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PUMCbKI KPUTEPII 1lI

987 poui Brieplie cTBOpeHo Pobouy rpyrny, MeTo
popmyBaHHSI KO By/10 y3arasibHeHHS] HarpoMaaxe-
HOro KJiHIYHOro AocBigy i AaHux niteparypu y coepi
racTpoeHTeposIorii 41 NOAAaAbLLIOr0 OrNpPUIIIOAHEHHS Ha
MixHapoaHOMy racTpOeHTepoOJsIOriYHOMY  KOHrpeci
(ROMAS88). Hacninkom npaui 6aratbox npoBigHuXx ¢a-
XiBUIB 3 pi3HUX KpaiH CBITy cTano BBeaeHHs1 B 1989 poui
B KJHIYHY MPaKTUKy HOBOro MOHSTTS — «CUHAPOM
po3’aTpeHoro kuwe4Huky» (CPK). lNepLui giarHOCTUYHI
kputepii ans CPK 6yno onybnikoBaHO B XypHasi «Gast-
roenterology International Journal». ¥ 1990 poui B UbO-
MY X XypHaJi HaapyKyBaau rnepLuy kaacuikauio QyHK-
UiOHaNIbHUX racTpoiHTecTuHaabHux posnaais (OriP).
lMpoTarom HacTyrnHuX PokiB ONpuUIAHEHO e 5 cTaten,
npucssiveHyx PrIP. ligcymkomM Takoi kosocasibHOi po-
6oty ctano BuaaHHs B 1994 poui nepLuoi kHuru 3 Pyum-
CbkMun Kputepismu — Rome | Book. AKTUBHW aHasli3
HOBUX AaHUX | YTOYHEHHS Aesikux AeTtanei, rnepernissg
JEesIKUX MOHSTb MOKJIMKAsIo A0 XUTTS nybnikauito Rome Il
(Pumceki kputepii Il). |i npeacrasnero 8 cneuiansHoMy
J0MOBHEHHI A0 XypHany «Gut» y 1999 poui. Y 2000 podui
Pumcski kputepii Il BuiLm okpemor kHuroro — Rome
Il Book. A B 2003 poui ogiuiriHo 3apeecTtpyBain Pum-
CbKy opraHisauito — Rome Foundation, Lo HUHI ckyiaaa-
eTbcst 3 14 PumMcbkux koMmiTeTiB (87 npenacTtaBHUKIB i3
18 kpaiH cBity), 2 Pobo4ux rpyn (16 4neHiB 3 4 kpaiH)
Ta HU3KW iHLWMX nigpo3ainis. O4omoe Rome Foundation
iHTepHauioHanbHa rpyna ByeHux: E. Corazziari (lTanis),
M. Delvaux (®PpaHuisi), R. Spiller (Axrnisi), J. Kellow (AB-
ctpanisi), N. Talley (CLLUA), W.G. Thompson (KaHazaa),
W. Whitehead (CLLUA), L. Chang (CLLA). Hacnigku ak-
TUBHOI i nnigHoi pobotn Rome Foundation 3a ocTaHHI
poku npenctasneHo B Rome Il 3a ceprieHb 2006 poky.
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Rome Foundation Bene aktuBHy poOOTYy 3 PO3KPUTTS
dizionoriyvnnx mexariamis DrIP, npoaoBxye HaykoBi
AociaxeHHs i nepeknanae Pumcski kputepii lll pisHumn
MOBaMu, a Takox niagTpuUMye poOOTy crieLiani30BaHoro iH-
TepHeT-canty QOpraHrisauii (http://www.romecriteria.org),
Ha KoMy rpeacTaB/IeHO e/1IeKTPOHHY BepcCilo PuMcbknx
kputepiiB Ill. Rome Foundation gornomararts ¢apma-
ueBTUYHI crioHcopu: Astellas, Astra Zeneca, Axcan,
Forest, GlaxoSmithKline, Microbia, Novartis, Procter&
Gamble, Sanofi-Aventis, Solvay, Sucampo/Takeda, Vela.

Havibnmxyum 4acom PumMmcbka opraHisauis rjaaHye
CTBOPUTY BCECBITHI HaB4asbHi nporpamu 3 @rlP, cripu-
ATW B MPOBEAEHHI HayKOBUX LOCJIOXEHb, LU0 FPYHTY-
I0TbCSI Ha [A0Ka30BIi MeauuuHi, criBnpawwoBari 3 pery-
JISTOPHUMU OpraHamu, a TakoX MOLEPHI3yBaTy CBOKO
CTPYKTYpY.

los10BHUMY IHHOBaUisMU Pumcbkux kputepiiB Il nopis-
HSIHO 3 PumMcbkumu kputepisamu Il ctanm Taki nos10XKeHHs:

- 3MiHa 4acoBux Mex (KpuTtepii maioTe 6yTyn niaroTo-
BaHi NpoOTAroM 3 Mic 3 NoYaTkoM LijOHariMeHLue 3a 6 Mic
[0 BCTaHOBJIEHHS iarHo3y);

-3MiHN B knacugikauii (pymiHauilo 3apaxoBaHo A0
@riP, cuHapom abaomiHasnbHOro 60110 BUHECEHO B OK-
pemMy kareropiro);

- BBEIEHO nefiatpuyHi kateropii;

- BapiaHTn QyHKUIOHa/IbHOI Aucrerncii kinacupikoBaHo
K rocTrpaHgianbHUi ANCTPEC-CUHAPOM Ta CUHAPOM
eniracTpasibHoro 60/1o;

- YITKO BU3HA4YeHO KpUTepii ANCOYHKUIT XOBYHOIro Mi-
xypa 1a ciHktepa Oaai;

- AN19 iaeHTugikauii BapiaHTiB CUHAPOMY PO3’STPEHO-
ro KWLIEeYHVKY BBEeLEeHO knacugikauito 3a KOHCUCTEH-
Li€0 BUMOPOXHEHbD.
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A numerically important group of patients with func-
tional gastrointestinal disorders have chronic symptoms
that can be attributed to the gastroduodenal region.
Based on the consensus opinion of an international
panel of clinical investigators who reviewed the available
evidence, a classification of the functional gastroduode-
nal disorders is proposed. Four categories of functional
gastroduodenal disorders are distinguished. The first
category, functional dyspepsia, groups patients with
symptoms thought to originate from the gastroduodenal
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region, specifically epigastric pain or burning, postpran-
dial fullness, or early satiation. Based on recent evi-
dence and clinical experience, a subgroup classification
is proposed for postprandial distress syndrome (early
satiation or postprandial fullness) and epigastric pain
syndrome (pain or burning in the epigastrium). The sec-
ond category, belching disorders, comprises aeropha-
gia (troublesome repetitive belching with observed
excessive air swallowing) and unspecified belching (no
evidence of excessive air swallowing). The third catego-
ry, nausea and vomiting disorders, comprises chronic
idiopathic nausea (frequent bothersome nausea without
vomiting), functional vomiting (recurrent vomiting in the
absence of self-induced vomiting, or underlying eating
disorders, metabolic disorders, drug intake, or psychi-
atric or central nervous system disorders), and cyclic
vomiting syndrome (stereotypical episodes of vomiting
with vomiting-free intervals). The rumination syndrome
is a fourth category of functional gastroduodenal disor-
der characterized by effortless regurgitation of recently
ingested food into the mouth followed by rechewing and
reswallowing or expulsion. The proposed classification
requires further research and careful validation but the
criteria should be of value for clinical practice; for epi-
demiological, patho-physiological, and clinical manage-
ment studies; and for drug development.

large group of patients with functional gastrointesti-

nal disorders have chronic symptoms that can be
attributed to the gastroduodenal region (Table 1). Based

Table 1. Functional Gastrointestinal Disorders

B. Functional gastroduodenal disorders

B1. Functional dyspepsia Bla.

Postprandial distress syndrome B1b.
Epigastric pain syndrome

B2. Belching disorders B2a. Aerophagia B2b.
Unspecified excessive belching

B3. Nausea and vomiting disorders B3a.
Chronic idiopathic nausea B3b.

Functional vomiting B3c.

Cyclic vomiting syndrome

B4. Rumination syndrome in adults

Table 2. Dyspeptic symptoms and their definitions
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on the consensus opinion of an international panel of
clinical investigators who reviewed the available evi-
dence, a classification of the functional gastroduodenal
disorders into functional dyspepsia (FD) (category B1,
comprising post-prandial distress syndrome [PDS] and
epigastric pain syndrome [EPS]), belching disorders
(category B2, comprising aerophagia and unspecified
belching), functional nausea and vomiting disorders
(category B3, comprising chronic idiopathic nausea
[CIN], functional vomiting, and cyclic vomiting syndrome
[CVS]), and the rumination syndrome (category B4) is
recommended.

B1. Functional Dyspepsia
Definition of Functional Dyspepsia

Many different sets of symptoms have been used syn-
onymously with the term dyspepsia, which has caused
confusion. Most patients do not recognize the term dys-
pepsia, and historically physicians have interpreted the
meaning of dyspepsia very variably.

Hence, the committee recommended the following
pragmatic definition: FD is defined as the presence of
symptoms thought to originate in the gastroduodenal
region, in the absence of any organic, systemic, or
metabolic disease that is likely to explain the symptoms.
These symptoms are listed in Table 2. However, particu-
larly for experimental purposes, the term functional dys-
pepsia should preferably be replaced by more distinc-
tively defined disorders, for which there is now increas-
ing evidence in the literature. These are the new diag-
nostic categories of (1) meal-induced dyspeptic symp-
toms (PDS), and (2) epigastric pain (EPS).

Patients with 1 or more of these symptoms (postpran-
dial fullness, early satiation, or epigastric pain or burn-
ing) are referred to as patients with dyspepsia. Previous
Rome committees defined dyspepsia as pain or discom-
fort centered in the upper abdomen and excluded reflux
symptoms [1]. However, it has remained unsettled
whether discomfort is a mild variant of pain or a sepa-
rate symptom complex [1, 2]. Moreover, discomfort
comprised a large number of nonpainful symptoms
including upper abdominal fullness, early satiety, bloat-
ing, or nausea. Bloating is an unpleasant sensation of
tightness and should be distinguished from visible dis-
tention; usually, this symptom is not well localized and

Symptom

Definition

Epigastric pain

Epigastric refers to the region between the umbilicus and lower end of the sternum, and
marked by the midclavicular lines. Burning refers to an unpleasant subjective sensation of heat

Epigastric burning

Epigastric refers to the region between the umbilicus and lower end of the sternum,

and marked by the midclavicular lines. Pain refers to a subjective, unpleasant sensation;
some patients may feel that tissue damage is occurring. Other symptoms may be extremely
bothersome without being interpreted by the patient as pain

Postprandial fullness

An unpleasant sensation like the prolonged persistence of food in the stomach

Early satiation

A feeling that the stomach is overfilled soon after starting to eat, out of proportion

to the size of the meal being eaten, so that the meal cannot be finished. Previously,

the term «early satiety» was used, but satiation is the correct term for the disappearance
of the sensation of appetite during food ingestion
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often occurs in IBS so bloating was not considered a
cardinal symptom of dyspepsia. Nausea (queasiness or
sick sensation or a feeling of the need to vomit) may
occur with dyspepsia or IBS but is often from central ori-
gin and is also not considered a localizing symptom [1—
4]. Whether or not individual symptoms such as upper
abdominal fullness or bloating are labeled as pain by the
patient may depend on cultural and linguistic factors
and possibly education level [2].

Heartburn has been defined by the esophageal com-
mittee. A burning sensation confined to the epigastrium
is not considered to be heartburn unless it also radiates
retrosternally. In the past, heartburn (as well as acid
regurgitation) has often been included as sufficient on
its own to define dyspepsia [3]. Heartburn is not consid-
ered a symptom that primarily arises from the gastro-
duodenum, and there is evidence that heartburn has
moderate specificity for gastroesophageal reflux disease
(GERD) [4, 5]. Hence, the committee concluded that
heartburn is excluded from the definition of dyspepsia
even though it may occur simultaneously with gastro-
duodenal symptoms. Similarly, retrosternal pain sugges-
tive of esophageal disease or of a type embraced by the
term noncardiac chest pain is excluded from dyspepsia.

Uninvestigated versus investigated dyspepsia.
Especially when considering epidemiological data, it is
important to distinguish the subjects with dyspeptic
symptoms who have not been investigated from patients
with a diagnostic label after investigation, with or without
an identified causal abnormality.

Organic versus idiopathic dyspepsia. From an etio-
logical viewpoint, patients with dyspeptic symptoms can
be subdivided into 2 main categories:

1. Those with an identified organic or metabolic cause
for the symptoms where, if the disease improves or is
eliminated, symptoms also improve or resolve (eg, peptic
ulcer disease, GERD with or without esophagitis, malig-
nancy, pancreaticobiliary disease, or medication use).

2. Those with no identifiable explanation for the
symptoms. In some of these patients, an identifiable
patho-physiological or microbiologic abnormality of
uncertain clinical relevance (eg, Helicobacter pylori gas-
tritis) may be present, which is not thought to explain
the symptoms. Others have abnormal motor or sensory
dysfunction (eg, altered gastric emptying, fundic dysac-
commodation, or gastroduodenal hypersensitivity) of
uncertain significance. This broad group of patients with
idiopathic dyspepsia has previously been referred to as
nonulcer dyspepsia, essential dyspepsia, idiopathic dys-
pepsia, or FD. FD is currently the most recognized term
in the literature.

Epidemiology

Approximately 20% to 30% of people in the communi-
ty each year report chronic or recurrent dyspeptic symp-
toms [6, 7]. Although these data represent uninvestigat-
ed dyspepsia and often also included heartburn, an
organic cause is found in only a minority of dyspeptic
subjects who are investigated, and hence it is reason-
able to assume that the majority would have functional
dyspepsia [8, 9]. Based on prospective studies of sub-
jects who report dyspeptic symptoms for the first time,
the incidence is approximately 1% per year [7, 10]. The
majority of patients with unexplained dyspeptic symp-
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toms continue to be symptomatic over the long-term
despite periods of remission [11]. Approximately, 1 in 2
subjects is estimated to seek health care for their dys-
peptic symptoms at some time in their life [12]. Pain
severity and anxiety (including fear of serious disease)
appear to be factors associated with consulting behavior
[12, 13].

Heterogeneity of FD Symptoms: Subgroups

It seems likely that chronic unexplained dyspepsia
includes different types of patients with distinct underly-
ing pathophysiologies who require different manage-
ment approaches. However, it has been particularly diffi-
cult to identify these subgroups reliably. Subclasses
based on symptom clusters have been proposed [6,
14]. In clinical practice, however, this classification
showed great overlap between subclasses, limiting its
value [7, 15].

Identifying the predominant symptom was shown to
distinguish subgroups with different demographic and
symptomatic properties and with some relationship to
putative pathophysiological mechanisms like delayed
gastric emptying and presence of H pylori [15]. Thus,
the Rome Il committee proposed a subdivision accord-
ing to the predominant symptom being pain or discom-
fort, but this subdivision has also been criticized
because of the difficulty distinguishing pain from dis-
comfort, the lack of an accepted definition of the term
predominant, number of patients who do not fit into one
of the subgroups, and especially the lack of stability,
even over short time periods [4, 7, 16].

A different approach was based on attempts to identi-
fy pathophysiology-based subgroups. Thus, associa-
tions were shown between symptom patterns and
delayed gastric emptying [17—19], impaired fundic
accommodation [20], and visceral hypersensitivity [21].
However, the association of these pathophysiological
mechanisms with symptoms has not been confirmed in
other studies [22—24].

Diagnostic Criteria

The committee proposed to define FD at 2 levels. A
general, more umbrella definition of FD, to be used
mainly for clinical purposes, and although further
research on more specific definitions is ongoing, is pro-
vided under category B1. However, particularly for
pathophysiological and therapeutic research purposes,
newly defined entities of (1) meal-induced dyspeptic
symptoms (PDS, defined under category B1a), and (2)
epigastric pain (EPS, defined under category B1b),
should be used operatively.

Overlap with GERD and IBS. Heartburn, considered
an esophageal symptom, as well as dyspepsia are
extremely common, and some overlap between both is
likely. The Rome Il definition proposed to exclude
patients with predominant heartburn from the dyspepsia
spectrum [1], but recent studies have shown that the
pre-dominant symptom approach does not reliably iden-
tify all patients with GERD [25—28]. In general, overlap
of GERD with PDS or EPS is probably frequent and
needs to be carefully considered in both clinical practice
and experimental trials. The committee recommends
that the presence of frequent and typical reflux symp-
toms should lead to a provisional diagnosis of GERD
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B1. Diagnostic Criteria* for Functional
Dyspepsia

Must include
1. One or more of:
a. Bothersome postprandial fullness
b. Early satiation
c. Epigastric pain
d. Epigastric burning
AND

2. No evidence of structural disease (including
at upper endoscopy) that is likely to explain
the symptoms

*Criteria fulfilled for the last 3 months with symptom
onset at least 6 months before diagnosis

B1a. Diagnostic Criteria*
for Postprandial Distress Syndrome

Must include one or both of the following:

1. Bothersome postprandial fullness, occurring after
ordinary sized meals, at least several times per week
2. Early satiation that prevents finishing a regular
meal, at least several times per week

*Criteria fulfilled for the last 3 months with symptom
onset at least 6 months before diagnosis

Supportive criteria

1. Upper abdominal bloating or postprandial nausea
or excessive belching can be present

2. EPS may coexist

B1b. Diagnostic Criteria*
for Epigastric Pain Syndrome

Must include all of the following:

1. Pain or burning localized to the epigastrium

of at least moderate severity at least once per week
2. The pain is intermittent

3. Not generalized or localized to other abdominal
or chest regions

4. Not relieved by defecation or passage of flatus
5. Not fulfilling criteria for gallbladder and sphincter
of Oddi disorders

*Criteria fulfilled for the last 3 months with symptom
onset at least 6 months before diagnosis

Supportive criteria

1. The pain may be of a burning quality but without a
retrosternal component

2. The pain is commonly induced or relieved by
ingestion of a meal but may occur while fasting

3. Postprandial distress syndrome may coexist
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[29]. In clinical practice and for clinical trials, recognition
of frequent heartburn may be improved by a simple
descriptive questionnaire [26, 27]. The presence of
heartburn does not exclude a diagnosis of PDS or EPS if
dyspepsia persists despite a trial of adequate acid sup-
pression therapy.

Overlap between dyspeptic symptoms and IBS is also
commonly observed, and overlap between IBS on one
hand and PDS or EPS on the other hand is likely to
occur. The presence of IBS does not exclude the diag-
nosis of any of these functional gastroduodenal disor-
ders because coexisting IBS was found to have a minor
impact on symptom pattern and putative pathophysio-
logical mechanisms in FD [30].

Rationale for Changes
in Criteria From Rome Il

The rationale for the proposed new classification was
based on the inadequacy of prior approaches such as
the predominant symptom, the results of factor analysis
in tertiary care and in the general population, clinical
experience, and new observations in the peer-reviewed
literature. Previously, all patients without definite struc-
tural or biochemical explanation for dyspeptic symptoms
were considered to have functional dyspepsia. The com-
mittee agreed that there is a lack of uniform interpreta-
tion and acceptance of the term FD at different levels of
practice, in different countries and with regulatory
authorities. Despite the Rome |l recommendations, sev-
eral recent large studies included heartburn and even
acid regurgitation as «typical symptoms of dyspepsia»
[25, 28, 31].

There is also increasing evidence for the existence of
different entities within the «dyspepsia symptom com-
plex.» There is no single symptom that is present in all
patients with FD, and there is considerable variation in
the symptom pattern between patients [32]. Factor
analysis studies in the general population and in patients
with idiopathic dyspeptic symptoms [7, 33—40] have
failed to support the existence of FD as a homogeneous
condition. Pathophysiological studies have provided evi-
dence for heterogeneity of putative underlying patho-
physiological mechanisms, and the association of symp-
toms with mechanisms is better for certain symptoms
than for the overall dyspepsia symptom complex [17—
21, 32]. Moreover, there is evidence for different
response to therapy for different subgroups in therapeu-
tic studies in functional dyspepsia [28, 31].

In clinical practice, in the absence of medication
approved for functional dyspepsia, therapy is usually
directed toward individual symptoms (eg, symptomatic
treatment of nausea), rather than the full symptom com-
plex. In many clinical trials, different therapeutic
responses for different symptoms seem expected
because strategies are used to enrich the patient popu-
lation for certain symptom profiles [31, 41—43]. Based
on these limitations, the committee proposes to focus
the notion of FD into more distinctively defined disor-
ders.

Factor analysis studies in the general population and
in patients with idiopathic dyspeptic symptoms generally
conclude that dyspeptic symptoms comprise 3 or 4 dif-
ferent symptom groupings [33—40] (Table 3). By defini-
tion, certain symptoms such as early satiation or post-
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Table 3. Factor Analysis Studies of Dyspeptic Symptoms in the General Population and

in Tertiary Care Functional Dyspepsia Patients

Fischler, 2003 in 438 tertiary care patients with

Study Setting Symptom groupings
Dyspepsia questionnaire 3 dyspeptic symptom factors: an epigastric pain factor, an
Westbrook, 2002 | . . o .
[55] in random population sample early satiation/postprandial fullness factor, and a nausea
(n =2300) factor. In addition, a heartburn/regurgitation factor
Dyspepsia questionnaire 4 dyspeptic symptom factors: an epigastric pain factor, a

postprandial fullness/bloating factor, a

gastrointestinal patients

[56] idiopathic dyspeptic symptoms nausea/vomiting/satiation factor, and a belching factor
Dyspepsia questionnaire in 636 | 3 dyspeptic symptom factors: an epigastric pain/burning/

Tack, 2003 . . . ; . .

(57] tertiary care patients with belching factor, a postprandial fullness/bloating/early
idiopathic dyspeptic symptoms satiation factor, and a nausea/vomiting/satiation factor
Dyspepsia questionnaire 3 dyspeptic symptom factors: an epigastric pain factor,

Jones, 2003 . . . o
in random population sample a postprandial fullness/early satiation factor,

[38] _ -
(n = 888) and a nausea/vomiting factor

Kwan. 2003 Rome Il questionnaire 3 dyspeptic symptom factors: an epigastric pain/

[59] ’ in 1012 functional discomfort factor, a postprandial fullness/early satiation/

bloating factor, and a nausea/vomiting factor

Rome Il questionnaire in 1041 4

Whitehead, 2003 functional gastrointestinal

[60]

dyspeptic symptom factors: 2 epigastric pain factors,
a nausea/vomiting/early satiation factor, and an upper

(61] population US sample

patients abdominal bloating factor
. 3 dyspeptic symptom factors: an epigastric pain/bloating/
Camilleri, 2005 Telephone survey in random postprandial fullness factor, an early satiation/postprandial

fullness/loss of appetite factor, and a nausea factor.

(n=21,128) In addition, a heartburn/regurgitation factor
Piessevaux, 2005 F?Ce—to-face |nter\_/|ew 4 dyspeptic symptom factors: an e_zpl_gastrlc pain factor,
(62] of general population sample a postprandial fullness/early_satlatlon factor,

(n = 2025) a nausea factor, and a belching factor

prandial fullness are related to the ingestion of a meal.
The factor analysis studies have uniformly identified a
separate factor of meal-related symptoms [7, 33—40].
Systematic studies revealed that symptoms are induced
or worsened by meal ingestion in the majority of, but not
all, patients with dyspeptic symptoms [37, 44]. The
committee considers a distinction between meal-
induced symptoms and meal-unrelated symptoms to be
both pathophysiologically and clinically relevant. Other
consistently found symptom groupings include an epi-
gastric pain factor and a nausea factor (with or without
vomiting) [33—40] (Table 3). In some studies, belching
also appears as a separate symptom group [34, 38].

Clinical Evaluation

The management of the patient with uninvestigated
dyspeptic symptoms should not be confused with the
approach to the patient whose dyspepsia has been
investigated.

Patients With Uninvestigated
Dyspeptic Symptoms

Evidence-based analysis [45] suggests the following
6-point management strategy for primary care physi-
cians first seeing patients with dyspepsia:

1. Gather clinical evidence that symptoms most likely
arise in the upper gastrointestinal tract.
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2. Exclude alarm features (eg, unexplained weight
loss, recurrent vomiting, progressive dysphagia, and
gastrointestinal blood loss), which are less common in
general practice and which have a low positive predictive
value for organic disease when present but which should
still prompt investigation to exclude serious disease [29,
46].

3. Exclude ingestion of aspirin and nonaspirin nons-
teroidal anti-inflammatory drugs (NSAIDs) [47].

4. In the presence of typical reflux symptoms, a provi-
sional diagnosis of GERD should be made [29].
Physicians may initially prescribe proton pump inhibitors
(PPIs) empirically in patients who also have heart-burn
but should take into account that these drugs may be
less effective in FD without heartburn [25, 28]. If EPS or
PDS symptoms persist despite an adequate PPI trial,
GERD is an unlikely explanation.

5. Noninvasive testing of H pylori infection, followed
by eradication («test and treat») is a cost-effective
approach that decreases the number of endoscopies
[48—51]. This strategy is indicated for the patient with no
alarm features [52]. Test and treat is recommended as
this strategy will cure most underlying peptic ulcer dis-
ease and prevent future gastroduodenal disease,
although many infected patients with functional dyspep-
sia will not gain symptomatic benefit [53, 54]. In those
who fail treatment despite Hp eradication, a trial of PPI
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therapy is a reasonable next step. The yield of this
approach is therefore highest in places with a high preva-
lence of H pylori-related peptic ulcer disease. Test and
treat effectiveness decreases in case of a low preva-
lence, which makes false-positive testing more likely.

6. Prompt endoscopy is recommended in patients
with alarm symptoms or patients over a threshold age
(45—55 years, depending on health care access and
incidence of malignant disease). Current evidence indi-
cates that endoscopy first may be more cost-effective in
older patients, that Hp testing followed by endoscopy in
H pylori-positive patients may not be cost-effective, and
that many patients with negative H pylori tests will still
need to undergo endoscopy because of alarm features
or age [55, 56].

Patients With Functional Dyspepsia

The available data in the literature are based on func-
tional dyspepsia; no data are available on diagnostic
approaches to the categories EPS or PDS as defined by
the Rome Il committee. Performance of an upper
endoscopy during a symptomatic period off acid-sup-
pressant therapy is essential to identify functional dys-
pepsia appropriately by excluding other important struc-
tural diseases. It is recommended that biopsies be rou-
tinely obtained at the time of endoscopy to detect
H pylori infection and, in view of the association of H
pylori with peptic ulcer disease and dyspepsia, eradica-
tion is recommended in all positive cases [53, 54, 57].

A barium meal study is less sensitive and specific than
upper endoscopy, and hence it is not generally recom-
mended. Ultrasonography is not recommended as a
routine clinical test because the yield is low in the
absence of symptoms or clinical features or biochemical
tests suggestive of biliary tract or pancreatic disease
[58]. Barium x-ray study of the small bowel is only useful
in case of suspected mechanical obstruction.

A gastric-emptying study (eg, scintigraphy, '3C-
octanoic acid, or ultrasonography) is not currently rec-
ommended as a routine clinical test because the results
uncommonly alter management. Recent studies have
shown that less than 25% of patients with FD have
delayed gastric emptying, even when considering exclu-
sively the Rome Il subgroup of dysmotility-like dyspepsia
[19, 24, 31]. Inconsistent correlations have been shown
between symptoms and abnormalities of gastric func-
tion assessed by gastric barostat or electrogastrography
[31]. None of these tests can be advocated in routine
clinical practice.

Physiologic Features

The available data in the literature are based on FD
patients as a group; no data are available on the physio-
logical features of the categories EPS or PDS as newly
defined by the Rome Il committee.

Little is known about the influence of nutrient intake in
the etiology of FD [59]. Neither smoking, alcohol, or
NSAIDs are considered to be risk factors for FD [60].
However, patients with FD are more likely to develop
symptoms when treated with NSAIDs [61]. Basal gastric
acid secretion is within normal limits in patients with FD
[62], but acid-related symptoms (perhaps through gas-
tric or duodenal hypersensitivity, see later) may arise in
a subgroup of patients.
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The role of H pylori infection in FD has been contro-
versial, but recent meta-analyses suggest a small bene-
fit from H pylori eradication in infected patients. No con-
sistent disturbances of motor or sensory function of the
upper gut have been reported in H pylori-infected indi-
viduals [32, 63].

There are several lines of evidence that gastrointesti-
nal motility is abnormal in a proportion of patients with
FD. The contribution of motor abnormalities to symptom
generation is incompletely established. Impaired (typi-
cally delayed) gastric emptying of solids is the most
widely studied motility disorder in dyspepsia [32]. Figure
1 shows that gastric emptying is slower in patients with
FD compared with healthy controls. The delay in gastric
emptying may be more common among patients with
fullness, nausea, and vomiting and in females, but this is
controversial [17—19, 32]. Several studies show that the
accommodation or volume response of the stomach
after a meal is reduced in ~40% of patients with func-
tional dyspepsia [20, 32]. Other disturbances of upper
gut motility are postprandial antral hypomotility [32, 64]
reduced frequency of interdigestive migrating motor
complexes [65], impaired duodenal motor responses to
acid and nutrient infusion [66], and excess of phasic
contractions of the fundus after the meal [67]. Several
studies have documented the presence of gastric dys-
rhythmias especially in the postprandial period in
patients with FD [33, 68].

Evidence of gastric hypersensitivity in a subset of
functional dyspepsia is well documented in the literature
[21, 32, 69]. The brain centers involved in sensation of
gastric stimuli like distention have been documented in
health [70, 71], and full reports of the brain centers
involved in functional dyspepsia are awaited. Altered
intestinal sensitivity has been observed in response to
balloon distention or in response to duodenal acid or
lipid infusion [72—74]. A subset of dyspeptic patients
has spontaneously increased duodenal acid exposure,
and this is associated with higher symptom intensity
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Figure 1. Prevalence of gastric emptying

in the community: blood donors without

and with dyspepsia, and patients with documented
functional dyspepsia. Gastric emptying was signifi-
cantly slower in healthy blood donors with symptoms
versus those without, and was slower in patients

with functional dyspepsia compared with healthy
asymptomatic blood donors

(Reprinted from Haag et al. Gut 2004; 53:1445—1451)

Cy4acHa racTtpoeHTteporioris, Ne 5 (31), 2006 p.



L

[75]. The role of altered parasympathetic and sympa-
thetic activity, of altered secretion of gastrointestinal
hormones, and of G-protein polymorphisms requires
further study [63, 76, 77].

Psychological Features

In dyspepsia, there is evidence of an association with
psychopathological factors, and comorbidity with psy-
chiatric disorders, especially anxiety disorders, is high
[12, 13, 32, 78, 79]. It is still unclear whether these psy-
chopathological factors determine health care-seeking
behavior, whether they play a key role in the pathophysi-
ology of the dyspepsia symptom complex, or whether
they reflect a common predisposition for functional and
psychological disorders. Abnormalities of several psy-
chosocial dimensions were found to be associated with
epigastric pain and with hypersensitivity to gastric dis-
tention in FD [34].

Treatment

The available data in the literature apply to FD patients
as a group; no data are available on treatment
approaches to the categories EPS or PDS as newly
defined by the Rome Ill committee. Evaluation of phar-
macotherapy in FD is confounded by high placebo
response rates from 20% to 60% [80]. Reassurance and
explanation represent the first management step and
may be sufficient in many patients. Stopping smoking
and ceasing consumption of coffee, alcohol, or NSAIDs
is commonly recommended, but there is no convincing
evidence of efficacy [60]. Although it seems plausible to
recommend taking several small low-fat meals per day,
this has not been formally investigated.

Acid suppression is safe and remains first-line therapy
in the absence of H pylori infection; an adequate trial of
therapy should be given and stepped up if unsuccessful
initially. Patients with dyspepsia often take antacids,
although there is no proof of efficacy [81]. A Cochrane
meta-analysis evaluating the efficacy of Hs-receptor
antagonists in functional dyspepsia reported a significant
benefit over placebo with a number needed to treat of 8
[82]. However, these trials were relatively small and het-
erogeneous and often misclassified reflux disease as
functional dyspepsia, which may account for much of the
benefit. A meta-analysis of controlled, randomized trials
with PPIs in functional dyspepsia reported that this class
of agents was superior to placebo with a number needed
to treat of 7 [83]. Much of this benefit may be explained
by unrecognized GERD [26, 31, 83]. Furthermore, epi-
gastric pain, but not meal-related symptoms, seems to
respond to a PPI [28, 31, 83]. There is no evidence that
high-dose PPI therapy is beneficial over standard dosing,
but an empiric trial of high-dose PPI in practice may be
considered in difficult cases.

A Cochrane meta-analysis reported an 8% pooled rel-
ative-risk reduction with eradication of H. pylori com-
pared with placebo at 12 months of follow-up [53]. The
number needed to treat was calculated to be 17.
Because H pylori eradication can induce sustained
remission in a small minority of patients, this should be
routinely considered once the benefit and risks have
been carefully discussed with the patient.

Gastroprokinetic drugs like metoclopramide, dom-
peridone, and cisapride appear efficacious in functional
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dyspepsia compared with placebo but have been poorly
studied [82, 84]. Publication bias may also account in
part for some of the positive meta-analyses in the litera-
ture [82]. Cisapride has been withdrawn from most mar-
kets in the world because of rare fatal arrhythmias. The
macrolide antibiotic erythromycin acts on the motilin
receptor to increase gastric emptying rate in patients
with diabetic and idiopathic gastroparesis [85, 86], but
its side effects and tachyphylaxis limit its clinical utility.
ABT-229, a synthetic motilin-like pro-kinetic drug with-
out antibacterial activity, was of no significant benefit in
functional dyspepsia over placebo, possibly because the
drug impairs fundic relaxation [41], Several other
approaches to FD, including fundus-relaxing drugs, new
prokinetics, selective serotonin reuptake inhibitors, and
visceral analgesic drugs are currently under investiga-
tion [87—89].

The value of antidepressants in FD is not established.
In 1 crossover trial of 7 patients, amitryptiline in low
doses improved symptoms but not visceral hypersensi-
tivity or sleep [90], Limited promising data are available
on psychotherapy or hypnotherapy [91, 92], but more
studies are needed.

B2. Belching Disorders

Air swallowing during eating and drinking is a normal
physiological event and so is venting of the ingested air
during transient relaxations of the lower esophageal
sphincter [93]. Hence, belching can only be considered
a disorder when it becomes troublesome. The commit-
tee distinguishes aerophagia from unspecified excessive
belching.

B2a. Diagnostic Criteria* for Aerophagia

Must include all of the following:

1. Troublesome repetitive belching

at least several times a week

2. Air swallowing that is objectively observed or
measured

*Criteria fulfilled for the last 3 months with symptom
onset at least 6 months before diagnosis.

B2b. Diagnostic Criteria*
for Unspecified Excessive Belching

Must include all of the following:

1. Troublesome repetitive belching

at least several times a week

2. No evidence that excessive air swallowing
underlies the symptom

*Criteria fulfilled for the last 3 months with symptom
onset at least 6 months before diagnosis.
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Justification for Changes to the Criteria

In the previous Rome Il classification, aerophagia was
described as an unusual disorder with excessive belch-
ing due to air swallowing. The committee decided to
expand the category based on consensus that excessive
belching is a presenting symptom and based on recent
evidence, obtained with intraluminal impedance meas-
urement of air transport in the esophagus [93], which
confirms that different mechanisms of excessive belch-
ing occur [94]. Belching is usually an unconscious act,
and the motility patterns of belching are quite similar to
those found in gastroesophageal reflux [93]. A recent
study performed by using intraluminal impedance meas-
urement in aerophagia patients revealed swallowing of
air that enters the esophagus very rapidly and is
expulsed almost immediately in the oral direction [94].
This phenomenon of «supragastric belching,» clearly
distinct from «gastric» belching, is not accompanied by
transient relaxation of the lower esophageal sphincter
and is only observed in aerophagia [94].

Clinical Evaluation

A positive diagnosis is based on a careful history and
observation of air swallowing. In typical cases, no inves-
tigation is required. Excessive belching may also accom-
pany GERD, and in difficult cases, pH monitoring or
empirical acid suppressive therapy may be considered
[95]. Belching is also often reported in dyspepsia in
which it does not respond to acid suppressive therapy
[95]. In FD, belching is associated with hypersensitivity
to gastric distention [21, 32, 34], which supports the
concept that belching is induced to relieve upper
abdominal discomfort. Rumination can usually be distin-
guished by the history and observation. It may be impor-
tant to screen for psychiatric disease, but there is no
evidence of excess psychopathology in aerophagia or in
functional dyspepsia with symptoms of belching [34].

Treatment

Explanation of the symptoms and reassurance are
important. The habit can sometimes be inhibited by
showing chest expansion and air ingestion as the patient
belches. Dietary modification (avoiding sucking candies
or chewing gum, eating slowly and encouraging small
swallows, and avoiding carbonated beverages) is often
recommended but has not been rigorously tested.
Behavioral therapy seems helpful in some cases, but
clinical trials are lacking. Studies investigating drug ther-
apy specifically in aerophagia are also lacking.

B3. Nausea and Vomiting Disorders
Definition

Nausea is a subjective symptom and can be defined
as an unpleasant sensation of the imminent need to
vomit typically experienced in the epigastrium or throat.

Vomiting refers to the forceful oral expulsion of gastric
or intestinal content associated with contraction of the
abdominal and chest wall muscles. Vomiting must be
distinguished from regurgitation and rumination.

Rationale for changes in criteria. After review of the
available literature, a new category, CIN was added. In
the Rome Il criteria, nausea was considered a symptom
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B3a. Diagnostic Criteria*
for Chronic Idiopathic Nausea

Must include all of the following:

1. Bothersome nausea, occurring at least several
times per week

2. Not usually associated with vomiting

3. Absence of abnormalities at upper endoscopy
or metabolic disease that explains the nausea

*Criteria fulfilled for the last 3 months with symptom
onset at least 6 months before diagnosis

B3b. Diagnostic Criteria* for Functional Vomiting

Must include all of the following:

1. On average, 1 or more episodes of vomiting

per week

2. Absence of criteria for an eating disorder,
rumination, or major psychiatric disease

according to DSM-IV

3. Absence of self-induced vomiting and chronic
cannabinoid use and absence of abnormalities

in the central nervous system or metabolic diseases
to explain the recurrent vomiting

*Criteria fulfilled for the last 3 months with symptom
onset at least 6 months before diagnosis

B3c. Diagnostic Criteria*
for Cyclic Vomiting Syndrome

Must include all of the following:

1. Stereotypical episodes of vomiting regarding
onset (acute) and duration (less than 1 week)

2. Three or more discrete episodes in the prior year
3. Absence of nausea and vomiting between
episodes

*Criteria fulfilled for the last 3 months with symptom
onset at least 6 months before diagnosis

Supportive criterion
History or family history of migraine headaches.

of motility-like dyspepsia [1], but the committee decided
to revise this on the basis of factor analysis data, on
clinical experience that persistent nausea is often of
central or psychological origin, and on the lack of
responsiveness of this symptom to empiric therapy.

The committee slightly modified the previous definition
of functional vomiting based on the setting of threshold
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frequencies and on the recognition of cannabinoid use as
a mechanism. A new category, cyclical vomiting in adults,
was added based on expert opinion and a better appreci-
ation that those with stereotypical attacks of cyclical vom-
iting differ from those with functional vomiting.

Clinical Features

Nausea is a common symptom, and the differential
diagnosis is wide. The committee recognized a group of
patients exist who have frequent unexplained nausea
with little or no vomiting. The mechanisms remain
unknown.

In children, the syndrome of cyclical vomiting is well
described (See «Childhood Functional Gastrointestinal
Disorders: Neonate/Toddler» on page 1519 in this
issue). Although it is rare, adults may develop cyclical
vomiting in middle age, and both men and women are
affected [96, 97]. Only 1 in 4 adults had a history of
migraine headaches. Adults have a mean of 4 cycles of
vomiting per year, with a mean duration of 6 days
(range, 1—21) and an average symptom-free interval of
3 months (range, 0.5—6) [96, 97].

The mechanisms underlying functional and cyclic
vomiting remain unknown. Major depression has been
linked to habitual postprandial and irregular vomiting,
whereas conversion disorder may explain some cases of
continuous vomiting [98]. In cyclical vomiting in adults,
psychiatric disease appears to be uncommon, with the
largest adult series suggesting only 20% having anxiety
or another psychiatric disorder [98].

Clinical Evaluation

The differential diagnosis of recurrent nausea or vom-
iting is extensive. Many drugs, including cannabinoid
use, may cause nausea and vomiting [99, 100]. In
patients with a history of «vomiting,» rumination and eat-
ing disorders need to be excluded by careful clinical
evaluation.

It is particularly important to exclude intestinal
obstruction, gastroparesis, and intestinal pseudoob-
struction as well metabolic and central nervous system
disease (eg, brainstem lesions on magnetic resonance
imaging) in adults presenting with recurrent unexplained
vomiting [99]. An upper endoscopy and a small bowel x-
ray or computed tomography enterography are per-
formed to exclude gastroduodenal disease and small
bowel obstruction. Biochemical testing is also essential
to exclude electrolyte abnormalities, hypercalcemia,
hypothyroidism, and Addison’s disease. If these tests
are normal, then it is reasonable to consider gastric-
emptying evaluation or gastrointestinal manometry. The
use of electrogastography is not widely accepted,
although gastric dysrhythmias may be recorded in some
patients with unexplained nausea and vomiting with nor-
mal gastric emptying [101].

Treatment

The treatment of chronic idiopathic nausea is not
defined. Antinausea drugs provide limited benefit empir-
ically. Commonly used antinauseants like prochlorper-
azine, diphenhydrinate, and cyclizine promethazine have
not been systematically studied in unexplained nausea
and have many side effects. Modest symptom improve-

CTAHOAPTUN AIATHOCTUKWN TA NIKYBAHHA4

]

ment has been shown with the 5-hydroxytryp-tamine3
antagonists ondansetron and alosetron over placebo in
functional dyspepsia, but nausea has not been specifi-
cally studied [42, 89]. Low-dose tricyclic antidepressant
therapy may be helpful anecdotally.

In functional vomiting, management of nutritional sta-
tus and psychosocial support is important. The role of
dietary and pharmacological therapy, both frequently
used, has not been specifically tested. There is also no
evidence that medications are particularly useful in this
group, although anecdotal reports suggest that tricyclic
antidepressants are helpful [97, 100]. Antiemetic drugs
can be tried but are often of little value. Data are lacking
on the value of behavioral or psychotherapy.

Patients with cyclical vomiting syndrome may require
hospital admission and supportive care during severe
bouts. Empiric treatments of antimigraine medications
have been used with anecdotal reports of success, and
a trial of antimigraine medications is worthwhile, espe-
cially when there is a family history of migraine
headaches. There are anecdotal reports on the use of
beta-blockers, tricyclic antidepressants, cyprohepta-
dine, ketorolac, and several others [96, 97, 102].

B4. Rumination Syndrome

Rumination syndrome is a condition characterized by
the repetitive, effortless regurgitation of recently ingest-
ed food into the mouth followed by rechewing and
reswallowing or expulsion [103]. Although initially
described in infants and the developmentally disabled
(reference to pediatric chapter), it is now widely recog-
nized that rumination syndrome occurs in males and
females of all ages and cognitive abilities [103, 104]. In
general, rumination is more common in females than
males.

Epidemiology

The epidemiology of rumination syndrome in the adult
general population remains to be carefully defined, but
clinical impression suggests it is rare.

B4. Diagnostic Criteria* for Rumination
Syndrome

Must include both of the following:

1. Persistent or recurrent regurgitation of recently
ingested food into the mouth with subsequent spit-
ting or remastication and swallowing

2. Regurgitation is not preceded by retching

*Criteria fulfilled for the last 3 months with symptom
onset at least 6 months before diagnosis

Supportive criteria

1. Regurgitation events are usually not preceded by
nausea

2. Cessation of the process when the regurgitated
material becomes acidic

3. Regurgitantcontains recognizable food with a
pleasant taste
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Clinical Evaluation

Rumination syndrome is a probably underappreciated
condition in adults who are often misdiagnosed as hav-
ing vomiting secondary to gastroparesis or gastro-
esophageal reflux or anorexia or bulimia nervosa.
Clinical experience suggests that many individuals with
rumination have additional symptoms including nausea,
heart-burn, abdominal discomfort, diarrhea, and/or
constipation. Weight loss can also be a prominent fea-
ture of rumination syndrome, particularly in the adoles-
cent population [103, 104]. Typical clinical features
include the following:

1. Repetitive regurgitation of gastric contents begin-
ning within minutes of the start of a meal; this is to be
contrasted with the typical history of vomiting in the later
postprandial period in patients with gastro-paresis.

2. Episodes often last 1—2 hours.

3. The regurgitant consists of partially recognizable
food, which often has a pleasant taste according to the
patients.

4. The regurgitation is effortless or preceded by a
sensation of belching immediately before the regurgita-
tion or arrival of food in the pharynx.

5. Regurgitation may be preceded by brisk voluntary
contraction of the abdominis rectus.

6. There is usually lack of retching or nausea preced-
ing the regurgitation.

7. Patients make a conscious decision regarding the
regurgitant once it is present in the oropharynx. The
choice may depend on the social situation at the time.
Rumination is typically a «meal-in, meal-out, day-in,
day-out» behavior.

An association between rumination and bulimia ner-
vosa has been described [105], although bulimic
patients tend to expel rather than reswallow food and
may self-induce vomiting. Pathophysiological mecha-
nisms in-volved in rumination syndrome remain some-
what unclear, although all observations suggest some
adaptation of the belch reflex that overcomes the resist-
ance to retrograde flow provided by the lower
esophageal sphincter [105, 106]. Many patients have
evidence of «pathological gastroesophageal reflux»
because pH monitoring shows > 4% time with intrae-
sophageal pH below 4. However, careful study shows
that this is typically in the first hour after a meal and that
the time that esophageal pH is < 4 may be paradoxically
low because food buffers the gastric acid during the
postprandial period when repetitive regurgitation occurs.
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Treatment

Reassurance, explanation, and behavioral therapy are
currently the mainstays of treatment in adolescents and
adults of normal intelligence with rumination syndrome.
PPIs are frequently used to suppress heartburn and to
protect the esophageal mucosa while therapy is institut-
ed. The preferred behavioral treatment for rumination
syndrome consists of habit reversal by using diaphrag-
matic breathing techniques to compete with the urge to
regurgitate [107]. Treatment of rumination in bulimics
has been reported to be less successful.

Future Research
Rome Il Definitions for Gastroduodenal Disorders

The relationship of the newly defined disorders (PDS,
EPS, CIN, and CVS) to each other, to pathophysiological
mechanisms, and to response to therapy needs to be
assessed. The epidemiology of these disorders will also
need to be studied carefully.

Mechanisms of Symptom Production

The goal should be that the field moves to therapy
based on identified mechanisms. This requires more
extensive understanding of the physiological mecha-
nisms causing symptoms.

Diagnostic Issues

There is a great need for validated noninvasive diag-
nostic methods to help the clinician evaluate the etiology
of symptoms and to target appropriate treatment. The
pros and cons of the nutrient drink test need to be more
thoroughly understood.

Therapeutic Issues

There is a need for further development of validated
endpoints that may serve as biomarkers in the develop-
ment of novel treatment approaches. Medications
affecting the putative pathophysiological mechanisms
require further development. Combination therapies
need to be tested, to either enhance correction of
underlying single pathophysiology, or to correct more
than one pathophysiology. The peripheral and central
effects of selective serotonin reuptake inhibitor, tricyclic
antidepressants, and selective noradrenaline reuptake
inhibitors in health and dyspepsia require thorough char-
acterization. Appropriate pharmacoeconomic studies
are also needed to test the true value of available and
future therapies.
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®YHKLIOHAJIbHI EBO®ATEAJIbHI PO3JIAAN

®dyHkuioHanbHi e3odareansHi posnagn (PEP) npen-
CTaBJIEHO XPOHIYHNUMM CUMMNTOMaMM, XapakTeEPHUMN OJ1si
xBOpoO cTpaBoxody, alie He MalTb NiATBEPAXEHUX
CTPYKTYPHUX ab0 MeTaboniyHMX 3MiH.

DyHKLOHa IbHI racTPOIHTECTUHASIbHI PO31aAMN

A. dyHKUioHanNbHI e3odgareansHi posnagu

A1. ®DyHKUioOHaNbHa nevis

A2. DyHKLUioOHaNbHa Topakanria npunycTtumo esoda-
reasbHOro reHesy

A3. dyHkuUioHanbHa gucdaris

A4. Tobyc.

Xo4ya MexaHiamu, Lo BiANOBiAaTb 3a Ui po3nagun, 3a-
NNWAIOTBCA ManOBMBYEHUMU, BBaXAETbCH, LLO NEBHa
KOMOGiHaLis ®i3ioNoriyHMx Ta NCUXOCOLiaNbHUX YNHHUKIB
MOXe Mpu3BOAMTU [0 NPOBOKALii Ta BUBEOEHHS CUMIM-
TOMIB Ha KJiHIYHO iaeHTudgikoBaHMn piBeHb. Ona piar-
HOCTUKM 0OOB’A3KOBUMMU € Taki KpUTepii:

1) BUK/IOYEHHS CTPYKTYPHUX ab0o MeTaboniyHuMx po3-
nagis;

2) TpuBaniCTb CUMNTOMIB LLLOHAVMEHLLE 3 MiC Ta ixHiln
rnoyaTok Ik MiHiMyM 3a 6 MiC 0 BCTAHOBJIEHHS AiarHo3y;

3) BuknioveHHa MEPX gk npuyvHM CMMMATOMIB;

4) MOTOpPHI po3nagm, Wo MaloTb FiCTONATOSIONYHY OC-
HOBY (Hanpuknag, axanasid, CKiepoaepMiYHE YPaXeHHS
CTPaBOXxoy), He NOBUHHI CMIPUYMHIOBATU CUMNTOMATUKK.

Ha cborogHi gnsa nigreBepmoxeHHs NEPX pocutb gosec-
TN 3B’A30K MiXX CUMMTOMamm Ta enisogamm pedniokcy
KNCNOTU, WO AiarHocToBaHO ambynaTopHO nig 4ac
pH-meTpii, ab0 3a MO3UTMBHOI BIAMOBIAI HA eMMipUyHY
npoTupedNioKCHY Tepanito, HaBiTb KON Hemae 00’ek-
TUBHMX 03Hak MEPX. MeToto Takoi moandikauii kputepi-
iB € nepwwo4veprosicTb AjiarHocTukn MEPX nopiBHAHO 3
GYHKUIOHaNbHUMK po3nagamu nif Yyac NepBUHHOIO 06-
cTexeHHs. KucnortosanexHi xsopobuy cTpaBoxoay BuBe-
neHo 3 rpynu ®EP Ta BBeaeHi oo MEPX, HaBiTb AKLWLO L
0OCTEXEHHS BKA3ylOTb Ha rinepCeHCUTUBHICTb CTPaBO-
Xo4y WOA0 iHWMX MOAPA3HMKIB, OKpPIiM kucnotu. o
GYHKLiOHaNbHMX MOXHa 3apaxyBaTu CUMMTOMWU, LLO
NnepcucTytoTb, nonpu nikyBaHHsa FEPX, abo He BionoBi-
palTb gaHuM wopo NEPX. 3anuwiaeTbca HEBUBYEHOIO
posb eni3oaiB cnabkoro pednokcy (enisoam pedniokcis
3 pH Big 4 0o 7) Ta He OUiHEHO pe3ynbTaTh MyfbTUKa-
HaNbHOrO IHTPANIOMIHANIBHOMO iIMNEeAAaHC-MOHITOPUHTY.

A1. dyHKUioOHanbHa nevis
Bu3Ha4vyeHHs1

Lle miarHO3 cTaBnATb y pasi peTpoCTEPHANBLHOIO ne-
YiHHA 3a BigcyTHocTi NEPX Ta moTpMMaHHS iHWMKX
06oB’a3koBux kputepiis OEP.

Enigemionoris

3rigHO 3 JaHMMUM aHKeTyBaHHs, nedia 6yeae y 20—
40% oci6 y 3axigHii nonynsauii. O6CTeXEHHS, WO nepea-
6ayaloTb eHpockonito Ta ambynaTtopHuii pH-MOHITOPUHF
onsa o6’ektmBizauii gokasie TEPX, BkasyloTb, WO yHK-
LioHaNIbHOO € nedvia MeHw Hix y 10% nauieHTiB, SKi
3BEPTalOTLCSA A0 racTPOEHTEPOSOriB 3i ckapramu Ha ue
MOPYLLEHHS.
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JiarHoctnyHi KpuTepii* QpyHKUiOHanbHOI neyii

[MoBWHHI BkItOYaATU:

1. PetpocTtepHanbHuini anckomaopopT abo Oinb.

2. Bpak pokasie wono NEPX gk npuynHn cumntoma-
TUKWN.

3. BiAcyTHICTb MOTOPHMX PO3nagiB, WO MakoTb riCTO-
NnaToJNIOri4YHNN reHes.

* Kputepii noBUHHI 6yTy npoTsrom ocTaHHix 3 mic Ta
3’9BuTncs LjoHaiMeHwe 3a 6 Mic [0 BCTaHOBJIEHHS
AiarHoasy.

O6rpyHTYBaHHSI 3MiH [iarHOCTUYHUX KPUTEPIiB

Mig, yac NOpiBHAHHA 3 PuMcbkuMu kputepiamu |l 6yno
BUJTYHEHO XBOPUX, Y SKUX BUSIBIEHO HOPMaslbHY KMCNOT-
HICTb Y mpoueci pH-MeTpii, nonpn ckapru Ha KMCNoTo3a-
NEXHi NopyLUEHHS!, ab0 3 NO3UTMBHOIO BiAMOBIAAI HA aH-
TupedniokcHy Tepanito. o GyHKUIOHaNbHUX HanexaTb
CUMMTOMMW, WO HEAOCTATHbO MiANAraloTb aHTUpeddokK-
CHiIli Tepanii abo NepcucTyoTb y TOW Yac, Konu enizoam
pedniokcy 3HUKalTb nicna BignosigHoi Tepanii. lMpu
EPX pBa abo 6inblie OHIB Ha TUXAEHb HEe3Ha4yHOoi nedii
BXE BU3HaHi TakMMW, WO BMMBAIOTb HA SKICTb XUTTS, ane
Ons GyHKUioHabHOI nevii Wwe He BM3Ha4yeHo YacToTy abo
TAXKICTb CUMMTOMIB, LLO BMAMBAKOTb HA AKICTb XUTTS.

KniniuHa ouiHka

Mepwrm KPOKOM A0 YHUKHEHHS HEeOOOLHKM ekcTpa-
e3odareanbHUX OKEPEN CUMNTOMATUKU € igeHTndikauis
npuymHK ckapr. MNoTpibHo NigTBEPAMTM abo 3anepedunTn
HagaBHicTb EPX. LWogo uboro HegocTaTHbLO €HO0CKOmMi,
KON BUABNSAIOTb e30dariT, 0cobMBO Y XBOPUX, SKMUX 00-
CTeXyloTb Nig 4yac aHTMpedniokcHoi Tepanii abo Biapasy
nicng ii 3akiH4eHHs. pH-MOHITOPUHI Jonomarae BCTaHO-
BUTM AiarHO3 y NauUiEHTIB 3 HOPMabHOIO €HO0CKOMIYHOIO
KapTUHOIO, Y TOMY YUCAi 1 3 NEPCUCTYIOHOD CUMMNTOMa-
TUKOI nig, Yyac Tepanii. No3nTrBHA BIANOBIAb Ha Tepa-
neBTUYHY Npoby 3 Bucokumun polamu IMM Hecneundiy-
Ha, NpOTe HeaOoCTaTHS BiAMOBIAb € BUCOKO iHDOpMATMB-
HUM HeraTuBHUM nNpegukTopom wono NePX.

iziosoriyHi xapakTepucTnkm

Y GinblwocCTi NiTepaTypHUX OXepes BKa3aHO Ha BBe-
neHHs ocid 3 HeniaTBepmxeHoto NEPX oo rpynn 3 npu-
nycTUMOI0 YHKLiOHaNbHOK nedielo. fonoBHMM natore-
HETUYHMM YMHHWUKOM BBaXa€ETbCSA MOPYLUEHHS BicLe-
panbHoi nepuenuii. [lesko Mipoto A0 naTtoreHe3y MoX-
Ha 3anyyaTu NigsuLLEHY YYTAMBICTb A0 pedniokcaTy 3
HE3HAYHMMN KONMBaHHAMKN pH. He BMBYEHO iHTpantomi-
HasflbHY HOUMUENTUBHY CTUMYNSLiIO; HEAOCTaTHLO MNps-
MUX [0Ka3iB MOPYLIEHHS MPOBEAEHHS LLEHTPabHOro
CUrHany y XBOpux 3 nedieto.

lNcnxonoriyHi xapakTrepucTukn

[ocTpui ekcnepyMeHTalibHUA CTPeC NigBULLYE YyT/IN-
BiCTb CTpaBoxody A0 KuUcnotn 6e3 iHaykuii enisonis
pedniokcy y xsopux Ha NEPX. Ha nigBuweHHsa nepuenuji
BMNAMBAE MCUXOMOrMYHMI cTaTyc nauieHTa. lNcmxonoriy-
HUN NPO®INb He BIAPISHAETLCA Y XBOPUX 3 HOPMaJIbHOIO
KMCNOTHICTIO CTpaBoxoAdy i BIACYTHICTIO e3odarity Bif
Takoro y XBOpux 3 MiOBULLLEHOIO KMCNOTOEKCMO3ULLELD.
MpoTe y xBopuXx, y aknx Npu pH-MeTpii Hemae kopensuii
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MiX nedieto Ta enisogamu pednokcy, NPoAEMOHCTPOBA-
HO BULLj MOKa3HUKW TPMBOXHOCTI Ta comaTu3auiji, a Ta-
KOX MOraHy coujanbHy nigTPUMKY NOPIBHAHO 3 XBOPUMU
3 pedNIOKCNPOBOKOBAHOI CUMNTOMATUKOIO.

JlikyBaHHSs1

[MepcucTyiodi cumnToMu, WO He noe’asdaHi 3 MEPX,
MOXYTb BiANOBIAAT HA HMU3bKi 403U TPULMKNIYHUX aHTN-
LernpecaHTiB Ta aHTUAENPEeCaHTIB iHWKX rpyn abo ncu-
xoTepanito, xo4ya Le He MiagTBEPOXEHO KOHTPOSIbOBAHU-
MU OOChigXeHHAMU. BnB4aloTb 3MEHLUEHHS penakcauin
HUXHbLOrO CTpaBoXxiaHOro chiHkTepa nig aieto Gaknode-
Hy. AHTUpedNioKCHa Xipyprisa y XBopux 3 ¢yHKLiOHasb-
HOIO Nedielo He OOCTaTHLO OLHEeHa, NPOTe OYiKYETbCH,
WO BOHA He Byae Takot edekTnBHOLo, Sk npu MEPX.

A2. dyHKUioOHaNbHa TOpaKanrias NPUNycTMMo
e3odareanbHOro reHesy

BusHavyeHHs1

Lleih posnap xapakTepusyeTbcs enisogamu 0010 Y
rPYOHIA KNIiTUI cepeanHHOI Nlokani3auii Ta BicLuepanbHO-
ro xapakTepy, WO Aae 3MOry npunyctutu noro esoda-
reanbHUin reHes. Takuii Ginb Nerko cryTatu 3i CTEHO-
Kapaieto Ta 6onem Yyepes iHLWY NaTosoril0 CTPaBOXoay, B
TOMY Ymcni axanasito Ta EPX.

Enigemionoris

Lis xBopoba mocutb nowmpeHa. ¥ 15—30% xBopux 3
Topakasrieln, 9KMM NPoBOAATL KOpOHapoaHriorpadio, y
NaTonoriYyHNX 3MiH 3 60Ky KOPOHAPHMX COCYLiB HE BUSIB-
NeHo. Xo4va Topakarnrilo BBaxasnn XBOPOOOIO NiTHIX XIHOK,
BOHa BABiYi 4acTiwe cnocTtepiranacs y ocio 15—34.
3ycTpiyanacs 3 0AHaKOBOK 4acTOTOK Yy YOJIOBIKIB i
XKIHOK.

iarHoCTn4Hi KpUTepIi* yHKUIOHaIbHOI Topakasrii,
rpunycTnMo e3ogareasabHoOro reHe3y

[MoBWHHI BKktOYaATK:

1. Henekyuwnii cepeanHHunii 6inb abo anckoMdopT y
rPYOHIN KNiTuj.

2. bpak pokasie wopo NEPX ak npuymHm cumnto-
MaTuKN.

3. BigcyTHiCTb MOTOpPHUX po3nagiB, WO MaloTb FiCTO-
naTtonoriyHN reHes.

* Kputepii noBuHHI 6yTy NpoTSroM ocTtaHHix 3 mic 1a
3’9BuTncs LoHaiMeHLwe 3a 6 Mic [0 BCTaHOBJIEHHS
AiarHoay.

O6GrpyHTYBaHHSI 3MiH [iarHOCTUYHUX KPUTEPIiB

Ak i ang iHWnXx GyHKLiOHaNnbHUX e3odareasnbHUX pos-
nagis, enisogun 60510, NOB’A3aHOro 3 pedItokcoM, Hase-
XaTb go cumntomiB MEPX.

KniniyHa ouiHka

lMepepycim HanexmTb BCTAHOBUTWU, WO LE HE Kaphi-
anbHa nartonoriga. Jns BU3HAYEHHS OiarHOCTMYHOI Ta fi-
KyBaslbHOI TakTMKK CNig, nepekoHaTucs, wo Hemae NEPX.
Mpn upomy He BapTo oOMexyBaTMCs NnLIEe AAHUMMW E€H-
npockonii, 60 e3odariTt ypaxye MmeHwe Hixx 20% xBopux 3
TOopakasnrielo HessCHOro reHesy. KopncHum € pH-MoHiTo-
PUWHI, @ HaN4YyTAUBILWLNM KPUTEPIEM BBaXaeTbCA CTaTUC-
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TUYHE NIOTBEPMKEHHS KOpensuii MiX cMMmnToMamMn Ta
enisonamu pedntokcy. Y npoueci cymapHOi OLiHKM CTa-
Hy OCi0O 3 HOpMaJibHOK Ta MOPYLUEHOK KUCOTHICTIO
KMCNOTO3anexHuin 6inb BUsaBnatoTb y 40% xBopux 3 HOpP-
MafibHUMW Noka3HMKamMun kopoHaporpadii. TepanesTny-
Ha npoba 3 Bucokumn gosamu MM gae 3amory WBMOKO
BU3HA4NTY 3B’S30K CKapr 3 enisogamu pediiokcy. ii pe-
KOMeHAOYoTb 3aBASIKM MPOCTOTI Ta HU3bKIi cOBiBApTOCTI.
IHWI giarHOCTUYHI AOCHioKEHHS, B TOMY 4mchi e3odaro-
MaHOMETPIsl, MaloTb OBGMEXeHe 3aCTOCYBaHHS. IX BUKO-
PUCTOBYIOTb TOAj, KOnNu Binb y rpyaHiin KniTui € eanHolo
03HaKolo.

@izionoriyHi xapakTepucTuku

lMopyLleHHS BU3HA4YalOTLCHA Yy TPbOX HanpaMax: CeH-
COpHIi, NOpYyLWeHHSa nepenadi UueHTpanbHOro HEepBOBOrO
iMMynbCy Ta MOTOPUKM CcTpasoxody. MOTOpHi posnaau,
30KpemMa CrnacTuyHi, € NPOBIAHUMU, NPOTE IXHA NEePBUH-
Ha PONb Y BUHUKHEHHI TOpakariin He BuB4YeHa. Jocnig-
XYIOTb 3B’A30K 600 3 HaAMIPHOK TPMBANICTIO CKOPO-
YEeHHS NMO3A0BXHIX M’Aa3iB. epBMHHUM MOPYLUEHHAM MO-
Xe O6yTu nigBuLLeHa YYTMBICTb OO0 iHTPaMIOMiHANbHUX
CTUMYJIB, Y TOMY YUCAI BMNB KMUCOTU Ta PO3TArHEHHS
cTpaBoxofdy. auieHTiB 3 Topakanrielo MoxHa Bioande-
peHLiloBaTK BiO, 340POBMX OCIO 3a pesynsratamu BUMI-
PIOBAHHA TUCKY 3 BUKOPUCTAHHAM iMNEeAaHCHOI nnaHi-
MeTpii. HeBigOMO, 9KMM YNMHOM Y XBOPUX 3 PYHKLLIOHANb-
HOIO TOpaKasrield BUHUKAE CTaH rinepyyTinMBocTi. 3a ue
MOXe BignoBigaTn iHTEpMITyo4a cTumynsuisa ¢isionoriy-
HUM PedIIOKCOM KUCNOTU ab0 CMOHTAHHE PO3TArHEHHS
CTpaBOXoAy Nifl, Yac KOBTaHHS Ta BiAPWXKN. TakoX MOXe
nopyllyeatmcs nepenada adpepeHTHux curHanis B LIHC.
YucneHHi 4OCNioKEHHS, 30KpeMa enekTpoCcTUMynsaLuii Ta
KOPTUKANbHUX CTUMYIOBAJIbHUX MOTEHLianiB, Bapiabenb-
HOCTi CepueBoro puTMy, BKadyloTb Ha Te, WO Topakarii,
CMPUYMHEHI NOKaNbHOIO CTUMYISILIEID CTPaBOXOo4y, Cyr-
POBOAXYIOTLCA MOPYLIEHHAM LEHTPanbHOI nepeaadi im-
nynbCy Ta BEreTtaTuMBHOIO BigNoBIiAal0. Y KUCAOTOYYTAN-
BUX OCiO Taki 3MiHM NPOBOKYIOTbCSA BBEOEHHSIM KUCIIOTU.

McuxonoriyHi xapakTepucTukn

Ponb ncmxonoriyHmx YMHHUKIB CknagHa. Y XBOpuX 3
XPOHIYHOIO TOpakarielo CrnocTepiraloTbCs MnCmxiaTPUYHI
3MiHM, 30KpeMa TPUBOXHI po3naaun, Aenpecia, comaTtu-
3auisg xsopobu. LLi po3naam cnpusaioTb NOCUNEHHIO ckapr
Ta OBTAXYIOTb CUMMATOMATUKY. [CUXONOriYHI YMHHUKN
TakoX BMJIMBAIOTb Ha 3arajibHe Camomno4yTTH, npaue-
30AaTHICTb | SKICTb XUTTS.

JlikyBaHHS

3 ormsgy Ha MOXIMBUA BMAMB Ha SKICTb XUTTA Ta
CMNOHTaHHI peunanBn NoTpibHe cucteMaTuUyHe JikyBaH-
He. MokasaHa npobHa Tepanis FEPX. MNicna 3anepeyeH-
Ha TEPX TepaneBTWUYHI MOXNIMBOCTI 0OMexXeHi. KOHT-
PONbOBaHI AO0CHIOKEHHS O0BENN HeedeKTUBHICTb Mio-
penakcaHTiB rnmageHbKnx M’a3iB, iH ekujii 60TYN0TOKCUHY
B HWXHI e30dareanbHUii COIHKTEP Ta CTPaBOXid, TakoX
HeedekTMBHI. Halbinblwy Hagilo nMoknagalTb HA aHTU-
LenpecaHTn Ta ncmxoTtepanito. Y KOHTPOJIbOBAHUX O0C-
NiOXXEHHAX 0oBeOeHO ePEKTMBHICTb TPULMKAIYHUX aHTU-
[ernpecaHTiB Ta cyvyacHiWunx npenaparis, Hanpuknaa, iH-
riGiTopiB 3BOPOTHOIr0 3axOMjeHHA CepOTOHiHY. Edek-
TUBHICTb JliKkyBaHHA HE 3anexasna Bif 9KMXOCb creundiy-
HUX isionoriyHnx abo NCUXONOriYHNX NOPYLLEHb.
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A3. PyHKuioHanbHa aucdaria
BusHa4vyeHHs1

Lle nopylweHHs xapakTepu3yeTbCs Big4yTTSAM aHO-
MaJsibHOro TPaH3UTY 4Yeped cTpasoxig. Ona nioresep-
DXKeHHs pjiarHo3y Tpeba nepekoHaTtucs, WO HemMae
CTPYKTYpHUX 3MiH, TEPX Ta nopyweHb e3odareansbHoi
MOTOPUKM, LLO MatloTb FiCTONATONOMNYHUN reHes.

Enigemionoris

IHpopMmauii Npo nowwmpeHHs GyHKUIOHaNLHOT ancdarii
HenocTaTHbO. Bio 7 no 8% pecnoHaeHTiB cepen AOMO-
rocnogapok noBigoMAAITb NPOo aucodariio, MPUYNHY
AKOi HE MOXHa MOSICHUTY 3aXBOPIOBAHHSIMMU, L0 BKa3aHi
B aHkeTi. [Jo 1% naujieHTiB NOBIAOMASIOTL NPO 4acTy
ouncoarito. PyHkuioHanbHa aucoaris crnocTepiraeTbes
piowe cepen OEP.

JiarHoctnyHi kputepii* ¢pyHkUioHanbHOI aucoarii

[MoBUWHHI BKIOYATA:

1. BiouyTTa 3acTpsiBaHHA ab0 aHOMaslbHOro NPOX0M-
XXEHHS1 Yepes CcTpaBoxig TBepaoi Ta/abo piakoi ixi.

2. bpak pgokasis wopno NEPX sk npuyvHmM cumnTto-
MaTUKN.

3. BigcyTHICTb MOTOPHMX pO3nagiB, WO MalOTb FiCTO-
naTtonoriyHNi reHes.

* Kputepii noBuHHI 6yTY NpPOTSIromM ocTaHHix 3 mic Ta
3’9BUTUCS LLOHaViMeHLe 3a 6 Mic A0 BCTaHOBJIEHHS
AiarHoasy.

O6rpyHTYBaHHSI 3MiH [iarHOCTUYHUX KPUTEPIiB

Aucdaria He noB’a3aHa 3 enizogamun pedniokey. MNpo-
Te, S9KWO Len 3B’930K BCTAHOBMEHO, HA BiAMIHY Big, Pum-
CbkUX KpuTepiiB Il, uen cnmnTomMm 3apaxosByoTb A0 MEPX,
HaBiTb 6e3 iHWKX 00’eKTUBHUX 03HaK MEPX.

KniniyHa ouiHka

[Mepenycim Hanexmtb BCTAHOBWUTW, WO HEMAE CTPYK-
TYPHUX 3MiH. N8 BUSBNEHHS BHYTPILLHIX Ta 30BHILUHIX
ypaXeHb MOTPIOHO BMKOHATU €HOO0CKOMilo Ta PEHTreHo-
rpadito cTpaBoxopny i3 3acTtocyBaHHAM bHapito. 3a noTpe-
61 0oCNioKEeHHs! OMNOBHIOIOTb BUBHEHHAM TPAH3UTY PEHT-
reHOKOHTPACTHOI peYoBUHW Nif Yac peHTreHockonii. Mig,
Yac eHpocKonii peKoOMeHAyTb NPOBeCTn Bioncito, Wwob
NepeKkoHaTmCs, WO HEeMae eo3nHOINbLHOro e3odariry.
AKWO HeiHPopMaTUBHUMKW BUSBUINCS €HOO0CKONIA Ta
peHTreHorpadisa 3 BUMKOPUCTaHHSAM Oapito, pekoMeHay-
I0Tb €30¢haroMaHOMETPID, NEPEBaXHO ANS AiarHOCTUKU
axanagii. pH-MOHITOPUHr Bigirpae He3Ha4Hy Posb, NpoTe
MoXe OyTU KOPUCHUM Y TUX XBOpPUX, Y Skux gucdaris
CYNPOBOMXYETLCA Nedieto Ta perypritauieto. MpobHoro
nikyBaHHA Bucokmmn go3amu MM 3a3Bmyan gocTaTHbO
Ons giarHoctukm nateHTHoi MEPX sk npuymnHu gucdarii.

dizionorivyHi xapakrepucTukun

MexaHiamun, o BignoBigaloTb 3a PO3BUTOK XBOPOOW,
BMBYEHO HEOOCTaTHbO. Y Aeskux ocid moxe 6yTn ne-
puctansTnyHa gucoyHkuis. LLiBnake nowmpeHHs nepuc-
TanbTUYHOI XBUIi CYNPOBOLXYETLCHA SHUXEHHAM KJlipeH-
cy 6apito, WO Moxe crnpuinmMmatucsa gk aucdaria. Takum
YMHOM [0 amcodarii Moxe NPU3BOAUTU HeJOCTaTHE abo
HM3bKOAMNANITyAHE CKOPOYEHHS, WO MNOripLIye CropoX-
HEHHS CcTpaBoxoady. Aucoarito TakoX MOXHa iHAYKYBaTH
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LUSIXOM iHTpantoMiHanbHOrO BBeAEHHS KMcnoTu abo 6a-
JIOHHOIO PO3TArHEHHS, WO NiATBEPAXYE POJIb MOPYLLEH-
HS e30dareanbHOI nepuen;i.

lNcnxonoriyHi xapakTrepucTukn

EkcnepyMeHT 3 rocTpymMm CTPECOM AEMOHCTPYIOTh,
WO LLeHTPanbHi YYHHUKN MOXYTb NOCUIOBATU MOPYLUEH-
HA MOTOPUKW. HeszanexHo Big cMMNTOMaTUKN TPaH3UT
Gapito noripwyeTbes nig vyac ctpecy. Cnyxosi nogpasHn-
KM, WO MEepeBuLLYOTb Nopir 60/1b0BOI YYTANBOCTI, abo
CKnlagHi KOTHITUBHI 3aBAaHHA MOripLYyOTb MOKa3HUKU
MaHOMETPIl WNAXoM 306iNbLIEHHST aMNiTyaAM XBWUJIb CKO-
pPOYEHHS Ta iHAYKLUIT cepil 04HOYACHNX CKOPOYEHb.

JlikyBaHHS1

Komnnekcom nikyBaHHS nepeadayeHi YHUKHEHHST YAHHN-
KiB, LU0 MPOBOKYIOTb XBOPOOY, peTesibHe MNepeXoBYBaHHS
Xi Ta KOpEeKUjis MCUXOMOriYHMX MopyLleHb. 3aCTOCOBYIOTb
aHTMAenpecaHTn Ta ncuxoTtepanito. Moxe OyTn noka3aHa
emMnipyyHa gunartauis. Y 4aCcTuUHW NauieHTiB 3 nepeBaXaH-
HSIM CMaCTUYHOIrO KOMMOHEHTY MOXYTb BYTU ePeKTUBHUMMU
BUKOPWUCTAHHS MiOpEenakCcaHTiB MaaeHbKnX M’A3iB, iH ekuii
OOTYNOTOKCUHY, MHEBMOAMNATALLS, 0cobnnMBO B pasi He-
MOBHOI penakcauji HWKHbOro e3odareasnbHOro coiHkTepa
Ta NOPYLUEHHS CIOPOXHEHHS ANCTaNbHOrO Biaainy CTpaso-
XoA4y nig yac peHTreHorpadii 3 BUKOPUCTaHHSM Bapito.

A4. MobGyc
Bu3Ha4yeHHs1

[Mobyc BM3HAYaAETLCS SK BIOYYTTS MPYAKWU, 3aULLKIB i
abo CTUCHEHHS1 B MOTUj. BOHO He cynpoBomXyeTbcst 60-
JleM, 4aCcTO 3MEHLUYETLCA Nig, Yac ign, 3a3Buyan € eni3o-
OMYHUM | He noB’a3aHe 3 aucdarielo Ta ogmHodarieo.
[Ons nipTBEpoXeHHA ajarHo3y Tpeba nepekoHaTucs, Lo
HEMa€E CTPYKTypHUX 3MiH, TEPX Ta nopylleHHs e3odare-
aNbHOI MOTOPWKM, LLIO MaIOTb MiCTONATOSMONYHUIA FreHes.

JiarHoctnyHi kputepii* rnobyca

[MoBWHHI BKkItOYaATA:

1. MepcucTtyiode abo iHTEPMITYOHE BIOYYTTS PyaAKM
ab0 CTOPOHHBLOrO Tina B ropni.

2. BUHUKHEHHSA BiguyTTa MiXX nNpuinomMamm ixi.

3. BigcyTtHicTb ancoarii abo oguHodarii.

4. bpak pokasiB wono NEPX ak npuvyvHn cmmnto-
MaTuKW.

5. BigcyTHICTb MOTOPHMX pO3nagis, WO MaloTb FiCTO-
NnaToJIOri4YHNN reHes.

* Kputepii noBuHHI 6yTY NpoTSromM ocTaHHix 3 mic Ta
3’BUTHCS LLJOHaViMeHLue 3a 6 MiC [0 BCTaHOBJIEHHS
AiarHoasy.

O6rpyHTYBaHHSI 3MiH BiarHOCTUYHNX KPUTEPIiB

Mobyc cnig andepeHuitoBatn 3 6onem. Binb yacTto
BKA3ye Ha oKanbHi CTPYKTYpPHi 3MiHW. llpoTe, aKkuwo
BCTAHOBJIEHO 3B’A30K rnobyca 3 enizogom pedJitoKcy,
Ha BiAMIHY Big Pumcbkux kpuTtepiis Il, uei cumnTom 3a-
paxoByloTb 00 TEPX, HaBiTb KOMM HeMae iHWKX 00’ek-
TUBHUX 03HaK MEPX.

KniniyHa ouiHka

Jns BCTaHOBMIEHHSA AiarHo3y noTpibHO peTenbHOo 3i6-
patn aHamMHe3, NepeKkoHaBLUUCb, WO Hemae amcdarii.
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MoTpibHe isnkanbHe AOCRIOAXEHHS WK 3 noaanbLUnUM
Ha301apPMHIOCKOMIYHMM LOCAIOXEHHAM [MOTKM Ta rop-
TaHi, Xxo4a To4aTbCH Cyrnepevyknm CTOCOBHO BUKOPUCTAHHSA
Ha301apPMHIrOCKOMIii Y MOBCAKAEHHIN NPaKTULi Yy XBOPUX 3
TUNOBNUMU CUMNTOMaMN. 3a HasiBHOCTI CUMMTOMIB «TpU-
Borm» (gucdaris, oguHodarisa, CXyaHEHHS, XpunoTa)
noTpibHe peTenbHile 06CTeXeHHs. Y pasi 3B’A3Ky rno-
6yca 3 TUNOBMMM cuMnTOMaMun pedokcy AouinbHa
npo6Ha Tepania IMMM.

@izionoridHi xapakTepucTukmn

ICHyI04MX [0Ka3iB HepoCTaTHbO O MOSICHEHHS BU-
HUKHEHHS rnobyca BHacnigok Oyab-sKUX aHaTOMIYHUX
aHomanin. Motopuka BepxHbOro ezodareanbHOro CQiHk-
Tepa He BMJMBAE Ha NosiBy rnobyca, MexaHi3amM KOBTaHHS
TakoX He nopyweHun. o3nBm A0 KOBTaHHA Ta NiaBu-
LLEHHSI YacTOTU KOBTaAHHS MOXYTb NPM3BOANTM OO MNOS-
BM CUMMNTOMATUKM LIASXOM MNOTPansHHA MNOBIiTPSA B
npoKcMManbHUiA Bigain ctpaesoxody. BiguyTtta rnobyca
MOXHa 3MOoAenoBaTh WaxomM e3odareasnbHOro 6anoH-
HOrO PO3TArHEHHS, WO BKa3ye Ha NeBHY poJib e3odare-
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anbHOI rinepyyTIMBOCTI. Mo6yCc nowvpeHiwnin B acoujia-
uii i3 cumntomammn pedokcy, xo4ya LOCTOBIPHOro
3B’A3KY HE BCTaHOBEHO. KpiMm TOro, aHtmpedniokcHa
Tepanisa He gae gocTtaTtHboro edekty. B natodgisionorii
rnobyca posnb ractpoesodareansHoro pedniokcy Ta no-
pylweHb MOTOPUKM ANCTANbHOrO BigAiny CTpaBoxony
BM3HaHaA MiHIMabHOIO.

lMcuxonoriyHi xapakTepucTukn

Y oci6 3 rmobycoMm He ioeHTUdIKOBaHO crneundiyHi
NCUXONOriyHi xapaktepuctukn. CTpecosi cuTyauii Mo-
XYTb NPOBOKYBATU BUHWUKHEHHSI @60 MOTipLIEHHST CUMI-
ToMmiB. Y noHap, 96% xBopux 3 r10O6YCOM MOCUMOETHLCS
CMMNTOMATUKA Mif, YaC EMOLIAHOIrO HaNpPYXeHHS.

JlikyBaHHS1

Monpu O0BPOSKICHMIA reHe3 cuMnToMy, edekTUBHA
dapmakoTepania He po3pobneHa. MPOrHo3 HU3bKWUIA,
OCKiNbkyu cumnTomMaTrka 36epiraetbcs GinbLu HiX y 75%
XBOpUx npoTarom 3 pokiB. KOHTpoIbOBaHNX AOCHIOKEHD
edEeKTUBHOCTI aHTUAENPecaHTiB HEMaE.

TMpO#OBXEHHST B HACTYITHOMY YMUCJ1i XXYpPHay

Cy4acHa racTtpoeHTteporioris, Ne 5 (31), 2006 p.
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