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The Splenic Platelet Pool

By R. PENNY, M. C. ROZENBERG AND B. G. FmKIN

I T HAS BEEN SUGGESTED that the spleen can play many roles in the
control of platelet kinetics in health and disease. In immune thrombocy-

topenia, it is believed to remove immunologically damaged platelets. In

hyperspienism, thrombocytopenia may result from excessive platelet seques-

tration1-3 or from inhibition of thrombopoiesis,4’5 while in myeloproliferative

disorders the spleen may be the actual site of platelet production. The pos-

sibility that the spleen contains a large pool of platelets which, if enlarged,

may produce thrombocytopenia has received little investigative attention.

The present study was undertaken to ascertain whether such a pool could

exist.

SUBJECTs

Fourteen patients, who underwent splenectomy, were studied (see table 1). The in-
dications for splenectomy included haemolytic anaemia (hereditary and acquired) in

six, idiopathic thrombocytopenic purpura (I.T.P.) in six, extrahepatic portal hypertension

in one and carcinoma of the stomach in one. The preoperative and ultimate platelet

counts are recorded, together with the peak postoperative count where available.

METhODS

Procedure at Time of Splenectorny

In all cases, splenectomy was performed in a similar manner with ligation of the

splenic artery before the vein. Prior to ligation of the artery a sample of peripheral

blood was obtained for a direct platelet count. \Vhen the spleen was removed, 20,000

units of heparin were injected into the arteries and veins and 10 ml. of 1.2 per cent
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2 PENNY, ROZENBERG AND FIRKIN

papaverine were flooded over the surface of the vessels to avoid vasospasm. The spleen

was weighed at this time.

1�’Iethods of Perfusion

The spleen was usually perfused within one half-hour following removal. The arteries

and veins were dissected free of perivascular connective tissue. The method for perfusion

varied with the number of splenic vessels, with their length and their ability to with-

stand the trauma of perfusion. When practical, the splenic arteries were cannulated with

siiconized glass cannulae which were tied firmly into position. Polythene tubing was

connected to these cannulae at one end and a two-way tap at the other, and heparinized

normal saline (20,000 units heparin per 500 ml. saline) was infused into the spleen

manually, using a large syringe. if several vessels were cannulated, each was perfused

in turn. The perfusate issuing from the veins was collected into siliconized glassware

containing additional heparin and 10 per cent K2 EDTA to prevent coagulation or plate-

let aggregation. In one case not recorded, all platelets recovered by perfusion had mac-
roscopically aggregated, and platelet counting was impossible. In two other cases shown

in table 2, some degree of microscopic clumping occurred. As a result, later studies were

performed with immediate platelet counting at the conclusion of perfusion and with the

addition of the collecting glassware of 10,000 units of heparin and 10 cc. of 10 per

cent K2 EDTA to every liter of perfusate. if arterial perfusion was unsatisfactory or

impossible, the splenic veins were cannulated and perfusion performed in a retrograde

fashion, the perfusion being stopped intermittently with splenic distension to allow the

perfusate to run out of the veins. When, either due to tearing or insufficient length of

vessels, these methods were not applicable, a large bore needle (17 G) was introduced in

many sites of the spleen, so that direct pulp perfusion was performed. The perfusion

with heparinized normal saline was continued until the perfusate became obviously clear

of blood and was then changed to heparinized hypertonic (5 per cent) saline in an

attempt to remove any marginated platelets not dislodged with normal saline. The areas

being perfused with hypertonic saline blanched obviously and this allowed observation

that all areas of the spleen were being perfused. Recovery of perfusate from the spleen

was aided by occasional manual compression of spleen. Perfusion was stopped again when

the issuing perfusate appeared clear. The volumes of normal and hypertonic saline were

measured separately and duplicate samples taken for direct platelet counting.

In seven of the subjects, preoperative infusions of Cr51 labeled platelets were given

(see table 4). These were prepared by a modification#{176} of the method of Aas and Gard-

ner.7 In these cases, peripheral blood samples were collected just before splenectomy to

detect radioactivity in circulating platelets. Immediately before perfusion, the spleen was

scanned at a distance of 2 inches (to simulate in vivo scanning) and a mean of 3 or 4

readings was obtained. During perfusion, occasional samples of perfusate were rapidly

counted to detect any radioactivity, and when no more radioactivity was recovered, per-
fusion was ceased. Following perfusion, scanning of the spleen in an identical manner
to that before perfusion was again performed (see table 5). Finally, duplicate 20 ml.
aliquots were taken of all perfusates and treated with dextran sedimentation and dif-
ferential centrifugation, as were peripheral blood samples#{176}so that all radioactivity counted

was within platelets. All radioactive platelet samples were placed in a Packard Model

450 Auto-Gamma Sample Changer with a Model 422 Well-Type Scintillation Detector

and analyzed and counted by a Spectrometer Model 314 EX Automatic Dual Channel
Tri-Carb Spectrometer for a minimum period of 10 minutes with a background of 180

counts per minute (cpm). All samples less than 50 cpm above background were con-

sidered insignificant. In this system a net counting rate of 8500 cpm/0.1 �sc. of Cr51 is

obtained with a background of 180 cpm. Spleen scanning was performed using a Nuclear
Chicago Probe 1)5101 (with a 1-inch sodium iodide crystal) and a Nuclear Chicago
Ratemeter Model 1620B. Direct platelet counts on peripheral blood and splenic per-

fusates were done with phase contrast microscopy.8 Samples of splenic platelets were
prepared for examination with the electron microscope.9 After perfusion and scanning,
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THE SPLENIC PLATELET POOL 3

Table 1.-Patients with Splenectomy Studied

Patient Sex Age Diagnosis

Peripheral Platelet Count/cu. mm.

Presplenectomy Postsplenectomy

F. H. M 56 Carcinoma stomach 260,000 -

J. Mp.

R. T.
S. K.

K. N.

C. J.
R. D.

F

M
F

M

F

M

15

26
26

26

10

72

Hereditary spherocytosis

Hereditary spherocytosis
Hereditary spherocytosis
Hereditary spherocytosis

Hereditary elliptocytosis

Idiopathic acquired haemolytic

anaemia

229,000 250,000 (704,000)

205,000 -

218,000 2.32,000

325,000 366,000

200,000 320,000 (1,000,C00)

168,500 229,000 (480,000)

L. C. F 14 Extrahepatic portal hypertension 40,00() 476,000 (1.6�)0,000)

M. R.

J. Mr.

L. \V.

R. W.#{176}

V. S.

D. H.

F

F

F

M

F

F

31

31

14

56

32

22

Idiopathic thrombocytopenic purpura

Idiopathic thrornbocytopenic purpura

Idiopathic thrombocytopenic purpura

Idiopathic thrombocytopenic purpura

Idiopathic thrombocytopenic purpura

Idiopathic thrombocytopenic purpura

60,000 300,000

17,000 366,000 (1,200,000)

15,000 389,000 (2,C00�)00)

127,500 472,000 (502,000)

17,500 232,000 (942,000)

70,000 363,000 (910,000)

#{176}Inremission.

Peak post-operative count shown in parenthesis.

the spleens were fixed in 10 per cent formalin and routine histopathologic sections were

prepared and stained with haematoxylin and eosin. In these microscopic sections a rough

assessment of the efficacy of perfusion could be made from the residual blood seen in

the splenic sinusoids and pulp spaces. The total peripheral platelets (table 3) were

(letermined from the direct platelet counts and the blood volume estimated from the

body weight (75 ml. per Kg. body weight).

The splenic platelet recovery (table 3) was calculated from the direct platelet count

on the perfusate and the volume collected for that perfusate (for both normal and hyper-

tonic saline). The total splenic recovery was arrived at by addition of the recovery for

normal and hypertonic saline. The theoretical splenic platelet recovery (table 3) was

derived from the splenic weight considering that this whole weight was in fact made

up of peripheral blood only and that the specific gravity of whole blood is 1.00 (i.e.,

splenic weight (in Gm.) X peripheral platelet count (cu. mm.) X 103). The platelet

radioactivity in cpm/109 platelets (table 4) was determined from the radioactivity of

the 20 ml. sample of whole blood or splenic perfusate in cpm and the direct platelet

count on that sample. The total peripheral platelet radioactivity was derived from the

cpm per 20 ml. of whole blood and the patient’s blood volume. The total radioactivity of

splenic platelets was derived from the sum of radioactivity in each perfusate sample

cpm/20 ml. periusate
(i.e., - X volume of perfusate in mIs.).

20

REsuJ�s

Splenic Platelet Recovery

Table 2 shows the data of splenic perfusion in the 14 cases. It will be

noted that direct pulp perfusion was required in nine cases, due to technical

difficulties with the splenic vessels. These difficulties were mainly a result

of the trauma of perfusion with tearing of the vessel wall. However, the aim

of perfusion was to remove the maximum number of platelets from the
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Volume of
Perfusate’

Patient Diagnosis Method of Perfusion (mis.)

F. H. Carcinoma stomach Retrograde venous’

Retrograde venous

Ade-
Splenic quacy
Weight of Per-
(Gm.) fusion”

250 Good

Direct pulp

Drect pulp

Direct pulp

R. D. Idiopathic acquired Arterial and direct

haemocytic anaemia pulp

Direct pulp

600 Good

1015 Fair

525 Fair

393 Fair

295 Good

660 Fair

910 Good

205 Good

150 Good

159 Good

242 Fair

143 Good

172 Good

‘Only 140 Gm. segment of spleen perfused in this case.

“Assessed on histologic section of spleen.

‘Microscopic platelet clumping noted.

“Mean of duplicate readings.

‘N.S. = Normal saline, 1.2 referring to consecutive volumes of perfusate.

HT.S. = Hypertonic saline.

4 PENNY, ROZENBERG AND FIRKIN

Table 2.-Splenic Perfusion Data

J. Mp. Hereditary sphero-

cytosis

It. T. Hereditary sphero-

cytosis

S. K. Hereditary sphero-

cytosis

K. N. Hereditary sphero-

cytosis

C. J. Hereditary ellipto-

cytosis

L. G. Extrahepat�c portal

M. R. Idiopathic thrombo-

cytopenic purpura

J. Mr. Idiopathic thrombo-

cytopenic purpura

L. W. Idiopathic thrombo-

cytopenic purpura

R. w. Idiopathic thrombo-

cytopenic purpura

V. S. Idiopathic thrombo-

cytopenic purpura

D. H. Idiopathic thrombo-

cytopenic purpura

Arterial and retro-

grade venous

Arterial

Arterial

Direct pulp

Arterial and direct

pulp

Arterial and direct

pulp

Direct pulp

Direct
Platelet

Count
(cu. mm.)

on
Perfusate”

N.S. 1200 130,000

HT.S. 350 75,000

N.S. 1) 1800 48,000

2) 1000 58.000

HT.S. 1200 48,000

N.S. 1) 2250 355,000

2) 1260 132,000

HT.S. 1250 120.000

N.S. 1500 265,000

HT.S. 1400 118,000

N.S. 1) 2100 175,000

2) 900 72,500�

HT.S. 1300 90,000�

N.S. 2100 180,000

HT.S. 1300 80,000

N.S. 1) 1450 115,000

2) 940 80,000

HT.S. 940 110,000

N.S. 1) 1950 280,000

2) 350 235,000

HT.S. 2300 158,600

N.S. 2100 40.000

HT.S. 1800 15.060

N.S. 1200 38,000

HT.S. 940 8,000

N.S. 1300 48,000

HT.S. 850 20,000

N.S. 1800 75,000

HT.S. 1600 30,000’

N.S. 1600 15,000

HT.S. 1650 10,000

N.S. 1600 45,000

HT.S. 950 40,000

spleen rather than strict adherence to the manner of their removal. The

volumes of perfusate required varied with the size of the spleen, the maxi-

mum total volume used being 5760 ml. in the case of R. T. with a splenic

weight of 1015 Gm. and the minimum volume being 1550 ml. in the case of

F. H., where a 140 Gm. segment of spleen was perfused. The platelet counts

on the perfusate, whether normal or hypertonic saline, are recorded and show

a wide range from 10,000/cu. mm. to 355,000/cu. mm. In most instances,
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THE SPLENIC PLATELET POOL 5

hypertonic saline did not result in an increase in the platelet count on the

perfusate but did result in an additional platelet recovery. The histologic

adequacy of perfusion as assessed by remaining red and white cells in the

splenic pulp spaces and sinusoids was good in most cases ( see figs. 1, 2, and

3), but in some, particularly the larger spleens, perfusion was noted to be

less effective.

Table 3 shows the actual numerical platelet recoveries. The wide range of

total peripheral platelets, varying from 5.5 x 10�#{176}to 141.0 x 10� was de-

pendent on the variations in body weight and peripheral platelet count of

the patients. Where microscopic platelet clumping was present, the direct

platelet count would be falsely low, reducing the splenic recoveries and

hence the yields. The wide range of figures for the splenic platelet recovery

is shown, and the ratios of this figure to the total peripheral level are also

noted. In the nonthrombocytopenic group, the splenic recovery ranged from

20.2 X 10�#{176}to 111.5 x 10� and the ratio of spleen:peripheral platelets 0.23

to 1.34. In two patients in this group (R. T. and C. J.) the number of splenic

platelets was about equal to or greater than the circulating platelets. The

one patient with congestive splenomegaly and thrombocytopenia (L. G.)

had a splenic recovery of 99.1 x 10�#{176}platelets, and a spleen:peripheral plate-

let ratio of 7.69 was obtained, being the maximum in this series. In the six

patients with I.T.P. the recovery of splenic platelets varied from 4.1 X 1010

to 18.3 X 1010, but in spite of these lower figures the ratios of spleen:

peripheral platelets were 0.24 to 2.15, with two patients (J. Mr. and L. W.)

having more platelets in the spleen than in the circulation.

In table 3, a figure is shown for the theoretical splenic platelet recovery.

This has been included to give an estimate of the number of platelets the

spleen may contain if the whole splenic weight were in fact due to peripheral

blood, neglecting any weight contributed by splenic tissue itself. It is seen

that in all cases the actual figure from the perfusion experiment was well

in excess of the theoretical one, and is still so if further corrected for a

higher splenic than peripheral haematocrit.24

Figure 4 shows the correlation between splenic weight and splenic plate-

let yield, suggesting that there may be a roughly direct relationship between

the two, independent of disease etiology or peripheral platelet count.

Cr51 Labeled Platelet Studies

Radioactive labeled platelets were infused into seven patients at varying

intervals prior to splenectomy (table 4). The radioactivity obtained in the

platelet button from 20 ml. of peripheral blood and splenic perfusates are

shown. To compare these, the platelet radioactivity has been expressed as

cpm/109 platelets. In most initial splenic samples (i.e., the first 0.85 per cent

NaCl perfusate), the figure for cpm/109 platelets was close to that for

peripheral platelets, and the second and third perfusates showed usually a

lower radioactivity count, except in the case of F. H. in whom hypertonic

saline removed a greater proportion labeled to unlabeled platelets. It is

interesting that this patient received the labeled platelets 72 hours prior to
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THE SPLENIC PLATELET POOL 9

Fig. 1.-Section of small wedge of JMr’s spleen (hereditary spherocytosis)
before perfusion. Note the pulp spaces packed with blood. H. and E. stain X 240.

splenectomy, and this finding may therefore relate to the platelets’ age. In

two cases with I.T.P. (D. H. and M. R.) no circulating or splenic labeled

platelets were recovered. The calculated total radioactivity for peripheral

and splenic platelets (see “Methods”) are shown, but the important figures

are the ratios of splenic to peripheral total platelet radioactivity (table 4).

In two cases (R. T. and K. N.) they are almost identical to the ratios of

total splenic platelets removed to total circulating platelets (table 3), and in

the other three cases (F. H., J. Mr. and R. W.) these ratios differ by a factor

of 2 (tables 3 and 4). \\Then no labeled platelets are circulating, none can

be removed from the spleen, a� shown in the two cases with I.T.P. (M. R.

and D. H.). In the labeled platelet prepiarlttion given prcoperatively, tile

mean platelet count on the infusion is 2 x 10#{176}/cu. mm., and 30 ml. of this

infusion are usually given, so that with each platelet infusion, on tile average,

6 x 106 platelets are given. In two patients (M. R. and D. H.) the labeled

platelets were isologous, but since no labeled platelets were recovered from

the spleen these extraneous platelets could not have affected the splenic re-

coveries shown in table 3. In the other five patients autologous labeled plate-

lets were used, so that there would be no increase in their overall platelet

complement. It could not be denied that a proportion of these was seques-

tered in the spleen. That this was not a significant contribution to the num-
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10 I’ENNY, ROZENBERG AND FIRKIN

Fig. 2.-Section of JMr’s spleen after perfusion. The pulp spaces and sinusoids

have been emptied of blood ceils by perfusion. H. and E. stain x 240.

her of platelets in the spleen is shown by our studies on the remaining

P�ttients to �vhom no 1)l1ltelets were given.

Spienic Scanning

Table 5 shows the spleen surface scanning results both before and after

perfusion in five cases. The scanning figures only changed in the spleens

from which labeled platelets were removed by perfusion, and the comparison

with the figure of total recovered splenic platelet radioactivity in table 4

emphasizes this.

Qnalittj of Splenic Platelets Recovered

Direct Leishman stains, periodic acid-Schiff reaction and electron micro-

scopic examination revealed that platelets removed with normal saline were

in all these respects morphologically normal (figure 5). In several cases ex-

amined, the platelets sustained clot retraction normally on addition of throm-

bin. Platelets recovered with hypertonic saline appeared morphologically

identical to normal platelets exposed to this medium in vitro.

DIscussIoN

In the disease group termed hyperspienism, the conflict of mechanism be-

tween splenic myelosuppression4’5 and excessive splenic sequestration1’3

seems resolve(l in favor of the latter,’#{176} but not completely so. Most evidence
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THE SPLENIC PLATELET POOL 11

p � ,, �5%�fJ��4’ �. ‘� l� � �

�

��:�b
Fig. 3.-Section of DH’s spleen (I.T.P.) after perfusion. The pulp spaces anti

sinusoids have been well perfused. H. and E. stain X 240.

still suggesting marrow inhibition comes from studies of platelet dynamics.

In experiments with normal, splenomegalic anti splenectomized animals,

platelet survival has been normal, or only slightly shortened and thus the

thrombocytopenia in splenomegaly is interpreted as a result of suppression

of thrombopoiesis.’1’12 Similar reasoning has been applied in humans with

splenomegaly in which platelet production is calculated from a comparison

of platelet counts, and platelet survivals in normals and patients.13’14 As

platelet survivals are usually normaP5,1#{176} anti the pl�1telet counts reduced,

the platelet production is deduced as being in the region of 0.3 to 0.9 of

normal.14 However, no inhibitor of hemopoiesis has been demonstrated and

the above findings, together with the usual low recovery of infused radio-

active labeled plateIets,’4�6 are readily explicable by the existence of a splenic

pool of platelets.

Earlier studies on platelet homeostasis17’#{176}� suggested that there is an extra-

circulatory reserve of platelets equivalent to about 1-2 times the number

circulating. Evidence that the spleen may be one of the sites of reserve was

shown in splenectomized subjects who had a significantly lower reserve.

The lungs also were suggested as another site.19’2#{176}More quantitative estima-

tions were arrived at by Bierman et al.21’22 in studying the effects of leuko-

phoresis in man and showed that the reserve varied from 7.1 x lOb to 622 X

1010 platelets, or 0.1 to 5.0 times the number circulating, the usual figure

being less than 2.0. That the lowered peripheral platelet count in subjects
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Fig. 4.-Correlation between splenic weight and the total splenic platelet recovery.

The encircled dot is that of the only haematologicaliv normal patient (FH).

with splenomegaly may he due to an increase in the splellic platelet pool

despite the normal survival has already been suggested.25 This pool may

also increase in nonthrombocytopenic patients with splenomegaly (e.g., he-

reditary spherocytosis) anti may account for the low recovery of labeled

platelets in this situation)’�

The data in the present experiments show that, whatever the underlying

disease, the spleen contains a pool of platelets varying from 4.1 x 1010 to

111.5 x lO’#{176}platelets, representing a ratio of 0.23 to 7.69 compared with the

number of circulating platelets, and that this pool size appears dependent

on the weight of the spleen, and not to the peripheral platelet count. Further,

the number of platelets in the spleen is far in excess of a theoretical figure

considering the spleen as a lake of peripheral blood, and would still be so

if correction were made for the high splenic haematocrit.24 However, the

splenic tissue weight has been neglected in this calculation, and no matter

how calculated, the platelet pooi size in the spleen is disproportionately

greater than the blood it contains.

Additional support is obtained from the experiments using labeled plate-

lets, in which a correlation was noted between the ratios of radioactive and

total spleen:peripheral platelets which were especially close in two patients

(-�.. tables 3 and 4). These data suggest that the splenic pooi may be in
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THE SPLENIC PLATELET POOL 13

Table 5.-Spleen Scanning before and after Perfusion

Spleen Scan CPM

Patient Diagnosis
Before

Perfusion
After

Perfusion Difference

J. Mp. Hereditary spherocytosis 6,900 5,800 1,100

R. T. Hereditary spherocytosis 4,800 3,500 1,300

K. N. Hereditary spherocytosis 2,800 1,800 1,000

R. W. I.T.P.#{176} 3.300 1,650 1,650

D. H. I.T.P. 2,300 2,300 Nil

#{176}Inremission at time of study.

Owing to technical difficulties, no scanning was performed on the spleens of patients

F. H. or M. R.

a dynamic equilibrium with circulating platelets to maintain a certain con-

stant ratio in each subject. The two patients with I.T.P. who had no circu-

lating labeled platelets also had no labeled splenic platelets, adding further

weight to the concept. Surface scanning of spleens before and after perfu-

sion showed that if a change in cpm was observed, this was a result of

removal of labeled platelets. This adds some support to the value of in vivo

surface scanning in assessing splenic sequestration and suggests that variable

changes may be due to the constant interchange of circulating and splenic

platelets as was also suggested by Aster.16 Aster has recently reported in vivo

experiments suggesting the existence of a splenic platelet pool which may at

least in part be transferred to the peripheral circulation by tile intravenous

injection of adrenaline.25 That these splenic platelets appear functionally and

morphologically normal was demonstrated by cytochemical, electron micro-

scopic and clot retraction studies. As the method of removing these platelets

was often incomplete, the figure shown therefore for the splenic recovery

must represent only a minimum, and the true figures for splenic platelet

pool may be greater.

There seems therefore no doubt as to the existence of a sizable splenic

pool which correlates reasonably with the figure obtained by Bierman et al.21

and which suggests that the spleen may make the largest contribution to the

extracirculatory reserve of platelets. The presence of this pool has important

implications in many aspects of platelet homeostasis. In patients with sple-

nomegaly, thrombocytopenia may be solely related to an increase in the

pool, so that in fact platelet production may be increased but unable to

maintain a normal circulating level in face of a high spleen:peripheral plate-

let ratio and perhaps excessive platelet destruction in the enlarged spleen.

When splenectomy is performed, and this large pool removed, the circulating

platelets would commence to rise immediately, as platelet production may

akeady be increased before splenectomy. Tile low yield of infused platelets

in subjects with splenomegaly also has a ready explanation on this mecha-

nism, as a large proportion of infused platelets would immediately enter the

splenic pool and retain a high spleen:peripheral ratio. The presence of this

pool, which is in equilibrium with the circulating platelets, adds difficulties to

the interpretation of the appearance of platelet survival curves and particu-

larly in patients with splenomegaly. Therefore the interpretation of all plate-
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Fig. 5.-Electron microscope appearance of platelets recovered from the spleen
of FH with normal saline. Reduced 40 per cent from X 10,000.

14 I�ENNY, ROZENBERG AND FIRKIN

let survival and other dynamic studies should be done with the awareness

of a splenic platelet pool which is dependent on splenic size and which is in

constant equilibrium with the circulating platelets.

SUMMARY

Surgically removed spleens from 14 subjects were perfused to determine

their platelet content. Some patients had Cr5’ labeled platelets prior to

si trgerv, and radioactive pl;iteiet recoveries were also ol)tained. A sizable

1)001 of sPlenic 1)latelets has been demonstrated, which seems dependent on
splenic size only. Increase in size of this pool in splenomegaly (and not sup-
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THE SPLENIC PLATELET POOL 15

pression of thrombopoiesis) may be the sole reason for thrombocytopenia. A

dynamic exchange between splenic and circulating platelets appears to be

present. Awareness of the existence of a splenic platelet pool is important

in considering variation in platelet survival and other platelet dynamic

studies, especially in the presence of splenomegaly.

SuM�IArno IN INTERLINGUA

Chirurgicamente removite splenes de 14 subjectos esseva perfusionate con

le objectivo de determinar br contento plachettal. Certes del patientes habeva

recipite plachettas marcate con Cr5’ ante le excision, e in iste casos evaluta-

tiones del contentos de plachettas radioactive esseva etiam effectuate. Un

considerabile pool de plachettas splenic esseva demonstrate, dependente-il

pare-exclusivemente del dimensiones del splen. Le augmento del magnitude

de iste pool in casos de splenomegalia (e non un suppression del thrombo-

poiese) es possibilemente le sol causa del thrombocytopenia de tal patientes.

Un exambio dynamic inter plachettas in le splen e in le circulation pare esser

presente. Prender in consideration le existentia de un pool splenic de plachettas

es importante in le investigation de variationes in le longevitate plachettal e

etiam in altere studios dynamic del plachettas, specialmente in Ic presentia

de splenomegalia.
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