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Medicinal Action and Uses - JiekapcTBeHHbIE JEHCTBHA U NCIIOJIb30BaHUA - a¢oes e usos medicinais
Action: Cardioactive; slows the heart via the vagus nerve. Antibacterial, antiviral, antifungal.

Uses: Used in conventional medicine for many years as a heart relaxant, to lower blood pressure and relieve capillary engorgement, but
internal use now discontinued in the UK. Facial and intercostal neuralgia. Pains of rheumatism, lumbago and arthritis (liniment). Pains of
arthritis and gout: Tincture Aconite 2; Tincture Colchicum 1. 10 drops thrice daily. (Dr Rudolf F. Weiss, “Herbal Medicine”, Beaconsfield)
Preparations: Tincture: Dose: 2-5 drops, thrice daily. Practitioner only. Alternative dosage sometimes used in fevers: 5 drops in 100ml
water: 1 teaspoon hourly — until temperature falls or improvement is noted. Standardised product: Aconitysat (Buerger): 5-10 drops or
more. Liniment. 1.3 parts tincture to 100 parts Witch Hazel. Note. Widely used in its homoeopathic preparation. Pharmacy only sale.

AKOHUT 0eJIOyCTBIH - 3TO ANOBUTOE PACTeHHe. YToTpebyieHHe ero B OOJIBIINX 033X OYeHb ONACHO, HO IIPH 3TOM OH 00J1a/laeT SPKO
BBIDA’KEHHBIMK JIe4eOHBIMU CBOMcTBaMH. KOpeHb CIocOOEH OKa3blBaTh AHTHOAKTEPHAJIBHOE J[EHCTBHE, BBIKUMKA W3 JIMCTHEB
obe36osiBaeT peBMarnueckue 6Gosn. YacTo HCHOJIB3YIOT €ro Kak IMPOTHBOIPOCTYAHOE cpencTBo. IlepepaboTka kiyOHEH U KOpHeM
pacTeHHUs1 IO3BOJIAET BBIJEIUTH BEIIECTBA, KOTOPble HEOOXOAWMBI B MEAWIMHE I CO3JAaHUs JieKapcTB. Ha uX OCHOBe zesaiT
60JIeyTOISIOIIYE TIPENapaThl, KAPOIOHILKAIoIe cpeAcTBa. CaMbIMU M3BECTHBIMU IIpeNapaTaMy sSBJIIOTCS a/UIOMHHUH U a/UTATUKUH.
OHU TpesHA3HAYEHbI IS JIEUEHNs COCYAOB U CEPALA, CHIDKAIOT apUTMUIO, YIYUIIAOT O0lilee CaMOYyBCTBHE UeIOBEKa, HOPMAaIU3YIOT
JlaBJIeHNe. BrlmyckaloTes Ipemnaparsl B amimysax U TabsieTkax. MHOIZa MX IPOMUCHIBAIOT BHYTPUBEHHO WUJIM BHYTPUMBILNIEYHO. AKOHUT
aKTHBHO HCCJIENyeTcs I JIeYeHHs OHKOJIOTHMYECKHX 3a00JsieBaHUI. AJIKQJIOWIBI STOTO DACTEHHUA [eHCTBYIOT Ha KJIETKYy 4YeJIOBeKa,
GJIOKHPYIOT MUTAHHE OTAEJHFHOTO YYacTKa, YTO MO3BOJIAET BJIMATH HA o4yard Oosie3HH. I[IpaBUJIBHO HCIOJIB3YSI OTPABJIAIOIIEE JEHCTBHE
pacTeHusi, MOYKHO IIPEJIOTBPATUTH yBeJMUYEHHE OIyXOJIeH, a TakKe pasBHUTHE MeTacra3. BOJIBIIMHCTBO IpernapaTtoB MOJOOHOTO THUIIA
CUMTAIOTCS HKCIIEPHUMEHTAJIbHBIME, HO B OymKkaiiiieM OyaylieM HOBbIE TEXHOJIOTMH TO3BOJAT 3ddeKkTHBHEe GOPOTHCSA € YKa3aHHBIMU
HeJIyraMu.

AGCOJIIOTHO BCE YaCTHU STOTO PACTEHUS COZEPIKAT AJIKAJIOUBI. DTO SIZIOBUThIE BELECTBA, BPEAHbIE /1L 37I0POBBs YesioBeka. Camoe Gosibliee
KOJIMYECTBO AJIKAIIOU/IOB COLEPIKUTCS B KOPHSIX PACTEHMUsI BO BPEMS ILIOZOHOLIEHH, a B cTe0JISIX U JIUCThSIX — B CAMOM HavaJle U BO BPEMSI
[BeTEHHsl. B KODHSIX W KODHEBUIAX COAEPIKUTCSI 0,9 - 4,9% aJIKAIOWAOB PA3JIUYHBIX TPyl (aKCHHATHH, aKCHH, JIAIIAKOHUTHH,
ME3aKOHUTHH, SKCIeJIA31H), a TaK)Ke KyMapHHBI, AyOUIbHbIE BEIlecTBa, (HIaBOHOABL. JINCThs U CTEOIN COLEPIKAT OOJIBIIOE KOJMIECTBO
Pa3JIHMYHBIX MUKPO3JIEMEHTOB, a TaKk:ke BUTaMuH C.

AKOHUT HCIIOJIB3YIOT B HADOAHOU MeJHUIKHE ¢ 6OJIbIIOH 0CTOPOKHOCTHIO. [Iepe[o3UPOBKA ero MOKET IPUBECTU K JIETATBHOMY UCXOY, a
[IPABUJIbHO IIPUTOTOBJIEHHBIM HACTOM MOXKHO IPUMEHATH Ui HApPY)KHBIX PACTHPAHWU. AKOHHUT IIOMOTaeT Ipu 0O0JIe3HSIX CYyCTABOB U
[MO3BOHOYHUKA. PerysisipHble HaJIOKeHUs HACTONKU B BHE KOMIIpecca WIM BTHPAHUs JAIOT pe3yJIbTaT uepe3 mapy Hejesb. Jlenath
JIEKapCTBa C 3TUM pacTeHHeM CaMOCTOATENBHO OYeHb OIACHO, NIPU HEOOXOAHMOCTH HYXKHO OODATHUTHCA K JIeKapio, KOTOPBIHA HOAGEpeT
[PaBIJIbHBIE IIPOIIOPIHH JJIsl JIEYEHHUS.

Aconito é uma planta venenosa. Seu uso em grandes doses é muito perigoso, mas a0 mesmo tempo tem propriedades medicinais
pronunciadas. A raiz pode ter um efeito antibacteriano, o extrato das folhas alivia dores reumaticas. Geralmente é usado como remédio
para tosse. O processamento dos tubérculos e raizes da planta permite isolar as substiancias que sdo necesséarias na medicina para criar
medicamentos. Com base neles, sdo feitos analgésicos e antipiréticos. Destinam-se ao tratamento dos vasos sanguineos e do coracio,
reduzem a arritmia, melhoram o bem-estar geral de uma pessoa e normalizam a pressao arterial. Os medicamentos estdo disponiveis em
ampolas e comprimidos. As vezes, eles sdo prescritos por via intravenosa ou intramuscular. Aconite estd sendo pesquisada ativamente para
o tratamento do cancer. Os alcaldides desta planta atuam na célula humana, bloqueando a nutricio de uma area separada, o que lhes
permite influenciar os focos da doenca. Usando corretamente o efeito toxico da planta, é possivel prevenir o crescimento de tumores, bem
como o desenvolvimento de metastases. A maioria dos medicamentos desse tipo é considerada experimental, mas, num futuro préximo,
novas tecnologias possibilitardo um tratamento mais eficaz dessas doencas.

Absolutamente todas as partes desta planta contém alcaldides. Sdo substincias toxicas que prejudicam a saide humana. A maior
quantidade de alcaldides é encontrada nas raizes da planta durante a frutificagfio, e nos caules e folhas - no inicio e durante a floragéo. As
raizes e os rizomas contém 0,9 a 4,9% de alcaléides de varios grupos (axinatina, axina, lappaconitina, mezaconitina, excelazina), bem como
cumarinas, taninos, flavonoides. Folhas e caules contém uma grande quantidade de varios oligoelementos, bem como vitamina C.

O acénito é usado com muito cuidado na medicina popular. Uma overdose pode ser fatal e uma infusdo adequadamente preparada pode ser
usada para friccdo externa. Aconite ajuda com doengas das articulagdes e da coluna vertebral. A aplicacdo regular da tintura na forma de
compressa ou fricgdo dé resultados em algumas semanas. E muito perigoso fazer sozinho medicamentos com esta planta, se necessario,
vocé precisa entrar em contato com um médico que iré selecionar as proporgdes corretas para o tratamento.
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Chemical constituents - xumuueckue cocrapianue - constituintes quimicos

pseudaconitine =
napelline acetylveratroylpseudaconine alkamines acetic acid
aconitine pseudaconine maltose
mesaconitine indaconitine aconitic acid melobiose
hypaconitine ephedrine veratric acid
neopelline sparteine benzoic acid
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(3b) Release of neurotransmitter to the gap.
(4) Binding of neurotransmitter to receptor.

Aconitine interacts with the voltage-gated sodimm ion channels.
Sodium ion channels are heteromeric glycoproteins bound in
the membrane of cells in excitable tissue, such as muscles and
neurons. They are highly selective for sodium ions, open rapidly
to depolarize the membrane, and close to repolarize the
membrane. Their conformation changes are essential for the
generation of the action potential. When open, they permit ions
to flow across the plasma membrane through their pores.

In the muscles. aconitine potentiates contractions. It increases
the permeability of the smooth muscle membrane to sodium
ions, increasing calcium ion availability and, therefore, muscular
contraction.

In the neurons, aconitine depolarizes both the presynaptic and
postsynaptic membranes by opening voltage-gated sodium ion
channels. This change in voltage across the membrane leads to
a higher concentration of calcium ions in the presynaptic axon
terminal by opening voltage-gated calcium ion channels. The
infhix of calcium ions can stimulate or enhance neurotransmitter
release. Both excitatory and inhibitory neurotransmitters may
be released and involved in the activity of aconitine on the
postsynaptic cell, in addition to its direct action on the
postsynaptic voltage-gated sodium ion channels.

Copied from Fabrizio Viberti, Elisa Raveggi "Phytochemicals”
2014, treating the action mechanisms of the aconitins

Treatment of systemic lupus erythematosus (extract of cited article by

Xiaodong Li et al.)

Background: Aconitum plants have been widely used in China for thousands of years. Recent evidences indicate that
aconitine, the main active ingredient of Aconitum, has immunomodulatory properties that might be useful for treating
autoimmune diseases, such as rheumatoid arthritis. In this study, we conducted a pilot study to explore the effect and
mechanisms of aconitine on the treatment of systemic lupus erythematosus.

Methods: A pristane-induced murine model was used. The pristane-induced mice were treated with aconitine (25, 75
mg/ kg, 1d, 1, po) for g weeks. Every three weeks, proteinuria was detected to monitor the kidney damage and blood
was collected to measure serum levels of autoantibodies, besides the kidney pathological examination. The major B cell
activating factor and major pro-inflammatory mediators, PGEz2, IL-17a and IL-6, were also detected.

Results: We found that aconitine significantly improved the mouse health, decreased the elevated blood leukocyte
counts, reduced the serum level of anti-double-stranded DNA (anti-dsDNA) antibody, greatly ameliorated renal
histopathologic damage and reduced IgG depositin glomerular. Furtherly, the levels of PGEz2, IL-17a and IL-6, were

found to have decreased in aconitine treated mice.

Conclusion: We have demonsirated that aconitine can inhibit the progression of disease and ameliorate the pathologic

lesion of systemic lupus erythematosus.
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In conclusion, this pilot study for the first ime has demonstrated that aconitine is effective for the treatment of SLE.
Aconitine raised the body weight, improved health status, decreased the number of blood leucocytes, decreased the
serum level of anti-dsDNA antibody, ameliorated the renal pathology, and thereby relieved bodies suffering damage.
These effects of aconitine might be achieved in part by decreasing the inflammation in kidney and inhibiting B cells
activation through suppressing the major pro-inflammation mediators, IL-17a, IL-6, and PGE=.

Painkiller and antirheumatic drugs after semisynthesis of aconitine
with PUFAs

Processed aconite drugs are widely used in Eastern medicine as painkillers and antirheumatic agents. Itis known
that the traditional processing of aconite drugs increases the amount of lipoalkaleids. In order to obtain information
about the pharmacological potential of these compounds, semisynthesis of g aconitine-derived lipo-alkaloids was
carried out and their COX-1, COX-2 and LTB4 formation inhibitory activities were investigated. It was found that
compounds esterified with unsaturated fatty acids demonstrated significant COX-2 inhibitory effects, while in the
COX-1 assay onlv 14-benzoylaconine-8-O-eicosapentasnoate exerted remarkable activity. The inhibition of LTE4
formation was pronounced in cases of long chain fatty acid derivatives.

OCHgz
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HO
aconitine + unsaturated lipo-alkaloid of aconitine + pyroaconitine + acefic
fatty acid R=fatty acid moiety acid
COX-1, C0X-2 and LTB, formation inhibitory activities of the lipo-alkaloids measured in vitro.
Compound Inhibition %+ 5D°
COX-1 COX-2 LTB4 formation

14-benzoylaconine-8-0-laurate —298+57 —80+56 33514112
14-benzoylaconine-8-0-myristate —253+216 —4.04+15.1 359+98
14-benzoylaconine-§-0-stearate —33541393 —3541 102 525459
14-benzoylaconine-8-0-palmitoleate —188+87 17.1+9.0 345+65
14-benzoylaconine-8-0-oleate —243+170 153+ 289 455 +4.6
14-benzoylaconine-8-0-c-linolenate —59+20.7 220+78 430+19
14-benzoylaconine-8-0-vy-linolenate —118+228 127 +49 347+1.7
14-benzoylaconine-8-0-eicosapentaenoate 5454244 66.1+35 46.0+3.3
14-benzoylaconine-8-0-docosahexaenoate 151+ 242 402+ 88 61.0+7.9
Aconitine —425+464 996+ 831 —039+697
* Average of 2 tests in duplicate.
C0OX-1,2 = cyclooxygenase-1 or -2, resp. LTB4 = leukotriene B4, involved in the course of inflammations

Taken from cited article by Botond Borcsa et al.

Other Aconitum species with alkaloid content
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TOXICOLOGY

The great majoritv of patients with aconite poizoning present with a combination of neurological, cardiovascular.
and gastreintestinal featurez. The neurclegical features can be zenzory (paresthezia and numbness of the face,
perioral area, and the four limbs), motor (muszcle weakness in the four limbs), or both. Paresthezia and numbness
start in the face and perioral area and spread to the four limbs. Although the muscle weakneszz iz generallv mild
(grade 5- power), tetraplegia with grades o—1 power can occur. The cardiovazcular featuresz include hvpotension,
palpitations, chest pain, bradvcardia, sinus tachvcardia, ventricular ectopics, ventricular arrhvthmias
(tachvcardia, torsade de points, and/or fibrillation), and junctional rhythm. Ventricular arrthythmias are most
likelv to occur in the first 24 h and in zevere poizoning. Aconite-induced bidirectional tachvcardia, atrioventricular
dissociation. and pulmonary edema have also been reported. In contrast to unintentional poisoning due to processed
aconite roots, ingestion of the wild plant rezults in even more severe cardiotoxicity because of the huge doze of
Aconitum alkaloids invoelved. In responze to the need for clinical or forensic toxicological investigations, chemical
analvzes for the Aconitum alkaleids and their metabolites in biclogical zamples have been developed, using a
combination of chromategraphic and mass spectrometric techniques. Ideallv, the azsay should cover the kev
Aconifum alkaloidzs: aconitine, mezaconitine, and hvpaconitine. Source: Thomas Y. K. Chan (cited below].
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