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At present it is a well-known fact that the most ex-
act and high-sensitive method to determine bFGF con-
centration in biological liquids, including blood serum
as well, is the immune-enzyme analysis with the help of
Quantikine HS FGF basic immunoassay kit (Rand D Sys-
tems Inc., ASA and United Kingdom) (Quantikine HS.
Human FGF basic immunoassay for the quantitative de-
termination of human fibroblast growth factor concen-
tration in serum, plasma and urine. R&D Systems Inc.,
2005).

BPH was revealed after a complex examination of
the patients and bFGF concentration in blood serum
varies at a rather large range among 0.9 and 68.9 pg/ml
and the patients were formed into 6 groups according to
bFGF concentration in blood serum (see Table 1).

It is worth mentioning that not all the patients with
BPH have bFGF higher level in blood serum (Group 1)

compared with the control group (healthy men). The
second group patients have a high bFGF level in blood
serum which is equal to 73.9% (p≤0.001). The third group
patients have 160% more with p≤0.001. The fourth and
fifth groups respectively have 4 and 10 times more bFGF
level in blood serum with p≤0.001. And finally the sixth
group has bFGF level in blood serum 30 times more with
p≤0. 001.

All these data prove that bFGF concentration in
blood serum of the patients with BPH is high in most
cases: 153 patients which makes 73.5% of the examined
patients, 134 patients (64.4%) have bFGF concentration
in blood serum exceeding 4.2 pg/ml, an at last 38 pa-
tients (18.2%) with BPH have bFGF concentration in
blood serum exceeding 40 pg/ml (See Table 2).

Our research results show that the basic TGF-â1 con-
centration (pg/ml) in blood serum of the patients with

Table 1

BPH patient groups based on bFGF concentration in blood serum

Patient group 
 

bFGF average concentration in 
blood serum (pg/ml) 

I 1.54 ±  0.6  (n = 45) 

II 2.8 ±  0.3  (n = 25) 

III 4.2 ±  0.5  (n = 26) 

IV 5.9 ±  1.6  (n = 35) 

V 16.4 ±  4.2  (n = 39) 

VI 44.0 ±  10.8  (n = 38) 

Table 2

TGF-ß1 average concentration in blood serum (pg/ml) of the patients with BPH
(concentration decrease in % compared with the control group is given in the brackets)

Patient group TGF-ß1 average concentration in blood serum (pg/ml) 

I 19.1 ± 2.2  (- 32.3% . р < 0.05) 

II 12.9 ± 1.9  (- 54.2 % . р < 0.05) 

III 8.2 ± 1.9  (– 70.9 %. р < 0.001) 

IV 6.2 ± 1.5 (- 78.0 %. р < 0.001) 

V 4.1 ± 1.9 (-85.5 %. р < 0.001) 

VI 3.5 ± 1.2 (-87.6 %. р < 0.001) 
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BPH is rather low compared with its concentration in blood
serum of healthy men. For example, average TGF-ß1 con-
centration in blood serum of healthy men is 28.2±3.4 pg/ml
and varies from 22.7 to 42.8 pg/ml. However, it is rather
lower for the patients with BPH (see Table 2). It is espe-
cially significant and statistically reliable that IV, V and VI
group patients who have rather high bFGF concentration
exceeding 0.05 pg/ml have a low TGF-β1 concentration in
blood serum as well and TGF-β1 concentration reduction
in blood serum is respectively 78.0%, 85.5% and 87.6%
for the mentioned groups.

Special attention must be drawn to the fact that bFGF
and TGF-β1 basic concentrations in blood serum of all
the six group patients with BPH are essentially different
from each other and if TGF-ß1 concentration decreases
bFGF concentration increases (Fig. 1).

So, our research results data   revealed that bFGF
and TGF-ß1 (bFGF / TGF-ß1) level correlation in the
blood serum of the patients with BPH is significantly
high compared with the same index of healthy men. This
takes place because of both the increase of bFGF con-
centration and TGF-ß1 concentration reduction.

IV. Conclusion. Our research results data prove that
bFGF basic level is essentially high and TGF-ß1 basic
level is significantly low in blood serum of the patients
with BPH compared with healthy men blood serum.

With respect to the above mentioned it must be
pointed out that bFGF, i.e. the decrease of the initial level
of one of the key stimulators of stromal fibromuscule pro-

liferation in the prostate is accompanied by a significant
fall of ß1 transforming GF (TGF-ß1) which is the prolifera-
tion inhibitor and apoptosis inductor.

Such a disbalance between the concentrations of
the two main factors involved in the stromal prolifera-
tion regulation in the prostate is possibly one of the
main pathogenetic factors of BPH progression.

Based on the results of our survey it can be as-
sumed that the discovery of peptide regulation role in
the prostate growth is a perspective to work out some
concepts for BPH antipeptidergic therapy by creating
bFGF antagonists.

Fig. 1. bFGF and TGF-ß1 basic concentrations in blood
serum of the patients with BPH in six groups.
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SratSi zrdis faqtorebis koncentraciis gansazRvra. maRali mgrZnobelobis imunologiuri
analiziT dadginda, rom keTilTvisebiani prostatuli hiperplaziiT daavadebul pacientebSi
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(asaki 57-81 weli) bazuri  fibroplastis zrdis faqtoris (bfzf) koncentracia ufro maRalia,
vidre sakontrolo jgufSi (janmrTeli mamakacebi). xSir SemTxvevaSi  bfzf-is koncentracia (1,6±10,5)
÷ (44,0±10,8) pg/ml farglebSia, maSin rodesac βββββ-1 gardaqmnis faqtoris koncentracia dabalia da
icvleba (19,1±2,2) ÷ (3,5±1,2) pg/ml farglebSi.
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