll 53 ol 13H3 7.9900) = PHAS 371
714 @11, 463 10-1299]= PHAS 3718t 37°C, 5%
CO, BiF71A 72 A7 Bt vt MEE 5317 16-
18 A2t Aol methyl-’H] thymidine 1 uCi/10 w2 A7}slar, A
L cell harvesterdll 93l M E 348 AR E AMEsl] 3]
sttt 7= 8 AFAIZ o2l polyethylene vialell £7]1L
insta-gel*" & 10 miA A7134A, fcounter® cpmrd S33HATH
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HAYCOHHE MI|HS BE

Cellulose acetate plateS ©]-8-3F H7|%95-& -8l 20 &
B9 BB WE e, H7] 95E B 420 Bl
100 mP A3, B3LE 10 ws FHIF O 7] dFdel &
7t FAQE cellulose acetate plateS 7AHo] AFHRE o]-£3)4
F715 AASL, 8HE FE83] 239 F Ho =¥y o
BE EXAR HFE TR o] S Zog oFIEE
X =X HRE A7) e SHEUY 1Ys TFI}
3180 VoltZ 15 & B}t V1B e FFe] dEHY
Ponceau-S @R 02 6 3F GA T 5% 24ko 2 gL
YA BRE Hee gl 9o} DAY The, FRSAR
5 B A7 & 56-60°Coll A AZAIA Cliniscan-2& ©]-4-31]
g 520 mol A FREE S8l 1 BHES BEEE veh)
ATHS).

< 2t
FHESEIXIe] ME g dEH EX
FATEEAE 98 B F SR 95 H(96.9%)°)103L, SA=

3 H(3.1%)°1e.H, NEATL 50 H(51.0%) = A} 3 Ho.

Table 1. Sex distribution of alcoholics
unit: person (%)

New patients  Old patients Total(%)

Male 47 48 95(96.9)
Female 3 - 3(3.1)
Total 50(51.1) 48(49.0) 98(100)

Table 2. The age at hospitalization, age started to drinking and
duration of drinking
unit : person (%)

Age Age at Age started Duration of
(years)  hospitalization  to drinking drinking(%o)
10-14 5(5.1D) 4(4.1)
15-19 41(41.8) 13(13.3)
20-24 33(33.7) 16(16.3)
25-29 5(5.1) 13(13.3) 30(30.6)
30-34 9(9.2) 2(2.0) 16(16.3)
35-39 20(20.4) 1(1.2) 14(14.3)
40-44 29(29.6) 1(1.2) 4(4.1)
45-49 12(12.2) 1(1.0)
50-54 14(14.3)

55-59 5(5.1)

60-64 2(2.0)

65-69 2(2.0) 1(1.2)

Other 1(1.2)

Total 98(100) 98(100) 98(100)

Staphylococcus aureuss ©-83F THFTZZEA WHT O] Phagocytic Plaque 898 207

2 ZAME AL, AASARE O B B 48 ©H(49.0%)°] B3l
HTable 1). A& YYA] 4% EXE Table 28} 2o, 713
e AYTL 2529 AR 5.1%S ARsIPeH, 7P e A
HITL 6569 A7F 2.0%FTt ©|F 4044 AE 29.6%E 713
2okom, 1 ool 35-39 AZ 204%E VERGT SFE
= AASE AE F 7P e 9HE 10-14 AlEA 5.1%010T,
57170 71 Te AHTL 10 AlolA 24 A o]ste] FT
olRem o] A 80.6%F At +F5 e A&
olgf 7172 2529 Ao 30.6%E 7 wQton, A1 #e
3717 10-14 F2Z 4.1%]2™, 20 @ ol X&H AL
HEL 82.6%E XAISIH M (Table 2), ol FAF=ESA] o
FE-& AR5

SolstX A ZDt

o] 7HA] £4 = F A Ho] 7143 B4 = Y
THWBO)SH B8 3 240 588 S43] 943 g4
(Hb)2} F4F5 BAol o)&soix= AT FHEHMCV)S
7%t 2 Z3= Table 29 29Tl & tixre] Ha HEF
TE 772 1.2X10%01.0H, AR A 7.9+54X10%1, F
78R A ME 8.2+£2.4X10%01UTE A0 AL 2T
ol 1512 1.0 gidiel™, NEAFFANAME 13.1+ 14 g/dl, Z7|1BA}
oM 1481 1.9 gdiZ VERSTE HE T P 832 uixT
N 86.4+32 /1, ABAFANNE 97.6+7.0 1, F7)FA} RN M
98.6+ 7.0 fIZ LFERGTHTable 3).

Y CHIE MO g Sate At

=32te] G DY oS otk o) F o] &
& 13N st €4 v WaElE Hr|95A
3l SHYL ZFNME 588+
4.5%, AZATNME 59.8 12.9%0])9, A7 E 59.8
129%°1th. -2 EHL qZTNA 1.5+0.6%, 21, FBAT
AWM= 22} 2.340.9%, 2.5£0.9%2 YeEPton, o 28U
2ol A 9.5+2.1%C1 R, AFAFL 10.0+2.5%, 7|84}
T2 89+34% 22 YEiRth FZREU gR2TE 122+
2.1%, ABAT-E 13.9£3.8%, F7|8AEL 124 33%0]H, ¥
Z2EYL gxFoME 169+28%, A, A7 22}
15.8 5.7%, 15.617.3%= epgon, &3y 2289 0l &
& gizTolA 1.3+£03%0]100H, AFA o= 1.610.8%,
ANGAT-L 1.9+ 1.3% % UERITHTable 4).
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Table 3. Hematologic test results

Group WBC(X109/1) Hb(g/dl) MCV()
Control group 7.7£1.2 15.1£1.0 86.3+£3.2
New patients 7.9+54 13.1+1.4* 97.6+8.6*

Old patients 8.242.4 14.8+1.9* 98.6£7.0*

WBC: white blood cell, Hb: hemoglobin, MCV: mean corpuscular
volume of red cell, *P<0.05.
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Table 4. Serum protein electrophoresis analysis
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unit: %
Group Albumin o -globulin o,-globulin B-globulin ¥globulin AG
Control group 58.8+4.5 1.5+0.6 9.542.1 12.242.1 16.9+2.8 1.3+0.3
New patients 58.4+9.9 2.3+0.9* 10.0£2.5*% 13.9+3.8 15.8+5.7 1.6+1.8*
Old patients 59.814+2.9 2.5+0.9 8.9+34 124433 15.6+7.3 1.3%1.3
A/G: albumin/globulin ratio, *P<0.05.
Table 5. Flow cytometric analysis of cell surface markers
Subtypes (%)
Group
CD3 CD19 CD4 CD8 CD4/CDS8
Control group 69.949.2 16.2+4.1 41.949.9 3574738 1.3+0.5
New patients 63.91+£3.0% 10.4+6.0* 42.349.9* 30.9+9.3* 1.6+0.8*
Old patients 64.8+8.2 15.616.1 38.246.7 30.4+6.6 1.4+0.5*

*P<0.05.

Table 6. In vitro proliferative responses to the mitogen PHA on T-
lymphocytes

Group Phytohemagglutinin (cpm)
Control group 29.91+4.5
New patients 19.4+8.5%
Old patients 20.31+5.9*
*P<0.05.
=T ofd A4 AU

wz Pollo] YT o}3S CD3, CDI19, CD4, CDSY T, B
ME &S A 3 A AA THECDI)w 2T 69.9
+ 9.2%0]d, AT ME 63.9 13.0%, F71EATAME
64.8% 6.6%°|ATE CD199] A BAZE ool 16.2+
4.1%, ANEALE, A7BATE 42 10.4£6.0%, 15.616.1%2
2 UERGT CD4ME ETE 41.9£9.9%, A8 423
+9.9%, A7BAT 38.2+6.7%C|Q 3, CD§NN= YT
36.7+7.8%, ABRLE, A7 BRI 242 30.9+9.3%, 304+
6.6%2.2 UEFGTH CD4/CD8Y] H]&-& tiZETolA 13+
0.5%, NFAFAME 1.620.8%, F7|1BATE 1.410.5%=
WEN T Table 5).

Phytohemagglutinin A| & Z 3}

FAo] Aol ZHsHA =\ A 71A] o] AgEo]
st 50 olE Wk 39| 3l FAFEA Wl thated]
ozt dojuA At wheba mlo]Exlol e T-HZ79] 84
2 AEA AYES AR R3] Y8t PHAE AHSs)
Ach PHAANEA ZHzhe] AlE 28 99.8%0108, A1F
A, R 2991145 cpmo| AT, AFATL 194485
cpm, Z71ARE-L 20.3415.9 cpmE LFERSTHTable 6).

FHZE &K WEH 0l CH B phagocytic plaque| S4

Fig. 1. Phagocytic-plaques by formed by leukocytes from a healthy
blood donor. Dark dot-like bodies (arrow A) were seen on large
phagocytic plaques; B marks represent bacterial thin monolayers; C
marks present nonphagocytic leukocytes; D marks show elongated
plaques, indicating active motility and phagocytes formed by
leukocytes; This photograph shows large numbers of phagocytic-
plaques formed by heat killed parental Staphylococcus aureus Cowan
I strain; magnification x100.

Fig. 1, 2, 339 mlAlgh 2 JEL G457 &2 AldsE
oltf, B Mo 2 HolE ¥l FIhe AFaHg oajx] B4=
W2 2 phagocytic plaque”t B E EFo|th Phagocytic
plaquet H4E WF] 7PEAte]e] & v R 243 9
Foltk. mlAIg 22 HE &l HluA 2 WES HTE sHA
go wigFolt). tiET Fig 19] BAE plaqued] Fui= HE
T 1A% e mate] of 2.3 v 7HF WA AEHIACH,
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F IRt
formed by
leukocytes from newly hospitalized alcoholic; magnification x100.
This picture shows decreased plaques formed by leukocytes as
compared to normal healthy donors (Fig. 1) and phagocytized areas of
plaques with round and small shapes (arrow, <z) indicate low
phagocytic activity but show strange bodies and chain shaped
phagocytic-plaques (arrow, ¢m).

2 : S @2 yan i .
Fig. 3. Phagocytic-plaques on Staphylococcal monolayer formed by
leukocytes from an old hospital alcoholics ; magnification X100, This
picture shows large size of phagocytic-plaques (¢2 =) formed by
leukocytes; also show poor phagocytized areas on the bacterial thin
layers with small and round shapes (m ).

A A gAlol B Te] sl AlEY, stranged & el #
R R okt AgARFolME Fig. 204 VERE AT} o) o
F-Eo] A WET] el Hee] HlshA] A g F o] HF o)
AA A=A phagocytic plaque FFE o] TS AT} =T
plaque®] FAOA WHAY} AREEA, strangeF WS olFT 3]

Staphylococcus aureusE 0183+ FASESAL W3] Phagocytic Plaque FAH 209

v EFEo] BEHoM, Adg o WE7) phagoceytic
plaque FHA REZ Boj== HArEo] HEEATHEg. 2).

A718ARE N A= phagocytic plaqued] S48 o8] 7)o Wy
T7F AthE plaque® FASIIT B3 WHITE plaque FH
o 2ol = FEE Ho) F1 gtk Fig 304 Ve AL
AArA T WE Sl AAereko dd s BAst
7} St

Phagocytic plaque 8A13 A& 21}

2E ZAAE 1008 HEN=A Fd3 AR Yehd A
A AN A AHE Adete] BEgE T Zhete)
AR suf Atele] @3} FE AT 10% oE AlATEHAT
272 phagocytic plaque FFEHL 25.1%0)U0H, NBAT
ANAME 17.0%, F718AFAAE 20.2%Z VJEFGT} Phagocy-
tic plaque Y Aol A ABAT A7) BARE Alole] &
o2 Aoy, AT HT F718AREN M plaque A EH
2 Hud & RoE Yeigon, dzgd Histe 4, 7]
BATES BT @E 08 eyt WET 1 e B
21712189 plaque A HE2 UIRFINA 21%S 591,
ARARL M= 10.6%, B718AZAME 10.8%F B3
(Table 7).

FHEEEX0M e o] MEE Q! phagocytic plaque 3

213t phagocytic-plaque B4 1 FEE strangeB T AFEH
o] F7HA] ezt e 2 A4 o] $HR HEle BT
BEEA GRN, AFAFAME AHEFHo] 18 W, strange
plaque®©] 22 B o FHHF O™, A7|BAFA e AR o)
21 ¥, strange plaque¥ ©) 8 Ho 2 FEFATH Table 8).

Table 7. A percentages of phagocytic plaque formation

unit: %
Group Phagocytic plaque one W]?)(ligil:gocytlc
Control group 25.1£12.9 21.7£13.2
New patients 17.0+£7.9* 10.7+4.3*
Old patients 20.2+9.5* 10.9+2.8
*P<0.05.

Table 8. Formation of strange body
unit: No. of case

Group Strange (=)  Strange (+) Strange (+2)
Control group 32 - -
New patients 7 18 22

Old patients 19 21 8

Srange (—): Absence of unusual plaques, Strange (+): Presence of
unusual plaques, Strange (+2): Showed large numbers of unusual bod-
es.
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FAFESL] Jeells AEEH 3, A W, 7E
tha Al Wy 5o] dem(3), AP3H2), Salaspuro 5(20)2] &
7 HGd &3], pGTP, AST, ALT 5= BE3zog 7HAE 4
Algte] 40 st Rdetarat she 39 77%7t Jdo] 7t
St stk £ AtelA 84 A Hr] 44 ol
Z, A71BAE 22 7.5+0.9 mg/dl, 7.6+0.5 mg/diEA F2)3
ol glovt, ABATANMNE 69407 mgldiEM FsHHTE
B, Z4zke] A FREYS AT g2l 23
Aolg Hyon, ol BEF F(NY AFet YX|5HATHTable
6). 38 FAZTHEA MY MCVR|9] F7HEE Erhal Ba
3R LH(15), B A7olA FAFEERS Mcve A3 97.6
+8.6/, AVIEAT 98.6+£7.0/, HELL 863132/ Al
A718ATAN ] MCVA| 9] F719) 213ATo| M e ¢GTP,
MCVE ol§3le 5SS AdS & & vk Bugk 44
8}, Salaspuro 520y AXFHIL, T3 FAHL 7HV]T9 Aol
frole AREAZE Aok B g Chalmers SO E 48}
StH(Table 3). T4 I8l w2 AW, AEY HIREE-
T 2L o7 7HA " 759 ool 2HEe & oA
AFFECIH(9), XA AERkE S EF g9xT &7 A
ZalY 9H8-& o83t PHAH A FAFEER] AU |
A A AEE Lol r] 5t SHNE A 2T 299+
14.2 cpm, F718A 2034159 cpm, 12|51 AARTE 19.4%
8.5 cpmO.EA R, 7|8 F A8 £o7 Wte
o, olg Fo| e WY JAAZHA 83kl PHA,
concanavaline-A, CD3 5-of thdl T-@ZFe] 2.8 AA3ic}
31 B33 Kaplan S(14)e] A7} YRS T-helperd] E&
ROl 41.94£9.9%, ABAT 42.3+9.9%, 123 &7|3A}
T 38216 7%EA FIEo| SHE T-BXF¢] PHAC g
mitogenesis A Z 0.2 7h4dhit T-helperdl E= R-2l3HA
ZFETiE g Wason 5(24)9] 2ol 4ASIHct. oH T-
suppressord| & tZTol| A 357178, A1, A7|@AFd e 2
Z}F 30.919.3%, 30.4+6.6%Z M (Table 5), ¥IL UAle] =7]
IAHER] acetaldehydedl] 2]8}ed T-suppressor AF2] 50%7} <
AEthal H 13 Prabhhala®} Watson (18)2] A3el UAFsIH i,
Z T-Y=Z 79 T-suppressor ME9 WEEL A%t 3
Watson 5-(24)9] 2ot X3 F85=584] phagocytic-
plaque BAHE dIZTFolA 25.1412.9%, AEEAlT 17.04:7.9%,
ANBAEL 202+9.5%2H 2T Hlste AFAFE §-2|
Al JAE o] A om, AR}l vlste A78Rle] A4
22 t}h YIth(Table 8). I3t phagocytic-plaques B4 )
Y3 AE F $Ne] e AFHEE dE2F 21.7£132%, 3l
AT 10.7£4.9%, A71BAES 10.9+£2.8%2H AP 4,
AL FETO| 2Tl vlsty dASA AshE U,
ol gRLe FHOZ 3l TAIXES] PHAO thgh nle]EA)
YAl Ae A2 2143ts Watson T(24)8] 2o}l A3y
T, 3} T-helpert| X2 ETAAE 41.9 9.9%, AT 423

w24 N
i H
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+9.9%, A7|8ATol A 38216 7%EMN =EH T-helperd| E=
Frolstd E713tka Hadk Watson 5(24)2] 2ol AX3HA
om, B Ao 7] BATANNE F T-BEF7F 243
31(Table 6), Prabhhala®} Watson(18)2 T-suppressort| ¥ &2
£ tirte] AL tAFER acetaldehydeol) 213k 50% A ETH
I slgey, B A9 AFe thE2FolA 357+7.8%, A,
718 AN Z42E 30.9419.3%, 304£6.6%AA A AT
(Table 6). & T YZF, T-suppressord|E2] WIE3-0 7143},
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ABSTRACT: A Characteristics of Phagocytic Plaque on Staphylococcus aureus Layer Formed by Leu-
kocytes of the Alcoholics
Hee Kyung Seong, Byoung Bae Seo', and Yong Ho Kim* (Department of Clinical pathology,
Sanggye Paik Hospital, Inje University, Seoul 139-707, Korea. 'Department of Clinical pathol-
ogy, Busan Paik Hospital, Busan 614-735, Korea, “Department of Medical laboratory science,
Inje University, Kimhae 621-749, Korea)

This study was conducted to develop a method for direct determination of phagocytic activities in human cir-
culatic systems and to measure the phagocytic activities in human leukocytes from the alcoholics, since phago-
cytic activity was considered to be very important in human immune mechanism at early stage for the health
care of the alcoholics. The subjects for this study were 130 among which 95 males and 3 females were diag-
nosed as alcoholism and 32 was healthy blood donors. A thin layer of heat-killed Staphylococcus aureus Cowan
I was placed on a plastic dish and reacted with whole blood to measure the phagocytic plaque formation by
human leukocytes. In order to determine the health conditions of the subjects, some clinical laboratory tests,
such as white blood cell counts, hemoglobin contents (Hgb), mean corpuscular volume of red blood cells
(MCV), serum electrophoresis, B and T-lymphocytes, T-lymphocyte subtypes and phytohemagglutination test
were also implemented. Compared to the non-alcoholism, new and old alcoholic inpatients showed statistically
significant differences on levels of Hgb and MCV (p<0.05), but showed that T and B-lymphocyte numbers
decreased and Helper T cell/Suppressor T cell ratio (1.6+0.8%) increased. Compared to non-alcoholism, phago-
cytic plaque activities of leukocytes from alcoholic patients decreased significantly and an unusual pattern in
phagocytic plaque was observed, showing a strange body and chain shaped phagocytosis. Based upon these
results, it is concluded that a phagocytic-plaques of Staphylococcus aureus Cowan 1 by leukocytes was very
simple and useful method for the early immunological determination of phagocytic activities in alcoholic
patients without requiring any special equipments.



