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Ïîñòîÿííîå äåéñòâèå ïîâðåæäàþùèõ ôàêòîðîâ 
(ðàçëè÷íûõ ôîðì ñòðåññà, âêëþ÷àÿ ïñèõîñîöèàëü-
íûé, ãèïîêèíåçèÿ, èçáûòîê íàñûùåííûõ ëèïèäîâ 
âûçûâàåò ñîñòîÿíèå ñèñòåìíîãî õðîíè÷åñêîãî âÿ-
ëîòåêóùåãî âîñïàëåíèÿ (ÑÂÂ, low grade inflamma-
tion) [3]. ÑÂÂ õàðàêòåðèçóåòñÿ íåáîëüøèì ïîâû-
øåíèåì óðîâíÿ öèòîêèíîâ âîñïàëåíèÿ (â 2-4 ðàçà), 
â îòëè÷èå îò îñòðîãî âîñïàëåíèÿ, ïðè êîòîðîì óðî-
âåíü öèòîêèíîâ ïîâûøåí â äåñÿòêè èëè ñîòíè ðàç. Â 
ïîñëåäíåå äåñÿòèëåòèå óñòàíîâëåíî, ÷òî ÑÂÂ èãðà-
åò âàæíóþ ðîëü â ïàòîãåíåçå ìíîãèõ õðîíè÷åñêèõ 
çàáîëåâàíèé. Â ðàçâèòèè ÑÂÂ îñíîâíàÿ ðîëü ïðè-
íàäëåæèò ïðîâîñïàëèòåëüíûì ÿäåðíûì òðàíñêðèï-
öèîííûì ôàêòîðàì (ßÒÔ): NFkB, AT-1 è îñíîâíûì 
àíòèâîñïàëèòåëüíûì ßÒÔ – ðåöåïòîðàì, àêòèâèðó-
åìûì ïðîëèôåðàòîðàìè ïåðîêñèñîì (ÐÀÏÏ). Â äàí-
íîì îáçîðå ìû ðàññìîòðèì ðåçóëüòàòû èññëåäîâà-
íèé ïîñëåäíèõ ëåò â îòíîøåíèè ðîëè ÑÂÂ è ÐÀÏÏ â 
ðàçâèòèè àðòåðèàëüíîé ãèïåðòîíèè (ÀÃ) [1]. 

ÑÂÂ ïðåäøåñòâóåò âîçíèêíîâåíèþ è îïðåäå-
ëÿåò òÿæåñòü ÀÃ. Ïðîñïåêòèâíûå è êîãîðòíûå èñ-
ñëåäîâàíèÿ óêàçûâàþò íà ïîñòîÿííîå ïîâûøåíèå 
óðîâíÿ ìîëåêóë âîñïàëåíèÿ â êðîâè ïðè ÀÃ. Ýòî 
êàñàåòñÿ Ñ-ðåàêòèâíîãî ïðîòåèíà (ÑÐÁ), ôàêòîðà 
íåêðîçà oïóõîëè-àëüôà (ÔÍÎ-à), Èíòåðëåéêèíîâ-1 
è 6 (ÈË-1 è 6) õèìîêèíîâ, òàêèõ êàê ìîíîöèòàðíûé 
õèìîàòòðàêòèâíûé ïðîòåèí (ÌÑÐ -1), ìîëåêóë àä-
ãåçèè: Ð-ñåëåêòèíà, ICAM-1, CD40L è äðóãèõ [8, 14]. 
Ýòè äàííûå ïîëó÷åíû ó ëèö ñ ÿâíîé ÀÃ è ñ ïðåãèïåð-
òåíçèåé, òî åñòü ó çäîðîâûõ ëþäåé ñ àðòåðèàëüíûì 
äàâëåíèåì 120-139/80-89 ìì ðò., à òàêæå ïðè äëè-
òåëüíîì íàáëþäåíèè ó ëèö ñ íîðìàëüíûì è äàæå 
îïòèìàëüíûì ÀÄ, ó êîòîðûõ ÀÃ ðàçâèëàñü ÷åðåç 
7-11 ëåò ïîñëå íà÷àëà íàáëþäåíèé, òîãäà êàê â 

àíàëîãè÷íûõ ãðóïïàõ ìóæ÷èí è æåíùèí, íå èìåâøèõ 
â íà÷àëå íàáëþäåíèé ïðèçíàêîâ ÑÂÂ, ñîõðàíÿëîñü 
íîðìàëüíîå ÀÄ. Ó 1796 çäîðîâûõ ìóæ÷èí íàáëþ-
äàëè ðàçâèòèå ÀÃ òîëüêî â ñëó÷àå âûñîêîãî ïëàç-
ìåííîãî óðîâíÿ ôèáðèíîãåíà, α-1-àíòèòðèïñèíà, 
ãàïòîãëîáèíà, öåðóëîïëàçìèíà è ñåðîìóêîèäà. 
Ïðè÷åì, ÀÃ áûëà òÿæåëåå ó òåõ, ó êîãî áûëè ïîâû-
øåíû áîëåå òðåõ ìîëåêóë âîñïàëåíèÿ, ÷òî óêàçû-
âàåò íà çíà÷åíèå óðîâíÿ âîñïàëåíèÿ êàê ôàêòîðà 
ðàçâèòèÿ ÀÃ [5, 15]. Â êîãîðòå 20525 æåíùèí óñòà-
íîâèëè, ÷òî âûñîêèé óðîâåíü ÑÐÁ, îïðåäåëÿåìûé 
âûñîêî÷óâñòâèòåëüíûì ìåòîäîì (â÷ÑÐÁ), ïðåäî-
ïðåäåëÿåò ðàçâèòèå ÀÃ â òå÷åíèå 7-8 ëåò. Ïîêàçàíî, 
÷òî ó ìóæ÷èí ñðåäíåãî âîçðàñòà, ó êîòîðûõ â÷ÑÐÁ 
áûë > 3,0 ìã/ë â òå÷åíèå 11 ëåò ðàçâèâàëàñü ÀÃ, ïî 
ñðàâíåíèþ ñ òåìè, ó êîòîðûõ ýòîò óðîâåíü áûë < 
1,0 ìã/ë [9]. 

Âîñïàëåíèå ÿâëÿåòñÿ ïðåäâåñòíèêîì ýêëàìïñèè 
ó áåðåìåííûõ æåíùèí. Ãèïåðòîíèÿ áåðåìåííûõ ÿâ-
ëÿåòñÿ èììóííîé áîëåçíüþ, ñâÿçàííîé ñ èììóííûì 
êîíôëèêòîì ìåæäó ìàòåðüþ è ïëîäîì. Ãåíû èììóí-
íîé òîëåðàíòíîñòè è âîñïàëåíèÿ ñâÿçàíû ñ ãèïåðòî-
íèåé, ïðîòåèíóðèåé è îòåêàìè ó áåðåìåííûõ. Ìíî-
ãèå èññëåäîâàíèÿ ïîêàçûâàþò, ÷òî âûñîêèé óðîâåíü 
ìîëåêóë âîñïàëåíèÿ íàáëþäàåòñÿ ïðè âñåõ êîì-
ïîíåíòàõ ìåòàáîëè÷åñêîãî ñèíäðîìà: îæèðåíèè, 
äèñëèïèäåìèè, ÀÃ è èíñóëèíîðåçèñòåíòíîñòè (ÈÐ) 
[13]. Ýòè èññëåäîâàíèÿ ñâèäåòåëüñòâóþò î òåñíîé 
ñâÿçè ìåæäó ãèïåðòîíèåé è âîñïàëåíèåì. Áîëåå 
òîãî, ïðîñïåêòèâíûå èññëåäîâàíèÿ óêàçûâàþò íà 
òî, ÷òî âîñïàëåíèå ÿâëÿåòñÿ ïåðâè÷íûì ôàêòîðîì, 
îáóñëàâëèâàþùèì ðàçâèòèå ãèïåðòîíèè. Â íàñòîÿ-
ùåå âðåìÿ èçìåíåíà îäíîçíà÷íàÿ òðàêòîâêà ìíîãèõ 
ýêñïåðèìåíòàëüíûõ è êëèíè÷åñêèõ äàííûõ, â êîòî-
ðûõ ïîÿâëåíèå ìîëåêóë âîñïàëåíèÿ ñ÷èòàëîñü ëèøü 
ñëåäñòâèåì ìåõàíè÷åñêîãî âîçäåéñòâèÿ ãèïåðòî-
íèè è àíãèîòåíçèíà II íà ñîñóäèñòóþ ñòåíêó. Ñ ó÷åòîì 
ïðîñïåêòèâíûõ äàííûõ áîëåå ïðèåìëåìîé ñëåäóåò 
ñ÷èòàòü òî÷êó çðåíèÿ î áèäèðåêöèîííîì âçàèìîîò-
íîøåíèè ÑÂÂ è ãèïåðòîíèè, òî åñòü, ïðèçíàòü ÑÂÂ 
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ïåðâè÷íûì ôàêòîðîì â âîçíèêíîâåíèè ÀÃ è, â òî æå 
âðåìÿ, ñ÷èòàòü, ÷òî âîçíèêøàÿ ãèïåðòîíèÿ ìîæåò 
ïîääåðæèâàòü ÑÂÂ, îáðàçóÿ ïîðî÷íûé êðóã [13]. 

Ìíîæåñòâî ïðè÷èí âûçûâàåò ÑÂÂ: õðîíè÷åñêèå 
èíôåêöèè, ñòðåññû, èçáûòîê íàñûùåííûõ æèðíûõ 
êèñëîò â ïèòàíèè, íåäîñòàòî÷íàÿ ôèçè÷åñêàÿ àêòèâ-
íîñòü è äðóãèå [6]. Âîñïàëåíèå èíèöèèðóåòñÿ ÷åðåç 
toll-ïîäîáíûå ðåöåïòîðû è àêòèâàöèþ ÿäåðíîãî 
òðàíñêðèïöèîííîãî ôàêòîðà êàïïà Â (NFkB). Ïðî-
òèâîâñïàëèòåëüíóþ ôóíêöèþ âûïîëíÿþò ÿäåðíûå 
òðàíñêðèïöèîííûå ôàêòîðû – ðåöåïòîðû, àêòèâè-
ðóåìûå ïðîëèôåðàòîðàìè ïåðîêñèñîì (ÐÐÀRs). Íà-
ðóøåíèå áàëàíñà ìåæäó ýòèìè ôàêòîðàìè èëè äðó-
ãèå ïðè÷èíû ãèïåðàêòèâàöèè NFkB âûçûâàåò ÑÂÂ 
[1]. Ñóùåñòâóåò òðè èçîìåðà ÐÐÀR: ÐÐÀRα, ÐÐÀRβ/δ, 
ÐÐÀRγ. 

Íàêàïëèâàþòñÿ âñå íîâûå äàííûå î ñâÿçè PPAR 
γ и α ñ ðåãóëÿöèåé ôóíêöèè ñîñóäîâ è ÀÃ [5]. Â êëè-
íè÷åñêèõ èññëåäîâàíèÿõ àãîíèñòîâ PPARγ – òèàçî-
ëèäèíîäèîíîâ (ÒÇÄ) âûÿâëåí èõ ãèïîòåíçèâíûé è 
àíãèîïðîòåêòîðíûé ýôôåêò. Â èçó÷åíèè ðåäêèõ ãå-
íåòè÷åñêèõ ìóòàöèé â ëèãàíäñâÿçûâàþùåì äîìåíå 
PPARγ ñ ïîòåðåé ôóíêöèè è ãåíåòè÷åñêèõ ýêñïåðè-
ìåíòàõ íà ìûøàõ ñ ïîëíûì èëè ÷àñòè÷íûì óäàëåíè-
åì ãåíà PPARγ òàêæå ïîëó÷åíû óáåäèòåëüíûå äîêà-
çàòåëüñòâà [11]. 

ÒÇÄ óìåðåííî ñíèæàþò ÀÄ ó ëèö ñ ÈÐ. Ýòîò ýô-
ôåêò íåëüçÿ îáúÿñíèòü ñíèæåíèåì ÈÐ, òàê êàê äðóãèå 
èíñóëèíñåíñèòàéçåðû è ñðåäñòâà. óâåëè÷èâàþùèå 
ñåêðåöèþ èíñóëèíà, íå îáëàäàþò ãèïîòåíçèâíûì 
ýôôåêòîì. Â êëèíè÷åñêèõ èññëåäîâàíèÿõ ýôôåêòà 
ïèîãëèòàçîíà (ÏÃ) PROactiveTrial, Prospective Pio-
glitazone Clinical Trial in Macrovascular Events [2, 12] 
è êëèíè÷åñêîì èññëåäîâàíèè DREAM (Diabetes Re-
duction Assessment with Ramipril and Rosiglitazone 
Medication) óñòàíîâëåíî, ÷òî ñíèæåíèå ÀÄ íà 3 ìì 
àññîöèèðîâàíî ñ ñóùåñòâåííûì ñíèæåíèåì ñìåðò-
íîñòè îò ñåðäå÷íî–ñîñóäèñòûõ çàáîëåâàíèé (ÑÑÇ), 
÷òî, ïî ìíåíèþ àâòîðîâ, ñâÿçàíî ñ âëèÿíèåì PPARγ 
íà ñòðóêòóðó è ðîñò ñîñóäèñòîé ñòåíêè. Ýòè äàííûå 
ïîäòâåðæäåíû ìíîãî÷èñëåííûìè èññëåäîâàíèÿìè. 
Â ýêñïåðèìåíòàõ òàêæå îòìå÷åí ãèïîòåíçèâíûé ýô-
ôåêò ÒÇÄ [4]. 

Îïèñàíû íåñêîëüêî ðàçëè÷íûõ äîìèíàíòíûõ 
íåãàòèâíûõ ìóòàöèé ãåíà PPARγ (ÄÍÌ), ïðè êîòî-
ðûõ ðåöåïòîðû òåðÿþò ñïîñîáíîñòü ñâÿçûâàòüñÿ ñ 
ëèãàíäàìè. Ñòðóêòóðíîé îñíîâîé äåôåêòà òðàíñ-
êðèïöèîííîé àêòèâíîñòè ÿâëÿåòñÿ äåñòàáèëèçàöèÿ 
12 ñïèðàëè ëèãàíäñâÿçûâàþùåãî äîìåíà, ÷òî çà-
òðóäíÿåò îòùåïëåíèå êîðåïðåññîðà è ïðèñîåäèíå-
íèå êîàêòèâàòîðà [7]. Ôåíîòèïè÷åñêè ýòîò ñèíäðîì 
îïèñûâàåòñÿ êàê ïàðöèàëüíàÿ ëèïîäèñòðîôèÿ: ðåç-
êîå óìåíüøåíèå æèðà â îáëàñòè ïðåäïëå÷èé, áåäåð 
è ÿãîäèö ñ îäíîâðåìåííûì óâåëè÷åíèåì ïîäêîæ-
íîãî æèðà â îáëàñòè øåè, âåðõíåé ÷àñòè òóëîâèùà 
è âíóòðèàáäîìèíàëüíîãî æèðà. Èçó÷åíèå îñîáåí-
íîñòåé ìåòàáîëèçìà ó ëèö ñ ÄÍÌ ãåíà PPARγ äå-
ìîíñòðèðóåò íàëè÷èå òÿæåëîãî ìåòàáîëè÷åñêîãî 
ñèíäðîìà (ÌÑ): èíñóëèíîðåçèñòåíòíîñòè, ãèïåðèí-
ñóëèíåìèè, ÀÃ è äèñëèïèäåìèè àòåðîãåííîãî òèïà, 

óæå â ìîëîäîì âîçðàñòå, ïðèâîäÿùåì ê òÿæåëûì 
îñëîæíåíèÿì, ñâÿçàííûìè ñ ýòèì ñèíäðîìîì [2]. 

Â åâðîïåéñêîé ïîïóëÿöèè ÷àñòîòà ïîëèìîð-
ôèçìà PPARγ2 äîñòèãàåò 20 %. Ñ÷èòàåòñÿ, ÷òî ýòîò 
âàðèàíò ãåíà PPARγ2 áîëåå ñëàáî ðåàãèðóåò íà 
åñòåñòâåííûå è ñèíòåòè÷åñêèå ëèãàíäû. Â ìíîãî-
÷èñëåííûõ èññëåäîâàíèÿõ è ìåòààíàëèçàõ ïîêàçà-
íî, ÷òî ëèöà ñ Àëà àëëåëåì ìåíåå ñêëîííû ê ðàçâè-
òèþ ñàõàðíîãî äèàáåòà 2 òèïà (ÑÄ2), íî èìåþò áîëåå 
âûñîêîå ÀÄ. Ñëåäîâàòåëüíî, ïîëíîå ïðåêðàùåíèÿ 
ðåàêöèè PPARγ íà ëèãàíäñòèìóëÿöèþ èëè îñëàáëå-
íèå ýòîé ðåàêöèè ñïîñîáñòâóåò ðàçâèòèþ ÀÃ [16]. 

Ïîëíîå óäàëåíèå ãåíà PPARγ ïðèâîäèò ê âíó-
òðèóòðîáíîé ãèáåëè ïëîäà, ÷òî ïðåîäîëåâàåòñÿ ñî-
õðàíåíèåì èõ â òðîôîáëàñòàõ. PPARγ-íóëü ìûøè 
äåìîíñòðèðóþò ëèïîäèñòðîôèþ è, ïàðàäîêñàëüíî, 
íîðìàëüíóþ ÷óâñòâèòåëüíîñòü ê èíñóëèíó è ãèïî-
òåíçèþ [17]. Ýòîò ïàðàäîêñ áûë îòìå÷åí äàâíî è, ïî 
ìíåíèþ ðÿäà àâòîðîâ, îáúÿñíÿåòñÿ íàëè÷èåì îïòè-
ìàëüíîãî äèàïàçîíà ðåàêöèè PPARγ íà ñòèìóëÿöèþ 
ñ îäèíàêîâûì ýôôåêòîì, êàê ïîëíîãî ïðåêðàùåíèÿ 
ôóíêöèè, òàê è ÷ðåçìåðíîé ñòèìóëÿöèè. Ýòà ãèïî-
òåçà òðåáóåò äàëüíåéøèõ èññëåäîâàíèé äëÿ ñâîåãî 
ïîäòâåðæäåíèÿ. 

Èññëåäîâàíèÿ ãåòåðîçèãîòíûõ ìûøåé ïî P465L 
ÄÍÌ, àíàëîãè÷íîé òàêîâîé ó ëþäåé, âûÿâèëî ëè-
ïîäèñòðîôèþ è ÀÃ. Ýòà ìóòàöèÿ âûçûâàåò ýíäîòå-
ëèàëüíóþ äèñôóíêöèþ (ÝÄ), ðåìîäåëèðîâàíèå è 
ãèïåðòðîôèþ ñîñóäîâ ìîçãà. Ïîêàçàíî, ÷òî ÀÃ, ÝÄ, 
ðåìîäåëèðîâàíèå è ãèïåðòðîôèÿ ñîñóäîâ íå ðàç-
âèâàþòñÿ ó ìûøåé, ó êîòîðûõ èñêóññòâåííî ñîõðà-
íÿåòñÿ ýêñïðåññèÿ ñêàâåíäæåðà ñóïåðîêñèäíûõ ðà-
äèêàëîâ, íàõîäÿùàÿñÿ ïîä êîíòðîëåì PPARγ è ðåçêî 
ñíèæåííàÿ ïðè P465L ÄÍÌ [4]. Ýòî âïåðâûå äîêàçû-
âàåò ïðÿìóþ ñâÿçü ÀÃ, ÝÄ, ïðîöåññîâ ðåìîäåëèðî-
âàíèÿ è ãèïåðòðîôèè ñîñóäîâ ñ ïðîöåññàìè âîñïà-
ëåíèÿ è îêñèäàòèâíîãî ñòðåññà è ñâèäåòåëüñòâóåò î 
ïðîòåêòèâíîé ðîëè PPARγ â ñîñóäàõ, îñóùåñòâëÿå-
ìîé ïóòåì êîíòðîëÿ íàä ýêñïðåññèåé ñêàâåíäæåðà 
ñóïåðîêñèäíûõ ðàäèêàëîâ. 

Óäàëåíèå ãåíà ýíäîòåëèàëüíîé PPARγ òàêæå ïî-
êàçàëî, ÷òî ïðîòåêòèâíàÿ ðîëü ïîñëåäíèõ ñâÿçàíà 
ñ ïðåäóïðåæäåíèåì îêñèäàòèâíîãî ñòðåññà è âîñ-
ïàëåíèÿ. ÄÍÌ ýíäîòåëèàëüíûõ PPARγ ïðèâîäèò ê 
ðàçâèòèþ ÀÃ òîëüêî ïîñëå ïðîäîëæèòåëüíîé äèåòû, 
áîãàòîé ôðóêòîçîé (25 íåäåëü) [16]. Óäàëåíèå ãëàä-
êîìûøå÷íîé PPARγ âåäåò ê ãèïîòåíçèè. ÄÍÌ ýòîãî 
ãåíà âåäóò ê ÀÃ, ñâÿçàííîé ñ òÿæåëîé ÝÄ [10]. 

Çàêëþ÷åíèå. ÕÂÂ â ýíäîòåëèè è ãëàäêîé ìó-
ñêóëàòóðå ñîñóäîâ èãðàåò âàæíóþ ðîëü â ðàçâèòèè 
è ïðîãðåññèðîâàíèè ÀÃ. ÕÂÂ èíäóöèðóåòñÿ ðàçëè÷-
íûìè âíåøíèìè è âíóòðåííèìè ñòðåññîðíûìè ôàê-
òîðàìè è êîíòðîëèðóåòñÿ ÿäåðíûìè òðàíñêðèïöè-
îííûìè ôàêòîðàìè: ïðîâîñïàëèòåëüíûìè (NFkB) è 
àíòèâîñïàëèòåëüíàìè (PPARs). Íàðóøåíèå áàëàíñà 
ìåæäó àêòèâíîñòüþ ýòèõ ôàêòîðîâ ãåíåòè÷åñêîãî 
èëè ïðèîáðåòåííîãî õàðàêòåðà ÿâëÿåòñÿ îäíèì èç 
ôàêòîðîâ, îïðåäåëÿþùèõ âîçìîæíîñòü âîçíèêíî-
âåíèÿ è õàðàêòåð òå÷åíèÿ ÀÃ. 
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The Role of Systemic Inflammation and Peroxisome Proliferator-Activated Receptors, in the 

Pathogenesis of Hypertension 
Gerasymenko N. D. 
Abstract. Constant action of damaging factors (various forms of stress, including psychosocial, hypokinesia, 

e x cess saturated lipids induces a state of chronic systemic low grade inflammation (LGI), characterized by a slight 
increase in the level of inflammatory cytokines (2-4 times), as opposed to acute inflammation whereby elevated 
levels of cytokines in the tens or hundreds of times. In the last decade revealed that LGI plays an important role in the 
pathogenesis of many chronic diseases. In the development of LGI main role is played by proinflammatory nuclear 
transcription factors (NTF): NFkB, AT-1 and others, and the main anti-inflammatory NTF – peroxisome proliferator-
activated receptors (PPAR). In this review we will consider the results of recent research concerning the role of 
LGI and PPAR in the development of arterial hypertension (AH). Prospective and cohort studies indicate a con-
stant increase in the level of molecules of inflammation in the blood angiography. This applies to C-reactive protein 
(CRP), tumor necrosis factor-alpha (TNF-a), Interleukins-1 and 6 (IL-1 and 6) of chemokines, such as macrophage 
chemoattractant protein (MCP -1), adhesion molecules: P-selectin, ICAM-1, CD40L, and others. These data were 
obtained in individuals with e x plicit AH and prehypertensive state, that is, healthy people with a blood pressure of 
120-139/80-89 mm Hg, prolonged observation in individuals with normal and even optimal blood pressure (BP), 
whose AH has developed 7-11 years after the start of the observations, whereas in the groups of men and women 
who have not had early observations of signs of systemic LGI, remained normal AD. Taking into account prospective 
data more acceptable should be considered the point of view of bidirectionnal the relationship between LGI and hy-
pertension, that is, to recognize LGI as a primary factor in the emergence of AH and, at the same time, to believe that 
emerged hypertension can support LGI, forming a vicious circle. Inflammation is initiated through toll-like receptors 
and activation of NFkB. ÐÐÀRs are the anti-inflammatory NTF. 

The imbalance between these factors are cause of AH. There are three isomers ÐÐÀR: ÐÐÀRα, ÐÐÀRβ/δ, ÐÐÀRγ. 
They all have anti-inflammatory activity. In clinical studies of PPARγ agonists – thiazolidinedione (TZD) identified 
their hypotensive and angioprotective effect. In the study of rare genetic mutations in based domain of PPARγ with 
loss of function and genetic e x periments in mice with complete or partial deletion of the gene PPARγ also obtained 
convincing evidence. Describes several different dominant negative mutations of the gene PPARγ (DNM), in which 
the receptors are losing the ability to bind to ligands. The structural basis of the defect in the transcriptional activity 
is to destabilise 12 spiral of based domain, which complicates the removal of corepressor and attaching coactivator. 
This phenotypic syndrome is described as a partial lipodystrophy: a sharp reduction of fat in the upper arms, thighs 
and buttocks with a simultaneous increase in subcutaneous fat in the neck, upper trunk and intraabdominal fat. The 
study of metabolism in persons with DNM PPARγ gene shows the presence of severe metabolic syndrome (MS): in-
sulin resistance, hyperinsulinemia, hypertension and atherogenic dyslipidemia type, already at a young age leading 
to severe complications associated with this syndrome. In the European population the frequency of the polymor-
phism of PPARγ2 Pro12Ala reaches 20 %. It is considered that this option PPARγ2 gene more weakly responds to 
natural and synthetic ligands. In numerous studies and meta-analyses shows that those with the Ala allele are less 
likely to develop T2DM, but have a higher AH. Therefore, the full cessation of PPARγ response to ligandstimulating 
or weakening of this reaction contributes to the development of hypertension. 

LGI in the endothelium and smooth muscle of blood vessels plays an important role in the development and 
progression of hypertension. 

Keywords: hypertension, inflammation, receptors, peroxisome proliferator-activated. 
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