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	Variable
	Definition or description
	Range in variable
	Protocol used

	Number
	Rats were assigned numbers, for identification purposes
	3 - 122
	When receiving an individual rat, each rat was allocated a rat number. Rat numbers were used to randomise rats into groups. Cages in which individual rats were housed displayed rat numbers, group and sex. 

	Group
	0=control; 1= CIA; 2= CIA+etanercept
	0-2
	Following a two-week habituation period, rats were randomly divided into the control (n=24, 9 females and 15 males), CIA (n=24, 12 females and 12 males) and CIA+etanercept (n=16, 8 females and 8 males) groups. Systemic inflammation was induced in the CIA and CIA+etanercept groups using bovine type II collagen dissolved in incomplete Freund’s adjuvant, as previously reported (Le Roux et al., 2021). To ensure a high incidence of arthritis, booster injections (0.1ml) were given after seven and 21 days. All collagen-treated rats exhibited paw inflammation as previously described (Le Roux et al., 2021). Upon the first signs of inflammation, approximately 3-4 weeks after CIA was first induced, rats in the CIA+etanercept group received intraperitoneal injections of etanercept (Enbrel), a TNF-α inhibitor (Roche, Basel, Switzerland) at a dosage of 10 mg/kg every three days for six weeks. Following the onset of arthritis, rats in the CIA and CIA+etanercept groups received subcutaneous injections of 1-4mg/kg Tramadol (Zydus Healthcare, Johannesburg, South Africa), for pain management.

	Sex
	0=female; 1=male
	0; 1
	Male and female rats were included in the study and were randomly divided into the control, CIA or CIA+etanercept groups.

	Time
	0= at the time of CIA inoculation; 10=after the intervention period (at termination)
	0; 10
	After the two-week habituation period, the first inoculations were given at time point 0. Upon signs of inflammation, rats in the CIA+etanercept group received etanercept for six weeks, after which they were terminated at time point 10. 

	Bodyweight
	Live rat bodyweight measured in grams (g).
	265 – 703g
	Individual rats were placed on a digital scale and body weight was measured to the nearest gram.

	Systolic blood pressure
	Systolic blood pressure indicates the amount of pressure the blood is exerting against the walls of the artery during ventricular contraction (systole).
	108 – 143 mm Hg
	Non-invasive systolic blood pressure was measured using the tail cuff technique (Biopac Systems, Santa Barbara, CA, USA). Heating pads were preheated to 33-35°C and rats were warmed for 5 minutes before measurement of blood pressure. Each rat was placed in a restrainer with an occlusion cuff placed onto a heated tail. To avoid diurnal variation, all blood pressure measurements were recorded at midday.


	Diastolic blood pressure
	Diastolic blood pressure indicates the amount of pressure the blood is exerting against the walls of the artery during ventricular relaxation (diastole).
	74 – 111 mm Hg
	Non-invasive diastolic blood pressure was measured using the tail cuff technique (Biopac Systems, Santa Barbara, CA, USA). Heating pads were preheated to 33-35°C and rats were warmed for 5 minutes before measurement of blood pressure. Each rat was placed in a restrainer with an occlusion cuff placed onto a heated tail. To avoid diurnal variation, all blood pressure measurements were recorded at midday.


	TNF-alpha concentration
	TNF-alpha, a pro-inflammatory cytokine, was measured in serum as a marker of circulating inflammation. 
	48.83-296.2pg/ml
	After thoracotomy, blood was collected in blood collection tubes and allowed to clot for two hours. Samples were centrifuged, serum was collected and stored in cryotubes at -80°C until assayed. Enzyme-linked immunosorbent assay (ELISA) kits (Elabscience Biotechnology Co. Ltd, Wuhan, China) were used to measure serum levels of tumor necrosis factor alpha (TNF-α), in duplicate, according to manufacturer’s instructions. The lower detection limit for TNF-α was 78 pg/ml, with a coefficient of variation of <10%.

	IL-6 concentration
	Interleukin-6 a pro-inflammatory cytokine, was measured in serum as a marker of circulating inflammation.
	7.27-52.96pg/ml
	Enzyme-linked immunosorbent assay (ELISA) kits (Elabscience Biotechnology Co. Ltd, Wuhan, China) were used to measure serum levels of interleukin-6 (IL-6), in duplicate, according to the manufacturer’s instructions. The lower detection limit for IL-6 was 62 pg/ml, with a coefficient of variation of <10%.

	CRP concentration
	C-reactive protein is an acute phase protein  whose circulating concentrations rise in response to inflammation. 
	0-1.02 ng/ml
	Enzyme-linked immunosorbent assay (ELISA) kits (Elabscience Biotechnology Co. Ltd, Wuhan, China) were used to measure serum levels of C reactive protein (CRP), in duplicate, according to manufacturer’s instructions. The lower detection limit for CRP was 0.3 ng/ml, with a coefficient of variation of <10%.

	MiRNA_146a relative expression
	MicroRNAs are small single-stranded non-coding RNA molecules, that function in RNA silencing and post-transcriptional regulation of gene expression. miRNAs function via base-pairing with complementary sequences within mRNA molecules. miR-146 is primarily involved in the regulation of inflammation and other process that function in the innate immune system.
	0.06-5.69
	Total RNA was extracted from serum using a MagMAX™ mirVana™ Total RNA Isolation Kit (Thermo Fisher Scientific, Waltham, MA). cDNA templates were prepared using TaqMan™ Advanced miRNA cDNA synthesis kits (Thermo Fisher Scientific, Waltham, MA). Production of cDNA (>1000ng/µl) was confirmed using a NanoDrop OneC spectrophotometer (Thermo Fisher Scientific, Waltham, USA). 
Real-time quantitative PCR (qPCR) was performed using cDNA (~1µg), pre-designed VIC labelled probe mixes for the reference miRNA (miRNA-191-5p, 0.25 μL, Taqman assay ID: rno480971_mir), the miRNA of interest (0.5 μL Taqman Advanced miRNA Assay), Taqman Fast Advanced Master Mix (5 μL) and 3.25 μL of RNase-free water, to make up a total volume of 10μL per reaction well. Comparative miRNA expression was assessed in duplicate for miR146a-5p (Taqman assay ID: rno481451_mir) in duplex reactions with the endogenous control.
Cycling conditions consisted of an enzyme activation stage (20 seconds at 95oC), followed by 40 cycles of denaturing (3 seconds at 95oC) and annealing and extension (30 seconds at 60oC). Cycle threshold read outs were obtained from the instrument software (Step ONE Plus, Thermofisher, Waltham, USA). The 2-∆∆Ct method was used to calculate the fold change in miRNA expression relative to the expression levels of the endogenous reference control.


	MiRNA_155p relative expression
	MiRNA-155-5p plays a role in various physiological and pathological processes. MiRNA-155-5p promotes inflammation by supressing negative regulators of inflammation.
	0.03-20.96
	Comparative miRNA expression was assessed in duplicate for miRNA-155-5p (Taqman Assay ID: rno480953_mir) in duplex reactions with the endogenous control The protocol used was identical to the above-described method for miRNA-146a-5p. 

	VCAM-1 concentration (pg/ml)
	Vascular adhesion molecule-1 (VCAM-1) is an adhesion molecule expressed by endothelial cells in response to circulating cytokines and are considered a marker of endothelial activation.
	43.82-161.84 pg/ml
	Enzyme-linked immunosorbent assay (ELISA) kits (Elabscience Biotechnology Co. Ltd, Wuhan, China) were used to measure serum levels of VCAM-1, in duplicate, according to manufacturer’s instructions. The lower detection limit for VCAM-1 was 12.5 pg/ml, with a coefficient of variation of <10%.

	PTX-3 concentration (ng/ml)
	Pentraxin-3 (PTX-3) is an acute phase protein produced by several cell types, including endothelial cells, in response to primary inflammatory signals. 
	0.16-0.81
	Enzyme-linked immunosorbent assay (ELISA) kits (Elabscience Biotechnology Co. Ltd, Wuhan, China) were used to measure serum levels of PTX-3, according to manufacturer’s instructions. Each sample was tested in duplicate. The lower detection limit for PTX-3 was 0.16 ng/ml, with a coefficient of variation of <10%.

	Ach_mes_9
	The relaxation responses in mesenteric arteries when exposed to acetylcholine at a concentration of 10-9 M.
	0
	The mesentery was removed and placed in a cold modified Krebs-Ringer bicarbonate (control) solution (mmol/l: 118 NaCl, 4.7 KCl, 2.5 CaCl2, 1.2 MgSO4, 1.2 KH2PO4, 25 NaHCO3, and 11.1 glucose). Second branches of mesenteric arteries were cleaned of fat and connective tissue and the arteries were cut into rings (2 mm length) and suspended in a wire myograph (model 610M; Danish Myo Technology, Aahrus, Denmark). A section of the mesenteric arteries were mounted as rings for each rat and the rings were suspended between 2 stainless steel wires with a diameter of 40 mm in an organ chamber filled with control solution which was continuously bubbled with 95% O2 and 5% CO2 and kept at a constant temperature of 37°C. One of the wires was connected to a movable holder supporting a tension transducer (Grass Instrument Co, Quincy, MA) to collect the isometric force measurements using a data acquisition system (PowerLab 4SP; ADInstruments). The rings were placed under an optimal resting tension as previously described (Mokotedi et al., 2019). After a 60-minute stabilisation period, the arteries were exposed to potassium chloride (KCl, 80 mM), which produced a maximal contraction response and served as the reference contraction. The relaxation response of the mesenteric arteries was recorded when exposed to acetylcholine at a concentration of 10-9 M. The relaxation response at 10-9 M Ach was expressed as a percentage of the baseline tension produced during contraction induced by Phe (10 μM).

	Ach_mes_85
	The relaxation responses in mesenteric arteries when exposed to acetylcholine at a concentration of 10-8.5 M.
	0-30.95
	The mesenteric arteries were prepared as described above. The relaxation response of the mesenteric arteries was recorded when exposed to acetylcholine at a concentration of 10-8.5 M. The relaxation response at 10-8.5 M Ach was expressed as a percentage of the baseline tension produced during contraction induced by Phe (10 μM).


	Ach_mes_8
	The relaxation responses in mesenteric arteries when exposed to acetylcholine at a concentration of 10-8 M.

	0-38.45
	The mesenteric arteries were prepared as described above. The relaxation response of the mesenteric arteries was recorded when exposed to acetylcholine at a concentration of 10-8. M. The relaxation response at 10-8 M Ach was expressed as a percentage of the baseline tension produced during contraction induced by Phe (10 μM).


	Ach_mes_75
	The relaxation responses in mesenteric arteries when exposed to acetylcholine at a concentration of 10-7.5 M.
	0-86.66
	The mesenteric arteries were prepared as described above. The relaxation response of the mesenteric arteries was recorded when exposed to acetylcholine at a concentration of 10-7.5. M. The relaxation response at 10-7.5 M Ach was expressed as a percentage of the baseline tension produced during contraction induced by Phe (10 μM).


	Ach_mes_7
	The relaxation responses in mesenteric arteries when exposed to acetylcholine at a concentration of 10-7 M.
	4.52-87.41
	The mesenteric arteries were prepared as described above. The relaxation response of the mesenteric arteries was recorded when exposed to acetylcholine at a concentration of 10-7. M. The relaxation response at 10-7 M Ach was expressed as a percentage of the baseline tension produced during contraction induced by Phe (10 μM).


	Ach_mes_65
	The relaxation responses in mesenteric arteries when exposed to acetylcholine at a concentration of 10-6.5 M 
	11.52-87.5
	The mesenteric arteries were prepared as described above. The relaxation response of the mesenteric arteries was recorded when exposed to acetylcholine at a concentration of 10-6.5. M. The relaxation response at 10-6.5 M Ach was expressed as a percentage of the baseline tension produced during contraction induced by Phe (10 μM).


	Ach_mes_6
	The relaxation responses in mesenteric arteries when exposed to acetylcholine at a concentration of 10-6 M 
	23.56-87.99
	The mesenteric arteries were prepared as described above. The relaxation response of the mesenteric arteries was recorded when exposed to acetylcholine at a concentration of 10-6. M. The relaxation response at 10-6 M Ach was expressed as a percentage of the baseline tension produced during contraction induced by Phe (10 μM).


	Ach_mes_55
	The relaxation responses in mesenteric arteries when exposed to acetylcholine at a concentration of 10-5.5 M 
	25.92-88.83
	The mesenteric arteries were prepared as described above. The relaxation response of the mesenteric arteries was recorded when exposed to acetylcholine at a concentration of 10-5.5. M. The relaxation response at 10-5.5 M Ach was expressed as a percentage of the baseline tension produced during contraction induced by Phe (10 μM).


	Ach_mes_5
	The relaxation responses in mesenteric arteries when exposed to acetylcholine at a concentration of 10-5 M 
	32.39-89.67
	The mesenteric arteries were prepared as described above. The relaxation response of the mesenteric arteries was recorded when exposed to acetylcholine at a concentration of 10-5. M. The relaxation response at 10-5 M Ach was expressed as a percentage of the baseline tension produced during contraction induced by Phe (10 μM).


	Ach_mes_45
	The relaxation responses in mesenteric arteries when exposed to acetylcholine at a concentration of 10-4.5 M 
	32.39-89.67
	The mesenteric arteries were prepared as described above. The relaxation response of the mesenteric arteries was recorded when exposed to acetylcholine at a concentration of 10-4.5. M. The relaxation response at 10-4.5 M Ach was expressed as a percentage of the baseline tension produced during contraction induced by Phe (10 μM).


	Ach_mes_4
	The relaxation responses in mesenteric arteries when exposed to acetylcholine at a concentration of 10-4 M 
	32.39-91.80
	The mesenteric arteries were prepared as described above. The relaxation response of the mesenteric arteries was recorded when exposed to acetylcholine at a concentration of 10-4. M. The relaxation response at 10-4 M Ach was expressed as a percentage of the baseline tension produced during contraction induced by Phe (10 μM).


	snp_mes_10
	The relaxation responses in mesenteric arteries when exposed to sodium nitroprusside at a concentration of 10-10 M.

	0
	The mesenteric arteries were prepared as described above. After a 60-minute stabilisation period, the arteries were exposed to potassium chloride (KCl, 80 mM), which produced a maximal contraction response and served as the reference contraction. The relaxation response of the mesenteric arteries was recorded when exposed to sodium nitroprusside at a concentration of 10-10. M. The relaxation response at 10-10 M SNP was expressed as a percentage of the baseline tension produced during contraction induced by Phe (10 μM).


	snp_mes_9.5
	The relaxation responses in mesenteric arteries when exposed to sodium nitroprusside at a concentration of 10-9.5 M.

	0-28.02
	The mesenteric arteries were prepared as described above. The relaxation response of the mesenteric arteries was recorded when exposed to sodium nitroprusside at a concentration of 10-9.5. M. The relaxation response at 10-9.5 M SNP was expressed as a percentage of the baseline tension produced during contraction induced by Phe (10 μM).


	snp_mes_9
	The relaxation responses in mesenteric arteries when exposed to sodium nitroprusside at a concentration of 10-9 M.

	0-28.02
	The mesenteric arteries were prepared as described above. The relaxation response of the mesenteric arteries was recorded when exposed to sodium nitroprusside at a concentration of 10-9. M. The relaxation response at 10-9 M SNP was expressed as a percentage of the baseline tension produced during contraction induced by Phe (10 μM).


	snp_mes_85
	The relaxation responses in mesenteric arteries when exposed to sodium nitroprusside at a concentration of 10-8.5 M.

	0-28.02
	The mesenteric arteries were prepared as described above. The relaxation response of the mesenteric arteries was recorded when exposed to sodium nitroprusside at a concentration of 10-8.5. M. The relaxation response at 10-8.5 M SNP was expressed as a percentage of the baseline tension produced during contraction induced by Phe (10 μM).


	snp_mes_8
	The relaxation responses in mesenteric arteries when exposed to sodium nitroprusside at a concentration of 10-8M.

	0-38.08
	The mesenteric arteries were prepared as described above. The relaxation response of the mesenteric arteries was recorded when exposed to sodium nitroprusside at a concentration of 10-8. M. The relaxation response at 10-8 M SNP was expressed as a percentage of the baseline tension produced during contraction induced by Phe (10 μM).


	snp_mes_75
	The relaxation responses in mesenteric arteries when exposed to sodium nitroprusside at a concentration of 10-7.5M.

	1.32-29.63
	The mesenteric arteries were prepared as described above. The relaxation response of the mesenteric arteries was recorded when exposed to sodium nitroprusside at a concentration of 10-7.5. M. The relaxation response at 10-7.5 M SNP was expressed as a percentage of the baseline tension produced during contraction induced by Phe (10 μM).


	snp_mes_7
	The relaxation responses in mesenteric arteries when exposed to sodium nitroprusside at a concentration of 10-7 M.

	0.33-51.43
	The mesenteric arteries were prepared as described above. The relaxation response of the mesenteric arteries was recorded when exposed to sodium nitroprusside at a concentration of 10-7. M. The relaxation response at 10-7 M SNP was expressed as a percentage of the baseline tension produced during contraction induced by Phe (10 μM).


	snp_mes_65
	The relaxation responses in mesenteric arteries when exposed to sodium nitroprusside at a concentration of 10-6.5 M.

	2.31-72.23
	The mesenteric arteries were prepared as described above. The relaxation response of the mesenteric arteries was recorded when exposed to sodium nitroprusside at a concentration of 10-6.5. M. The relaxation response at 10-6.5 M SNP was expressed as a percentage of the baseline tension produced during contraction induced by Phe (10 μM).


	snp_mes_6
	The relaxation responses in mesenteric arteries when exposed to sodium nitroprusside at a concentration of 10-6 M.

	9.11-79.37
	The mesenteric arteries were prepared as described above. The relaxation response of the mesenteric arteries was recorded when exposed to sodium nitroprusside at a concentration of 10-6. M. The relaxation response at 10-6 M SNP was expressed as a percentage of the baseline tension produced during contraction induced by Phe (10 μM).


	snp_mes_55
	The relaxation responses in mesenteric arteries when exposed to sodium nitroprusside at a concentration of 10-5.5 M.

	10.10-82.47
	The mesenteric arteries were prepared as described above. The relaxation response of the mesenteric arteries was recorded when exposed to sodium nitroprusside at a concentration of 10-5.5. M. The relaxation response at 10-5.5 M SNP was expressed as a percentage of the baseline tension produced during contraction induced by Phe (10 μM).


	snp_mes_5
	The relaxation responses in mesenteric arteries when exposed to sodium nitroprusside at a concentration of 10-5 M.

	12.79-85.84
	The mesenteric arteries were prepared as described above. The relaxation response of the mesenteric arteries was recorded when exposed to sodium nitroprusside at a concentration of 10-5. M. The relaxation response at 10-5 M SNP was expressed as a percentage of the baseline tension produced during contraction induced by Phe (10 μM).


	snp_mes_45
	The relaxation responses in mesenteric arteries when exposed to sodium nitroprusside at a concentration of 10-4.5 M.

	17.25-87.04
	The mesenteric arteries were prepared as described above. The relaxation response of the mesenteric arteries was recorded when exposed to sodium nitroprusside at a concentration of 10-4.5 M. The relaxation response at 10-4.5 M SNP was expressed as a percentage of the baseline tension produced during contraction induced by Phe (10 μM).


	snp_mes_4
	The relaxation responses in mesenteric arteries when exposed to sodium nitroprusside at a concentration of 10-4 M.

	23.11-88.20
	The mesenteric arteries were prepared as described above. The relaxation response of the mesenteric arteries was recorded when exposed to sodium nitroprusside at a concentration of 10-4 M. The relaxation response at 10-4 M SNP was expressed as a percentage of the baseline tension produced during contraction induced by Phe (10 μM).


	Phe_mes_8
	The contractile responses in mesenteric arteries when exposed to phenylephrine at a concentration of 10-8 M.

	6.37-41.04
	The mesenteric arteries were prepared as described above. After a 60-minute stabilisation period, the arteries were exposed to potassium chloride (KCl, 80 mM), which produced a maximal contraction response and served as the reference contraction. Preparations were exposed to increasing concentration of phenylephrine [Phe, 1nM to 0.1 mM (in a half-log increment)].The contractile response of the mesenteric arteries were recorded when exposed to phenylephrine at a concentration of 10-8 M.

	Phe_mes_75
	The contractile responses in mesenteric arteries when exposed to phenylephrine at a concentration of 10-7.5 M
	8.13-44.43
	The mesenteric arteries were prepared as described above. The contractile responses of the mesenteric arteries were recorded when exposed to phenylephrine at a concentration of 10-7.5 M.


	Phe_mes_7
	The contractile responses in mesenteric arteries when exposed to phenylephrine at a concentration of 10-7 M
	8.92-58.30
	The mesenteric arteries were prepared as described above. The contractile responses of the mesenteric arteries were recorded when exposed to phenylephrine at a concentration of 10-7. M.


	Phe_mes_65
	The contractile responses in mesenteric arteries when exposed to phenylephrine at a concentration of 10-6.5 M
	10.77-91.14
	The mesenteric arteries were prepared as described above. The contractile responses of the mesenteric arteries were recorded when exposed to phenylephrine at a concentration of 10-6.5 M.


	Phe_mes_6
	The contractile responses in mesenteric arteries when exposed to phenylephrine at a concentration of 10-6 M
	55.41-150.17
	The mesenteric arteries were prepared as described above. The contractile responses of the mesenteric arteries were recorded when exposed to phenylephrine at a concentration of 10-6 M.


	Phe_mes_55
	The contractile responses in mesenteric arteries when exposed to phenylephrine at a concentration of 10-5.5 M
	94.52-162.48
	The mesenteric arteries were prepared as described above. The contractile responses of the mesenteric arteries were recorded when exposed to phenylephrine at a concentration of 10-5.5 M.


	Phe_mes_5
	The contractile responses in mesenteric arteries when exposed to phenylephrine at a concentration of 10-5 M
	127.45-163.66
	The mesenteric arteries were prepared as described above. The contractile responses of the mesenteric arteries were recorded when exposed to phenylephrine at a concentration of 10-5 M.


	Phe_mes_45
	The contractile responses in mesenteric arteries when exposed to phenylephrine at a concentration of 10-4.5 M
	134.77-173.0
	The mesenteric arteries were prepared as described above. The contractile responses of the mesenteric arteries were recorded when exposed to phenylephrine at a concentration of 10-4.5 M.


	Phe_mes_4
	The contractile responses in mesenteric arteries when exposed to phenylephrine at a concentration of 10-4 M
	150.34-171.81
	The mesenteric arteries were prepared as described above. The contractile responses of the mesenteric arteries were recorded when exposed to phenylephrine at a concentration of 10-4 M.


	Kcl_mes_3
	The contractile response of the mesenteric arteries when exposed to potassium chloride at a concentration of 10-3 M.

	3.63-110.88
	The mesenteric arteries were prepared as described above. After a 60-minute stabilisation period, the arteries were exposed to potassium chloride (KCl, 80 mM), which produced a maximal contraction response and served as the reference contraction. Preparations were exposed to increasing concentrations of potassium chloride (1 to 120 mM). The contractile response of the mesenteric arteries was recorded when exposed to potassium chloride at a concentration of 10-3 M.


	Kcl_mes_2.3
	The contractile response of the mesenteric arteries when exposed to potassium chloride at a concentration of 10-2.3 M
	4.19-28.80
	The mesenteric arteries were prepared as described above. The contractile responses of the mesenteric arteries were recorded when exposed to potassium chloride at a concentration of 10-2.3 M.


	Kcl_mes_2
	The contractile response of the mesenteric arteries when exposed to potassium chloride at a concentration of 10-2
	4.19-69.65
	The mesenteric arteries were prepared as described above. The contractile responses of the mesenteric arteries were recorded when exposed to potassium chloride at a concentration of 10-2 M.


	Kcl_mes_1.7
	The contractile response of the mesenteric arteries when exposed to potassium chloride at a concentration of 10-1.7
	6.17-83.32
	The mesenteric arteries were prepared as described above. The contractile responses of the mesenteric arteries were recorded when exposed to potassium chloride at a concentration of 10-1.7 M.


	Kcl_mes_1.4
	The contractile response of the mesenteric arteries when exposed to potassium chloride at a concentration of 10-1.4
	49.21-130.18
	The mesenteric arteries were prepared as described above. The contractile responses of the mesenteric arteries were recorded when exposed to potassium chloride at a concentration of 10-1.4 M.


	Kcl_mes_1.1
	The contractile response of the mesenteric arteries when exposed to potassium chloride at a concentration of 10-1.1
	62.64-143.47
	The mesenteric arteries were prepared as described above. The contractile responses of the mesenteric arteries were recorded when exposed to potassium chloride at a concentration of 10-1.1 M.


	Kcl_mes_0.9
	The contractile response of the mesenteric arteries when exposed to potassium chloride at a concentration of 10-0.9
	62.85-117.43
	The mesenteric arteries were prepared as described above. The contractile responses of the mesenteric arteries were recorded when exposed to potassium chloride at a concentration of 10-0.9 M.


	Mesenteric artery Emax acetylcholine
	The maximal relaxation response in mesenteric arteries, when exposed to acetylcholine.

	31.85-95.15mN
	The relaxation responses induced by acetylcholine, an endothelium-dependent vasodilator (ACh, 0.1 nM to 10 mM) was assessed in half-log increments during phenylephrine (Phe, 10 μM) induced contractions. Vascular relaxation was expressed as a percentage of the baseline tension during contractions induced by Phe (10 μM). The Emax values were derived from regression analysis logistic sigmoidal curves. 

	Mesenteric artery logEC50 (acetylcholine)
	The half maximal response (sensitivity) in mesenteric arteries, when exposed to acetylcholine.
	-8.09 - -5.91
	The relaxation responses induced by acetylcholine, an endothelium-dependent vasodilator (ACh, 0.1 nM to 10 mM) was assessed in half-log increments during phenylephrine (Phe, 10 μM) induced contractions. Vascular relaxation was expressed as a percentage of the baseline tension during contractions induced by Phe (10 μM). The logEC50 values were derived from regression analysis logistic sigmoidal curves.


	Mesenteric artery logEC50 (SNP)
	The half maximal response (sensitivity) in mesenteric arteries, when exposed to sodium nitroprusside.

	-6.94 - --5.91
	The relaxation responses induced by sodium nitroprusside, an endothelium-independent vasodilator (SNP, 1 nM to 100 mM) was assessed in half-log increments during phenylephrine (Phe, 10 μM) induced contractions. Vascular relaxation was expressed as a percentage of the baseline tension during contractions induced by Phe (10 μM). The logEC50 values were derived from regression analysis logistic sigmoidal curves.

	Mesenteric artery Emax (SNP)
	The maximal relaxation response in mesenteric arteries, when exposed to sodium nitroprusside.
	47.24 – 50.87
	The relaxation responses induced by sodium nitroprusside, an endothelium-independent vasodilator (SNP, 1 nM to 100 mM) was assessed in half-log increments during phenylephrine (Phe, 10 μM) induced contractions. Vascular relaxation was expressed as a percentage of the baseline tension during contractions induced by Phe (10 μM). The Emax values were derived from regression analysis logistic sigmoidal curves
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