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Sheehan syndrome is a condition & MANAGEMENT
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which is secondary to massive postpartum
haemorrhage (PPH).

available management option, although it

A does not improve pituitary function or halt
@ ------------- P, . the progression of pituitary gland necrosis.

In accordance with the location of hormone-
The enlargement of the secreting cells relative to the vasculature, the

pituitary gland during POSTERIOR jihe ante.rlor secretion of growth hormone and prolactin
pregnancy and the early postpartum LOBE lobe, which

period increases its vulnerability to = mainly
changes in blood flow receives blood

is most commonly affected, followed by
follicle-stimulating hormone and luteinizing
hormone. Severe pituitary gland necrosis also

In the developed world, Sheehan syndrome is
rare. The prevalence of hypopituitarism is ~40
per 1,000,000 individuals. The most common
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of all hypopituitarism cases are caused by e — . y oFarteridl though rare, involvement of the posterior
Sheehan syndrome. Prevalence of the condition ggﬁ‘)’;ﬂ:;:‘;:i;’g L e supply, ismost lobe of the pituitary gland can result in arginine
is much higher in the developing world, owing fR————— i f \ susceptible vasopressin deficiency, with diabetes insipidus
to less-advanced obstetrical care. In India, . N ¢ — to ischaemia as a consequence.
~3% of the women =20 years of age who have Thyroid L Y /
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given birth are estimated to have
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Prevention of Sheehan syndrome requires
s aggressive management (for example, by giving
% intravenous fluids) and minimizing the risk of

.o. PPH. The WHO recommends a combination of
2 interventions such as umbilical cord clamping
H
@
..

NECROSIS
‘uunuuuu.u.-.

C Muscle, bone
g o, and adipose
° tissue
%

and cutting, controlled cord traction (to
minimize retention of the placenta) and the

Genetics Severe PPH ®000000°° %, Ovary o Use of a uterotonic agent to stimulate uterine
®%0000e00®®” contraction. Other risk factors for haemorrhage,
Small sella Coagulation including anaemia, should be prevented,
turcica size Autoimmunity abnormalities S S
Symptoms usually

for example, via iron supplementation.

= L K e / become evident
DIAGNOSIS Mammary 3 o8, . years after delivery, but

gland might sometimes develop
Diagnostic criteria vary but 000028 sella turcica on Laboratory ith \
usually involve a history of PPH, imaging. Symptoms tests (hormone :
absence of postpartum lactation, are caused by a decrease or and electrolyte levels and
failure to resume regular absence of at least one pituitary  blood cell counts), hormone
menstruation, varying degrees hormone, and vary from stimulation tests and imaging of

PPH is the most important risk factor

and is traditionally defined as blood

loss of >500 ml after vaginal delivery
or >750 ml after caesarian section. Small sella

turcica (the bone enclosing the pituitary gland)
size, thrombosis (associated with pregnancy or
coagulation disorders), autoimmunity and/or
genetics are predisposing factors.

of anterior pituitary hormone nonspecific symptoms (such as the pituitary gland are used to
insufficiencies and an empty fatigue) to severe adrenal crisis.  confirm diagnosis.
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DIAGNOSIS

Diagnostic criteria vary but
usually involve a history of PPH,
absence of postpartum lactation,
failure to resume regular
menstruation, varying degrees
of anterior pituitary hormone

insufficiencies and an empty

sella turcica on
imaging. Symptoms
are caused by a decrease or
absence of at least one pituitary
hormone, and vary from
nonspecific symptoms (such as
fatigue) to severe adrenal crisis.

| ] Symptoms usually

o / become evident
years after delivery, but
might sometimes develop
within days

Laboratory
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tests (hormone
and electrolyte levels and

blood cell counts), hormone
stimulation tests and imaging of
the pituitary gland are used to
confirm diagnosis.
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Prevention of Sheehan syndrome requires
aggressive management (for example, by giving
intravenous fluids) and minimizing the risk of

PPH. The WHO recommends a combination of

interventions such as umbilical cord clamping

and cutting, controlled cord traction (to

minimize retention of the placenta) and the
use of a uterotonic agent to stimulate uterine
contraction. Other risk factors for haemorrhage,
including anaemia, should be prevented,
for example, via iron supplementation.
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Abstract

Objective: Sheehan's syndrome (SS) is a well-known cause of hypopituitarism resulting from postpartum pituitary

necrosis. Because of its rarity in Western society, its diagnosis is often overlooked. We aimed to investigate the clinical,
laboratory, and radiological aspects of SS in a large number of patients.

Study design: A retrospective assessment of the medical records of 114 patients with SS was conducted. In addition, sella
turcica volumes of 29 healthy women were compared with those of patients by magnetic resonance imaging examinations.
Results: The mean period of diagnostic delay was 19.7 years in patients with SS. It was found that 52.6% of patients had
nonspecific complaints, 30.7% had complaints related to adrenal insufficiency, and 9.6% had complaints related to
hypogonadism when diagnosed. At the time of diagnosis, 55.3% of the patients had panhypopituitarism, while 44.7% had
partial hypopituitarism. The number of deficient hormones was found to be increased over the years. None of the patients
whose basal prolactin was below 4.0 ng/ml had adequate prolactin responses to TRH test, while all patients whose basal
prolactin was above 7.8 ng/ml had adequate responses. Mean sella volume was found to be significantly lower in the

SS group (340.5+214 mm?®) than that in the healthy group (602.5 + 192 mm?).

Conclusions: SS is a common cause of hypopituitarism in underdeveloped and developing countries. The main reasons

for diagnostic delay seem to be the high frequency of patients with nonspecific complaints and neglect of SS. In addition,
the TRH stimulation test was found to have a high sensitivity and specificity to recognize PRL deficiency. Furthermore,
small sella size may have an important contributing role in the etiopathogenesis of SS.
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Results

The mean age of 114 patients previously diagnosed with SS
between 1985 and 2013 was 63.2+ 12.5 years, and age at
diagnosis was 52.1+12.7 years. When the past histories
of patients with SS were analyzed, mean age at the last
delivery was 32.4+6.5 years and thereby the period of
diagnostic delay was 19.7 +10.2 years. After diagnosis,
the follow-up time was 7.4+ 6.9 years. Nine (7.9%) cases
had died and 55 (48.2%) were alive. The other 50 (43.9)
patients did not attend follow-up visits in the last 3 years,
and therefore it was not known whether they were
still alive.



Table 3 Deficient hormones of anterior pituitary gland in
patients with SS.

Number (%)
Deficient hormones of patients
All hormones 63 (55.3)
FSH-LH+ GH+ ACTH+TSH 17 (14.9)
FSH-LH+ GH+ TSH +PRL 12 (10.5)
FSH-LH+ GH+TSH 11 (9.6)
FSH-LH+ GH+ PRL 5 (4.4)
FSH-LH+ GH 4 (3.5)
FSH-LH+ GH+ ACTH +PRL 1(0.9)
FSH-LH+ GH+ ACTH 1(0.9)

Total 114 (100)




Table 3 Deficient hormones of anterior pituitary gland in

patients with SS.

Deficient hormones

All hormones

FSH-LH+ GH+ACTH+TS
FSH-LH+ GH+ TSH +PRL
FSH-LH+ GH+TSH
FSH-LH+ GH+PRL
FSH-LH+ GH

FSH-LH+ GH+ ACTH +PR
FSH-LH+ GH+ ACTH
Total

Table 4 Progression of hormonal deficiency in ten patients

with SS.

Patient Intact hormones at After a Intact hormones
nos date of diagnosis period of (years) in last clinical visit
21 ACTH 18 None

31 ACTH+TSH +PRL 15 ACTH + PRL

35 ACTH 22 None

60 ACTH 6 None

64 ACTH+PRL 9 None

66 PRL+TSH 12 None

81 PRL 22 None

90 ACTH 11 None

95 ACTH 10 None

109 ACTH+ TSH 8 TSH




Clinical Report of 28 Patients with Sheehan’s Syndrome

MURAT SERT, TAMER TETIKER, SINAN KIRIM AND MUSTAFA KOCAK

Cukurova University, Medical Faculty, Department of Internal Medicine, Endocrinology Division, 01330 Adana, Turkey

Abstract. The aim of the present study was to determine the clinical and hormonal characteristics with Sheehan’s
syndrome in 28 cases that we had diagnosed and followed in the last 20 years. Twenty-eight patients with Shechan's
syndrome, diagnosed and followed at our University Endocrinology Clinic in the last 20 years were reported in the study.
Medical history, physical examination, routine laboratory examinations, pituitary hormone analysis, CT and/or MRI scan
of the sella of the patients were reviewed. All patients had a history of massive hemorrhage at delivery and physical signs
of Sheehan's syndrome. Twenty-six of them lacked postpartum milk production, followed by failure of resumption of
menses. There were 9 subjects with disturbances in consciousness associated with hyponatremia on admittance. All 28
patients had secondary hypothyroidism, adrenal cortex failure, hypogonadotrophic hypogonadism and growth hormone
deficiency. Diabetes insipidus has not been found in any patient. Empty sellae were revealed in 8 patients by CT and/or
MRI scan. Sheehan's syndrome is still encountered in clinical practice occasionally. If not diagnosed early, it could cause
increased morbidity and mortality. The most important clues for diagnosis of Sheehan's syndrome are lack of lactation
and failure of menstrual resumption after a delivery complicated with severe hemorrhage.

Key words: Sheehan's syndrome, Pituitary failure, Hyponatremia, Empty sellae
(Endocrine Journal 50: 297-301, 2003)



Table 1. The characteristics of the patients with Shechan’s syndrome.

Patients Age at Duration  Total Lactation Serum sodium Consciousness Drugs of CT and/or

diagnosis  of illness  number of (mEg/L) on admittance  substitution MRI scan
(year) (year)  pregnancy of sellac
o as § 3 - N N L, P, HR N
2 60 17 8 - 110 Coma L P ES
3 70 20 6 - N N LP N
4 60 22 ki - 132 Confusion L P N
5 30 7 | - 128 N L,P, HR N
6 34 6 2 - N N L,P, HR N
7 64 9 2 - N N L.P N
8 35 8 1 - N N L, P, HR ES
9 51 19 | - 10 Stupor L, P, HR ES
10 48 10 2 - N N L, P, HR N
1 38 9 s - N N L, P, HR N
12 50 15 4 - N N L, P, HR N
13 s 6 4 - N N L, P, HR N
14 60 I8 9 - N N L, P, HR N
15 35 6 1 - N N L, P, HR N
16 39 8 | + N N L,P. HR N
17 45 12 | - N N L, P, HR N
18 50 17 k) - N N L, P, HR N
19 46 20 | - N N L,P, HR N
20 45 14 | - N N L,P, HR N
21 43 15 | + N N L, P, HR N
22 58 10 4 - 126 Coma L, P, HR ES
23 67 30 7 - 119 Coma LP ES
24 47 20 5 - 101 Confusion L, P, HR ES
25 57 20 3 - N Confusion L, P ES
26 49 19 5 - N N L, P, HR ES
27 44 12 6 - 110 Coma L, P, HR N
28 45 13 4 - 114 Coma L,P, HR N

+ Present, — Absent, N: Normal, ES: Empty Sellae, L: Levothyroxine (100-150 ug/day), P: Prednisolon (7.5-10 mg/day), HR:
Hormone replacement (estrogen plus progesterone)



Secondary hypothyroidism, secondary adrenal fail-
ure, hypogonadotropic hypogonadism and growth hor-
mone deficiency were present in all patients. Serum
hormone results (means + SD) were found as follows:
TSH: 1,32+ 0.85 mIU/ml (R: 0.37 10 4.2, normal
range [N): 0.47-5.01), FT: 2.09 £ 1.7 pg/dl (R: 0,17~
2.70, N: 2.3-4.2), FT; 043 + 0.28 ng/dl (R: 0.11-
0.80, N: 0.89-1.80), FSH: 5.01 £3.21 mIU/ml (R:
0.4-11, normal range for menopause 40-200), LH:
2,07 £ 1.95 mlU/ml (R: 0.08-7.3, N for menopause
40-200), GH: 0.23 + 0.25 ng/ml (R: 0-0.9, N: >7 after
insulin induced hypoglycemia), prolactin: 2.38 + 1.53
ng/ml (R: 0.1-4.5, N: 2.7-26), ACTH: 17.15+ 11.03
pg/nl (R: 0.1-43.5, N: 10-60), cortisol: 2.96 + 3.37
pg/dl (R: 0.1-11.4, N: >20 after insulin induced hypo-
glycemia). Individual value of each hormone is

presented (see Fig, 1), Diabetes insipidus was not ob-
served in any patient,

CT and/or MR scan of sella of 28 subjects revealed
20 normal and 8 empty sellae.



CuvHapom WWnxaHa
Y NaUuMeHTKN C NaToAormen
LLINTOBUNAHOW YKenes3bl

BoakoBa A.P., depepanbHOe rocyaapcTBeHHOe GroAXeTHoe 0bpa3oBaTteAbHOe yupexaeHue
OCTpoyxosa E.H., Bbiclwero obpaszoBanHusa «[lepsbiit CaHKT-lNeTepbyprekuii rocyAapcTBE HHbIN

MEAULIMHCKUI yHUBEpcUTET UM. akaA. W.T1. MNasaosa» MuHKUCcTEpCTBA
AOpa C.B., 3apaBooxpaHeHus Poccumnckon ®epepauum, 197022, r. CaHkr-Metepbypr,
Baacosa KA., Poccuiickas ®eaepaums

Cemukosa I'.B.

[ayueHmka I1., 34 ropa, obpaTnnacbk Ha npmem 14.08.2019 c xxanobamu
Ha BbIpa)XXeHHY0 criabocCTb, MOHWXEHHbIW anneTuT, TOLLHOTY,
cepauebneHue, CHMXKeHMe Macchl Tena Ha 1,5 Kr 3a NocnegHioro
Hegento. OnucaHHbIe )anobbl NOABUITNCL B KOHLIE Mad 2019 T. v

NOCTerteHHoO nporpeccumpoBarnn.



NMauuneHTka l,, 34 roaa

12.10.2018 22.11.2018
(6 Hepens) (12 Hepenb)

TTI kpoBU —5,6
MME/n (Hopma
0,2-2,5),

cB.T.~12,1 nmonb/n
(Hopma 12-22).
bbin noctaeneH
ANarHoas:
«CYOKIMHNYECKNIA
rmnotTupeos AUT?».
HasHa4yeHbl L-

TUPOKCUH (50

MKr/CyT), "ogomMmapuH
(DONN navr /ey 71\

24.05.2019

(39
HeOens)

C 1oHSa no
aBrycrt
2019r.

21.07.2019

11.08.2019

14.08.2019



NMauuneHTka l,, 34 roaa

TTI 1,8
MME/n.

12.10.2018 22.11.2018
(6 Hepens) (12 Hepenb)

TTI kpoBU —5,6
MME/n (Hopma
0,2-2,5),

cB.T.~12,1 nmonb/n
(Hopma 12-22).
bbin noctaeneH
ANarHoas:
«CYOKIMHNYECKNIA
rmnotTupeos AUT?».
HasHa4yeHbl L-

TUPOKCUH (50

MKr/CyT), "ogomMmapuH
(DONN navr /ey 71\

24.05.2019

(39
HeOens)

C 1oHSa no
aBrycrt
2019r.

21.07.2019

11.08.2019

14.08.2019



NMauuneHTka l,, 34 roaa

TTI 1,8
MME/n.

12.10.2018 22.11.2018
(6 Hepens) (12 Hepenb)

TTI kpoBU —5,6
MME/n (Hopma
0,2-2,5),

cB.T.~12,1 nmonb/n
(Hopma 12-22).
bbin noctaeneH
ANarHoas:
«CYOKIMHNYECKNIA
rmnotTupeos AUT?».
HasHa4yeHbl L-

TUPOKCUH (50

MKr/CyT), "ogomMmapuH
(DONN navr /ey 71\

#

CPOYHblE
poabl
24.05.2019

(39
HeOens)

C 1oHSa no
aBrycrt
2019r.

21.07.2019

11.08.2019

14.08.2019



NMauuneHTka l,, 34 roaa

TTI 1,8

MME/n.
12.10.2018 22.11.2018
(6 Hepens) (12 Hepenb)

TTI kpoBU —5,6
MME/n (Hopma
0,2-2,5),

cB.T.~12,1 nmonb/n
(Hopma 12-22).
Bbin noctasneH
OnarHos:
«CYOKINMUHNYECKNI
rmnotTupeos AUT?».
Ha3Ha4yeHbl L-

TUPOKCUH (50

MKr/CyT), "ogomMmapuH
(DONN navr /ey 71\

#

CPOYHbIE
poabl
24.05.2019 C noH4 no
(39 aBlrycrt
Hepens) 2019r.

Yepes 40 MWH nocne poaos -
HapyLLUEeHNne reMOANHaAMUKN C
3aTpyaHEHMEM OblXaHus,
cnabocTblo, MacCMBHOE
KpoBOTEYeHMe, remornobunHa oo
59 r/n (@o poaoB remorno6mH
cocTtaBnsan 116 r/n).

MaumeHTka nepeBegeHa B
peaHMMaunoHHOE OTAEeNeHne
obnacTtHon 60nbHULbI —
9KCTPEHHOE NepenmnBaHne KPoBu.
BbinncaHa na ctaymMoHapa B
YOOBNETBOPUTENBHOM
COCTOSAAHUM Ha 7-U OEHDb,
remornodbuH coctaBun 88 r/n.

21.07.2019

11.08.2019

14.08.2019



NMauuneHTka l,, 34 roaa

TTI 1,8

MME/n.
12.10.2018 22.11.2018
(6 Hepens) (12 Hepenb)

TTI kpoBU —5,6
MME/n (Hopma
0,2-2,5),

cB.T.~12,1 nmonb/n
(Hopma 12-22).
bbin noctaeneH
ANarHoas:
«CYOKINMUHNYECKNI
rmnotTupeos AUT?».
HasHa4yeHbl L-

TUPOKCUH (50

MKr/CyT), "ogomMmapuH
(DONN navr /ey 71\

#

CpPOYHbIE
pozbl
24.05.2019 C vIoHA no
(39 aBlrycrt
Henens) 2019r.

Yepes 40 MWH nocne poaos -
HapyLLUEeHNne reMOANHaAMUKN C
3aTpyaHEHMEM OblXaHus,
cnabocTblo, MacCMBHOE
KpoBOTEeYeHue, remorriobuHa 1o
59 r/n (@o poaoB remorno6mH
cocTtaBnsan 116 r/n).

MaumeHTka nepeBegeHa B
peaHMMaunoHHOE OTAEeNeHne
obnacTtHon 60nbHULbI —
9KCTPEHHOE NepenmnBaHne KPoBu.
BbinncaHa na ctaymMoHapa B
YOOBNETBOPUTENBHOM
COCTOSAAHUM Ha 7-U OEHDb,
remornodbuH coctaBun 88 r/n.

21.07.2019 11.08.2019

MPT ronosHoro
Mo3ra un runodusa
oT 21.07.2019 -
pasmMepsbl
rmnodmsa B
HOpMeE, UMeEeT
OAHOPOAHbIN
curHan

14.08.2019



NMauuneHTka l,, 34 roaa

TTI 1,8

MME/n.
12.10.2018 22.11.2018
(6 Hepens) (12 Hepenb)

TTI kpoBU —5,6
MME/n (Hopma
0,2-2,5),

cB.T.~12,1 nmonb/n
(Hopma 12-22).
bbin noctaeneH
ANarHoas:
«CYOKINMUHNYECKNI
rmnotTupeos AUT?».
HasHa4yeHbl L-

TUPOKCUH (50

MKr/CyT), "ogomMmapuH
(DONN navr /ey 71\

#

CpPOYHbIE
pozbl
24.05.2019 C vIoHA no
(39 aBlrycrt
Henens) 2019r.

Yepes 40 MWH nocne poaos -
HapyLLUEeHNne reMOANHaAMUKN C
3aTpyaHEHMEM OblXaHus,
cnabocTblo, MacCMBHOE
KpoBOTEeYeHue, remorriobuHa 1o
59 r/n (@o poaoB remorno6mH
cocTtaBnsan 116 r/n).

MaumeHTka nepeBegeHa B
peaHMMaunoHHOE OTAEeNeHne
obnacTtHon 60nbHULbI —
9KCTPEHHOE NepenmnBaHne KPoBu.
BbinncaHa na ctaymMoHapa B
YOOBNETBOPUTENBHOM
COCTOSAAHUM Ha 7-U OEHDb,
remornodbuH coctaBun 88 r/n.

21.07.2019

MPT ronoBHOro

11.08.2019 14.08.2019

TTI kpoBu —0,0025

Mosra u runogmsa MME/n, cB. T4-28,67

oT 21.07.2019 —
pasmMepsbl
rmnodmsa B
HOpME, UMEET
OAHOPOAHbIN
CUrHarn

nMorsb/n (Hopma
9-19,05), cB. T3-4,24
nMorsb/n (Hopma
4,0-7,4 nmonb/n),
remornobuH — 118 r/n.
ObpaTtnnacsb K
9HOOKPUHOSIOrY,
NocTaBfeH AnarHoa

andpdpysHoro
TOKCM4YecKoro 306a,



NMauuneHTka l,, 34 roaa

TTI 1,8

MME/n.
12.10.2018 22.11.2018
(6 Hepens) (12 Hepenb)

TTI kpoBU —5,6
MME/n (Hopma
0,2-2,5),

cB.T.~12,1 nmonb/n
(Hopma 12-22).
bbin noctaeneH
ANarHoas:
«CYOKINMUHNYECKNI
rmnotTupeos AUT?».
HasHa4yeHbl L-

TUPOKCUH (50

MKr/CyT), "ogomMmapuH
(DONN navr /ey 71\

#

CpPOYHbIE
pozbl
24.05.2019 C vIoHA no
(39 aBlrycrt
Henens) 2019r.

Yepes 40 MWH nocne poaos -
HapyLLUEeHNne reMOANHaAMUKN C
3aTpyaHEHMEM OblXaHus,
cnabocTblo, MacCMBHOE
KpoBOTEYeHMe, remornobunHa oo
59 r/n (@o poaoB remorno6mH
cocTtaBnsan 116 r/n).

MaumeHTka nepeBegeHa B
peaHMMaunoHHOE OTAEeNeHne
obnacTtHon 60nbHULbI —
9KCTPEHHOE NepenmnBaHne KPoBu.
BbinncaHa na ctaymMoHapa B
YOOBNETBOPUTENBHOM
COCTOSAAHUM Ha 7-U OEHDb,
remornodbuH coctaBun 88 r/n.

21.07.2019

MPT ronoBHOro

PekomeHOoBaH rnpuem
TUpo3osa (no 10 Mmr 3 pasa
B O€EHb )

(He npuHUMana)

11.08.2019 14.08.2019

TTI kpoBu —0,0025

Mosra u runogmsa MME/n, cB. T4-28,67

oT 21.07.2019 —
pasmMepsbl
rmnodmsa B
HOpME, UMEET
OAHOPOAHbIN
CUrHarn

nMorsb/n (Hopma
9-19,05), cB. T3-4,24
nMorsb/n (Hopma
4,0-7,4 nmonb/n),
remornobuH — 118 r/n.
ObpaTtnnacsb K
9HOOKPUHOSIOrY,
NocTaBfeH AnarHoa

andpdpysHoro
TOKCM4YecKoro 306a,



14.08.2019 obpaTunacb Ha NpuUeMm K
aHpokpuHonory B NMNCI6IMY nm. akag. U.I1.
[TaBnoBa.

OOBbEKTUBHBIN OCMOTP: 00LLEE COCTOSIHME YOOBNETBOPUTENBHOE, KOXHbIE NOKPOBbLI OrieaHble, nopeaeHne
BOJIOC B Max0BOW W NoAgMbILLIEYHOM 0bnacTsx, pocT — 161 cM, Macca Tena — 52,8 Kr, MUHAeKc macchl Tena — 20,4
Kr/M2, Nynbc — 82 B MUHYTY, YAOBMNETBOPUTENbHbIX CBOMCTB, apTepuanbHOe JaBneHne Ha neBon pyke — 90/50

MM PT.CT. TOHBI cepaua ACHble, YNCTbIe.

|.|.|,I/ITOBI/ILI,HaF| XeJie3a He yBEJTIMYEHa, COCMEI,I/ICTI::II?I LwymMm Ha Kenesom He BbICJTYLUNBAETCAH, Y3J10BbIE

o6pa3oBaHMa NanbNaTopHO He onpeaensaTcs. [MasHble CMMITOMbI OTPULATENbHbI.
KnuHnyecku He cknagbiBanoch BrieyaTrneHne B Nomnb3y TMPEOTOKCUKO3a.

PekomeHaoBaHO goobcrnegoBaHue: onpeaerieHne B KPOBU KOPTM30a, aapeHOKOPTUTPOMNHOro ropmMoHa
(AKTI), aHanu3 KpoBu Ha aHTUTeNa K Tnpeonepokcuaase (Tr0O), aHTnTena K peuenTopy TMPEOTPOMNHOro

ropmoHa (TTT).



16.08.2019: kKopTn3on — 1,8 HMonb/n (Hopma 171-536), AKTI - 5,1
nr/mn (Hopma 0-46), aHTuTtena K peuentopy TTI - 0,75 ME/n
(Hopma 0-1,75), antutena k 11O - 7,7 Ea/mn (Hopma 0-34).
[locTaBneH guarHo3s: «nocnepogoBbiv TUPEoaNT, 3YTUPEOD3?
BTopuyHasi Hagno4e4yHmMkoBasi HegocTaTouHOCTb. CUMHAPOM
LLinxaHa».



16.08.2019: kKopTn3on — 1,8 HMonb/n (Hopma 171-536), AKTI - 5,1
nr/mn (Hopma 0-46), aHTuTtena K peuentopy TTI - 0,75 ME/n
(Hopma 0-1,75), antutena k 11O - 7,7 Ea/mn (Hopma 0-34).
[locTaBneH guarHo3s: «nocnepogoBbiv TUPEoaNT, 3YTUPEOD3?
BTopuyHasi Hagno4e4yHmMkoBasi HegocTaTouHOCTb. CUMHAPOM
LLinxaHa».

16.08.2019: kopTed (50 mr/cyT: 30 Mr — yTpomMm, 20 Mr — 16.00).
PekomeHaoBaHo goobecnenoBaHue: OCI, T, acTtpaaunon,
NPOoNakTUH, cOoMaToTPOMNHbIN rOpMOoH (CTT).



16.08.2019: kKopTn3on — 1,8 HMonb/n (Hopma 171-536), AKTI - 5,1
nr/mn (Hopma 0-46), aHTuTtena K peuentopy TTI - 0,75 ME/n
(Hopma 0-1,75), antutena k 11O - 7,7 Ea/mn (Hopma 0-34).
[locTaBneH guarHo3s: «nocnepogoBbiv TUPEoaNT, 3YTUPEOD3?
BTopuyHasi Hagno4e4yHmMkoBasi HegocTaTouHOCTb. CUMHAPOM
LLinxaHa».

16.08.2019: kopTed (50 mr/cyT: 30 Mr — yTpomMm, 20 Mr — 16.00).
PekomeHaoBaHo goobecnenoBaHue: OCI, T, acTtpaaunon,
NPOoNakTUH, cOoMaToTPOMNHbIN rOpMOoH (CTT).

Ha 2-n geHb npuema rnoKoKoOPpTUKOMAOOB NaLMeHTKa oTMeTUnNa
yryJlleHmne caMmoyyBCTBUSA: YMEHbLUUMACh CrlaboCcTb, NOABUIICS
anneTur.



16.08.2019: KopTn3on — 1,8 HMonb/n (Hopma 171-536), AKTI - 5,1
nr/mn (Hopma 0-46), aHTutena K peuentopy TTI —-0,75 ME/n
(Hopma 0-1,75), antutena k TIO - 7,7 Ea/mn (Hopma 0-34).
'locTaBneH anarHo3a: «nocrnepoaoBbivi TUPEOOUT, AYTUPEOD3?
BTopn4yHasi HagnovYe4yHmMkoBasi HeaocTaTouHOCTb. CMHAPOM
1lnxaHa.

16.08.2019: kopTed (50 mr/cyT: 30 Mr — yTpomMm, 20 Mr — 16.00).
PekomeHaoBaHo goobenenoBaHue: OCI, J1IT, acTtpaaunon,
NPoNakTUH, coMaToTPONHbIN rOpMoH (CTT).

Ha 2-1n geHb npuema rmioKoKOPTUKOMAOOB NaLUMeHTKa oTMeTUnNa
yryJlleHmne caMmoyyBCTBUA: YMEHbLUUMACh CrladboCcTb, NOABUIICS
anneTur.

28.08.2019: ®CI - 0,85 mME/n (Hopma 3,5-12,5), JIIN = 0,41 mMME/n
(Hopma 1,69-15,0), acTpaguon — 12 nmonb/n (90-860 HoOpMma),
nponakTuH — 121 mkr/n (Hopma 130-540), cB.T3-3,3 nMonb/n
(Hopma 2,6-5,7), cB.T4-8,25 nmonb/n (Hopma 9-19), TTI - 0,07
MME/n (Hopma 0,3-3,4).




16.08.2019: KopTn3on — 1,8 HMonb/n (Hopma 171-536), AKTI — 5,1 nr/mn
(Hopma 0-46), aHTuTena K peuentopy TTI -0,75 ME/n (Hopma 0-1,75),
aHtutena k 11O - 7,7 Ea/mn (Hopma 0-34). [locTtaBreH gnarHos:
«NnocriepoaoBLIN TUPpeoaunT, 3yTUpeos? BTopnyHaga HagnovyevHMKoBas
HepgocTaTo4YHOCTb. CnHapom LLnxaHa.

16.08.2019: kopTed (50 mr/cyT: 30 Mr—yTpom, 20 mr — 16.00).
PekomeHgoBaHo noobcnenosanue: OCI, JII, acTpagmnon, NnponakTuH,
comMaToTponHbiv ropmoH (CTT).

Ha 2- oeHb npnema rnoKoKoOPTUKOMAOB NaymeHTKka oTMeTMNa
yryylleHne camMo4vyBCTBUSA: YMeHbLUMMNACh CNaboCcTb, NOABUIICA
anneTur.

28.08.2019: ®CI' - 0,85 mME/n (Hopma 3,5-12,5), JII - 0,41 mME/n
(Hopma 1,69-15,0), actpaaunon — 12 nmorb/n (90-860 HoOpMa), NPOoNaKTUH
— 121 mkr/n (Hopma 130-540), cB.13-3,3 nMmonb/n (Hopma 2,6-5,7), CB.
T4-8,25 nmonb/n (Hopma 9-19), TTI — 0,07 MME/n (Hopma 0,3-3,4).

29.08.2019: coCcTOAAHME YOOBNETBOPUTENBLHOE, KOXXHbIE MOKPOBbI
0ObIYHOro UBETa M BNaXXHOCTN, POCT — 161 cM, macca Tena — 54,1 Kr
(yBenunyeHue Ha 1,3 kr), UMT — 20,9 kr/m2, apTepuanbHoe gaBrieHne —
110/80 MM DT.CT.. NVABC — 78 B MUHVTV. DUTMUYHBIN



InarHo3: HegocTaTtovyHOCTb NepeaHen gonu runogpuia. CnHapom
LLiInxaHa. BropnyHasi HegocTaToO4YHOCTb KOPbl HAANOYEYHUKOB.
BTopunyHbIn runoTnpeos. BToOpu4yHbIM rMNOroHaan3Mm.

KopTted — 10 Mmr/cyT (no 1 TabneTtke yTpom n no 1/2 TabneTtku B 16.00)

9YTUPOKC (L-TUPOKCUH) — 25 MKT 1 pa3 B AeHb, YTPOM, HaToLLlaK, 3a 40
MWH 00 3aBTpaka; gemMoCcToH 2/10.

15.09.2019: KOPTU30MN B CYTOYHOM MoYe — 267,96 MKr/cyT (Hopma 58-403),
cB.13-3,3 nmonb/n (Hopma 2,6-5,7), cB.14-14,5 nmonb/n (Hopma 9-19).
PekomeHO0BaHO AanbHenwee HabnogeHne y aHOOKPUHOSOora,
rTMHeKorora.



