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This mastitis is common called enterobacterial mastitis. This term includes the perakute or severe acute - less chronic or subklinic —
inflammation, which occurs in some animals during the period of high lactation and develop rapidly. Relatively rarely leads to the spread
of disease to a greater number of cows in herd. On the contrary, quite often occurring udder infections without clinical symptoms.
In animals that are held in stood infection in most countries, more numerous than in animals that are held freely in pasture. In the case
of perakut course of the disease cow is in danger of death or the occurrence of udder quarters of decline. Coli-mastitis occurs in cow
herds where hygienic conditions are not satisfactory. In recent years it has been found to increase the spread of disease, which is
caused by inadequate stable holding the cow with high milk production. Coli infections in the spectrum are different causes of mastitis
take a percentage, which in many countries moving up to a maximum of 25 %.

Etiology: The primary cause of the enterobacterial mastitis is E. coli. This state of affairs often leads to the term coli-mastitis
mainly used for all udder inflammation caused by Enterobacteria. After E. coli, are: Klebsiella pneumoniae, Enterobacter agglomerans,
Enterobacter cloacae, Citrobacter diversus, Serratia marcescens, Serratia odorifera, Proteus. Of all gramnegativ bacteria cause
mastitis, Enterobacteria are the main group — about 90 %. The remaining 10 % are micro-organisms genus Pseudomonas, Aeromonas,
Pasteurella, Acinetobacter. E. coli, as represented in the greatest cause of percentage in comparison to other bacteria such gramnegativne
Alkaf and Bergmann (1990) say that it makes 72,2 %, McDonald et al (1977) 59,0 %, Bidaud et al (2008) 66,0 %. E.coli represents
the physiological flora of the digestive tract of humans and animals. In terms of virulence, it shows very large differences. Increase of
virulent factor in different animal species leads to increasing the number of different diseases, for example. enteritis, septicemia, arthritis
and mastitis.

Pathogenesis: The appearance of mastitis caused by Enterobacteria depends on the number of agents in the body, for example,
appearance of gastroenteritis, or around the animals and the various stressful situations that reduce the immune system. Representatives
of Enterobacter that are present in large numbers around or in the digestive tract of cattle, or galaktogenim hematogenim through due
to udder, and it is possible to reach the milk gland and limfogenim way.

Weigt and Dreist (1988) after determining Endotoxin, according to the gastrointestinal system disturbances Endotoxin penetration
into the blood at the beginning without clinical signs and endotoxin entering the udder and not necessarily to cause disturbances in
blood-udder barrier. When it comes to disorders of body defense mechanisms, especially when not working detoxification of toxins
through the liver and disrupts the ability of polymorphonuclear leukocyte phagocytosis, and when you come to a halt in the production
of milk ejection.

Endotoxin by milking stops, leading to increased penetration of coli-microorganisms and to clinical manifestations.

According to the above findings, the factors that cause these disorders are as follows:

30 % — complications during calwing;

30 % — infection of certain organs or general infection;

30 % — udder injury or tits;

10 % — no more mastitis diagnosis, often due to inadequate hygiene during milking.

Phenomena that precede the coli-mastitis may include: enteritis, intestinal disorders after changing diet (overly diet, poor diet), or
rotten food, insufficient amounts of vitamins. Metabolic disorders, puerperalne interference, especially metritis, traumatic retikulitis,
peritonitis, panaricijum, pneumonia, nephritis, caesarean section, injuries suck, vagina or pelvic injury during birth, adverse climatic
conditions (high humidity, low temperature substrates, draft) as well as physical damage to the udder (inadequate when lying on the
ground, injuries during walking). In particular, the endangered animals with high efficiency in the production of milk (1-4 months post
partum), cows with big udders hanging and expressed peripartal edema, the animals that live in areas with inadequate ventilation or
where the draft, as well as animals that live in the vicinity of wet and cold walls. In summer months, large differences in temperature
during the night and day (open doors and windows) or after weather disasters, caused by a cold and withdrew with her coli-mastitis.
On certain farms evident a clear correlation with the appearance of disease in early periods of eating fresh (green) foods.

Opinion udder experimentally infected with E. coli, electron microscopy showed already after one hour post infection the presence
of necrosis and changes in epithelial cells and milk sucking channel. After two hours the changes were more visible and lead to
the appearance of neutrophil granulocytes. These granulocytes were settled on the surface epithelium, creating a large block of.
At that point, granulocytes counted in the secretions can lead to significant underestimation of the cells. Reducing the concentration of
leukocytes in the blood started from 1.5 to 3 hours post infection and at the end of the experiment led to a high degree of leukopenia.
Changes in udder secretions proved to be already one hour post infection. Samples of secretions, which were taken 2 hours post
infection, but also showed changes typical of mastitis in a high number of cells, albumin, globulin, and increased conductivity and pH,
and reducing the alpha s1-casein and beta kazeinskih fraction and Soxhlet -Henkelovog number. Disorders of the general health status
reported to 2 hours post infection. Simptomatika acute mastitis fully developed 5 hours post infection. Epithelium defensive ability is
based on the complex interaction PKL, macrophages, lymphocytes, plasma cells and fat cells as well as the ability apikal epithelium
cells to take in case of inflammation of infectious material from the lumen of vacuole (Sterba et al., 1990). Resistance of certain strains
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of E. coli to bactericidal action of blood serum and milk is the cause of pathogenicity for the udder, and on the basis of complement-
dependent antibodies. The effect of this system depends on baktericid permeability barrier between blood and milk, which increases
the weight of the mastitis. O-antigen or somatic antigen of E. coli induces the production of these natural antibodies. Characteristics of
antibodies are acting on gram-negative pathogens, their termolability (560C destroy them for 30 minutes) and complement-dependent
effect, directed against the cell wall fraction lipopolisacharid bacteria and belong to the classes IgM and IgG. The development of
mastitis in the infected udder prior baktericidina appears in the milk. Bactericidal activity to enhance the mastitis is secrete a serozni
serumalbumina and immunoglobulin concentration in the blood is the same. Lizocim, added to serum, is in a position to increase E.
coli Lisa, and Lysozyme and complement are still ineffective in the absence of antibodies. Lactoperoxidase-system-vodonikperoksid
thiocyanat can slow or E. coli infection that was prevented by killing pathogens, and the concentration of thiocyanate in the udders
of milk varies depending on the content of thiocyanate in foods. The combination of Lactoferrin and specific antibodies to E. coli had
a better bacteristatic effect against E. coli. Effective concentrations of Lactoferrin could be created but mainly in the dry off period.
Lactoferrin bacteriological properties were confirmed against Pseudomonas and Proteus.

Clinical picture and course of the disease: If perakute or acute mastitis coli-developed severe symptoms within just a few hours.
Il quarter is diffuse increased (powerful edema) of the test by rough and hard consistency, painful and heated. The skin can not be
separated from the surface and shows blue red surface. Basically it is about a quarter, usually the back. In addition, there are collateral
edema and swelling of lymph nodes large udder. It is often affected and sucking. Milk rapidly losing its character. Fourth secretion is
significantly reduced. Depending on the strong activity eksudativ inflammation becomes aqueous discharge, serous or bloody serous
receives gray color, partially filled with fibrin clots and purulent flakes and becomes mushy advancing necrotic process.

Figure 1 The appearance of clinical iliness

Itis often severe disorders occurring at the same time the general health status, high temperature (usually about 410C), acceleration
pulses over 100/min, superficial breathing, trembling of muscles (especially in the rear limbs), lack of appetite, inability to animals may
rise, causing diarrhea to rapid loss of body weight, which ends with death if the animals survive and come to a complete atrophy of the
affected districts. The clinical picture the occurrence of severe diarrhea, which is associated with resorption endotoxin. The amount of
milk in districts with no noticeable clinical symptoms rapidly declines to complete his loss. In some cases where the process leads to
generalized swelling of the joints. Coli-mastitis showed a different course. In subclinical form that is chronic there may be normalization
of secretion and without treatment, if they are mild inflammatory changes. After treatment of acute mastitis, where the affected districts
have increased and disturbed consistency, there is often a form of mastitis in subclinical which is revealed by rapid tests. When it comes
to mastitis subclinical form where the cause is E. Coli 0157, although lacking clinical symptoms due to excretion of large amounts
causes milk from diseased quarters there is a serious risk to human health. In peracute and acute mastitis-heavy coli is required to
timely treatment in order to prevent letal outcome. The reluctance of the introduction of treatment that causes inflammatory changes in
the udder advance to form necrosis, so that recovery is often not possible. In the case of Klebsiella-mastitis is especially pronounced
fever and strong disturbances of general condition, and physical weakness. Rare chronic inflammation of the general flow without
reaction, the crude gland tissue-chunky, reduced milk production with the occurrence of clots of different sizes. In latent forms the
presence of K.pneumoniae is found in udder. Peracute mastitis are reflected in very poor clinical symptoms, which is probably related
to the slow diapedes neutrophil granulocytes in the udder and occur due to stress after the birth or early lactation. When mild mastitis
general conditions may be very mild and may even completely absent, and mastitis can go after a short period of time. In the rare
chronic form after the outbreak of infection in the form of intermittent cataral inflammation can be observed only transient increase of
the affected districts and pronounced changes in secretion. Klebsiella-infection of milk glands latentnoj less flow in the chronic form, and
often in an acute or peracute. These latter forms are often associated with severe disabilities and the general rule with lethal outcome.
In particular, care should be taken to spread quickly K.pneumoniae in Zapata, and that can cause enzooties. Mastitis caused by Serratia
mearcescens are very rare and are usually accompanied by symptoms of poor and often tend to relapse and chronic forms.

Therapy: Therapy should be introduced immediately, if possible immediately appear in the first acute clinical symptoms. In the case
of peracute or acute mastitis and general reactions, it is recommended that:

+ Removal of bacteria and toxins from the mammary glands thorough and frequent milking affected districts. Application intravenous
oxytocin (10-15 IU) may facilitate the discharge of udder mioepitelium retained contractility. Secretion from the character may draw
prognostic conclusions. It is recommended to thoroughly milking at intervals of 12 hours after each medication

+ Antibacterial therapy: the antibiogramu, are effective against E. coli colistin, polimiksin B, gentamicin, trimethoprim, oxytetracycline,
neomycin, and sulfonamides. In recent years, in vitro attempts against gramnegativnih agents have proved effective polypeptide
antibiotics, polimiksin polimiksin B and E (colistin), which also showed the lowest rate of resistance. Gedek (1984) established the
MHK values for E. coli; of 8-32 mg polimiksin-B-sulfate. Enterobacteria other than E. coli were sensitive to streptomycin. Acinetobacter
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strains were sensitive to neomycin, and compared with Enterobacteriaceae strains showed greater resistance to streptomycin and
oxytetracycline. Intracisternal therapy for acute mastitis typically used up to 3 million IU polimiksina B (up to 250 mg polimiksin B
sulfate) three times at intervals of 12 hours. Against the possible causes of the present grampositive can be the first and second day of
therapy to introduce 3 million IU of penicillin G. When mastitis is accompanied by fever, in addition to parenterally applied to 4 million
IU polimiksin B sulfate, or up to 8 million IU polimiksin E-sulfate, three times at intervals of 12 hours of their Previously applied and
parenteral streptomycin application (up to 5 g per cow) or a sulfonamide (0.1 g / kg KM).

Mastitis at coli often has to be treated and long-term sources of infection outside the udder. With polimiksin therapy Deneke et
al (1988) scored at 84% of cases of microbiological cure, and in 76% and microbiological and clinical cure. Promises a high degree
of healing and intramamarna applications (twice at intervals of 12-24 hours) 2 g neomycin or 5 million U of colistin (polimiksin E),
suspended in 1000 ml 5 % glucose solution. In addition, given intravenously 25 g sulfatmetoxazola. In addition there is a favorable
effect on the glucose solution increased phagocyte activity and to better intramamar distribution of antibiotics. While the first step
hemoterapeutic treatment must install as soon as possible, subsequent medication must be made only on the basis of the results of
bacteriological tests and antibiograms. Additional applications y-globulin products can support therapy. Following the introduction of
hydrogen-yielding products, in doses of 8.0 g to 10 kg BW intravenously during 2-3 days, aplicated at intervals of 24 hours, there may
be a cure in 67-89% of cases of acute mastitis different genesis - even those caused by E. coli. Inflammatory udder edema, lack of
appetite and fever withdraw the treatment Rhodovetom intracisternalne faster than the application of antibiotics. In the case of chronic
mastitis, compared with antibiotic therapy, the results of this preparation were weaker. The advantage of this therapy lies in the fact that
the milk is ready for use immediately after the moment of clinical cure. General therapy depends on the item and takes 2-3 days and
3-4 days intracisternalna therapy.

+ Symptomatic therapy: general treatment in terms of therapy is recommended to protect the liver, for example. 150 ml methionine
pro inj.i.v. or 250 ml 20% glucose solution iv. To ease inflammation, toxic and allergic symptoms have proven preparations suprarenaine
crust, for example. Prednisolon 10.0 ml (corresponding to 100 ml Prednisolonacetata), iv Similar effect is achieved by applying the
ACTH preparation, 20 kg BW im 1J/100 In addition, the possible application of diuretics, vitamin C, calcium and fosfor drugs and
(because of its opsonisating effects) beef coli-antisera (100 ml iv). Inhibition of the inflammatory process is possible and Novocaine-
blockade with medium or Baschkirowa Magde. These techniques can be achieved by re-establishment of vital functions, reduce pain,
better secretion and improved blood supply of tissue. In the case of peracute flow can be applied iv application of the electrolyte
solution, in order to prevent dehydration and to facilitate the excretion of toxic metabolites. Multiple treatments are suffering the fourth
cold water for 30 minutes improves the chances intracisternal therapy. Adstrigent rubbing cream that cooled or packs of acetat mixture
prevents the development of acute inflammatory symptoms. Later it can be applied antiflegmon cream. With the appearance of mastitis
caused by Klebsiella peracute, it is necessary that before the introduction of therapy, for example. colistin, streptomycin, tetracycline or
neomycin. Therapy which lasts for several days must be applied in accordance with the result of antibiograms.

Prophylaxis: Mastitis caused by agents Escherichia, Klebsiella, Enterobacter, or other close branches of the family Enterobacteriaceae
may take up to 5% of all diseases of the udder in Zapata. Sinking suck should be done prior to milking. Therapy in dry stage has no
influence on mastitis caused by microorganisms, Escherichia, Klebsiella, or Enterobacter Katic et al (1990), Bobos et al (1989).

As prophylaxis, we recommend the following:

+ Avoid creating dust Detritus (eg, sawdust or peat). In case of mastitis may reduce the contamination of sucking Detritus Review.
The Detritus is generally a small number of Enterobacteria. By keeping the animals without Detritus, it is necessary to ensure a clean
litter. If necessary, apply 2% solution of soda for 10 minutes in duration.

+ Avoid over-population of animals because of possible injuries or blows to each other wade and reduce opportunities for exposure
to infection enterobacteria cleaning stables, as well as reduce the stay of animals in stable terms of least amount of time. If there is
doubt on the possibility of enzootic course of the disease, it is necessary to move the cows after calwing to other facilities, which are not
contaminated and there is no potential carrier.

+ Ensure optimal hygiene at caleing and veterinary care in the postpartal period.

+ Maintain hygiene milking, thoroughly cleaning and disinfecting the udder and sucking.

+ A sufficient amount of crude fiber in order to prevent metabolic disorders, especially ketosis.

« Careful introduction of the feeding of green food, if it comes to herd in which the coli mastitis persist. Avoid sudden changes of food,
maintain hygiene and nutrition to provide a sufficient amount of vitamins, especially A and B.

+ Control equipment for milking, as well as the milking process to avoid penetration of bacteria through teat channels

+ Lowering the level of new infections using shutter for tits (eg, acrylic-latex film), which is used as teath-deep. In this way, achieving
a significant reduction (76 %) in the degree of infection coliform bacteria.
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KONI®OPMHUIA MACTUT KOPIB: 3AXO[M LLIOAO NEPEBIPKK TA NIKYBAHHS

Bobouw C., PadiHosiy M., Maxiy M.
Yuisepcumem Hoei Cad, Cepbis

Y cmammi npedcmasneHo Mamepianu CMOCOBHO KOMighopMHO20 Macmumy Kopig. BusHaueHo 3axodu wodo nepesipku ma mikysaHHs 0aHo20
3aXB0PHOBAHHSI.
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YOK 619:616.98:579.873.21.
BIOBE3INEKA TA AKICTb CYXOro O4ULLEHOI O TYBEPKYNIHY (MMA) AnA CCABLIB

binywrko B.B.
HaujioHanbHul Haykoguli ueHmp «IHcmumym excnepuMeHmarbHoi | KIiHiYHOI eemepuHapHoOi MeduyuHU», M. Xapkig

MikobakTepianbHi anepreHu Ans NPUKUTTEBOI iarHOCTUKW TyOepKynbo3y TBapWH i NTULi NpeacTaBnstoTL coboto GaraTokoMMnoHeH-
THi NpenapaTii, OCHOBHOIO [it040L0 PEYOBMHOO SIKVX € Tybepkynonporeig, [1].

HaiibinbLu cknagHMM eTanoM npu BUTOTOBMEHHI TyOepKyIiHy € Woro CTaHaapTM3allis 3a 6ionoriyHow akTuUBHICTH. MixHapoaHi Ta
HajoHarnbHi cTaHgapTy bionoriyHnX npenaparie 3aCTOCOBYHOTLCS B TUX BUMAAKaX, KON HEMOXIMBO OTPUMATK BUYEPIHY iHpopmaLito
MpO AKICTb LIMX PEYOBUH 3@ JOMOMOTO0 XiMIYHMX | (hi3NyHNX MeTOAiB. Y TakoMy BUNaZKy NpUAATHICTL NpenapaTiB nepesipseTses 3a
[OMOMOrot0 BionOrivHNX TECT-CUCTEM, B SIKMX 3GINCHIOETLCA OLiHKa LOCTIAHOrO Npenapaty B NOPIBHSHHI 3i CTaHAAPTOM BCTAHOBNEHOI
akTueHocri [2, 3].

LLlono npenaparis, siki 3aCTOCOBYHOTLCA ANs BUSBMNEHHS XBOPUX HA TyOEPKYNbO3 TBApHH, IK OCHOBHWIA KOHTPOSb, 3a BuMoramu MEB
Ta €C nepenbayaeTbCs TECT Ha PO3BUTOK Y TBAPWH peakLii rinepyyTnneocTi cnosinbHeHoro Tuny (FCT) npu BHYTPILLHBOLLKIPHOMY
BBEEHHI TyOepKyniHy.

OpHieto 3 BaXNMBIX XapaKTEPUCTUK ANns MikobaKTepianbHUX anepreHiB € BU3HaueHHs ix BionoriyHoi akTMBHOCTI. AKTUBHICTb BU3Ha-
YaETbCS NOPIBHAHHAM JOCTIAHWX 3paskiB TYOEPKyNiHY 3 MiXHApOAHUM CTaHOapToM abo 3 HavjoHanbHUM cTaHgapToM, Bigkanibposa-
HWUM BIZHOCHO MiXHapOAHOro cTaHaapTy [4].

MepLunit MikHapogHuiA cTangapT anst ATK 6yB BurotoBneHn y JIoHaoHi i 3atBepmkeHnin y 1928 poui OpraHisayjeto 0XopoHH
3popos’s npm Jlisi Hauin. Bionoriyna akTuBHiCTb Lboro npenapaty cknagana 100 000 /U (International Unif) B 1,0 cm® anepreHy.
B noganbLuomy gpyrui i TpeTin MixkHapogHi ctanaapTv ans ATK 6ynv BurotoeneHi B Konerarei ([anis) y 1935 i 1965 pp.

BnpoBagxeHHs B npaktuky MIMA-Ty6epkyniHy notpebysano CTBOPEHHS MiXXHAaPOAHOTO CTaHAAPTY LibOro npenapary. 3a ocHoy 6yno
B3ATO cepito TybepkyniHy, Lo BurotoBnena F. Seibert B 1940 p. 3 mikobakTepii 36yaHKa TyBepkynbo3y Bugy M. tuberculosis wnsxom
ocafpkeHHsM binka 3a gonomoroto cynbgary amoHito. Ctangapt PPD-S 6yB 3atBepmkeruii B 1951 poui. 3a 0ANHUL0 akTUBHOCTI (Ty-
BepkyniHoBy oguHuLto — TO, y nopanbLUOMy — MikHapogHy oguHnuto (IU)) crangapty npuitHaTo 0,000028 mr akTueHoi peyoBuHu. Lien
CTaHZapT TybepKyniHy BUroTOBASIOTL B amnynax, siki BmiwytoTs no 500 000 /U (10,0 mr PPD i 4 mr % bydepHux conen) [5].

Ha cborogHi OCHOBHOI0 BUMOTOI0 A4N151 CTaHAApPTM3aLii € GionoriyHa peakwisi, IHTEHCUBHICTb SIKOi 3aNeXMTb Bif, KiNbKOCTI aKTUBHOT
cybCTaHuii, Wo 3acTocoBaHa. Take CniBBigHOLEHHS MOxXe ByTh BupaxeHUM rpadivHo y BUrnsgi kpueoi abo nignarati CTaTUCTUYHIN
0bpobui [4, 6].

HaLioHanbHui iHCTUTYT Bionoriunmx ctaHaapTis i konTponio (NIBSC) y Belbpumxi (Benukobpuranis) 3abesnevye ans kanioposku Ha-
LjioHanbHWX 3paskiB giarHOCTUYHIX Npenaparia MiXHAPOLHUMI CTaHAAPTaMM iHLLI KpaiHu, B TOMy yichi il Ty6epkyniHoM ounteHim (M1114)
QNS CCaBLB. Y KOXHIN KpaiHi, ie OTPUMYIOTb MiXXHAPOAHWIA CTaHOAPT, CTBOPIOKOTb BNIACHWIA HALiOHamNbHMIA cTaHaapT Ty6epkyniny [7, 8].

Ha cborogHi B YkpaiHi, B AKOCTi CTaHZapTHOro 3pasky TyOepKyniHy [Ansi CCaBLjiB BUKOPUCTOBYIOTb CrewjianbHO BidibpaHy cepito
pigkoro «TyBepkyniHy ouuweHoro (MMA) ans ccasuiB y CTaHAAPTHOMY PO34MHI», Ky BUrOTOBASOTL 3a TexHonorieto HHL «IEKBM»
Ha [epxasHin Cymcbkii Bionoriynin dabpuui. Tomy 3 METOK OTPUMAaHHS HaLOHANBLHOMO CTaHAapTy TybepkyniHy Ans ccasyis 3 6inbLu
ctabinbHuMu Bnactueoctamu B HHL| «IEKBM» po3pobneHo TexHomMorio BUroTOBMEHHS CyXoro (niodinizoBaHoro) Tyb6epkyniHy ans
CCaBL|iB, fikuih 30epirae 6ionoriyHy akTUBHICTb i cneLudivHiCTL BNPOLOBX TpuBanoro vacy. Metoto aaHoi pobotu i 6yno gocnigmkeHHs
sIKoCTi Ta bionorivHoi 6e3nekn BUrOTOBMEHUX Cepili Cyxoro oumweHoro TyBepkyniHy (MM0) ans ccasuis.

Marepianu Ta meTogu: Ha 6asi Bigainy BuB4eHHs Ty6epkynbosy HHLL «IEKBM» npoeeaeHo BunpobysanHs sikocTi 3-x cepiit (C-1, C-2, C-3)
cyxoro oumLeHoro Tydepkyniny (MMA) ans ccasuis (COT), BUroToBNEHOro B yMoBax BiAAiny. JOCMimKkeHHs MPOBOAWM 3a NOKa3HUKaMM 3rigHo 3 TY
Y «TyBepkyniH ounenmii (MM0) ans ccasyiB y cTaHLapTHOMY PO34MHix. [Inst KOHTPOMO BUKOPUCTOBYBANW KOMepLiHY cepito « Ty6epkyniHy oumLe-
Horo (MMN[) ans ccaBuiB y cTaHaapTHOMY po3umHi» (C-95), TepmiH npupaTHocTi 4o 24.04.2010 p., BurotoBneHy Cymcbkoto Giohabpukoto, a Takox
KOMMMEKCHMIA anepreH i3 atunosux Mikobaktepiit (KAM) (C-8), Kypcbkoi 6iodhabpuku (Pocis).

HocnimkeHHs sikocTi TyOepKyniHy MPOBOAWMM 3@ HACTYMHUMMW NOKa3HWKaMU: 30BHILLHIN BUIMSA, KOHUEHTpaLUis BOAHEBMX iOHIB (pH), KinbkiCTb
3aranbHoro 6inka (Mr/cM®), cTepunbHICTb, NOBHOTA iHaKTUBALil, pEaKTOreHHICTb, BiACYTHICTb CeHenbini3yloumux BnacTuBoCTeiA, bionoriyHa akTUBHICTb
(MOQ), cneumdiyHicTb.

BuBueHHs BionoriyHoi akTUBHOCTI Ta cneuudivHocTi Ty6epkyniHy NpoBoamnu Ha 42-x KNiHiYHO 3[0poBMX He pearytounx Ha MMIMO-Ty6epkyniH ans
CCaBL|iB MOPCbKYX CBUHKAX XMBO Barot 350-450 r, L0 paHille He BUKOPUCTOBYBAmNUCh Y AOCTiAaX i NonepeaHbO CEHCUBINi30BaHMX 3aBUCCH XMBOI
kynbTypu BLPK (romonoriyHa cuctema) Ta CymiluLLio KynbTyp aTunoBux Mikobaktepiit Bugis M. scrofulaceum i M. intracellularae (reteponoriyHa
cuctema) y gosi 1,0 mr 6aktepianbHoi Macy B 1,0 cM® CTEPUIBHOIO i30TOHIYHOMO PO3UMHY. PeaKkToreHHICTb | CeHcubiniaytoyi BNacTMBOCTI BUBYANM Ha
27-Mu HeceHcubini3oBaHux 40 TyBepKyniHy MOPCHKIMX CBUHKAX.

AnepreHy BBOAWMM BHYTPILLHBOLIKIDHO B eninboBaHi 1 06pobneHi 70°-HUM eTUNoBIMM CIMPTOM [iNSHKM LUKIpY 3 NIBOrO Ta npaBoro 60Ky TBapuH B
06'emi 0,1 cm®y poseepenHsx 1000 i 100 MO. O6nik anepriuHix peaxLiii y MOPCLKUX CBUHOK MPOBOAMIYM Yepes 24 rofuHY NiCNs BBEEHHS anepreHia
LUNAXOM BMMIPOBAHHA CEPeiHbOro AlameTpy nanynu, Wo CTeoptoBanach y Micl| IH’GKL[II npenapary.

CrepunbHicTb Bu3Havanu 3a [1ICTY 4483-2005.

MaHiI‘IyJ‘IFILli'I' 3 TBapnHaMu NpoBOAWMIN KePYHO4UCb NPpUHLMNamMn GioeTukm.

PesynbTatn gocnimkeHb. 30BHiLHIN BUrNag BuroToBnenux cepin COT (C1, C2, C3) npencraense Cyxy nopucTy Macy CBiTno-
KOPUYHEBOTO KOMbOPY 3 CipyBaTUM BIiATiHKOM.

KoHueHTpaLis BogHeBux ioHiB (pH) posunHeHoro COT, BU3HaveHa noTeHuiomeTpom i ctaHoButs: C1-7,0;C2-7,1; C3-7,1.

MacoBa yacTka binka (Mr/cm®), BU3HaueHa 3a MetoaoM Kenbaans, ctaHosuts: C1-0,83; C2-0,79i C3 -0,84.

Bwn3HaueHHs1 MOBHOTM iHaKTMBALji: MpW NpoBeLEeHHi 001Ky BUCIBY Ha XMBUIbHOMY CEPeaOBULLi Ha MOBHOTY iHaKTMBAUii npenapaty
BCTaHOBMEHa BiACYTHICTb pocTy MikobakTepi.

PeakToreHHICTb KOXHOI Cepii BU3Ha4anm Ha 3-X MOPCbKWUX CBUHKAX, sIKUM 3 NiBoro 60Ky BBOAMMM LOCMiAHY Cepito, a 3 NpaBoro —
KOHTPOMbHY cepito TyGepkyniHy. Yepea 24 rof. Ha MicLi BBeaeHHs Ty6epkyriHiB peakLii 3ananeHHs He Byrno, LU0 CBigYMTb NPO Hepeak-
TOTEHHICTb JOCMIAHNX CEpiil TyDepKyniHy.

BigcyTHicTb ceHembiniaytoumx BNacTMBOCTEN BM3HAYAmNM MO KOXHIN cepii Ha 6 MOPCbKMX CBMHKAX. TpboMm i3 HUX BBOAMnM COT
TpUpa3oBo 3 iHTepBanom 5 fib, nicns yoro yepes 15 aib npoBoaMnM anepriyHe JOCMIMKEHHs 6 TBAPUH (BOCAIAHMX i KOHTPOMBHMX).
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