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Clinico-Hematological Evaluation of
130 Chronic Lymphocytic Leukemia

Patients in the Central Anatolia Region
in Turkey

AABBSS  TTRRAACCTT  OObb  jjeecc  ttii  vvee::  In this study, the cli ni co-he ma to lo gi cal fe a tu res, the tre at ment mo da li -
ti es, and the sur vi vals of 130 pa ti ents with chro nic lymphocy tic le u ke mi a (CLL) we re eva lu a ted.
MMaatteerriiaall  aanndd  MMeett  hhooddss::  The me di cal re cords of 130 pa ti ents di ag no sed with CLL in Es ki şe hir Os-
man ga zi Uni ver sity Me di cal Fa culty, De part ment of In ter nal Me di ci ne, Di vi si on of He ma to logy
bet we en 1987 to 2006 we re ret ros pec ti vely eva lu a ted. RRee  ssuullttss::  Eighty fi ve of 130 ca ses (65%) we -
re men and 45 (35%) we re wo men (ma le/fe ma le ra ti o, 1.9). The me an age at the ti me of di ag -
no sis was 64 ± 0.8 years (ran ge 43-84). Cer vi cal lymph no de en lar ge ment was the most com mon
fin ding. Forty one per cent of pa ti ents had in ters ti ti al bo ne mar row in vol ve ment. Flow cyto -
met ric analy sis re ve a led kap pa po si ti ve CLL in 85/130. Du ring the fol low-up pe ri od, Rich ter’s
syndro me de ve lo ped in 2 (2%) ca ses. Six te en pa ti ents we re tre at ment naïve for CLL. A res pon -
se to tre at ment (comp le te or par ti al) was ob ta i ned in 58% of pa ti ents af ter ini ti al the rapy. Ove -
rall sur vi val was 89.7 months in Bi net sta ge A, 77.9 months in sta ge B and 63.7 months in sta ge
C (p> 0.05). Forty-one (53%) pa ti ents di ed du ring the fol low up. Most of the CLL-re la ted de aths
we re du e to in fec ti ons (38%) and most of the CLL-un re la ted de aths we re se con dary to car di o -
vas cu lar ca u ses (30%). CCoonncc  lluu  ssii  oonn::  The de mog rap hic fe a tu res of our CLL pa ti ents we re not dif-
fe rent from tho se in ot her co un tri es. Ane mi a, throm bocy to pe ni a, ele va ted whi te blo od cell
co unt, ele va ted lymphocy te co unt and ele va ted bo ne mar row lymphocy te in fil tra ti on we re ne -
ga ti ve prog nos tic fac tors sin ce the se pa ra me ters we re sig ni fi cantly com mon in our la te-sta ge
pa ti ents.

KKeeyy  WWoorrddss::  Le u ke mi a, lymphocy tic, chro nic, B-Cell

ÖÖZZEETT  AAmmaaçç:: Bu ça lış ma da, 130 kro nik len fo si tik lö se mi (KLL)’li ol gu nun kli nik ve he ma to lo -
jik özel lik le ri, te da vi şekil le ri ve ya şam sü re le ri de ğer len di ril di. GGeerreeçç  vvee  YYöönntteemmlleerr::  Es ki şe hir
Os man ga zi Üni ver si te si Tıp Fa kül te si İç Has ta lık la rı Anabilim Dalı He ma to lo ji Bö lü mün de  1987
ve 2006 yıl la rı ara sın da KLL teş hi si ko nu lan 130 ol gu nun tıb bi ka yıt la rı ret ros pek tif ola rak in-
ce len di. BBuull  gguu  llaarr:: Has ta la rın 85 (%65)’i er kek ve 45 (%35)’i ka dın (er kek/ka dın ora nı, 1.9) idi.
Ta nı sı ra sın da yaş or ta la ma sı 64 ± 0.8 (43-84) yıl idi. Ser vi kal len fa de no pa ti fi zik mu a ye ne de en
sık sap ta nan bul guy du. Has ta la rın %41’in de in ters tis yel tip ke mik ili ği  tu tu lum mev cut tu. Akış
si to met rik  ana liz le 85/130 ol gu da kap pa tip KLL sap tan dı. Ta kip sı ra sın da 2 (%2) ol gu da Rich-
ter sen dro mu ge liş ti. 16 ol gu da  KLL’ye yö ne lik her han gi bir te da vi uy gu lan ma dı. Baş lan gıç te-
da vi si ne  has ta la rın %58’in de ya nıt (tam ve ya kıs mi) el de edil di. Toplam sur vi Bi net ev re A’ da
89.7 ay, ev re B’de 77.9 ay ve ev re C’de 63.7 ay idi (p> 0.05). Ol gu la rın 41 (%53)’i ta kip sı ra sın da
ya şa mı nı yi tir di. KLL-iliş ki li ölüm le rin ço ğu en fek si yon la ra (%38) ve KLL-iliş ki siz  ölüm le rin ço -
ğu kar di yo vas kü ler ne den le re (%30) bağ lı idi. SSoo  nnuuçç:: KLL’li ol gu la rı mı zın de mog ra fik özel lik -
le ri di ğer ül ke ler den fark lı de ğil di. Ane mi trom bo si to pe ni, be yaz kü re yük sek li ği, len fo sit
yük sek li ği ve art mış ke mik ili ği len fo sit in fil tras yo nu ile ri ev re ol gu la rı mız da da ha sık olup ne-
ga tif prog nos tik fak tör ler ola rak göz len miş tir.
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hro nic lymphocy tic le u ke mi a (CLL) is a clo -
nal lymphop ro li fe ra ti ve di sor der cha rac te -
ri zed by pro li fe ra ti on of morp ho lo gi cally

and im mu nop he noty pi cally ma tu re lymphocy tes.1

CLL is pri ma rily a di se a se of ol der adults, with mo -
re than 90% oc cur ring in per sons ol der than 50 ye -
ars; ho we ver, CLL has al so be en des cri bed in yo ung
adults.2,3 Asym pto ma tic di se a se is se en in abo ut
25% of pa ti ents.1 CLL di ag no sis re qu i res high pe-
rip he ral blo od ab so lu te lymphocy te co unt, CD20,
CD19/CD5, CD23 po si ti vity and FMC-7 ne ga ti vity
by flow cyto metry, as well as bo ne mar row (BM)
lymphocy te in fil tra ti on hig her than 30%.4 The cli -
ni cal sta ging systems we re pro po sed by Ra i et al
and Bi net et al and the cur rent di ag no sis of CLL is
ba sed on the re vi sed gu i de li nes of the cri te ri a ori -
gi nally pro po sed by the Na ti o nal Can cer Ins ti tu te -
-S pon so red Wor king Gro up.4-6 Cli ni cal sta ge,
lymphocy te do ub ling ti me, bo ne mar row bi opsy
pat tern, β 2 mic rog lo bu lin le vels, new prog nos tic
mar kers such as ZAP-70, CD38 or mu ta ti o nal sta-
tus of im mu nog lo bu lins ha ve im pact on prog no -
sis.1,7-9 In this study, we eva lu a ted the
cli ni co-he ma to lo gi cal fe a tu res, the tre at ment mo -
da li ti es, and the sur vi vals of pa ti ents who we re di-
ag no sed with CLL in our cen tre. We ai med to
de ter mi ne the sur vi val and fac tors af fec ting prog-
no sis in our study co hort.

MATERIAL AND MET HODS

130 pa ti ents di ag no sed with CLL in Es ki şe hir Os-
man ga zi Uni ver sity Me di cal Fa culty, De part ment
of In ter nal Me di ci ne, Di vi si on of He ma to logy bet -
we en 1987 to 2006 we re ret ros pec ti vely eva lu a ted.
The di ag no sis of CLL was ba sed on the his tory,
physi cal exa mi na ti on, pe rip he ral blo od sme ars, im-
mu nop he noty ping, and BM exa mi na ti on. The cli -
ni cal and he ma to lo gi cal da ta analy sed at ini ti al
di ag no sis inc lu ded age, sex, physi cal exa mi na ti on
fin dings (lympha de no pathy, he pa to me galy, sple -
no me galy), la bo ra tory fin dings (he mog lo bin, le u -
cocy te co unt, lymphocy te co unt, pla te let co unt,
eryt hrocy te se di men ta ti on ra te, al bu min, C-re ac ti -
ve pro te in, fib ri no gen, se rum im mu nog lo bu lin le -
vels, β 2 mic rog lo bu lin le vels, di rect Co ombs test,
he pa ti tis B and he pa ti tis C se ro logy), cli ni cal sta g-

ing (Ra i and Bi net sta ging), bo ne mar row lympho-
cy te in fil tra ti on and pat tern of bo ne mar row bi -
opsy. IgG le vels <600 mg/dL we re con si de red
hypo gam mag lo bu li ne mi a. Flow cyto met ric im mu -
nop he noty pic analy sis (CD5, CD19, CD20, CD23,
CD38, kap pa or lamb da light cha in ex pres si on) of
bo ne mar row was per for med in all pa ti ents. Ad di -
ti o nally, sur vi val ti me was re cor ded.

Sta tis ti cal Analy sis

Sta tis ti cal analy sis was per for med using SPSS 16.0
soft wa re for Win dows and dif fe ren ces with a va -
lu e of p< 0.05 we re con si de red sig ni fi cant. The Sha -
pi ro-Wilk test was per for med for tes ting nor ma lity.
Pa ra met ric tests we re used for va ri ab les nor mally
dis tri bu ted, and non-pa ra met ric tests we re used for
va ri ab les not nor mally dis tri bu ted. Spe ar man’s
rank cor re la ti on co ef fi ci ent was cal cu la ted to de-
ter mi ne the cor re la ti on bet we en Ra i and Bi net
clas si fi ca ti on sta ges and he mog lo bin, pla te let co -
unt, ab so lu te lymphocy te co unt, whi te blo od co -
unt, hypo ga mag lo bu li ne mi a, bo ne mar row
lymphocy te in fil tra ti on, and eryt hrocy te se di men -
ta ti on ra te. Pe ar son cor re la ti on co ef fi ci ent was cal-
cu la ted to de ter mi ne the cor re la ti on bet we en age,
he mog lo bin, se rum al bu min le vel, β 2 mic rog lo bu -
li n and CD 38 ex pres si on. ANO VA was used to test
dif fe ren ces of me ans of he mog lo bin and pla te let
co unt bet we en Bi net sta ges and Tu key HSD post
hoc test was used to de ter mi ne which par ti cu lar
gro ups dif fer. Ove rall sur vi val of CLL pa ti ents ac-
cor ding to Bi net sta ges was es ti ma ted using the Ka-
p lan-Me i er met hod, and sur vi val dis tri bu ti ons
we re com pa red using the log-rank test. Fol low-up
pe ri ods of pa ti ents <65 and ≥65 ye ars we re com pa -
red using the Kap lan-Me i er met hod and log-rank
test. The chi-squ a re test was used to eva lu a te the
dif fe ren ce bet we en the dis tri bu ti on of num ber of
pa ti ents <65 and ≥65 ye ars ac cor ding to Ra i and Bi -
net clas si fi ca ti on sta ges. Re sults we re ex pres sed as
me an (SD).

RE SULTS

85 of 130 ca ses (65%) we re men and 45 (35%) we -
re wo men (ma le/fe ma le ra ti o, 1.9). The me an age
at the ti me of di ag no sis was 64 ± 0.8 (ran ge 43-84).
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Six ca ses (4%) we re yo un ger than 50 ye ars of age,
58 ca ses (45%) we re bet we en 50 and 65 ye ars of
age, 66 ca ses (51%) we re ol der than 65 ye ars of age. 

Ane mi a was se en in 36% and throm bocy to -
pe ni a was de tec ted in 18% of ca ses at ini ti al di ag -
no sis. The me an whi te blo od cell co unt was 70.9
x 103/µL (ran ge: 3.4-480 x 103/µL) and the me an
ab so lu te lymphocy te co unt was 48.7 x 103/µL
(ran ge: 1.4-430 x 103/µL). The de mog rap hic and
la bo ra tory da ta are shown in Tab le 1. Cer vi cal
lymph no de en lar ge ment was the most com mon
fin ding (Tab le 2). 

The dis tri bu ti on of pa ti ents ac cor ding to Ra i
clas si fi ca ti on system we re 20% sta ge 0, 13% sta ge I,
35% sta ge II, 21% sta ge II I, and 11% sta ge IV. The
cor res pon ding fi gu res for the Bi net sta ges we re
34% sta ge A, 37% sta ge B, and 29% sta ge C. The
dis tri bu ti on of pa ti ents wit hin age gro ups is shown
in Fi gu res 1 and 2. Of 70 pa ti ents who se bo ne mar-
row in vol ve ment pat terns we re ava i lab le, 29 (41%)

had in ters ti ti al in vol ve ment. Bo ne mar row lym-
phocy te in fil tra ti on was bet we en 30-50% in 13%,
50-75% in 34%, 75-100% in 53% of pa ti ents. Flow
cyto met ric analy sis in 85 out of 130 pa ti ents re ve -
a led kap pa po si ti ve CLL in 67% and lamb da po si ti -
ve CLL in 34% of ca ses.

Six out of 75 ca ses we re po si ti ve for HBsAg,
whi le HCV was po si ti ve in only one ca se. Di rect
Co ombs test was po si ti ve in 2% of 86 ca ses. 85%
(100 of 130 ca ses) of the pa ti ents had hypo gam -
mag lo bu li ne mi a. Du ring the fol low-up pe ri od, 8
ca ses (6%) had CLL-prolym phocy tic le u ke mi a, 2
(2%) ca ses had squ a mo us cell car ci no ma, 1 (1%) ca -
se had bre ast can cer, 1 (1%) ca se had gas tric can cer,
whi le Rich ter’s syndro me de ve lo ped in 2 (2%) ca -
ses (Tab le 3).

16 pa ti ents ha ve not re ce i ved any tre at ment for
CLL. First-li ne the ra pi es inc lu ded chlo ram bu sil plus
pred ni so lo ne in 71%, cyclop hosp ha mi de plus vin-
cris ti ne plus pred ni so lo ne in 5%, cyclop hosp ha mi de
plus ad ri amy ci ne plus vin cris ti ne plus pred ni so lo ne
in 5% and flu da ra bi ne ba sed pro to cols in 3% of pa ti -

Male 85 (65%)

Female 45 (35%)

Median (range) age 64 (43-84)

Anemia (g/dL, mean ± SD) 11.7 ± 0.23

Thrombocytopenia (x109/L, mean±SD) 196.8 ± 9.1

Bone marrow involvement

Interstitial 29 (41%)

Diffuse 25 (36%)

Noduler 9 (13%)

Mixed 7 (10%)

Kappa CLL 56 (67%)

Lambda CLL 29 (34%)

HBsAg positivity 6 (8%)

HCV positivity 1 (1%)

Direct Coombs test positivity 2 (2%)

TABLE 1: Demographic and laboratory data.

<65 years n= 64 ≥65 years n= 66
Cervical  lymph nodes 49 (77%) 38 (56%)

Axillary lymph nodes 36 (56%) 27 (41%)

Inguinal lymph nodes 24 (38%) 16 (24%)

Splenomegaly 44 (69%) 28 (42%)

Hepatomegaly 39 (61%) 32 (49%)

TABLE 2: Physical examination findings in two groups.

FIGURE 1: Rai staging within age groups.
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FIGURE 2: Binet staging within age groups.
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ents. A res pon se to tre at ment (comp le te or par ti al)
was ob ta i ned in 58% of  pa ti ents af ter ini ti al the ra pi -
es.

The me di an fol low-up pe ri od for 76 pa ti ents
fol lo wed up  re gu larly was 91 months (ran ge, 62-
115 months) in pa ti ents <65 ye ars of age and 59
months (ran ge, 43-74 months) in pa ti ents ≥65 ye -
ars of age (Fi gu re 3). Forty-one (53%) of the se di ed
du ring the fol low up. Ove rall sur vi val was 89.7
months in Bi net sta ge A, 77.9 months in sta ge B
and 63.7 months in sta ge C (p> 0.05). Most of the
CLL-re la ted de aths we re du e to in fec ti ons (38%)
and most of the CLL-un re la ted de aths we re se con -
dary to car di o vas cu lar ca u ses (30%).

Com pa ri son of la bo ra tory pa ra me ters ac cor -
ding to Ra i clas si fi ca ti on sta ges re ve a led that pa ti -
ents with ane mi a (p< 0.001), throm bocy to pe ni a (p<
0.001), hypo ga mag lo bu li ne mi a (p< 0.05), high whi -
te blo od co unt (p< 0.001), high ab so lu te lympho-
cy te co unt (p< 0.05) and bo ne mar row lymphocy te
in fil tra ti on (p< 0.01) we re in la te sta ges (III + IV).

When the sa me analy ses we re car ri ed out ac cor -
ding to Bi net clas si fi ca ti on, pa ti ents with ane mi a
(p< 0.001), trhom bocy to pe ni a (p< 0.001), high whi -
te blo od cell co unt (p< 0.01), high ab so lu te lym-
phocy te co unt (p< 0.001), ele va ted eryt hrocy te
se di men ta ti on ra te (p< 0.05), high bo ne mar row
lymphocy te in fil tra ti on (p< 0.05) had la te sta ges.
Se rum al bu min le vel was lo wer in ol der age and
ane mic pa ti ents (p< 0.05), and β 2 mic rog lo bu li ne
was hig her in pa ti ents with ol der age (p< 0.05) and
hig her CD38 ex pres si on (p< 0.05).

DIS CUS SI ON

In this ret ros pec ti ve study, the re we re mo re ma le
CLL pa ti ents than we re fe ma le pa ti ents (ma le/fe -
ma le ra ti o 1.9). Si mi larly, ma le pa ti ents we re pre-
do mi nant in ot her CLL se ri es al so.10,11 CLL
pri ma rily af fects ol der pe op le and the me an age at
di ag no sis is ap pro xi ma tely 70.10,12 The di se a se is
very ra re in pa ti ents aged less than 50 ye ars as in
our study.10

Most of our ca ses had cer vi cal lympha de no -
pathy at ini ti al di ag no sis, which was fol lo wed by
sple no me galy, he pa to me galy, axil lary lympha de -
no pathy and in gu i nal lympha de no pathy. The ear-
li est signs of CLL we re unexp la i ned ab so lu te and
per sis tent lymphocy to sis, mild en lar ge ment of the
cer vi cal, sup rac la vi cu lar, and/or axil lary lymph no -
des and sple no me galy in most pa ti ents.1 In a study
by Ag ra wal et al sple no me galy, he pa to me galy and
lympha de no pathy we re the first fin dings in or der
of fre qu ency.13 The fre qu ency of ane mi a and
throm bocy to pe ni a in our study was 35% and 19%,
res pec ti vely. The high fre qu ency of ane mi a may be
exp la i ned by the la te ad mis si on of our CLL pa ti ents
to he ma to logy cen ters. The re fo re, our CLL pa ti ents
we re di ag no sed at la ter sta ges alt ho ugh stu di es
pub lis hed in re cent ye ars re port that CLL has be en
be ing di ag no sed mostly at the early sta ges of the
di se a se.10-12

Dif fu se bo ne mar row in vol ve ment, which is
con si de red a po or prog nos tic mar ker in so me CLL
se ri es was ob ser ved mo re fre qu ently in our la te sta -
ge pa ti ents.1,8,14 Mi xed pat tern of BM in vol ve ment
was re por ted to be mo re com mon in the se ri es of
Ag ra wal et al whi le dif fu se pat tern was mo re com-

N %
Autoimmune hemolytic anemia 2 3

Hypogammaglobulinemia 64 65

CLL/PLL 8 6

Secondary malignancies 4 3

Richter syndrome 2 2

TABLE 3: Clinical findings accompanying CLL.

FIGURE 3: The survival curves of CLL patients according to age (<65 and
≥65).
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mon in the se ri es of Zen gin et al.13,15 Ho we ver, in-
ters ti ti al pat tern of BM in vol ve ment was the most
fre qu ent type in our study co hort. 

Flow cyto met ric analy sis re ve a led mo re kap -
pa po si ti ve CLL pa ti ents (kap pa/lamb da ra ti o
1.9/1) in our study in ac cor dan ce with the pre vi -
o us li te ra tu re.10 CD38 ex pres si on mo re than 30%
by flow cyto metry is con si de red a ne ga ti ve prog-
nos tic pa ra me ter in CLL pa ti ents.8,16 Ho we ver, we
ob ser ved that 59% of pa ti ents with CD38 ex pres -
sing cells we re in early sta ges. This fin ding may
be exp la i ned by the lack of dif fe ren ce bet we en
sur vi val pe ri ods of pa ti ents in early and la te sta -
ges. Im mu no lo gic ac ti vity was re por ted to be de-
te ri o ra ted in CLL; li ke wi se, ap pro xi ma tely half of
our pa ti ents had hypo gam mag lo bu li ne mi a, which
was mo re fre qu ent than pre vi o usly re por ted in li -
te ra tu re.17 Au to im mu nity is fre qu ent in CLL;  Co -
ombs  po si ti ve au to im mu ne  he moly tic ane mi a
was re por ted in 1-10% of CLL pa ti ents at ini ti al
di ag no sis and up to 25-35% as the di se a se prog -
res ses.1,11,18,19 The fre qu ency of au to im mu ne he-
moly tic ane mi a at the ti me of di ag no sis in our CLL
pa ti ents was lo wer com pa red to pre vi o us re ports
in the li te ra tu re. 

PLL, se con dary ma lig nan ci es, and trans for ma -
ti on to lympho ma (Rich ter syndro me) we re re por -
ted in pa ti ents with CLL.11,20,21 The fre qu ency of
CLL/PLL, se con dary ma lig nan ci es inc lu ding squ a -
mo us cell car ci no ma, bre ast can cer, gas tric can cer
and trans for ma ti on to lympho ma in our study was
si mi lar to that re por ted in the li te ra tu re.  

Many cli ni cal, morp ho lo gi cal and bi oc he mi -
cal pa ra me ters ha ve pre dic ti ve va lu e in de ter mi -
ning prog no sis in CLL.12 Throm bocy to pe ni a and
ane mi a we re the most im por tant prog nos tic mar -
kers in the study of Bi net et al.5 In the study by
Or fa o et al, ane mi a, throm bocy to pe ni a, hypo gam -
mag lo bu li ne mi a, ab so lu te pe rip he ral lymphocy te
co unt, se rum uric acid le vel, the his to pat ho lo gic
pat terns of bo ne mar row bi opsy and the per cent
of lymphocy tes in bo ne mar row we re sig ni fi cant
prog nos tic fac tors.14 Se rum al bu min le vel was de-
ter mi ned to be an in de pen dent prog nos tic fac tor
by Le vis et al.22 β 2 mic rog lo bu lin, so lub le CD23

and lymphocy te do ub ling ti me we re eva lu a ted as
in de pen dent prog nos tic fac tors by Zwi e bel et al.20

In  pub lis hed stu di es by Eich horst et al, Ra i et al
and Du rig et al, new prog nos tic mar kers CD38 and
ZAP-70 we re eva lu a ted.8,16,23 In our study; pa ti ents
with ane mi a, throm bocy to pe ni a, hypo gam mag lo -
bu li ne mi a, ele va ted whi te blo od cell co unt, lym-
phocy te co unt and bo ne mar row lymphocy te
in fil tra ti on we re at la ter sta ges ac cor ding to the
Ra i sta ging system. On the ot her si de, pa ti ents
with ane mi a, throm bocy to pe ni a, high whi te blo -
od cell co unt and ab so lu te lymphocy te co unt, el-
e va ted eryt hrocy te se di men ta ti on ra te, high bo ne
mar row lymphocy te in fil tra ti on we re at la ter sta -
ges ac cor ding to the Bi net system. Se rum al bu min
le vel was lo wer in ol der and ane mic pa ti ents. β 2
mic rog lo bu lin le vels we re hig her in el derly pa ti -
ents and in pa ti ents with high per cen ta ge of CD38
ex pres si on. Age, LDH, β 2 mic rog lo bu lin, CD 23
and CD 38 did not ha ve any prog nos tic sig ni fi -
can ce.

Pre sen ce of symptoms, di se a se ac ti vity, sta ge
of di se a se, ane mi a, throm bocy to pe ni a, mas si ve
and/or prog res si ve sple no me galy, mas si ve and/or
prog res si ve lympha de no pathy, prog res si ve lym-
phocy to sis and au to im mu ne ane mi a and/or throm-
bocy to pe ni a are the cri te ri a for tre at ment in CLL.8

In the study of Ag ra wal et al 56% of 95 pa ti ents we -
re tre a ted with pro to cols con ta i ning chlo ram bu -
cil.13 In anot her Tur kish study by Pa muk et al 48%
of 200 pa ti ents we re tre a ted at the ti me of di ag no -
sis.10 In our study, the re we re mo re pa ti ents re qu i -
ring the rapy at ini ti al di ag no sis than pre vi o usly
re por ted in li te ra tu re, which may al so be exp la i ned
by the la te ad mis si on of CLL pa ti ents to he ma to -
logy cen ters in our re gi on. 

The cli ni cal co ur se of CLL is ex tre mely va ri -
ab le du e to the he te ro ge nity of the di se a se, with
sur vi val ran ging from months to se ve ral ye ars and
is lar gely de pen dent on the cli ni cal sta ge.1 The
me di an sur vi val of our pa ti ents was 60 months.
The me di an sur vi val was lon ger in early sta ges
than in la te sta ges but the dif fe ren ce was not sta-
tis ti cally sig ni fi cant. The me di an sur vi val was 47
months in anot her study from our co untry, by Pa -
muk et al.11
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In conc lu si on, the de mog rap hic fe a tu res of our
CLL pa ti ents we re not dif fe rent from tho se in ot her
co un tri es. Ane mi a, throm bocy to pe ni a, ele va ted
whi te blo od cell co unt, ele va ted lymphocy te co unt

and ele va ted bo ne mar row lymphocy te in fil tra ti on
we re ne ga ti ve prog nos tic fac tors sin ce the se pa ra -
me ters we re sig ni fi cantly com mon in our la te-sta -
ge pa ti ents.
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