5 ﬁ%:%@(ADP)EE&%‘@@ﬁEm
MR YRS (Iysosome) ZEHMHEEE (or-
. ganelles) 3 ° 2 A PSRRI > /MR E
. s ADP HuEfUg R - {2 ADP Z AL
| R SRR TR BRI B
| ROAE A 2 BRI 1 SR IMI
B %I 1 % t ADP 2| % & & X FE (aggrega-
| tion) » MR BHRASHEIFA » AT
:‘ T K- AR AR TR © HA
| ADP 7RI ZARAURRBAL RIS - (BE
'; g = VR A S 2 BRSO o R
“' PIEEME; ADP 2 ki3 /MR & 1A
ZWVE S B IS (thrombin) » B _EARS% (epine-
1 phrine) f1 5-¥% 4 % (5-hydroxytryptamine)
e e TE8B OV R 2 B A BRRAERTS » B
- EERERY JERE SRR R0 - SRR MTE
. & %02, {1 % fi1 B % (vasopressin) *¥ ~ #E

| AR RRDH
| BRIt EAATEARE
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LESLE BHAE

A = B RS I ZE M R ED A 5 | R I A
m/REABH—HIRE

3 AR

wm OB

Ar s — (18 P ZE M ER A (chronic obstructive pulmonary dis-
ease, COPD) A ERMESL B R e B AR 2 R MR AR
BiME—E 2R ERES (aggregate) Elfk ° B BRIk Bk B
4Hff (megakaryocyte) RF 2 MEREEE BRI MIER © Rt HE > ATRERR
BEREHE B e B3 (L B G B I FE— L RS I 1 PRI A< B KL ER
flas N EBZIA - £ [ 48 & B O EF — B4 ER (adenosine diphosphate,
ADP) » ﬁD%ﬂD%@%WEﬂiﬁZHﬂd%ﬁﬁ%%ﬁﬁﬁ?& °

£, BA S ESY) (polymerizing  fibrin
monomers) (14 » fE ¥ M0 BR & % #
(phytohemagglutinin) AOFEEA RO 0 I
%Fﬁ%%@ﬁ"ﬁ%lﬂZ‘Eﬁﬁﬁ%ﬁ%%ﬂﬁﬁ
(COPD) » EL{4E — B REYUIE » DL 52T/ N ]
EALERIR » EORt EIREER B HOSRE [:4
REARERE o

RBIEE

Bt —REAK » EERTES
s A RE 75 £ TR TH>
77461 B 11 B~77 4 6 B 20 BERB BT
k. COPD AR » E R X LR E R A LR
B DRIEAR 7T 8 A 12 HXHE 5
EEEE ~ E AR RS F B RE
e AR o PR IMEE 140/90 ~ LBE 78~ B

1




R

1 EKGHE % (VsZRi>27 mm » V,_ BEZSTH) °

% M 2a I/MREHEERES B (100 X) ° 2b /MR EREEHRE S EEE (100 X) ©
“ |
V‘E“E

3 ez B RS il (100 X) © 4 B ENMRERAEEREE °
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%1 E#E=H 2 CBCHREfEHLE

o B |98 13/8 14/8
Hb 9.5 10.7 10.2
RBC 455 471 473
Ht 34.7 35.8 35.0
WBC 16.8 11.6 10.1
% Neutropil 89 85 74
9% Lymphocyte 8 11 16
9% Monocyte 3 4 6
94 Eosinophil 0 0 4
MCV 76 76 74
Platelet 143 111 126

37.2C X N2 X BB R KA TR
% LEEZESLLCEEAELD ViZ R
WAH 27 mm > Ve-VOEREEZ ST B ° L
WREAER BT K 3.4 8D Cl120 gt H
EETEYR o RISHTIER B AT BRI
R B o MFRE S EBEERR 4x(—)
BHRIEE ~ BEMDUHE (heterophil antibody)
SRR K ST Bk VSRS 83/198 FHE
%{E - CBC & =H (12/8 » 13/8> 14/8) ZIfl
% 9.5~ 10.7~10.2 ERAMARRE - 510
BRES 16.8 x 103/mm?®~11.6 x 103/mm?®~10.1
x 103/mm T EEERE 89% ~ 85% ~ 749 15+
R B (R 1) o ME—ERIIR=HZ
L P 11V 5 A A (DL S 5 BB A ([
2a°2b) MM/IMRESR 143 x 103~111 x 103>
126 x 1051 F L IE# D £ (£ 1) o BHEEH

. ERBEY > Eh megakaryocytic series [l

Bz B (8 3) i E 2 RAE S B IER (8
4) » M/E Z HIRBSIEH o &R 2z 6
% > BT R » # COPD fE(R B Wi
% » (BB IE BB o HibtE R
B— iR A I MR STEIE > DIPERRT L
P R R A R E R S R EWRE
HEBRE RIS MBS B R SRR IERRE
To

181 B ZE R 5 | RS/ M SR £ B R

anjl
e=s
-4

(TR ER R I 2 COPD Bl 35
s R EAR [ FR G NI 2 (/MK AR R -
B o ERESFEEASE BT R
RERRY » (FRME 2RI AR HE o XN
X REEE - RIS AL ILER T
st ADP > EBIEM R 2 A
JINKR > 37 20T B R A T /IR £ & iR (primary
platelet aggregate) ’ R XGHREETZ
ADP ¢ & — & If /N 1R 8 & 7K (secondary
platelet aggregate) oAz M/ IMT BARZ >
BRI - SREF A AR A /MR SR
fe% > HEBORLE NEEREEEHOE
R/ ZE (platelet plug) » ATABLEYZ
/MR R % o BN REEREERET o
EDTA f71E Al I M/ £ &47 » 1965 4F
Silver Fe @& fEIAERILT » tE45 ADP 12
Sy 7R 3 AR A I MR & > 18
RekEAEMmEE LY A2 FRR L AR R
EDTA R » {BEM 7 R /MR SRR
RS E M o R B B ERAT i i
GRS RV IR > FRUACKA M/ MR
& ik (aggregate form) 2 1% R E B b PR 3R
B o BESR A BIG (S MRS 2. CBC fifl > Btk
Wt R LS % R SR B ERE RIS R
R ERE o (ESORk EMER S EEL G EARTH
I IR R AR EAH R o 2B Rl
38 %% [f1 & (thrombin) ~ B L B 3 (epine-
phrine) 1 5-¥% 4 i (5-hydroxytryptamine)
T@E | REes I MR E A IR Z TR o (EABIZ
BEREESIP B LR EEE.]
ng/ml > BHEEHHER 5- ¥ AR E (2
SE Y FERAE T R MR AR
L% o MIE 2 » IEREIRD » SHRIGT
T TE % S > RIBGE— 2 AT ER e L o
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One Case Report of Chronic Obstructive Pulmonary 1l
Disease Combined with Secondary Infection Induced |
Platelet Aggregation in Blood Smear [ |

|

CHI_SUNG YEH
i
ABSTRACT ] ‘

A seventy one years old woman, suffered from chromic obstructive pulmonary disease and com- 1l
bined with secondary infection syndrome, developed blood platelet aggregation in peripheral blood ‘
smear. The megarokaryocytic blood cell series were normal in bone marrow. Although she had been i |
received chemical drug therapy during hospitalization, but occult blood reaction was always positive in ‘h
feces. The cause of platelet aggregation might be due to the supply of adenosine diphosphate together ‘
from the injured erythrocytes and tissues, and induced platelet aggregate formation in the blood

. stream. Ik
Key words: Chromic obstructive pulmonary disease, Platelet aggregation, Adenosine diphos-

phate .
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