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PE3IOME

CHIELUAJIBHBIE XAPAKTEPMCTUKHU IBC CHUHIPOMA B 3ABUCHUMOCTHU
OT KJIMHUYECKUX NNPOSABJIEHUIA ¥ HOBOPOXIEHHbIX

Mer obenedosanu 6 epynn demeti (ecezo 214 dement) ¢ masicenoi namonozueti HeoHamanbHo2o nepuoda (137 dorno-
uterHo1x 1 80 HeOOHOW eHHBIX HOBOPOJICOEHHBIX, PONCOEHHbIX Ha cpoke 32-36 Hedens). B KoHmponvHylo epynny 6Knioye-
Hbl 300p0O6ble QOHOUWLEHHbLE HOBOPOXCOEHHbLE 8 803pacme 5-6 OHell.

I'pynna I - 300poeble QoHOuLeHHbIE HOBOPOYCOEHHbLE 8 803pacme 5-6 OHell — 49 demeil; 2pynna 2 — HOBOPOCOEH-
Hble ¢ masicenot acguxcueii 8 pooax — 40 HO8OPOJCOeHHbIX; 2pyNna 3 - HOBOPOUCOEHHBLIE C MAACENLIM NOCMSUNOK-
cuvecKum CUHOPOMOM, OCNOJCHEHHBIM NHeemoHuell — 32 pebenka; epynna 4 — HOBOPOdICOEHHbIE NOCNE AOOOMUHANb-
HbIX ONEPAMUGHBIX BMEULAmeNbCme, c6a3anHblx ¢ mans@opmayusmu JKKT — 35; epynna 5 — HosopooicOennblie ¢ cen-
cucom (A- eunospeuveckuu apuanm - 33, b — eunepspzuveckuii 6apuanm — 35); ep. 6 - HOBOPOJHCOEHHbIE C 2eMONU-
muueckou bonesuvio ('6H) -39 uenogex.

Ananuz 2emocmazsa nposodwncs Ha ochoeanuu oyenku yposus 10 npoxoazynanmos 6 nmiazme kposu (1, 11, V, VII, VIII,
IX, X, X1, XII, XIII pakmopet); koaeynayuonneix mecmog: AYTB, npompombunosoe epems, mpombunogoe epems, nias-
MeHHble KOHYenmpayuu 5 uneubumopos cel6opomoynsix npomeunas: anmumpomouna-Ill (AT-111), al-anmumpuncuna,
npomeuna C, o2-maxpoznobyruna, CI- uneubumopa, codepocanus 8 niazve gubponekmuna, @-pa Bunnebpanma, 6bi-
COKOMONEKYISAPHO20 KuHUuKozena, masmurozena u IIJ®D. Hcnonsszosanuce peazenmel komnanuu Behring (lepmanus). Ju-
Hamuka azpezayuu mpomboyumos na adpenanun u Al oyenusanace npu nomowu azpezomempa THROMLITE 1006.

Cmamucmuyueckan 06pabomxa npogoounacsy ¢ ucnonbsoganuem kpumepus Cmolodenma, Henepamempuieckux me-
mooos @uwepa u Kotmozoposa.

Introduction. Disseminated intravascular coagu- of DIC-syndrome in sepsis, “decompensated” and
lation (DIC) — is one of the causes of high mortality “overcompensated” [8].
in severe neonatal diseases of different etiologies. Eti- The aim of this work was to study the clinical and
ology and trigger mechanisms of neonatal DIC-syn- hemostasiological characteristics of DIC-syndrome with
drome are well known: severe hypoxia, trauma, shock severe posthypoxic syndrome, complicated by pneumo-
of any etiology, generalized infection, and surgical nia, sepsis and extensive abdominal surgery, associated
intervention. However, the specific contribution each with malformations of the gastrointestinal tract.
of these factors in the pathogenesis, peculiarities of Materials and methods. We examined six groups
development and hemostasiological characteristics of of children (214 infants in total) with severe neonatal
DIC-syndrome in various forms of neonatal pathol- pathology (137 term and 80 preterm newborns with
ogy are not studied. The role of initial reactivity, asep- gestational age 32 - 36 weeks). The control group was
tic surgical trauma, type of agent (in the case of septic healthy term infants 5 - 6™ day of life.
DIC) in hemostasiological and clinical characteristics There were 5 groups of newborns. Group I - healthy
of the syndrome are not sufficiently studied [1-4]. full-term newborns 5-6" day of life - 49 infants; II

Our observations of newborns for years [5 - 7] at group — newborns with heavy intrapartum asphyxia -
the neonatal intensive care unite (NICU) had con- 40 infants; III group- infants with severe posthypoxic
firmed the view that DIC is more common than di- syndrome complicated by pneumonia - 32 infants;
agnosed. Also there are differences in the frequency IV-group -newborns after abdominal operations in
and nature of the clinical manifestation of thrombo- connection with malformations of the gastrointestinal
hemorrhagic syndrome in DIC of various geneses tract - 35 infants; V-group -neonates with sepsis (“A”
[8,9]. It was the basis for the study of hemostasiologi- - hypoergic variant - 33 infants and “B” - hyperergic
cal features of DIC-syndrome of various etiologies. variant -35 infants); VI group - neonates with hemo-

We have previously identified two different patterns lytic disease of the newborn (HDN) - 39 infants.
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Analysis of hemostasis was performed on the basis
of the level of 10 procoagulants in the blood plasma
(1, 11, v, VII, VIII, IX, X, XI, XII, XIII factors); co-
agulation tests: activated partial thromboplastin time
(APTT), prothrombin time (PT), thrombin time (TT),
plasma concentrations of 5-inhibitors of serine pro-
teinase: antithrombin-III (AT-III), al-antitrypsin (al-
AT), protein C (Prot. C), a2 macroglobulin (a2-MG),
Cl-inhibitor (C1-IN), levels in plasma of fibronectin
(FN), von Willebrand factor (vWF), a high-molecular
weight kininogen (CMC); plasminogen (PG) and fi-
brin degradation products (FDP). All studies were
performed using hemostatic agents from Behring
production (Germany). The dynamics of platelet ag-
gregation to adrenaline and ADP was assessed using
aggregometer (THROMLITE 1006).

Statistical analysis was performed using Student's
t-test, nonparametric methods of Fisher and Kol-
MmOgorov.

Results.The diagnosis of DIC-syndrome was set
in 128 out of 214 examined newborns. Clinical crite-
ria for diagnosis of DIC-syndrome was the severity of
the initial disease of the newborn at risk (ie, situation-
al assessment), accompanied by multiple organ dys-
function: the combination of different disorders of the
central nervous system, lungs, kidneys, liver, systemic
hemodynamic and often by thrombosis and hemor-
rhage. Hemostasiological criteria of DIC-syndrome
were: hyper-and hypocoagulation shifts of APTT,
PT, consumption of procoagulants, antithrombin III,
high molecular weight kininogen, plasminogen, FDP
increasing, thrombocytopenia with failure of the ag-
gregation platelet activity.

The frequency of DIC-syndrome varied in different
forms of severe perinatal pathology. DIC-syndrome
ever happened in sepsis. Hemostasiologically DIC-
syndrome was revealed in all children after surgical
intervention for atresia of any part of gastrointestinal
tract with prolonged anesthesia. DIC-syndrome was
seen in one third of children with severe intrapartum
asphyxia and posthypoxic syndrome. The frequency
of hemorrhagic disorder manifestations in DIC-syn-
drome depended on its origin.

Hemostasiological characteristics of DIC-syn-
drome in newborns with severe asphyxia and hypoxia
in the early neonatal period (group II) are presented in
Table 1: the presence of consumption coagulopathy
that appeared in increase of the APTT, TT, PT, reduc-
tion of factor IX, AT-III, PG, CMC, fibrinogen (FG),
thrombocytopenia, increase of FDP that are the signs
of activation of coagulation and fibrinolysis.

The main features of the DIC-syndrome in posthy-
poxic syndrome were: significantly increased aggre-
gation activity of platelets to adrenaline, which possi-
bly was a compensative mechanism in the hemostatic
system, and an exceptionally high level of VWF - a
marker of blood vessels damaging. Clinical improve-
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ment was accompanied by a shift in the coagulation
toward the normalization of coagulation parameters.
VWEF decreased in 3.6 times. Simultaneously there
was a significant increase of fibrinogen (FG) concen-
tration, VIII and X factors, CMC, al-AT and inhibi-
tion of fibrinolysis. The functional activity of platelets
to adrenaline decreased, still remaining above normal.

Despite significant changes in hemostasiogram,
the effectiveness of treatment allowed all children
to survive. However, there was a high percentage of
moderate or severe posthypoxic encephalopathy in
these children during the first month of life (85%)).

DIC-syndrome in newborns of group III mani-
fested by bleeding disorders in 7 out of 9 children
and 2 of them had intraventricular hemorrhage
(IVH). Analysis of hemostasis in children of group
I1I with complicated posthypoxic syndrome showed
a wave-like nature of coagulation with the presence
of sharp changes in direction of hypo-and hyperco-
agulation (in group II - without pneumonia, DIC had
only hypocoagulation changes), but its degree of se-
verity in group II was less than in group III. Platelet
aggregation of group III in whole was characterized
by hyperaggregation, which gave some similari-
ties with group II. In the hypocoagulation phase all
tests were significantly elongated and PG level was
reduced. Positive correlations between the PG and
XIII factor (r = 0,78), as well as PG - FG and PG
- FN (r = 0,80 and 0.72, respectively) were noted
in children of group IIl. There was relatively high
level of procoagulants in the phase of hypercoagu-
lation (on the bases of APTT and PT). The level of
FDP was high during the flame period. Health im-
provement was accompanied by significant increase
of FG, VIIIf, CMC and al-AT (same as in group II)
compared with the normal concentrations.

The parameters of hemostasis in children operated
in the neonatal period in connection with developmen-
tal disabilities (without infectional complications) are
shown in Table 1 (Group IV). Analysis of hemostasis
revealed DIC with coagulopathy of consumption (with
high level of VIIIf), thrombocytopenia of consumption,
lack of FN, AT-1II and a high content of the FDP. Our
observation shows that surgery, even in children with
reference indicators lead to the activation of both co-
agulation and platelet hemostasis. Intraoperative com-
plications leading to the development of DIC were not
registered. APTT was increased 5-fold as compared
with the control group and PT — 2-fold. The main fea-
ture of homeostasis in this group was significantly in-
creased platelet aggregation, especially pronounced at
the height of hypocoagulation, which allowed us to be
regarded as a mechanism of adaptation the hyperaggre-
gation in the hemostatic system.

The peculiarity of postoperative DIC was brief hy-
percoagulation phase that occurred even at the oper-
ating table. Hypocoagulation crisis was followed by



Table 1.

The parameters of hemostasis in neonates with severe posthypoxic syndrome, complicated and
uncomplicated by pneumonia

1 111
Healthy Heavy posthypoxic syndrome Posthypoxic syndrome
Group newborns with DIC complicated by pneumonia and DIC
n=49 n=13 n=>9
= . Stage of Phase of hyper- | Phase of hy- | Phase of im-
Parameters i s Blageprheigt imprfvment coagulat?(i] pocoagulati'on provement.
APPT (sec) 51,,6 0,2 ;12547 2% 55,9+4.6 39,941 2% 173,245,6* 59,943,2
PT(sec) 16,8 £+ 2.5 |25,8+2,1% 14,4£1,6 15,6+1,4% 35,8+2,9* 14,4421
TT (sec). 172++1,2 [21,34+2,0# 19,9+1,8 19,242 2% 27,943,1* 19,8420
FG (g/l) 2,0+£0,05 |1,2+0.2% 3,85+0,8* 2,1£0,4 1,3+0,3* 3,3+0,6*
VII f (%) 67,6 1,3 74,3£3,1* 86,5+6,2* 78,3128 71,612,5 84,2+3,1
VIII f (%) 81,0+ 1,1 107,1+3,5% 132,344,9% 98,2+4,5* 99,8+5,7* 127.2£7,5
IXf (% 854+ 1,6 71,312,5% 85,6+5.3 78,8422 71,9+2,1 103,8+4,3
X f (%) 60,3 ++22 |73,244 6% 94,3+4 3% 89,942 6% 82,942 3* 89,3+3,5*
vWF (% 1218+ 152 |616,2+11,3* 168,2+28,6* |[229,6+13,7* 241,6x12,1*  |231,1+11,2*
PG (mkg/l) 450+3,0 39,1+3.7 71,34 4% 42,6143 37,042,1% 63,8+3,8%
FDP (mkg/l) 5,2+ 0,6 14,0+£2,7+ 7,0£1,0 23,542 1% 22,182 4+ 7,4+2,1
FN (g/1) 0,16 £ 0,01 |{0,2+0,045 0,21+0,04* 0,08+0,01=* 0,1£0,01* 0,1520,01
AT-1IT (g/1) 0,17+ 0,02 |0,08+0,03* 0,18+0,02 0,1+0,01* 0,12+0,01* 0,2+0,03
o 1-AT (g/1) 1,8 £ 0,02 |2,05+0,21 3,7£0,19% 2,0£0,13 2,59+0,24% 2,43+0,21%*
CMC (%) 100,8 £+1,1 [62,643,6% 89,4+3.7 73,54£2,1% 61,244 ,5* 94,2435
:;:i'ef] 02;*‘0“‘ 245,0 ++ 30,0 | 98,312, 1% 2333423,5 |94,1£14,5% | 101,6%:8.9% |198,9+16,1
Aggregation to adrenaline (%)
) 12,7275 32,342, 1% 1124233 19,9£1,9% 19,9+1,9% 27,942,3*
Min. 5 209134 40,142 2% 13,942,9* 27,943,7* 27,943,7% 21,0£12
8 257233 40,5+2,6* 22,0+1,6 29,2441 29,2+4,1 23,8+1,9
10 28,7132 45,542 ,5% 23,2425 31,842,5 31,8£2,5 23,8+2.8

* statistically significant differences compared with healthy newborns by the Student t-test (p <0, 05)

a significant increase in VIIIf, FN, PG, and growth
in concentration of anticoagulants, presenting current
aseptic inflammation. Increasing of vWF was mini-
mal, and the platelet count in the lower limit was per-
sistent.

All newborns with neonatal sepsis had clinical and
hemostasiological characteristics of DIC-syndrome
but they were different in hypoergic and hyperergic
variants (Table 2).

In 92.9% of newborns with hypoergic variant of
sepsis (group V variant “A”) there were no hyperco-
agulation crises in the height of DIC i.e. shortening
of the APTT and PT. The data presented by Table 2
indicate hypocoagulation in hemostasis. The dura-
tion of this period ranged from 5 to 21 days (for dead
children during the whole period of follow-up). There
were low levels of the majority of procoagulants: AT-
111, a2-MG, PG and CMC in hypoergic variant "A",
which were used during coagulation and fibrinolysis
with inadequate synthesis and thus significantly dif-
fered from hyperergic variant "B". Low level of VIIIf
was the main marker of "A" variant which for all other
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investigated variants of DIC was high, including sep-
sis "B". Platelets aggregation was characterized by
low activity to adrenaline in sepsis "A".

In 100% of patients with sepsis "A" there were
increased level of a.1-AT, Cl-inhibitor (2-fold higher
than in variant "B") vWF, that reflects, in our view,
a higher level of proteolytic activity of plasma, en-
dothelial damage and increased permeability of the
vascular wall in this variant of septic DIC.

In hyperergic variant (group V-"B" variant) hyper-
coagulative crises occurred in 100% of patients while
their duration ranged from 5 to 30 days, i.e. there was
a general hypercoagulation in hemostasis. However,
this group of infants later experienced hypocoagula-
ble states, in the majority of newborns (85.6 %) it was
only once and usually coincided with the emergence
of new foci of infection. At the same time, there was
reduced aggregation activity of platelets to adrenaline.
The difference in values of APTT and PT as compared
to the norm, respectively, was 144,8 seconds and 27,5
seconds which is 2 times lower than in variant "A".
Aggregation activity of platelets to adrenaline was



Table 2

Parameters of hemostasis in children operated in the neonatal period in connection ?vith d'evelggTental
malformations with two variants of sepsis (hypoergic variant “A” and hyperergic variant ).

I\ i
Operated ( - Sepf}‘;” o
Sl The period of ?51(1): Ef‘ ‘t/l?e i:;:c— hei rl?tu gf the infec- Improvement
i hypofigigma stabilization b tbion process) tgion process) (n=30)
(n =35) @526) (n =33) (n =35)
APPT (sec) 264,9+20,7* |42.2+53 281,0154,0% 29,446 4% 411,2:_:3,;1
PT(sec) 33,527 |15940,9 28,4433 15,2¢0_.Z* 13’010’8
TT (sec). 26,5£2,1x [19,1+0,4 24 4+1,5% 19,4+1,3* 19,9—0:
FG (g/l) 12402+  |3,140,2% 1,0£0,2% 3,0+0,2* 2',8i0,o*
Vf (%). 3 5 53,3448 88,3464 89,6i§,4
VII f(%). 64,5+3,3 75,3+4,0% 59,5+5,4% 87,242 6% 76,243,7 |
VIIIf (%). 102,0+8,3* | 110,0£15,5% 63,045,5% 137,1+15,1* 116,5+15,1*
IXf (%). 69242.9%  |77,445,0 62,7+2,5% 100,3£6,5%* 80,2i§,4
X f (%). 83,3+4,5%  |66,9+2.5 59,0+5,4 94,1+3,5% 85,0+3,9%
vWF (%) 241,0+21,8* |186,0+27,2 309,0427,5* 336,1427,2 84,0+9,0
PG (mkg/l) 343+1,8+« |62,7+8,7 32,045,5% 67,9+4,8% 69.8+10,3
FDP (mkg/1) 39,7+10,2% |10,244,0% 31,045,8% 5,7+1,1 11,6+2,9*
FN (g/1) 0,13+0,01* |0,29+0,0%4 0,12+0,01%* 0,26+0,02% 0,29+0,01*
AT-111 (/1) 0,09+0,01% |0,30+0,02% 0,08+0,01% 0,2440,01 0,27+0,01%*
ol-AT (g/l) 3.3 +0,3% 2,3 +0,3* 2,94+0,19% 2,3+0,26* 2,40+0,29
«2-MG (g/l) 3 3 1,50+0,17 2,3240,29 3,4+0.06*
CI-IN (/1) g A 0,62+0,12%* 0,31£0,09* 0,28+0,09
CMC (%) : - 53,0+4,0% 65,147 4x 94,8+7,1
Pllagf)lets (thousands | ;15 0117 5« [2543412,6 79,05, 7% 120,048 2+ 340,0+31,1
X
Aggregation to adrenaline (%)

2 [31,7450« |16,8+42 4,15+1,5% 6,620,9% 14,6+2,6

5 |47,7+114%  [22245,1 6,842,1% 13,9412+ 24,6146
Min. 8 [592+482x [255%53 11,442 4% 18,6+1,7 29,0+4,8

10 |47,8+14,0% [27,8+5,3 9,9+1,7* 22,3423 31,045,7

* statistically significant differences compared with healthy newborns

lower than normal but higher than in variant "A". At-
tention is drawn to the high (even compared to healthy)
content of FG, VIIIf and anticoagulants in spite of the
current active DIC. The peculiarity of hemostasis in
hyperergic variant of the sepsis was the high content
of PG regarded as the inhibition of fibrinolysis.

As in both septic groups there were newborns after
abdominal operations due to developmental disabili-
ties, we analyzed coagulation tests in these subgroups
separately. On the basis of our observations of postop-
erative DIC (group 4) we concluded that surgical inter-
vention with sepsis was accompanied by elongation of
APTT in group "B" average at 24% and PT - 70%.

As for the group "Ay, there was also increased clot-
ting time from the baseline in the early postoperative
period (in some cases - 3 — 3,5 times). But the overall
shift of hemostasis to hypocoagulation had led to im-

possibility to assess the degree of shear caused by the
operation itself.

by the Student t-test (p <0. 05)

DIC with hemolytic disease of newborn (HDN)
(VI group) always manifested by hemorrhagic syn-
drome with symptoms of disorders in all components
of hemostasis. The main feature of hemostasiogram
was reduced platelet aggregation for all types of used
agregants (ADP, ristomitsin, adrenaline).

Discussion. Increased sensitivity of newborns to
all factors initiating DIC is associated with physiolog-
ical characteristics of the hemostatic system in new-
borns, particularly, by low mononuclear phagocytes
ability to clean the blood from clotting products, im-
maturity of the liver and inability to provide adequate
compensatory synthesis of pro-and anticoagulants
[1,2]. On the other hand, the interpretation of hemo-
static test in newborn is difficult due to their lability in
the first days of life. Studying specific characteristics
of homeostasis in healthy infants during the 1st week
of life, we concluded that high lability of coagulation
parameters and platelet hemostasis with relatively

44



stable X key factor of proteolytic cascade and the ab-
sence of clinical thrombosis and hemorrhages, reflects
the processes of adaptation to the transition states of
hemodynamics, respiratory tract and hematopoiesis
[5]. However, the same circumstance predisposes to
an increased tendency of newborns to thrombosis and
hemorrhagic disorders.

A detailed analysis of the significant adverse fac-
tors of ante-and intrapartum periods of life in the de-
velopment of fetal hypoxia, malnutrition, malforma-
tions and scpsis arc described previously. The study
of the mechanism of DIC development in these con-
ditions and recognition of differing characteristics in
various clinical settings may allow optimization of
therapy and better assessment of prognosis.

Figure 1 shows the major factors of DIC develop-
ment in various forms of neonatal disease. The data of
histogram shows that in groups II and III DIC was in-
duced by the combination of heavy asphyxia and trau-
matic factors in childbirth. Trigger mechanisms of DIC
with severe intrapartum hypoxia (Il and III groups)
were severe posthypoxic syndrome with respiratory
- insufficiency, hemodynamic disorders, acidosis, and
hyperbilirubinemia. Peculiarities of hemostasiogram
in children of these groups are defined by damage of
the vascular wall and membranes of blood cells due to
severe acidosis as evidenced by 5.5 times higher con-
centration of VWF and hemodynamic disturbances.
Certainly, «absence» of hypercoagulative phase (ap-
parently that took place during delivery) points to a low
ability of liver to synthesize proteins in these children
which is easily explained by maternal preeclampsia and
presence of chronic fetal hypoxia in one third of chil-
dren. Improving of the clinical status was accompanied
by an increase in the content of FG, VIIIf, CMC, PG
and uol-antitrypsin that was significantly higher than in
healthy newborns. These acute-phase polyfunctional
proteins show the recovery process after severe as-
phyxia and high content of Xf show maintaining of
tension in the system of hemostasis.

Newborns in group II1 had a number of similarities
in the height stages with group II in platelet hemosta-
sis and similarities with the group V in the coagulation
link of hemostasis (in the phase of hypooagulation
with a version «A» and in hypercoagulation with the
version «B»). This circumstance confirms different
contributions of hypoxic and infectious factors in the
character of DIC. Infectious factor gives the clinical
picture and hemostatic picture wave-like character
with deviations to hypo-and/or hypercoagulation.

The reason for the development of DIC in oper-
ated newborns is the operation itself. Hemodynamic
disturbances, anemia, respiratory failure and acidosis
play an important role in the early postoperative pe-
riod. Attention is drawn to the fact that hypo-coagu-
lation crisis is detected in all children who underwent
abdominal surgery that is observed in the first 4 days
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after the intervention, and in the absence of additional
aggravating factors (such as repeated surgery or infec-
tion) is not repeated. This short duration of the crisis
and the ability to self-compensation in the hemostatic
system indicates the presence of plastic and energy re-
serves as a result of less severe antenatal suffering and
infectious components (ie, there was aseptic SIRS).
That was the main feature of post-operative DIC in
comparison with DIC of other origin (in compared
with groups II, 111, V-A variant) in which there was a
wave-like nature of most of the parameters of hemo-
stasis in the dynamics and hypocoagulation periods.

Sepsis is the most common cause of DIC in the
neonatal period, but as shown by our data [10] pattern
of “hypoergic” variant of DIC («A») and “hyperergic”
variant («B») differs and we associate it with a type of
pathogen, peculiarities of the initial reactivity reflecting
the degree of antenatal suffering. The predominance of
gram-negative bacteria as the causative agents of sepsis
in the group «A» requires a higher level of endotoxemia.
Endotoxin leading to a reduction of marginal pool of
leukocytes, exposure of vascular endothelialium, activa-
tion of endothelial cells triggers a cascade of proteolytic
systems of plasma (thrombin, kinin, fibrinolitic and the
complement system) [11-14]. The high content of al-
AT providing 88% of contrprotease activity of plasma
and C1-IN, suppressing contact activation of thrombin
and callikrein-kinin systems is regarded by us as a com-
pensative mechanism. However, in variant «A» it is not
sufficient, probably due to lack of contr mediators of eo-
sinophil (eosinopenia is typical or complete absence of
eosinophils). This variant is also characterized by lym-
phopenia and a tendency to monocytopenia due to lack
of mediators produced by these cells.

Concluding the discussion of the DIC syndrome
characteristics in different clinical settings we would
like to say that the overall hemostatic parameters deter-
mined on the basis of coagulation tests (venous blood
parameters) not always reflect hemostatic situation in a
certain organ / region. The local cellular factors (mac-
rophages, endothelial cells, etc) also affect the general
hemostatic situation resulting in thrombosis of kidney,
brain vessels in general hypocoagulation.
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SUMMARY

NEJbBUOMETPHS C NOMOIbIO MPUMMHEHUSA AAEPHO-MATHUTHOI'O PE3OHAHCA NIPU CYBKJIMHUYECKUX
©OPMAX Y3KOI'O TA3A M OIPEAEJIEHHS PUCKA B CIYYAE AUCTOUUH INTPEYHUKOB

Bo mHozux cmpanax moYHOCMb U3MepeHUll pazsmMepo8 HAPY’CHO20 maza COMHumenvHa. Pacnpocmpanennocns
noomunos CyOKNUHUYECKU Y3K020 KOCMHO020 ma3a euje bonee 3ampyonsem OuazHOCmuKY.

Hens: ycmanosume axywepckue MP nenveuomempuyeckue u ghemomempuieckue pegepenHcrvle 3Ha4eHust Npu OYeHKe
DUCKA OUCMOYUY NeYUKO8 NN00a neped poodamu u cpasHume MP nenseuomempuio ¢ HapysCHeLMU MEMOOaMU UIMEPEHU.

Metonb1: obcnedosarer 40 srceHuyun ¢ 00HoNN00HOU bepemorHocmbio 6 cpoke 38-39 nedens. MP nenveuovempus npo-
usgoounace Ha evrcokononbiom 1,5 T MRT. Bce cybknunuueckue munsl y3K020 KOCmMHO20 masa bulau pasoenenst na 3 cme-
nenu. Ilpogoounacs marxoice pemomempus. Puck oucmoyuu onpeodensiics Kak MUHUMAnbHbl i, 603MO’CHbLU U 66l COKUL.

Pesyavtarei: A6conomno yskuil maz bein eviagnen y 3 ocenuyun. Juamemp kocmnozo maza, usmepennniti na MPT,
611 Hopmanenem y 14 (35%) scenwyun. Jeenaoyamu scenuyunam (30%) co 2 cmenensio y3K020 masa w/uni KpynHsiM
nrodom (>4000 2) npu omcymcmeuu Opyzux npomugonoKazanui 6610 PeKoMeHO0BAHO POOOPA3PeULeHUE Yepes eCie-
cmeeHHble pooosble nymu, HO 6 u3 Hux evinonnero KC.

3aK/II04eHHe: HUSKAA YACMOMA 6bIAGNEHUS CYOKNUHUYECKU Y3KO2O KOCMHOZ0 MA3a NpU HAPYIHCHBIX USMEPEHIUAX
Modicem npusooume K 3ano30anoi UHMparnamanbHol OuazHocmuky smou namonozuu. MP nenseuomempus 6viaenana
cyOKnuHuYecKoe cydrcenue Kocmnozo masa. JJononnumenshole OauHbe PemomMempuy NOMO2U OYeHUmb PUCK OUCTO-
Yuu nNNeyuKos neped pooamu.

Introduction. In many countries accuracy of ex- cated. Assessment of pelvical cavity form and detec-
ternal pelvis measurements is considered to be ques- tion of all pelvical distances, distances of fetus head
tionable because of the high mistake value (up to 1.5 and chest-with-shoulders circumference followed
- 5 cm). Subclinical narrow bone pelvis subtypes pre- with conclusion about their relevarion or discrepancy
dominance make the diagnostics even more compli- can be provided by complex data of rentrenopelvime-
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