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NBD-MTMA 1-methyl-4-phenylpyridinium (MPP) and, (4) the novel fluorescent probe,  

N,N,N-trimethyl-2-[methyl(7-nitrobenzo[c][1,2,5]oxadiazol-4-
yl)amino]ethanaminium 
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BMPy N-butyl-N-methylpyrrolidinium 
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ABSTRACT 

Multidrug And Toxin Extruder 1 (MATE1) plays a central role in mediating renal 

secretion of organic cations, a structurally diverse collection of compounds that includes ~40% 

of prescribed drugs.  Because inhibition of transport activity of other multidrug transporters, 

including the organic cation transporter OCT2, is influenced by the structure of the transported 

substrate, the present study screened over 400 drugs as inhibitors of the MATE1-mediated 

transport of four structurally distinct organic cation substrates:  the commonly used drugs (1) 

metformin and (2) cimetidine; and two prototypic cationic substrates, (3) 1-methyl-4-

phenylpyridinium (MPP) and, (4) the novel fluorescent probe,  N,N,N-trimethyl-2-[methyl(7-

nitrobenzo[c][1,2,5]oxadiazol-4-yl)amino]ethanaminium (NBD-MTMA).  Transport was 

measured in Chinese hamster ovary cells that stably expressed the human ortholog of MATE1.  

Comparison of the resulting inhibition profiles revealed no systematic influence of substrate 

structure on inhibitory efficacy.  Similarly, IC50 values for 26 structurally diverse compounds 

revealed no significant influence of substrate structure on the kinetic interaction of inhibitor with 

MATE1.  The IC50 data were used to generate 3D quantitative pharmacophores that identified 

hydrophobic regions, H-bond acceptor sites, and an ionizable (cationic) feature as key 

determinants for ligand binding to MATE1.  In summary, in contrast to the behavior observed 

with some other multidrug transporters, including OCT2, the results suggest that substrate 

identity exerts comparatively little influence on ligand interaction with MATE1. 

 

  

This article has not been copyedited and formatted. The final version may differ from this version.
Molecular Pharmacology Fast Forward. Published on July 14, 2016 as DOI: 10.1124/mol.116.105056

 at A
SPE

T
 Journals on A

pril 17, 2024
m

olpharm
.aspetjournals.org

D
ow

nloaded from
 

http://molpharm.aspetjournals.org/


MOL #105056  page 4 

 

Introduction 

The kidney, particularly the proximal tubule, plays the principal role in clearing organic 

cations (OCs; molecules that carry a net positive charge at physiological pH) from the body 

(Hagenbuch, 2010). These OCs include approximately 40% of all prescribed and over-the-

counter drugs (incl. cimetidine, procainamide, pindolol, and metformin) (Ahlin et al., 2008; 

Neuhoff et al., 2003).  Thus, renal OC secretion is a critical element in the chain of processes that 

defines the pharmacokinetics of almost half of drugs to which people are exposed.   

The secretion of OCs by the kidney is the consequence of two sequential transport 

processes in the renal proximal tubule (RPT).  The first of these is entry of OC from the blood 

into an RPT cell across the basolateral membrane by a process that involves electrogenic 

facilitated diffusion.  In humans the basolateral element of OC secretion is dominated by the 

Organic Cation Transporter, OCT2 (Motohashi et al., 2013; Motohashi et al., 2002).  The second 

step in this process involves exit of OC into the tubular filtrate across the apical, or luminal, 

membrane of RPT cells by a process that uses electroneutral OC/H+ exchange.  In humans the 

luminal step is dominated by the Multidrug and Toxin Extruders, MATE1 and MATE2/2-K 

(Motohashi et al., 2013).  The presence within the kidney of this common pathway for the 

secretion of OCs sets the stage for unwanted drug-drug interactions (DDIs) (Lepist and Ray, 

2012). The clinical cost of DDIs is substantial and responsible for approximately 1% of hospital 

admissions (almost 5% in elderly populations) (Becker et al., 2007; U.S.Food and Drug, 2012), 

so the ability to predict potential DDIs could lead to decreased morbidity and cost savings.  

MATE-mediated OC efflux is both the active and rate-limiting element of the secretory 

process (Pelis and Wright, 2011; Schäli et al., 1983) and has been implicated in several clinically 

relevant DDIs (Ito et al., 2012; Lepist and Ray, 2012).  To date a primary focus of studies of 

This article has not been copyedited and formatted. The final version may differ from this version.
Molecular Pharmacology Fast Forward. Published on July 14, 2016 as DOI: 10.1124/mol.116.105056

 at A
SPE

T
 Journals on A

pril 17, 2024
m

olpharm
.aspetjournals.org

D
ow

nloaded from
 

http://molpharm.aspetjournals.org/


MOL #105056  page 5 

 

MATE function has been establishing the interaction of MATE transporters (typically MATE1) 

with specific structural classes of drugs (e.g., (Lee et al., 2014; Nies et al., 2012; Yonezawa et 

al., 2006)).  The increasing attention given to the clinical impact of unwanted DDIs, and the 

growing acceptance of the critical role played by MATE1 in renal OC secretion, has led to 

development of several predictive models of ligand interaction with hMATE1 (Astorga et al., 

2012; Wittwer et al., 2013; Xu et al., 2015), each based on assessing profiles of ligand inhibition 

of MATE1 transport activity.  However, little attention has been given to a critical issue relevant 

to understanding the influence of MATE1 on unwanted DDI:  the potential impact of substrate 

identity on the profile of drug interaction with MATE1.  Increasing evidence suggests that the 

effectiveness of cationic drugs as inhibitors of multidrug transporters can be significantly 

influenced by the substrate used to monitor transport activity (Belzer et al., 2013; Hacker et al., 

2015; Thevenod et al., 2013), which may complicate the interpretation of decision tree-based 

assays for assessing potential DDIs (Giacomini et al., 2010; Hillgren et al., 2013).  However, the 

extent to which MATE transporters display such behavior is not clear.   

In the current study we screened over 400 drugs as inhibitors of the MATE1-mediated 

transport of four structurally distinct organic cation substrates:  the commonly used drugs (1) 

metformin and (2) cimetidine; and two prototypic cationic substrate, (3) 1-methyl-4-

phenylpyridinium (MPP), and (4) the novel fluorescent probe,  N,N,N-trimethyl-2-[methyl(7-

nitrobenzo[c][1,2,5]oxadiazol-4-yl)amino]ethanaminium (NBD-MTMA).  With the information 

gained from these screens, plus IC50 values determined for a structurally diverse subset of these 

compounds, we generated machine learning and pharmacophore models, respectively.  In 

contrast to the behavior observed with some other multidrug transporters (Belzer et al., 2013; 

Ekins et al., 2002b; Garrigues et al., 2002; Hacker et al., 2015; Roth et al., 2011; Westholm et al., 
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2009), the results suggest that substrate identity exerts comparatively little, if any, influence on 

ligand interaction with MATE1.  
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Materials and Methods 

Chemicals – [3H]1-Methyl-4-phenylpyridinium (MPP) [specific activity (S.A.) 80 Ci/mmol] and 

[3H]N,N,N-trimethyl-2-[methyl(7-nitrobenzo[c][l,2,5]oxadiazol-4-yl)amino]ethanaminium 

iodide (NBD-MTMA) [S.A. 85 Ci/mmol] were synthesized by the Department of Chemistry and 

Biochemistry, University of Arizona (Tucson, AZ).  [3H]Cimetidine [S.A. 80 Ci/mmol] was 

purchased from American Radiochemicals (St Louis, MO), and [14C]metformin [S.A. 107 

mCi/mmol] was purchased from Moravek Biochemicals (Brea, CA).  Unlabeled cimetidine and 

metformin were purchased from Sigma-Aldrich Co (St Louis, MO) and AK Scientific, Inc. 

(Union City, CA), respectively.  Unlabeled NBD-MTMA was prepared by the Synthesis Core of 

the Southwest Environmental Health Sciences Center/Department of Chemistry and 

Biochemistry of the University of Arizona (Aavula et al., 2006).  MPP, Ham’s F12 Kaighn’s 

modified medium, and Dulbecco’s modified Eagle medium were obtained from Sigma-Aldrich 

Co.  The NIH Clinical Collection (NCC) was acquired from Evotec (So San Francisco, CA).  

Other reagents were of analytical grade and commercially obtained. 

Cell culture and stable expression of transporters – Chinese hamster ovary (CHO) cells 

containing a single integrated Flp Recombination Target (FRT) site were obtained from 

Invitrogen (Carlsbad, CA) and were used for stable expression of hMATE1 as previously 

described (Zhang et al., 2012).  Briefly, cells were seeded in a T-75 flask following transfection 

via electroporation and maintained under selection pressure with hygromycin B (100 μg/ml; 

Invitrogen). Cells were cultured under 5% CO2-95% air in a humidified incubator (Nuaire, 

Plymouth, MN) at 37°C. After two weeks of selection the cells were used for transport studies.  

Subculture of the cells was performed every 3 to 4 days. 
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Uptake experiments with cultured cells – CHO cells expressing hMATE1, hOCT2, or wild type 

control cells, were plated in 96-well cell culture plates (Greiner; VWR Intl., Arlington Heights, 

IL) at densities sufficient for the cells to reach confluence within 24 hours  (50,000 cells per 

well).  For experiments of MATE1 transport activity the cells (MATE1-expressing and control 

cells) were typically preincubated for 20 min (room temp) in buffer containing 20 mM NH4Cl 

(the first step in establishing an outwardly-directed H+ gradient; (Roos and Boron, 1981)).  Plates 

were then placed in an automatic fluid aspirator/dispenser (Model 406, BioTek, Winooski, VT) 

and automatically rinsed/aspirated three times with room temperature WB (pH 7.4) and transport 

was initiated by aspirating this medium and replacing it with 60 µl of an NH4Cl-free medium 

(thereby rapidly establishing an outwardly-directed H+ gradient) containing labeled substrate.  

Following the experimental incubation the transport reaction was stopped by the rapid (~2 sec) 

addition (and simultaneous aspiration) of 0.75 ml cold (4oC) WB.  Following aspiration of the 

cold stop, 200 μl of scintillation cocktail (Microscint 20, Perkin-Elmer, Waltham, MA) was 

added to each well and the plates were sealed (Topseal-A; Perkin-Elmer) and allowed to sit for at 

least 2 hrs before radioactivity was assessed in a 12 channel, multiwell scintillation counter 

(Wallac Trilux 1450 Microbeta, Perkin-Elmer).  Substrate uptake was typically normalized to 

nominal surface area of confluent cells.  For the purpose of comparison to rates reported in 

studies that normalize transport to cell protein, we find the factor of 0.035 mg cell protein cm-2 to 

be reasonably accurate (Schomig et al., 2006). 

Drug screening – The first 5 plates (400 compounds) of the NIH Clinical Collection were used 

for initial inhibition screening of hMATE1 transport activity. All drugs were diluted using a 

VIAFLOW electronic, 96 channel pipette (Integra Biosciences, Hudson, NH) to a final 

concentration of 50 µM in WB at pH 7.4 with 2% DMSO.   
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Computational modeling – 3D-QSAR pharmacophore generation used Discovery Studio vers 4.1 

(Biovia, San Diego, CA).  MATE1 IC50 values were used as the indicator of biological activity.  

In this approach (Ekins et al., 2002a), ten hypotheses were generated using hydrophobic, 

hydrogen bond acceptor, hydrogen bond donor, and the positive and negative ionizable features, 

and the CAESAR conformer generation method (Li et al., 2007).  After assessing all generated 

hypotheses, the hypothesis with lowest energy cost was selected for further analysis, as this 

model possessed features representative of all the hypotheses and had the lowest total cost.  The 

total energy cost of the generated pharmacophore was calculated from the deviation between the 

estimated activity and the observed activity, combined with the complexity of the hypothesis (i.e. 

the number of pharmacophore features).  A null hypothesis, which presumed that there was no 

relationship between chemical features and biological activity, was also calculated.  Therefore, 

the greater the difference between the energy cost of the generated and null hypotheses, the less 

likely the generated hypothesis reflects a chance correlation.  Also, the quality of the structure-

activity correlation between the predicted and observed activity values was estimated via 

correlation coefficient.  

We also generated and validated Laplacian-corrected naïve Bayesian classifier models 

using Discovery Studio.  AlogP, molecular weight, number of rotatable bonds, number of rings, 

number of aromatic rings, number of hydrogen bond acceptors, number of hydrogen bond 

donors, and molecular fractional polar surface area and the molecular function class fingerprints 

of maximum diameter 6 (FCFP_6) were used as the molecular descriptors. Compounds that 

reduced transport to <10% of control were classed as actives and everything else as inactive.  

Computational models were validated using leave-one-out cross-validation, in which each 

sample was left out one at a time, a model was built using the remaining samples, and that model 

This article has not been copyedited and formatted. The final version may differ from this version.
Molecular Pharmacology Fast Forward. Published on July 14, 2016 as DOI: 10.1124/mol.116.105056

 at A
SPE

T
 Journals on A

pril 17, 2024
m

olpharm
.aspetjournals.org

D
ow

nloaded from
 

http://molpharm.aspetjournals.org/


MOL #105056  page 10 

 

was used to predict the left-out sample. Each model was internally validated, receiver operator 

characteristic curve (ROC) plots were generated, and the cross-validated receiver operator 

characteristic curve’s area under the curve (XV ROC AUC) was calculated.  5-fold cross 

validation (leave out 20% of the dataset, and repeat 5 times) was also performed.  Bayesian 

Models were also built with the FCFP6 descriptor only using CDD Models in the CDD Vault 

(Clark et al., 2015; Clark and Ekins, 2015) and 3-fold cross validation performed. 

Data analysis – Results are presented as means ±SE.  Unless otherwise noted, statistical analyses 

were performed using a two-tailed unpaired Student’s t-test.  In some cases data sets were 

compared using 1- or 2-way ANOVA (with Bonferroni post tests).  Curve-fitting used algorithms 

found in Prism 5.03 (GraphPad Software Inc, San Diego, CA). 
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Results 

Kinetic characterization of MATE1 transported substrates – Four compounds shown previously 

to be substrates of MATE1 were selected for study.  Selection criteria included (i) structures that 

differed substantially from one another and (ii) rates of transport sufficiently large to permit 

accurate kinetic analyses of inhibition.  The selected compounds were:  [3H]MPP, [3H]NBD-

MTMA, [14C]metformin and [3H]cimetidine. The former two are model substrates for OC 

transport research (Aavula et al., 2006; Bednarczyk et al., 2000; Lazaruk and Wright, 1990), 

whereas metformin and cimetidine are therapeutic agents in wide use in the U.S and other 

countries, both of which are secreted by the renal OCT2-MATE1/2K pathway (Nies et al., 2011).  

Figure 1 shows the structures of these substrates with comparisons of similarity, as assessed by 

Tanimoto similarity coefficients (Bajusz et al., 2015) (Discovery Studio), emphasizing their 

structural diversity.  

Figure 2 shows time courses of MATE1 mediated uptake of the four test substrates, each 

corrected for uptake into WT CHO cells.  Under the condition of the outwardly-directed H+ 

gradient used in these experiments uptake of all four substrates was nearly linear for almost 60 

seconds, and a 30 second time point was used to provide an estimate of the initial rate of 

transport for all substrates in the subsequent experiments.  Figure 3 shows the kinetics of 

MATE1-mediated transport of the four test substrates.  The transport of each was adequately 

described by the Michaelis-Menten equation for competitive interaction of labeled and unlabeled 

substrate as described  previously (Malo and Berteloot, 1991):   

 

*
* max

*
tapp

J [S ]
J

K [S ] [S]
=

+ +
   eq. 1 

where J* is the rate of transport of the radiolabeled substrate from a concentration of the labeled 

substrate equal to [S*]; Jmax is the maximal rate of mediated substrate transport; Ktapp is the 
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apparent Michaelis constant of the transported substrate; [S] is the concentration of unlabeled 

substrate (note: uptakes at each substrate concentration were corrected for the nonsaturable 

component of labeled substrate accumulation that reflected the combined influence of diffusion, 

nonspecific binding, and incomplete rinsing of labeled substrate from the cell culture well).  The 

different substrates exhibited a wide range of kinetic values.  The transporter had the highest 

apparent affinity, but lowest transport capacity, for cimetidine (Ktapp of 2.2 µM and Jmax of 4.9 

pmol cm2 min-1); and the lowest apparent affinity, but highest capacity, for metformin (Ktapp of 

336 µM and Jmax of 344 pmol cm-2 min-1).  The kinetic parameters for MPP and NBD-MTMA 

transport were distributed between these extremes (see Table 1).  Transport efficiency (the ratio 

of Jmax to Ktapp) provides a comparative measure of ‘carrier-mediated permeability’ (Schomig et 

al., 2006)) varied by a factor of 5, with MPP transport being ‘most efficient,’ and NBD-MTMA 

transport being ‘least efficient’ (Table 1). 

Screening of inhibition of MATE1-mediated transport – Figure 4 shows the inhibitory influence 

of each of the four test substrates on transport of the other three.  As expected, increasing 

concentrations of each compound resulted in increasing inhibition of transport activity.  This 

inhibition was described by the following relationship: 

 

*
app*

50

J [S ]
J

IC [I]
=

+  eq. 2
 

where J* is the rate of MATE1-mediated transport of labeled substrate from a concentration of 

substrate equal to [S*] (which was selected to be much less than the Ktapp for transport of that 

substrate), IC50 is the concentration of inhibitor that reduces mediated (i.e., blockable) substrate 

transport by 50%, and Japp is a constant that includes the maximal rate of substrate transport 

times the ratio of the inhibitor IC50 and the Ktapp for transport of the labeled substrate (Groves et 
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al., 1994) (note; uptakes at each inhibitor concentration were corrected for uptake measured in 

wild type CHO cells).  If the four test substrates compete with one another for a common binding 

site, then one may expect that each will have a single IC50 value that is equal to its Ktapp for 

transport (Segel, 1975).  That proved to be the case; for each compound there was no significant 

difference between its Ktapp value and the IC50 values it produced against transport of the other 

test molecules (Fig. 4 and Table 1).   

To assess the influence of inhibitor structure on inhibitory effectiveness we used the 

National Institutes of Health Clinical Collection (http://www.nihclinicalcollection.com/). Our 

examination began with a ‘low resolution’ screen of inhibition of MATE1-mediated transport of 

the four test substrates produced by a single concentration (50 µM) of each of 400 compounds 

from the NCC (Supplemental Data File 1).  These compounds included a broad array of 

physicochemical characteristics, including a structurally diverse set of organic ‘cations,’ organic 

‘anions,’ and neutral compounds, i.e., compounds that carried net positive, negative, or zero 

charge at physiological pH.  Figure 5 shows the profile of inhibition of all the test drugs against 

MATE1-mediated transport of MPP, NBD-MTMA, cimetidine and metformin (see also 

Supplemental Data File 1). The order of test agents is the same for each substrate and reflects the 

order of (top to bottom) increasing inhibition of MPP transport.  For the purpose of comparison, 

compounds were considered to be comparatively ‘effective’ inhibitors if the 50µM test 

concentration reduced MATE1-mediated transport by 50% or more.  By this criterion about 30% 

of the test compounds were effective inhibitors (MPP, 34.3%; NBD-MTMA, 32.5%, cimetidine, 

25.3%; metformin, 36.3%).  Moreover, as shown in the inhibitory profiles presented in Figure 5, 

the overall profile of inhibition was similar for the four test substrates, though the rank order of 

effectiveness differed somewhat between the four.  The top 30 most effective inhibitors of 
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transport of each substrate, included 14 compounds in common (alosetron, amisulpride, azaset-

ron, donepezil, 6-([2-(1h-imidazol-4-yl)ethyl]amino)-n-[4-(trifluoromethyl)phenyl]heptanamide 

(2z)-2-butenedioate (1:1), lofexidine, midazolam, ormetoprim, perospirone, risperidone, 

rosiglitazone, topotecan, tropisetron, ondansetron).  The overall similarity of inhibitory 

effectiveness displayed by the NCC compounds is evident in the series of pairwise comparisons 

shown in Figure 6, in which the percent inhibition by each test agent is compared for each pair of 

substrates, e.g., inhibition of MATE1-mediated MPP transport vs. inhibition of NBD-MTMA 

transport (Fig. 6A). For each paired comparison a simple regression of the data is shown (in red), 

as well as the ‘line of identity’ (blue) that depicts equal inhibition of transport of both substrates 

by all compounds.  The similarity of inhibition profiles between the four substrates is evident.  

Furthermore, Bland-Altman analysis provided no support for the presence of significant 

systematic differences (fixed bias) in inhibitory profiles between any of the substrate pairs 

(Supplemental Figure 1).   

Inhibitory profiles of selected compounds – To obtain a more precise understanding of the 

structural characteristics associated with inhibition of MATE1-mediated transport of the four test 

substrates, a subset of the NCC collection (22 compounds) was selected to determine IC50 values.  

Principal Component Analysis (PCA) was used to compare the molecular descriptor space 

(ALogP, Molecular_Weight, Num_H_Donors, Num_H_Acceptors, Num_RotatableBonds, 

Num_Rings, Num_AromaticRings, Molecular_PolarSurfaceArea, FCFP_6) of 80 high affinity 

(‘effective’) and 80 modest to low affinity (‘ineffective’) inhibitors of MATE1 transport.  

Supplemental Figure 2 shows 3D PCA plots of ‘effective’ and ‘ineffective’ inhibitors of MPP 

transport (as determined from the 50 µM screen of the NCC).  The yellow symbols show the 

distribution within the PCA-defined chemical space of a subset of structurally diverse 
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‘effectives’ and ‘ineffectives’ from which 22 compounds (Supplemental Figure 2C), reflecting a 

broad range of inhibitory effectiveness, were selected to generate IC50 values for inhibition of 

each test substrate. 

To show the range of inhibition of MATE1-mediated transport produced by the broad 

array of structures used in the ‘high resolution’ screen, Figure 7 shows an example of 5 

structurally distinct drugs that displayed a broad range of inhibitory effectiveness, with IC50 

values that ranged over three orders of magnitude, from ~ 300 nM (famotidine) to ~300 µM 

(venlaxafine).  Substrate identity had comparatively little effect on IC50 values for these five 

compounds; the IC50 values measured against the four test substrates did not vary by more 60% 

from the average determined for each inhibitor.   

The general agreement between IC50 values measured against transport of the four test 

substrates is evident in the pairwise comparisons presented in Figure 8, which compares directly 

the log of the IC50 values for the test inhibitors generated against each substrate with those 

determined for the other substrates (Table 2).  Regression analysis of these log-log relationships 

revealed that none of the slopes were different from 1 (P>0.05).  The average ratio of individual 

IC50 values for each set of comparisons did not vary by more than 30%, and of the 156 individual 

comparisons only 2 varied by more than 2-fold.  These observations show that there was no 

systematic, i.e., consistent, tendency for the transport of any of the four test substrates to be 

inhibited with more or less effectiveness by the test inhibitors.  

The set of substrates used in the current study did not include the fluorescent OC, ASP, 

which has been used as a test substrate to assess selectivity of both OCT2 (Kido et al., 2011) and 

MATE1 (Wittwer et al., 2013).  In the study of MATE1 selectivity Wittwer et al (Wittwer et al., 

2013) screened 900+ compounds for inhibition of MATE1-mediated ASP transport and noted, as 
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discussed below for the present study, that cationic charge and hydrophobicity were positively 

correlated with inhibition of MATE1 activity.  Eighty-six compounds in the set of ligands used 

in the current study were included in the Wittwer report and Supplemental Figure 3A compares 

the degree of inhibition of MPP transport reported here with the inhibition of ASP transport 

reported in that study.  There was a clear correlation between the inhibitions produced by this 

common set of ligands.  Although it appeared that, in general, there was a greater degree of 

inhibition of MPP transport than of ASP transport (particularly evident for the ‘higher affinity’ 

inhibitors distributed toward the left side of Supplemental Figure 3A), that probably reflected the 

use of a 50 µM screening concentration in our study compared to a 20 µM screening 

concentration in the study by Wittwer et al. (Wittwer et al., 2013).  Figure S3B compares for five 

compounds the IC50 values for inhibition of MPP or metformin transport we determined, to the 

values obtained by Wittwer et al. for inhibition of ASP transport.  Within the limits of resolution 

provided by this small sample, there was little evidence for a systematic variation in IC50 values 

obtained for the two substrates. 

Development of MATE1 pharmacophores and Bayesian machine learning models – Figure 9 

shows the 3D pharmacophores developed from data on the inhibition produced by the 22 test 

drugs of the NCC plus the test substrates when used as inhibitors against MATE1-mediate 

transport of the four test substrates (total = 26 molecules).  Each is shown overlaid with the 

structure of gabexate, which was a particularly good inhibitor of all four substrates.  Given the 

relative independence of substrate-identity on the profile of inhibition evident in Figure 8, it was 

not unexpected that the four pharmacophores were generally quite similar to one another.  Figure 

10 shows the observed versus expected IC50 values calculated using these pharmacophores 

(MPP, r = 0.80; NBD-MTMA, r = 0.81; cimetidine, r = 0.81; metformin, r = 0.79).  For MPP, 
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NBD-MTMA and cimetidine, each pharmacophore included two hydrogen bond acceptor 

features (green), one hydrophobic region (cyan) and an ionizable (i.e., cationic) feature (red).  

The pharmacophore developed for metformin (Fig. 9D) included only one hydrogen bond 

acceptor feature, two hydrophobic regions and one ionizable feature, but cluster analysis 

revealed little or no statistical difference between the pharmacophores, which is evident in the 

spatial alignment of the four pharmacophores (Fig. 9E).    

Six molecules, BMIM (IC50 of 178.7 µM), NBuPy (26.5 µM), alosetron (0.1 µM), 

levofloxacin (51.6 µM), nifekalant (2.9 µM) and terbinafine (1209 µM)), were used as a test set 

and IC50 data were generated for inhibition of MPP transport (predicted vs. measured values are 

shown in Fig. 10; predictions based on all four pharmacophores are presented in Supplemental 

Table 1). NBuPy, alosetron and nifekalant were consistently predicted as less potent inhibitors 

than the measured values revealed. The six compounds were added to the MPP set and this 

resulted in a model with the same features but a different arrangement (Supplemental Figure 4). 
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Discussion   

‘Decision tree-based’ predictions of potential DDIs with multidrug transporters are 

complicated when the quantitative profile of inhibition of transport by a potential perpetrator is 

influenced by the choice of substrate used to assess transport activity (e.g., (Hacker et al., 2015)).  

Although increasingly viewed as an issue for OCTs, P-gp and OATPs (Belzer et al., 2013; 

Garrigues et al., 2002; Hacker et al., 2015; Roth et al., 2011), the extent to which ligand 

interaction with MATE1 displays a similar substrate-dependence, is not clear.  The two screens 

of inhibitor interaction with MATE1 reported to date focused on profiles generated against 

transport of single substrates, i.e., MPP (Astorga et al., 2012) or ASP (Wittwer et al., 2013).  We 

did, however, recently report that two structurally distinct ‘ionic liquids’ (BMIM and BMPy) had 

IC50 values for inhibition of MATE1-mediated transport of [3H]MPP that were about 4-fold 

lower than the values observed for inhibition of transport of [3H]triethylmonomethylammonium, 

consistent with the concept of ‘substrate-dependent ligand interaction’ with MATE transporters 

(Martinez-Guerrero and Wright, 2013).  The current results, however, suggest that substrate 

identity exerts comparatively little influence on ligand interaction with MATE1.   

This conclusion was based on the assessment of transport of four structurally diverse 

MATE1 substrates, two drugs in common clinical use (metformin and cimetidine) and two 

‘probe’ OCs (MPP and NBD-MTMA) (Fig. 1).  When tested as inhibitors of each other’s 

transport, there were no significant differences between each substrate’s Ktapp and the IC50 values 

they displayed against transport of the others (Figs. 3 and 4).  Thus, within the limits of this 

restricted list of compounds, there was no evidence of a substrate-dependence to the interaction 

of these structurally distinct ligands with MATE1.  This was followed by a low resolution screen 

of 400 compounds from the NCC that provided a broadly based assessment of the influence of 
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structural diversity on ligand interaction with MATE1.  Although the rank order of inhibitory 

effectiveness varied slightly for the four test substrates (Fig. 5), no systematic differences were 

noted.  In other words, the results of the low resolution screen revealed no indication that 

transport of one of the test substrates was more efficiently reduced by exposure to inhibitory 

ligands than any of the other substrates (Figs. 6 and Supplemental Figure 1).   Finally, substrate-

to-substrate pairwise comparisons of IC50 values determined for the structurally diverse subset of 

the NCC also revealed no differences for the inhibitory interaction of the test compounds against 

transport of the test substrates (Fig. 8).  These data are consistent with the four test substrates and 

the set of test inhibitors competing for interaction at a common binding site (or a set of mutually 

exclusive sites) at the external face of the transporter. 

The qualifier, “external” face of the transporter, is important.  The present observations, 

indeed those from virtually all studies on MATE transport to date (Wright, 2014), focused on the 

kinetic characteristics of the transporter operating in an ‘uptake’ mode.  However, in its normal 

physiological role as the second step in OC secretion, MATE1 mediates efflux of its organic 

substrates.  The emphasis on influx largely reflects the technical challenges associated with 

accurate assessment of rates of efflux.  Cytoplasmic substrate activity is difficult to quantify, and 

because cells are small, the cytoplasmic substrate concentration during efflux changes very 

rapidly; the combination of these issues typically confounds efforts to measure the kinetics of 

efflux.  It should be acknowledged that, although there are thermodynamic constraints on the 

kinetic properties of ‘influx’ vs. ‘efflux’, they need not be ‘symmetrical’ need (Stein, 1990); in 

other words, under so-called ‘zero-trans’ conditions, the apparent affinity for substrate (or 

inhibitor) of the cytoplasmic face of MATE1 need not be the same as that of the extracellular 

face.  Thus, whereas the rank ordering of ligand affinity may be expected to be qualitatively 
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similar at the two faces of the membrane (e.g., both membrane faces of OCT2 display much 

higher affinity for tetrabutylammonium and corticosterone than for TEA and choline; (Volk et 

al., 2003)), the few studies that have made such measurements suggest that the absolute Kt or 

IC50 values can differ by 10-fold (or more) (Stein, 1990). 

The absence of systematic substrate-dependence of ligand inhibition for MATE1 was in 

rather marked contrast to the evidence for such effects with OCT2.  Two studies that examined 

the influence of substrate on inhibition of OCT2 transport included MPP and metformin as test 

substrates (Belzer et al., 2013; Hacker et al., 2015).  In both studies the test inhibitors exerted a 

significantly greater inhibition of metformin transport than of MPP transport.  These data were 

cited as being consistent with the view expressed by others (Egenberger et al., 2012; Harper and 

Wright, 2012; Koepsell, 2011; Zhang et al., 2005) that ligand interaction with OCT transporters 

may involve interaction at a binding surface that can support binding of two or more ligands at 

once.  The observation here of inhibitor interactions with MATE1 that consistently displayed the 

same apparent inhibitor constants, regardless of substrate identity, suggest that substrates and 

inhibitory ligands typically interact at a kinetically common binding site at the external face of 

MATE1.  It is, therefore, interesting to note that crystal structures of the prokaryotic MATE 

transporter, NorM, bound to three distinct ligands (ethidium, rhodamine 6G, and 

tetraphenylphosphonium) show these ligands occupying a common binding locus at the external 

face of the protein (Lu et al., 2013).  The authors noted the presence of multiple acidic residues 

in the binding region that may enable versatile orientation and charge complementation of 

structurally dissimilar cationic drugs in NorM without the need to revamp the drug binding site.  

Given its multispecificity, it is intriguing to speculate that a similar strategy may exist for human 

MATE1. 
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  Common feature 3D pharmacophores for MATE1 were generated previously for 

inhibition of MATE1-mediated MPP transport and consisted of multiple hydrophobic, hydrogen 

bonding and positive ionizable features (Astorga et al., 2012).  In this study we identified these 

same features when we generated pharmacophores for the 26 compounds screened as inhibitors 

of four distinct substrates (Fig. 9) using a quantitative 3D pharmacophore approach.  We had 

also previously used Bayesian machine learning with the MATE1 inhibitor data for 46 molecules 

(Astorga et al., 2012), which suggested nitrogen-containing heterocycles are positively correlated 

with MATE1 interaction.  In the current study we used the data for 400 compounds screened as 

inhibitors to generate four models as well as a consensus model and these all showed that 

nitrogen containing rings were again shown as important for activity while hydroxyl, carboxylic 

acids and chlorine substitutions were unfavorable for MATE1 inhibition (Supplemental Figure 

5).  The independent computational approaches using either the complete dataset or a subset of 

26 molecules pointed to minimal differences in the models created for each substrate probe.  Our 

human MATE1 models are also in good agreement with those we observed earlier (Astorga et 

al., 2012).  Xu et al. (Xu et al., 2015) recently used a combinatorial pharmacophore approach 

with the data from Witter et al. (Wittwer et al., 2013) and described four unique pharmacophores 

for inhibitors of MATE1.  However, our results suggest that one pharmacophore is likely 

sufficient to explain inhibitory binding to MATE1.  But using pharmacophores alone to score 

compounds fitting to a discrete pharmacophore may not be ideal as we showed using a small test 

set of six molecules; whereas 3 were reasonably well-predicted (BMIM, levofloxacin, and 

nifekalant), 3 were not (NBuPy, alosetron, and terbinafine; Supplemental Table 1).  Perhaps 

adding some van der Waals shape restriction to the pharmacophores may help to limit prediction 

error. An additional approach that uses the full extent of the screening data generated may be a 

This article has not been copyedited and formatted. The final version may differ from this version.
Molecular Pharmacology Fast Forward. Published on July 14, 2016 as DOI: 10.1124/mol.116.105056

 at A
SPE

T
 Journals on A

pril 17, 2024
m

olpharm
.aspetjournals.org

D
ow

nloaded from
 

http://molpharm.aspetjournals.org/


MOL #105056  page 22 

 

useful addition also.  We recently described how Bayesian models can be generated with open 

source FCFP6 descriptors and a Bayesian algorithm to enable transporter models to be shared 

and used in mobile apps (Ekins et al., 2015), and we used the data from Wittwer et al. (Wittwer 

et al., 2013), and our own earlier study (Astorga et al., 2012) as an example.  This produced 

Bayesian models with 5-fold ROC values of 0.65 and 0.75, respectively.  When we used the 

consensus MATE1 dataset in the current study, containing 12 actives across all 4 substrates and 

the remaining inactives, the 3-fold cross validation was 0.82 using the open FCFP6 descriptor 

only (Supplemental Figure 5; Supplemental Tables 2 and 3).   These AUC values using 

commercial or open source modeling approaches are comparable to those obtained by Wittwer et 

al., (Wittwer et al., 2013) and their random forest model for over 800 molecules as inhibitors of 

ASP.  While pharmacophores can produce compelling images that help explain the 3D nature of 

the ligand-protein interaction, machine learning may be more useful for classifying compounds 

and their potential for DDI at MATE1. 

In conclusion, our experimental and computational data using structurally diverse 

substrate probes and over 400 diverse molecules tested as potential inhibitors suggest that, unlike 

the situation with OCT2, the interaction of inhibitory ligands with MATE1 is not systematically 

influenced by the structure of the substrate used to assess transport activity.  Thus, in general, our 

observations support the conclusion that broad screening for DDIs can use a single substrate, 

(arguably metformin, given its utility in both in vitro and in vivo testing) and that ITC/FDA 

decision trees can be applied without concern for the complicating influence of substrate 

structure for MATE1. 
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Figure Legends 

Figure 1. 2D Structures of the four MATE substrates used in this study:  MPP, NBD-MTMA, 

cimetidine and metformin.  The Tanimoto similarity coefficients were calculated using 

Discovery Studio. 

 

Figure 2.  Time course of MATE1-mediated transport (expressed as clearance; µl cm-2) of 

[3H]cimetidine (~10 nM), [3H]MPP (~10 nM), [14C]metformin (~10 µM), and [3H]NBD-MTMA 

(~10 nM).  Each point is the mean (±SE) of uptakes determined in 5 replicate wells (corrected 

for transport measured in mild type CHO cells), all determined in a single, representative 

experiment.  

 

Figure 3.  Kinetics of MATE1-mediated transport of (A) MPP, (B) NBD-MTMA, (C) 

cimetidine, and (D) metformin.  Kinetic values were based on the inhibition of radiolabeled 

substrate resulting from exposure to increasing concentration of unlabeled substrate.  Each point 

is the mean (±SE) of 30 sec uptakes determined in two separate experiments with each substrate 

(n=2), each of which was based on uptakes measured in six replicate wells.  The line was fit to 

equation 1 using Prism (GraphPad; St. Louis, MO)   

 

Figure 4.  Kinetics of interaction of the four test substrates with one another.   The uptake of each 

of the radiolabeled substrates (A, [3H]MPP, ~10 nM; B, [3H]NBD-MTMA, ~10 nM; C, 

[3H]cimetidine, ~10 nM; D, [14C]metformin, ~10 µM) was measured in the presence of 

increasing concentrations of the unlabeled test substrates.  Each point is the mean (±SE) of 30 

sec uptakes determined in two separate experiments with each substrate (n=2), each of which 
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was based on uptakes measured in six replicate wells; uptakes normalized to that measured in the 

absence of inhibitor.  The line was fit to equation 2 using Prism (GraphPad; St. Louis, MO).  The 

table lists the IC50 values (±SE; n=2) for each substrate/inhibitor pair; the grey shaded boxes list 

the Ktapp values for MATE1-mediated transport of each substrate (taken from Fig. 3).  

 

Figure 5.  Inhibition of test substrate uptake produced by 50 µM concentrations of each of 400 

test inhibitors from the NIH Clinical Collection.  Each horizontal grey bar represents the mean 

(±SE) of 30 sec substrate uptakes (A, [3H]MPP, ~10 nM; B, [3H]NBD-MTMA, ~10 nM; C, 

[3H]cimetidine, ~10 nM; D, [14C]metformin, ~10 µM) measured in the presence of 50 µM 

inhibitor, expressed of a percentage of uptake measured in the absence of inhibitor; determined 

in two experiments (n=2), each of which was performed in triplicate (all uptakes corrected for 

substrate accumulation measured in duplicate in wild type CHO cells.  The rank order of 

inhibitors, from least effective (at the top) to most effective (at the bottom) is the same for all 

four test substrates.  Red dashed lines represent control (100%) uptake; red dotted lines indicate 

50% inhibition of control uptake.    

 

Figure 6.  Pairwise comparison of inhibition of MATE1-mediated transport of each substrate by 

the test compounds of the NCC (data from Fig. 5).  Dashed blue lines represent equivalent 

inhibition of the compared substrates; the solid line red lines represent simple linear regressions 

of the data. 

 

Figure 7.  Kinetics of inhibition of the MATE1-mediated transport of four test substrates (A, 

[3H]MPP, ~10 nM; B, [3H]NBD-MTMA, ~10 nM; C, [3H]cimetidine, ~10 nM; D, 
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[14C]metformin, ~10 µM) exposed to increasing concentrations of five test inhibitors.  Each point 

is the mean (±SE) of 30 sec uptakes determined in two separate experiments with each substrate 

(n=2), each of which was based on uptakes measured in six replicate wells; uptakes normalized 

to that measured in the absence of inhibitor.  The line was fit to equation 2 using Prism 

(GraphPad; St. Louis, MO).   

 

Figure 8.  Pairwise comparison of log IC50 values for inhibition of MATE1-mediated transport of 

each substrate by 22 compounds selected from the NCC, plus the IC50 values for inhibition of 

each substrate produced by the four test substrates.  Dashed lines represent equivalent inhibition 

of the compared substrates; the solid line represents a simple linear regression of the data. 

 

Figure 9.  Common feature pharmacophores of MATE1 inhibitors. The pharmacophores were 

based on IC50 values of 22 test drugs from the NCC plus the four test substrates when used as 

inhibitors of MATE-mediated transport of each labeled substrate (A, MPP; B, NBD-MTMA; C, 

cimetidine; D, metformin).  Each is shown overlaid with the structure of gabexate (IC50 values of 

0.6 – 0.7 µM).  Pharmacophore features are one ionizable (red; cationic) feature; one hydrophobe 

(cyan; two for metformin), two hydrogen bond acceptors (green; one for metformin).  (E) Spatial 

alignment of the four pharmacophores.   

 

Figure 10.  The relationship between measured and predicted IC50 values based on the models 

shown in Figure 9.  The dashed line represents identity between measured and predicted.  Data 

points shown as circles represent the 26 compounds that comprised the training set for model 

development; the six points shown as green hexagons represent six test set compounds and their 
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predicted vs. measured values for inhibition of MPP transport (see Table S1).  For clarity the 

individual regression lines (log measured vs. log predicted) for the four substrates are not shown, 

but the r values for these lines were:  MPP, 0.80; NBD-MTMA, 0.81; cimetidine, 0.81, 

metformin, 0.79.   
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Table 1.  Kinetics of MATE1-mediated transport of four structurally distinct substrates. 
 
Substrate Ktapp 

(µM) 
Jmax 

(pmol cm-2 min-1) 
Jmax/Ktapp (Transport Efficiency) 

(x10-3 cm/min) 
MPP 34.5 ± 12.9 83.2 ± 29.3 2.4 
NBD-MTMA 105 ± 39.8 56.2 ± 20.3 0.5 
Metformin 336 ± 202 344 ± 181 1.0 
Cimetidine 2.2 ± 0.8 4.9 ± 1.7 2.2 
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Table 2.  Kinetics of inhibition (reported as IC50s) of MATE1-mediated transport of four structurally 
distinct substrates produced by 22 compounds selected from the National Clinical Collection.  The values 
shown in shaded boxes represent measured apparent Kt values for the transport of the indicated substrate, 
rather than IC50s. 
 

  Substrate 

MPP NBD-MTMA Cimetidine  Metformin  

Inhibitors IC50 or Ktapp (µM) 

MPP 34.5 ± 12.9 105.5 ± 8.2 42.3 ± 0.4 26.3 ± 0.4 
NBD-MTMA 91.6 ± 0.5 105 ± 39.8 73.4 ± 0.3 50.5 ± 3.2 
Cimetidine 0.92 ± 0.02 1.09 ± 0.21 2.2 ± 0.8 0.62 ± 0.07 
Metformin 767 ± 11.6 1085 ± 25 372 ± 4.1 336 ± 202 
     
Famotidine 0.28 ± 0.05 1.66 ± 0.8 0.48 ± 0.06 0.27 ± 0.03 
Gabexate  0.70 ± 0.09 0.72 ± 0.14 0.56 ± 0.09 0.58 ± 0.14 
Donepezil 1.22 ± 0.17 1.47 ± 0.19 1.27 ± 0.06 0.78 ± 0.13 
Trimethoprim 1.40 ± 0.14 1.45 ± 0.19 1.61 ± 0.12 0.75 ± 0.07 
Prochlorperazine 10.6 ± 1.8 14.1 ± 6.3 15.3 ± 2.20 7.89 ± 0.80 
Nafadotride 11.5 ± 1.01 10.4 ± 2.02 19.9 ± 1.39 7.3 ± 0.57 
Ranitidine 13.4 ± 1.18 13.1 ± 3.50 22.3 ± 2.99 11.0 ± 1.20 
Esmolol 16.2 ± 0.89 24.5 ± 2.88 12.7 ± 1.64 11.0 ± 0.98 
Omeprazole 19.8 ± 2.91 17.2 ± 2.74 23.5 ± 2.48 16.1 ± 1.14 
Ketotifen 22.3 ± 3.08 24.3 ± 2.55 27.0 ± 1.68 12.7 ± 1.27 
Fluperlapine 37.1 ± 5.7 53.4 ± 14.5 41.2 ± 6.08 32.6 ± 4.92 
Vesamicol 49.8 ± 8.9 74.6 ± 20.0 83.8 ± 23.0 39.3 ± 7.00 
Cortisone 56.9 ± 6.47 77.4 ± 11.2 131 ± 13.3 28.5 ± 2.79 
Hydrocortisone 66.7 ± 7.42 57.3 ± 11.7 110 ± 18.2 64.1 ± 9.2 
Levofloxacin 71.5 ± 10.5 35.0 ± 9.88 90.5 ± 10.9 45.8 ± 2.91 
Tryptoline 103 ± 10.4 142.6 ± 27.5 110 ± 13.6 95.6 ± 11.7 
Rolipram 147 ± 12.9 183 ± 40.8 111 ± 11.4 124 ± 11.0 
Stiripentol 201 ± 28.7 194 ± 79.5 331 ± 84.3 170 ± 49.8 
Cerivistatin 249 ± 55.9 170 ± 47.3 204 ± 58.6 241 ± 50.4 
Venlafaxine 366 ± 55.0 332 ± 34.4 303 ± 33.6 168 ± 25.8 
Ticlopidine 678 ± 98.3 444 ± 67.3 692 ± 110 442 ± 56.1 
5-Fluoro-2-pyrimidone 1444 ± 315 1587 ± 384 N/D 5138 ± 2114 
     

     

N/D not determined     
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Supplemental Table 1. Pharmacophore predictions  

Test Molecules Measured IC50 
against MPP 

(µM) 

Cimetidine 
IC50 prediction 

(µM) 

Metformin 
IC50 prediction 

(µM) 

MPP  IC50 

prediction 
(µM) 

 

NBD-MTMA  
IC50 prediction 

(µM) 

BMIM 179 256 312 247 340 

NBuPY 26.5 1,514 312 821 2,056 

alosetron 0.1 259 12.7 121 343 

levofloxacin 51.6 256 254 119 208 

nifekalant 2.9 106 52.1 31.3 70.8 

terbinafine 1,209 369 14.7 307 501 

 

 

 

  



Supplemental Table 2. Bayesian models statistics using Discovery Studio and CDD Models for 

the 400 molecules. 

 ROC 5 fold  Sensitivity Specificity Concordance CDD Bayesian 3 fold 
ROC FCFP6 only 

MPP 0.697 1.00 0.358 0.403 0.69 

NBD-MTMA 0.633 0.957 0.875 0.880 0.65 

Cimetidine 0.652 1.00 0.485 0.512 0.65 

Metformin 0.655 0.909 0.765 0.772 0.63 

Consensus 0.761 1.00 0.68 0.69 0.82 

 

Bayesian models were generated with the complete 400 molecules for each substrate probes. The 

5 fold cross validation ROC values were MPP (0.70), NBD-MTMA (0.63), cimetidine (0.65), 

Metformin (0.65). These models also enable the determination of good and bad features in the 

molecules (Supp Fig 5). A consensus model was created using 12 molecules out of the 400 that 

were considered active across all 4 substrate probes. This model had a 5 fold cross validation 

ROC = 0.76 (Supp Fig. 5). The good features in the 12 active compounds mainly consisted of 

nitrogen containing heterocycles (Supp Figure 5). The 26 molecules with IC50 data for each 

probe were also used to build Bayesian models with actives classed as IC50 < 50 µM MPP (0.60), 

NBD-MTMA (0.67), cimetidine (0.79), Metformin (0.60). Ideally these ROC values should be 

0.75 or preferably higher to be useful for predictions. 

 

  



Supplemental Table 3. Bayesian models statistics using Discovery Studio for the 26 molecules. 

 ROC 5 fold  Sensitivity Specificity Concordance 

MPP 0.597 1.00 0.818 0.920 

NBD-MTMA 0.667 0.833 0.923 0.880 

Cimetidine 0.673 0.923 0.917 0.920 

Metformin 0.597 0.875 0.778 0.840 
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Inhibition by 50 uM of each NCC compound (as percent control, i.e., transport in the absence of inhibitor)
NCC Plate 1‐5 (NGP‐105‐01‐05) ‐ Single Concentration ( 50 uM) Inhibition Summary

MPP NBD‐MTMA CIMETIDINE METFORMIN
Compounds highlighted in yellow also list IC50 values Mean SE IC50 SE Mean SE IC50 SE Mean SE IC50 SE Mean SE IC50 SE

Plate 

row Plate 1 SMILES

Plate 

column 100.0 0.0 100.0 0.0 100.0 0.0 100.0 0.0
BUPROPION 

HYDROCHLORIDE

CC(NC(C)(C)C)C(=O)c1cccc(Cl)c

1.Cl 2 54.8 3.3 56.8 9.5 39.7 1.7 60.9 4.3

PAZUFLOXACIN
C[C@H]1COc2c(c(F)cc3c(=O)c(c

n1c23)C(=O)O)C4(N)CC4 3 86.0 3.4 85.7 3.0 92.5 7.9 85.3 3.0

TOPOTECAN 

HYDROCHLORIDE

CC[C@@]1(O)C(=O)OCc2c1cc3‐

c4nc5ccc(O)c(CN(C)C)c5cc4Cn3

c2=O.Cl 4 9.2 2.1 9.5 5.2 9.6 0.4 6.0 0.7

NAFTOPIDIL
COc1ccccc1N2CCN(CC(O)COc3c

ccc4ccccc34)CC2 5 66.5 8.7 65.8 11.6 71.2 17.0 65.5 3.4

ROSIGLITAZONE 

MALEATE

CN(CCOc1ccc(CC2SC(=O)NC2=O

)cc1)c3ccccn3.OC(=O)/C=C\C(=

O)O 6 1.2 2.9 -8.9 6.1 0.9 3.1 1.8 0.3

BICALUTAMIDE CC(O)(CS(=O)(=O)c1ccc(F)cc1)C

(=O)Nc2ccc(C#N)c(c2)C(F)(F)F 7 82.7 16.9 83.5 16.5 90.3 3.8 90.1 6.3

Fc1cn(C2CCCO2)c(=O)[nH]c1=O 8 95.9 2.9 85.7 4.2 100.8 5.9 89.4 5.1

ISOQUERCITRIN

OC[C@H]1O[C@@H](Oc2c(oc3

cc(O)cc(O)c3c2=O)c4ccc(O)c(O)

c4)[C@H](O)[C@@H](O)[C@@

H]1O 9 98.8 7.6 65.9 3.3 89.9 6.0 59.9 9.6

DOXORUBICIN 

HYDROCHLORIDE

COc1cccc2C(=O)c3c(O)c4C[C@]

(O)(C[C@H](O[C@H]5C[C@H](

N)[C@H](O)[C@H](C)O5)c4c(O)

c3C(=O)c12)C(=O)CO.Cl 10 49.1 2.4 44.1 8.8 83.0 3.4 40.6 3.7
MIDAZOLAM 

HYDROCHLORIDE

Cc1ncc2CN=C(c3ccccc3F)c4cc(C

l)ccc4‐n12.Cl 11 5.9 4.3 2.2 3.7 4.2 6.5 3.7 0.3

IRSOGLADINE MALEATE
Nc1nc(N)nc(n1)c2cc(Cl)ccc2Cl.

OC(=O)/C=C\C(=O)O 2 89.9 6.3 84.9 3.5 76.9 30.2 95.7 4.6

MIGLITOL
OCCN1C[C@H](O)[C@@H](O)[

C@H](O)[C@H]1CO 3 94.5 0.1 95.2 4.2 106.6 4.4 94.3 3.9

A

B



LEVETIRACETAM
CC[C@H](N1CCCC1=O)C(=O)N 4 95.1 4.9 89.7 5.9 97.3 2.7 87.4 5.9

NOBILETIN
COc1ccc(cc1OC)c2cc(=O)c3c(O

C)c(OC)c(OC)c(OC)c3o2 5 13.7 0.5 11.9 4.3 37.6 16.0 7.3 0.5

ESCITALOPRAM OXALATE CN(C)CCC[C@]1(OCc2cc(C#N)cc

c21)c3ccc(F)cc3.OC(=O)C(=O)O 6 47.8 2.3 51.4 1.6 55.6 1.2 40.1 4.1

BENIDIPINE HCL

CO/C(=C\1/[C@H](C(=C(C)N=C1

C)C(=O)O[C@@H]2CCCN(Cc3cc

ccc3)C2)c4cccc(c4)[N+](=O)[O‐

])/O.Cl 7 62.2 3.3 53.1 2.1 75.6 10.7 68.0 8.0

OLIGOMYCIN C

CC[C@H]1CC[C@H]2O[C@@]3(

CC[C@@H](C)[C@@H](C[C@H]

(C)O)O3)[C@H](C)[C@@H](OC(

=O)C=C[C@@H](C)[C@H](O)[C

@@H](C)C(=O)[C@@H](C)[C@

H](O)[C@@H](C)C(=O)[C@H](C

)[C@H](O)[C@@H](C)CC=CC=C

1)[C@H]2C 8 101.9 11.0 94.8 3.9 110.0 6.4 94.0 0.9
CCOC(=O)c1ncn‐

2c1CN(C)C(=O)c3cc(F)ccc32 9 76.1 2.6 77.5 5.9 96.8 9.7 71.2 1.7

MOXONIDINE HCL
COc1nc(C)nc(Cl)c1NC2=NCCN2.

Cl 10 74.8 4.4 71.9 2.1 97.4 9.0 66.9 6.1

LAMIVUDINE
Nc1ccn([C@@H]2CS[C@H](CO)

O2)c(=O)n1 11 85.1 1.1 85.4 7.0 86.7 2.8 82.7 3.0

ACARBOSE

C[C@H]1O[C@H](O[C@H]2[C

@H](O)[C@@H](O)[C@@H](O[

C@H]3[C@H](O)[C@@H](O)C(

O)O[C@@H]3CO)O[C@@H]2C

O)[C@H](O)[C@@H](O)[C@@

H]1N[C@H]4C=C(CO)[C@@H](

O)[C@H](O)[C@H]4O 2 95.1 5.6 86.4 5.9 111.7 10.5 93.0 4.1
COc1ccc(/C=C/C(=O)Nc2ccccc2

C(=O)O)cc1OC 3 87.5 1.8 89.5 2.0 106.0 12.4 86.7 0.5

PRAMIPEXOLE HCL
CCCN[C@H]1CCc2nc(N)sc2C1.C

l 4 61.6 8.9 50.7 5.9 69.7 0.1 55.3 0.4

FINASTERIDE
CC(C)(C)NC(=O)[C@H]1CC[C@H

]2[C@@H]3CC[C@H]4NC(=O)C

=C[C@]4(C)[C@H]3CC[C@]12C 5 8.4 2.7 12.4 2.5 22.5 2.8 11.2 2.2
CC1CCC[C@H](O)CCCCCc2cc(O)

cc(O)c2C(=O)O1 6 62.3 12.4 56.6 11.3 94.9 6.0 73.0 1.7

AMLEXANOX
CC(C)c1ccc2oc3nc(N)c(cc3c(=O)

c2c1)C(=O)O 7 66.5 0.3 65.6 9.2 101.1 3.8 83.9 5.5

C



BENAZEPRIL 

HYDROCHLORIDE

CCOC(=O)[C@H](CCc1ccccc1)N[

C@H]2CCc3ccccc3N(CC(=O)O)C

2=O.Cl 8 88.7 9.6 97.3 8.2 123.6 7.7 99.8 3.6
OC(=O)/C=C/c1ccc(Cn2ccnc2)cc

1.Cl 9 64.3 2.4 62.7 1.8 73.6 0.5 57.2 2.5
[O‐

][N+](=O)c1ccc2NC(=O)CN=C(c

3ccccc3)c2c1 10 63.1 8.6 56.2 3.3 85.0 9.0 48.7 0.1

366‐70‐1 CNNCc1ccc(cc1)C(=O)NC(C)C.Cl 11 72.7 1.7 74.8 4.2 101.5 3.7 76.1 2.9
BENPROPERINE 

PHOSPHATE

CC(COc1ccccc1Cc2ccccc2)N3CC

CCC3.OP(=O)(O)O 2 29.4 4.1 23.9 0.9 26.0 6.5 21.2 1.2

OLANZAPINE
CN1CCN(CC1)C2=Nc3ccccc3Nc4

sc(C)cc24 3 29.3 14.5 47.8 1.8 68.4 1.9 39.0 0.1

RISPERIDONE
Cc1nc2CCCCn2c(=O)c1CCN3CC

C(CC3)c4noc5cc(F)ccc45 4 5.5 1.5 5.9 6.2 4.8 1.0 5.2 2.7

ZOLPIDEM TARTRATE

CN(C)C(=O)Cc1c(nc2ccc(C)cn12

)c3ccc(C)cc3.OC(C(O)C(=O)O)C(

=O)O 5 41.3 3.3 48.0 6.2 60.9 1.6 35.8 1.7

LATANOPROST
CC(C)OC(=O)CCC/C=C\C[C@H]1

[C@@H](O)C[C@@H](O)[C@@

H]1CC[C@@H](O)CCc2ccccc2 6 49.2 5.2 53.0 9.9 49.0 12.9 53.1 2.5

CERIVASTATIN SODIUM
COCc1c(nc(C(C)C)c(/C=C/[C@@

H](O)C[C@@H](O)CC(=O)[O‐

])c1c2ccc(F)cc2)C(C)C.[Na+] 7 88.0 8.0 249 55.9 80.3 9.9 170 47.3 100.6 8.2 204 58.6 86.6 6.7 241 50.4

C[C@]1(O)CC[C@H]2[C@@H]3

CC[C@H]4CC(=C(C[C@]4(C)[C@

H]3CC[C@@]21C)C=O)O 8 85.3 31.1 130.3 21.2 71.8 6.8 119.1 11.3

HYPEROSIDE

OC[C@H]1O[C@@H](Oc2c(oc3

cc(O)cc(O)c3c2=O)c4ccc(O)c(O)

c4)[C@H](O)[C@@H](O)[C@H]

1O 9 85.3 5.0 77.6 5.4 103.5 2.6 80.7 11.6

PEFLOXACIN MESYLATE CCn1cc(C(=O)O)c(=O)c2cc(F)c(c

c12)N3CCN(C)CC3.CS(=O)(=O)O 10 45.1 1.6 42.0 0.8 74.8 2.3 39.1 1.0

ESOMEPRAZOLE MG

COc1ccc2n([Mg]n3c(nc4cc(OC)

ccc34)S(=O)Cc5ncc(C)c(OC)c5C)

c(nc2c1)S(=O)Cc6ncc(C)c(OC)c6

C 11 23.4 6.4 17.3 3.6 40.7 2.7 14.2 2.2
NC(=O)OCCCc1ccccc1 2 76.6 5.6 77.0 5.9 94.4 11.1 79.1 2.5

NEFAZODONE CCc1nn(CCCN2CCN(CC2)c3cccc

(Cl)c3)c(=O)n1CCOc4ccccc4.Cl 3 42.5 8.8 50.7 8.9 48.7 22.1 51.1 3.5
PIOGLITAZONE 

HYDROCHLORIDE

CCc1ccc(CCOc2ccc(CC3SC(=O)N

C3=O)cc2)nc1.Cl 4 76.2 6.2 85.3 4.9 104.9 13.4 86.6 1.5

D

E



VIRAMUNE
Cc1ccnc2N(C3CC3)c4ncccc4C(=

O)Nc12 5 68.6 0.9 68.5 7.2 92.5 19.0 66.6 0.8
OC[C@@H]1CC[C@@H](O1)n2

cnc3c(O)ncnc23 6 84.2 5.5 92.7 6.1 94.3 18.1 84.7 0.9

ICARIIN

COc1ccc(cc1)c2oc3c(CC=C(C)C)

c(O[C@@H]4O[C@H](CO)[C@

@H](O)[C@H](O)[C@H]4O)cc(

O)c3c(=O)c2O[C@@H]5O[C@

@H](C)[C@H](O)[C@@H](O)[C

@H]5O 7 58.2 9.7 50.2 8.2 85.4 15.2 93.0 22.0

35212‐22‐7
CC(C)Oc1ccc2c(=O)c(coc2c1)c3

ccccc3 8 88.7 7.8 89.2 2.6 104.7 8.7 88.7 4.5

RIFABUTIN

CO[C@H]1C=CO[C@@]2(C)Oc3

c(C2=O)c4c5=NC6(CCN(CC(C)C)

CC6)N=c5c(NC(=O)C(=CC=C[C@

H](C)[C@H](O)[C@@H](C)[C@

@H](O)[C@@H](C)[C@H](OC(=

O)C)[C@@H]1C)C)c(O)c4c(O)c3

C 9 65.8 4.3 77.7 4.6 80.7 11.3 75.1 11.6
VENLAFAXINE 
HYDROCHLORIDE

COc1ccc(cc1)C(CN(C)C)C2(O)CC

CCC2.Cl 10 75.9 5.8 366 55.0 88.1 13.2 332 34.4 68.7 4.9 303 33.6 86.9 26.0 168 25.8

SULFASALAZINE
OC(=O)c1cc(N=Nc2ccc(cc2)S(=

O)(=O)Nc3ccccn3)ccc1O 11 53.0 3.2 46.1 12.5 68.6 7.3 55.2 2.8
C[C@@]1(C[C@@H]2C[C@]3(C

)C1)C[C@](N)(C2)C3.Cl 2 53.5 3.5 59.0 6.6 36.2 6.5 53.9 5.5

MOXIFLOXACIN 

HYDROCHLORIDE

COc1c(N2C[C@@H]3CCCN[C@

@H]3C2)c(F)cc4c(=O)c(cn(C5CC

5)c14)C(=O)O.Cl 3 41.5 3.5 36.6 0.7 57.0 6.6 33.8 2.0

CILASTATIN SODIUM

CC1(C)C[C@@H]1C(=O)N/C(=C\

CCCCSC[C@H](N)C(=O)O)/C(=O

)[O‐].[Na+] 4 90.6 6.8 96.0 0.9 101.3 4.7 91.8 2.2

TOPIRAMATE

CC1(C)O[C@@H]2CO[C@@]3(

COS(=O)(=O)N)OC(C)(C)O[C@H

]3[C@@H]2O1 5 81.5 4.4 95.9 4.9 79.6 16.5 84.0 2.2

SERTRALINE
CN[C@H]1CC[C@@H](c2ccc(Cl)

c(Cl)c2)c3ccccc13.Cl 6 51.5 7.6 54.9 2.1 62.5 4.4 48.0 1.8

METHYLANDROSTENEDI

OL

C[C@]1(O)CC[C@H]2[C@@H]3

CC=C4C[C@@H](O)CC[C@]4(C)

[C@H]3CC[C@@]21C 7 77.8 6.3 84.8 8.4 94.2 13.0 87.6 6.1

OXAPROZIN
OC(=O)CCc1nc(c(o1)c2ccccc2)c

3ccccc3 8 89.8 5.6 97.2 11.5 111.5 0.4 98.8 1.0
ESMOLOL 
HYDROCHLORIDE

COC(=O)CCc1ccc(OCC(O)CNC(C

)C)cc1.Cl 9 30.5 2.8 16.2 0.9 37.0 4.0 24.5 2.9 30.4 5.1 12.7 1.6 35.0 2.9 11 1.0

PANTOPRAZOLE SODIUM
COc1ccnc(CS(=O)c2nc3cc(OC(F)

F)ccc3[n‐]2)c1OC.[Na+] 10 22.8 1.8 22.7 4.5 36.2 6.1 19.6 3.5

TORASEMIDE
CC(C)NC(=O)NS(=O)(=O)c1cncc

c1Nc2cccc(C)c2 11 93.8 6.0 97.3 9.4 95.3 19.8 83.9 17.2

F



CARVEDILOL
COc1ccccc1OCCNCC(O)COc2ccc

c3[nH]c4ccccc4c23 2 62.7 17.0 56.3 10.4 47.8 13.4 44.8 1.0

NELFINAVIR MESYLATE

Cc1c(O)cccc1C(=O)N[C@@H](C

Sc2ccccc2)[C@H](O)CN3C[C@H

]4CCCC[C@H]4C[C@H]3C(=O)N

C(C)(C)C.CS(=O)(=O)O 3 33.1 17.2 68.6 2.8 97.3 0.3 62.2 0.9

ARGATROBAN
C[C@@H]1CCN([C@H](C1)C(=

O)O)C(=O)[C@H](CCCN=C(N)N)

NS(=O)(=O)c2cccc3CC(C)CNc23 4 71.5 7.9 78.1 0.3 100.4 4.5 77.8 7.9

VORICONAZOLE
C[C@@H](c1ncncc1F)[C@](O)(

Cn2cncn2)c3ccc(F)cc3F 5 91.3 11.9 80.1 2.9 100.7 3.0 77.3 5.4

CALCIPOTRIOL

C[C@H](/C=C/[C@@H](O)C1CC

1)[C@H]2CC[C@H]3\C(=C\C=C/

4\C[C@@H](O)C[C@H](O)C4=C

)\CCC[C@]23C 6 29.7 2.8 36.5 7.6 47.6 0.9 28.5 4.0

TRIPTOLIDE

CC(C)[C@@]12O[C@H]2[C@@

H]3O[C@]34[C@]5(O[C@H]5C[

C@H]6C7=C(CC[C@@]64C)C(=

O)OC7)[C@@H]1O 7 81.1 5.2 86.1 7.2 109.3 0.7 82.8 5.8

ROLIPRAM
COc1ccc(cc1OC2CCCC2)C3CNC(

=O)C3 8 59.0 1.6 147 12.9 62.7 2.2 183 40.8 73.3 1.1 111 11.4 62.4 1.4 124 11.0

TADALAFIL

CN1CC(=O)N2[C@@H](c3[nH]c

4ccccc4c3C[C@@H]2C1=O)c5c

cc6OCOc6c5 9 59.5 10.4 74.3 21.3 90.8 2.0 106.5 2.4

FLUTICASONE 

PROPIONATE

CCC(=O)O[C@@]1([C@H](C)C[

C@H]2[C@@H]3C[C@H](F)C4=

CC(=O)C=C[C@]4(C)[C@@]3(F)[

C@@H](O)C[C@@]21C)C(=O)S

CF 10 92.1 7.7 71.6 11.6 120.6 12.1 89.7 1.1

TROPISETRONÂ HYDROC

HLORIDE

CN1[C@H]2CC[C@@H]1C[C@

@H](C2)OC(=O)c3c[nH]c4ccccc

34.Cl 11 1.6 1.1 -1.6 4.6 2.1 1.5 2.2 0.2

LOMIFYLLINE
CC(=O)CCCCn1cnc2n(C)c(=O)n(

C)c(=O)c12 2 50.0 4.6 47.3 4.3 72.1 6.4 45.7 4.9

PRAVASTATIN SODIUM

CC[C@H](C)C(=O)O[C@H]1C[C

@H](O)C=C2C=C[C@H](C)[C@H

](CC[C@@H](O)C[C@@H](O)C

C(=O)[O‐])[C@@H]12.[Na+] 3 105.3 5.4 91.9 3.9 117.1 7.2 99.6 4.9

VALDECOXIB
Cc1onc(c1c2ccc(cc2)S(=O)(=O)

N)c3ccccc3 4 79.1 8.0 36.7 21.2 107.1 5.9 86.6 1.2
FENOLDOPAM 

MESYLATE

Oc1ccc(cc1)C2CNCCc3c(Cl)c(O)

c(O)cc23.CS(=O)(=O)O 5 12.5 2.5 15.5 6.8 20.8 4.7 9.9 0.2

G

H



EPIRUBICIN 

HYDROCHLORIDE

COc1cccc2C(=O)c3c(O)c4C[C@]

(O)(C[C@H](O[C@H]5C[C@H](

N)[C@@H](O)[C@H](C)O5)c4c(

O)c3C(=O)c12)C(=O)CO.Cl 6 16.6 0.5 22.8 6.9 45.6 11.8 16.3 1.0

ROSIGLITAZONE HCL
CN(CCOc1ccc(CC2SC(=O)NC2=O

)cc1)c3ccccn3.Cl 7 0.5 0.9 -0.7 3.7 1.2 0.3 2.4 2.1

MOSAPRIDE CITRATE

CCOc1cc(N)c(Cl)cc1C(=O)NCC2

CN(Cc3ccc(F)cc3)CCO2.OC(=O)

CC(O)(CC(=O)O)C(=O)O 8 72.8 29.5 66.8 18.3 98.8 15.0 85.4 0.5
NC(=O)CS(=O)C(c1ccccc1)c2ccc

cc2 9 88.8 2.8 95.0 5.2 120.3 13.9 101.1 10.4

INDINAVIR SULFATE

CC(C)(C)NC(=O)[C@@H]1CN(Cc

2cccnc2)CCN1C[C@@H](O)C[C

@@H](Cc3ccccc3)C(=O)N[C@

@H]4[C@H](O)Cc5ccccc45.OS(

=O)(=O)O 10 7.7 1.4 10.9 3.2 18.8 3.4 8.0 1.6
RANOLAZINE 

DIHYDROCHLORIDE

COc1ccccc1OCC(O)CN2CCN(CC(

=O)Nc3c(C)cccc3C)CC2.Cl 11 28.1 2.5 36.5 4.0 44.0 9.7 25.5 1.5

PLATE 2

CC1=C(N2[C@H](SC1)[C@H](N

C(=O)[C@H](N)c3ccccc3)C2=O)

C(=O)O 2 103.0 3.1 88.3 9.1 101.3 0.5 98.5 4.9

TROXIPIDE
COc1cc(cc(OC)c1OC)C(=O)NC2

CCCNC2 3 19.1 1.5 21.7 11.0 31.9 3.3 17.2 1.8

LEVOSULPIRIDE
CCN1CCC[C@H]1CNC(=O)c2cc(

ccc2OC)S(=O)(=O)N 4 17.1 1.3 17.9 2.9 26.6 3.3 11.8 1.3
Cc1nnc2CN=C(c3ccccc3)c4cc(Cl

)ccc4‐n12 5 55.5 5.3 63.9 7.8 63.0 1.8 41.5 4.5

DOCETAXEL

CC(=O)O[C@]12CO[C@@H]2C[

C@H](O)[C@]3(C)[C@@H]1[C

@H](OC(=O)c4ccccc4)[C@@]5(

O)C[C@H](OC(=O)[C@H](O)[C

@@H](NC(=O)OC(C)(C)C)c6ccc

cc6)C(=C([C@@H](O)C3=O)C5(

C)C)C 6 67.4 7.8 80.0 10.5 88.9 0.0 2.7 0.1
C[C@]1(O)CC[C@H]2[C@@H]3

CCC4=CC(=O)CC[C@]4(C)[C@H]

3CC[C@@]21C 7 59.7 6.8 55.1 4.0 69.0 10.4 50.2 3.4
4‐CHLORO‐N‐(2‐

MORPHOLIN‐4‐YL‐ETHYL)‐

BENZAMIDE

Clc1ccc(cc1)C(=O)NCCN2CCOCC

2 8 83.4 1.1 77.1 4.8 89.6 3.9 73.9 3.2

FLUBENDAZOLE
COC(=O)Nc1nc2cc(ccc2[nH]1)C(

=O)c3ccc(F)cc3 9 90.8 1.5 81.3 2.0 102.8 5.0 81.0 0.5

A



PICEID
OC[C@H]1O[C@@H](Oc2cc(O)

cc(/C=C/c3ccc(O)cc3)c2)[C@H](

O)[C@@H](O)[C@@H]1O 10 81.7 0.5 50.3 18.2 92.4 2.7 69.8 2.4

GABEXATE
CCOC(=O)c1ccc(OC(=O)CCCCCN

=C(N)N)cc1.CS(=O)(=O)O 11 7.7 1.6 0.7 0.1 -8.3 12.2 0.7 0.1 10.6 3.2 0.6 0.1 13.7 3.1 0.58 0.1

PIDOTIMOD
OC(=O)[C@@H]1CSCN1C(=O)[C

@@H]2CCC(=O)N2 2 76.4 0.2 82.6 12.1 82.9 0.3 91.9 0.3
ACTARIT CC(=O)Nc1ccc(CC(=O)O)cc1 3 96.9 3.8 96.1 1.9 114.4 6.4 105.2 6.4

NC1=NC(=O)C(O1)c2ccccc2 4 93.8 0.6 84.5 4.2 105.9 0.2 96.4 7.3

Nc1nnc(c(N)n1)c2cccc(Cl)c2Cl 5 47.7 0.4 40.1 15.0 53.3 0.3 45.5 1.7

HONOKIOL
Oc1ccc(cc1CC=C)c2cc(CC=C)ccc

2O 6 80.4 3.0 78.8 3.2 92.5 1.8 74.9 6.5

TOSUFLOXACIN TOSILATE

NC1CCN(C1)c2nc3n(cc(C(=O)O)

c(=O)c3cc2F)c4ccc(F)cc4F.Cc1c

cc(cc1)S(=O)(=O)O 7 67.6 7.1 69.3 15.0 100.3 3.8 62.1 11.3

HALOMETASONE 

MONOHYDRATE

C[C@@H]1C[C@H]2[C@@H]3C

[C@H](F)C4=CC(=O)C(=C[C@]4(

C)[C@@]3(F)[C@@H](O)C[C@]

2(C)[C@@]1(O)C(=O)CO)Cl 8 36.6 7.1 34.4 9.0 51.1 13.4 35.2 3.5

TACROLIMUS

CO[C@@H]1C[C@@H](CC[C@

H]1O)/C=C(\C)/[C@H]2OC(=O)[

C@@H]3CCCCN3C(=O)C(=O)[C

@]4(O)O[C@@H]([C@H](C[C@

H]4C)OC)[C@H](C[C@@H](C)C

C(=C[C@@H](CC=C)C(=O)C[C@

H](O)[C@H]2C)C)OC 9 26.1 3.9 37.0 0.8 51.1 1.6 31.9 0.3
1‐(2‐METHYL‐5‐NITRO‐

IMIDAZOL‐1‐YL)‐PROPAN‐

2‐OL CC(O)Cn1c(C)ncc1[N+](=O)[O‐] 10 96.2 4.5 88.7 4.4 110.6 2.9 97.1 5.6

OXICONAZOLE NITRATE Clc1ccc(CON=C(Cn2ccnc2)c3ccc

(Cl)cc3Cl)c(Cl)c1.O[N+](=O)[O‐] 11 94.3 2.1 74.4 17.9 110.9 6.2 100.9 5.7

RAMIPRIL

CCOC(=O)[C@H](CCc1ccccc1)N[

C@@H](C)C(=O)N2[C@@H](C[

C@@H]3CCC[C@@H]32)C(=O)

O 2 89.5 6.6 81.4 6.1 106.6 1.5 95.4 3.8
AZELASTINE 

HYDROCHLORIDE

CN1CCCC(CC1)n2nc(Cc3ccc(Cl)c

c3)c4ccccc4c2=O.Cl 3 13.9 0.4 18.7 0.2 23.5 4.5 19.6 1.7

LETROZOLE
N#Cc1ccc(cc1)C(c2ccc(C#N)cc2)

n3cncn3 4 53.2 3.9 45.3 0.0 54.8 0.9 45.5 2.1
N‐ETHYL‐O‐

CROTONOTOLUIDIDE CCN(C(=O)/C=C/C)c1ccccc1C 5 89.1 4.9 74.5 1.2 89.9 2.8 96.2 5.4

B

C



TOLTERODINE TARTRATE

CC(C)N(CC[C@H](c1ccccc1)c2cc

(C)ccc2O)C(C)C.OC(C(O)C(=O)O

)C(=O)O 6 49.8 9.3 46.9 2.2 62.7 3.4 49.6 9.7

MECILLINAM

CC1(C)S[C@@H]2[C@H](N=CN

3CCCCCC3)C(=O)N2[C@H]1C(=

O)O 7 77.8 6.0 80.0 10.1 84.3 2.6 89.1 5.1

TRICLABENDAZOLE
CSc1nc2cc(Cl)c(Oc3cccc(Cl)c3Cl

)cc2[nH]1 8 92.5 7.4 95.4 9.4 102.4 2.8 106.2 4.2
VALACICLOVIR 

HYDROCHLORIDE

CC(C)[C@H](N)C(=O)OCCOCn1c

nc2c(O)nc(N)nc12.Cl 9 46.4 4.7 46.1 4.1 65.8 3.5 45.5 5.5

NIFEKALANT 
HYDROCHLORIDE

Cn1c(NCCN(CCO)CCCc2ccc(cc2)

[N+](=O)[O‐])cc(=O)n(C)c1=O.Cl 10 4.3 0.7 2.9 0.1 6.0 3.9 9.1 1.6 10.3 0.1

KITASAMYCIN

CO[C@H]1[C@@H](CC(=O)O[C

@H](C)CC=CC=C[C@H](O)[C@

H](C)C[C@H](CC=O)[C@@H]1O

[C@@H]2O[C@H](C)[C@@H](

O[C@H]3C[C@@](C)(OC(=O)CC

(C)C)[C@@H](O)[C@H](C)O3)[

C@@H]([C@H]2O)N(C)C)OC(=

O)C 11 27.2 2.4 31.2 0.5 44.8 5.5 27.5 0.2
FENPIVERINIUM 

BROMIDE

C[N+]1(CCC(C(=O)N)(c2ccccc2)c

3ccccc3)CCCCC1.[Br‐] 2 48.6 6.5 52.6 3.4 74.0 3.6 45.8 3.8
TOCAINIDE CC(N)C(=O)Nc1c(C)cccc1C 3 89.2 2.4 81.3 7.8 103.5 1.5 86.0 4.0

MEROPENEM

C[C@@H](O)[C@@H]1[C@H]2

[C@@H](C)C(=C(N2C1=O)C(=O)

O)S[C@@H]3CN[C@@H](C3)C(

=O)N(C)C 4 72.0 4.3 102.0 8.7 86.8 0.3 77.1 5.0

AMFEBUTAMONE
CC(NC(C)(C)C)C(=O)c1cccc(Cl)c

1 5 52.9 3.5 51.1 6.3 46.8 1.0 45.8 0.8

CARMOFUR
CCCCCCNC(=O)n1cc(F)c(=O)[nH

]c1=O 6 90.7 5.7 74.9 6.0 97.7 0.8 85.6 2.9
ATOMOXETINE 

HYDROCHLORIDE

CNCC[C@@H](Oc1ccccc1C)c2c

cccc2.Cl 7 69.8 5.4 75.3 3.0 77.7 4.4 68.1 7.2

ROFECOXIB
CS(=O)(=O)c1ccc(cc1)C2=C(C(=

O)OC2)c3ccccc3 8 48.0 1.1 18.5 6.5 65.5 1.3 35.5 0.4

CLARITHROMYCIN

CC[C@H]1OC(=O)[C@H](C)[C@

@H](O[C@H]2C[C@@](C)(OC)[

C@@H](O)[C@H](C)O2)[C@H](

C)[C@@H](O[C@@H]3O[C@H]

(C)C[C@@H]([C@H]3O)N(C)C)[

C@@](C)(C[C@@H](C)C(=O)[C

@H](C)[C@@H](O)[C@]1(C)O)

OC 9 86.5 6.4 89.1 10.1 93.5 1.8 73.9 1.4

D



NATEGLINIDE CC(C)[C@H]1CC[C@@H](CC1)C

(=O)N[C@H](Cc2ccccc2)C(=O)O 10 89.1 6.1 77.5 7.0 102.0 4.9 84.8 2.3

FAMCICLOVIR
CC(=O)OCC(CCn1cnc2cnc(N)nc

12)COC(=O)C 11 82.7 4.3 79.0 7.1 103.7 7.6 80.0 3.6

19‐NORTESTOSTERONE

C[C@@]12CC[C@H]3[C@@H](

CCC4=CC(=O)CC[C@H]34)[C@

@H]2CC[C@@H]1O 2 17.2 2.3 24.4 0.8 22.1 2.1 17.0 0.2

TAXIFOLIN‐(+/‐)
O[C@H]1[C@H](Oc2cc(O)cc(O)

c2C1=O)c3ccc(O)c(O)c3 3 53.8 3.4 58.1 5.7 72.4 1.8 62.2 1.2

ORLISTAT
CCCCCCCCCCC[C@@H](C[C@@

H]1OC(=O)[C@H]1CCCCCC)OC(

=O)[C@H](CC(C)C)NC=O 4 82.8 4.2 78.7 0.4 85.6 1.1 79.7 0.9

ALFUZOSIN
COc1cc2nc(nc(N)c2cc1OC)N(C)

CCCNC(=O)C3CCCO3 5 18.7 4.1 19.7 1.5 30.6 3.1 16.7 1.8

PAROXETINE
CN1CC[C@H]([C@H](COc2ccc3

OCOc3c2)C1)c4ccc(F)cc4 6 56.3 6.8 56.8 3.6 69.2 2.9 66.8 8.7

ARTESUNATE

C[C@@H]1CC[C@H]2[C@@H](

C)[C@@H](OC(=O)CCC(=O)O)O

[C@@H]3O[C@@]4(C)CC[C@

@H]1[C@@]23OO4 7 74.9 1.1 88.2 3.0 84.8 1.9 76.8 2.9

BISOPROLOL FUMARATE CC(C)NCC(O)COc1ccc(COCCOC(

C)C)cc1.OC(=O)/C=C/C(=O)O 8 40.4 6.5 40.8 1.5 55.0 3.4 36.5 2.8

ARIPIPRAZOLE
Clc1cccc(N2CCN(CCCCOc3ccc4

CCC(=O)Nc4c3)CC2)c1Cl 9 44.9 6.9 29.3 10.7 76.9 6.1 50.3 14.2
CC(=O)O[C@@]1(CC[C@H]2[C

@@H]3C=C(C)C4=CC(=O)CC[C

@]4(C)[C@H]3CC[C@@]21C)C(

=O)C 10 50.2 12.5 68.8 7.6 71.7 2.0 55.4 4.7
CC(C)NCC(O)c1ccc(NS(=O)(=O)C

)cc1.Cl 11 75.0 5.6 71.8 6.6 88.4 2.8 78.0 6.4
CN/C(=C\[N+](=O)[O‐

])/NCCSCc1csc(CN(C)C)n1 2 36.0 4.7 42.3 3.9 52.6 5.6 36.9 2.5

LEVOFLOXACIN C[C@H]1COc2c(N3CCN(C)CC3)c

(F)cc4c(=O)c(cn1c24)C(=O)O 3 34.0 4.5 71.5 10.5 33.5 0.2 35.0 9.9 54.0 4.9 90.5 10.9 24.5 2.3 45.8 2.9
Cc1nccn1CC2CCc3c(C2=O)c4ccc

cc4n3C.Cl 4 -1.7 1.2 -4.4 13.3 -0.7 0.7 1.5 1.8

AMISULPRIDE
CCN1CCCC1CNC(=O)c2cc(c(N)c

c2OC)S(=O)(=O)CC 5 4.8 1.2 -4.6 10.3 9.0 3.1 3.0 0.2

OLMESARTAN 

MEDOXOMIL

CCCc1nc(c(C(=O)O)n1Cc2ccc(cc

2)c3ccccc3c4nn[nH]n4)C(C)(C)

O 6 66.7 3.8 76.7 1.6 83.0 0.2 70.6 1.2

E

F



CCC(C)n1ncn(c2ccc(cc2)N3CCN(

CC3)c4ccc(OCC5COC(Cn6cncn6

)(O5)c7ccc(Cl)cc7Cl)cc4)c1=O 7 73.3 5.1 80.2 13.2 82.7 7.5 76.0 7.3

EZETIMIBE

O[C@@H](CC[C@@H]1[C@H](

N(C1=O)c2ccc(F)cc2)c3ccc(O)cc

3)c4ccc(F)cc4 8 54.2 1.4 48.7 3.9 62.4 4.8 40.8 1.5

TRIMEBUTINE MALEATE

CCC(COC(=O)c1cc(OC)c(OC)c(O

C)c1)(N(C)C)c2ccccc2.OC(=O)/C

=C\C(=O)O 9 28.4 4.7 39.2 9.9 35.9 8.0 29.8 6.1

ORMETOPRIM
COc1cc(C)c(Cc2cnc(N)nc2N)cc1

OC 10 3.9 0.7 -24.7 6.3 5.4 0.5 8.1 13.5

RUFLOXACIN 

MONOHYDROCHLORIDE
CN1CCN(CC1)c2c(F)cc3c(=O)c(c

n4CCSc2c43)C(=O)O 11 30.9 3.9 33.2 7.6 52.8 6.3 29.4 4.4
Nc1nc(O)ncc1F 2 96.3 5.1 86.9 6.8 97.1 4.3 88.9 1.6

CEFATRIZINE PROPYLENE 

GLYCOL

N[C@@H](C(=O)N[C@H]1[C@

H]2SCC(=C(N2C1=O)C(=O)O)CS

c3c[nH]nn3)c4ccc(O)cc4.CC(O)

CO 3 94.4 1.9 93.9 8.0 103.2 12.1 86.2 0.9

CC[C@@]12CC[C@H]3[C@@H]

(CCC4=CC(=O)CC[C@H]34)[C@

@H]2CC[C@@]1(O)C#C 4 88.9 0.8 89.6 0.9 88.8 2.2 73.0 1.5

LOFEPRAMINE
CN(CCCN1c2ccccc2CCc3ccccc1

3)CC(=O)c4ccc(Cl)cc4.Cl 5 34.7 6.8 29.4 12.8 42.5 11.9 26.0 6.0

LOSARTAN POTASSIUM CCCCc1nc(Cl)c(CO)n1Cc2ccc(cc

2)c3ccccc3c4nnn[n‐]4.[K+] 6 79.4 5.6 64.6 0.7 91.9 0.9 74.7 3.4

CEFPODOXIME PROXETIL
COCC1=C(N2[C@H](SC1)[C@H]

(NC(=O)C(=NOC)c3csc(N)n3)C2

=O)C(=O)OC(C)OC(=O)OC(C)C 7 45.1 5.1 44.0 5.0 60.4 0.7 44.4 9.6

TIAGABINE HCL
Cc1ccsc1C(=CCCN2CCC[C@H](C

2)C(=O)O)c3sccc3C.Cl 8 77.5 1.4 75.8 13.0 91.6 4.8 66.6 1.9
C[C@]1(O)CC[C@H]2[C@@H]3

CC[C@H]4CC(=O)CC[C@]4(C)[C

@H]3CC[C@@]21C 9 69.0 0.4 63.3 3.6 90.8 4.7 76.2 4.8

ZILEUTON
CC(N(O)C(=O)N)c1cc2ccccc2s1 10 98.7 6.0 92.1 12.0 102.3 1.1 76.9 9.6

TAXIFOLIN‐(+) O[C@@H]1[C@H](Oc2cc(O)cc(

O)c2C1=O)c3ccc(O)c(O)c3 11 71.8 2.8 63.6 3.5 83.0 5.8 55.6 2.0
NC(=O)N1c2ccccc2CC(=O)c3ccc

cc13 2 89.3 0.0 85.2 1.7 89.3 8.6 80.3 5.0

IDEBENONE
COC1=C(OC)C(=O)C(=C(C)C1=O)

CCCCCCCCCCO 3 29.3 11.0 31.0 12.3 31.9 6.8 28.3 8.6

G

H



CETRAXATE HCL NC[C@H]1CC[C@@H](CC1)C(=

O)Oc2ccc(CCC(=O)O)cc2.Cl 4 101.0 3.1 98.4 4.2 104.1 1.6 91.0 1.1

PEROSPIRONE HCL

O=C1[C@H]2CCCC[C@H]2C(=O

)N1CCCCN3CCN(CC3)c4nsc5ccc

cc45.Cl 5 3.4 0.4 7.5 4.5 4.7 1.1 4.2 0.2

TEMOZOLOMIDE
Cn1nnc2c(ncn2c1=O)C(=O)N 6 112.3 4.6 100.1 1.8 106.4 3.7 105.0 5.5

BUFLOMEDIL HCL
COc1cc(OC)c(C(=O)CCCN2CCCC

2)c(OC)c1.Cl 7 18.6 2.8 23.0 1.0 28.3 4.1 16.3 0.0

IDARUBICIN 

HYDROCHLORIDE

C[C@@H]1O[C@H](C[C@H](N)

[C@@H]1O)O[C@H]2C[C@@](

O)(Cc3c(O)c4C(=O)c5ccccc5C(=

O)c4c(O)c23)C(=O)C.Cl 8 39.5 4.2 39.9 8.8 58.8 11.1 39.8 8.1

NISOLDIPINE

CO/C(=C\1/C(C(=C(C)N=C1C)C(

=O)OCC(C)C)c2ccccc2[N+](=O)[

O‐])/O 9 43.9 2.5 50.3 5.8 59.3 0.8 36.0 5.1
Cc1cn([C@@H]2O[C@H](CO)C

=C2)c(=O)[nH]c1=O 10 98.7 2.6 91.2 4.2 99.6 6.8 86.5 1.4

ALOSETRON 
MONOHYDROCHLORIDE

Cc1[nH]cnc1CN2CCc3c(C2=O)c

4ccccc4n3C.Cl 11 -7.2 6.1 0.1 0.0 0.4 4.6 0.8 0.0 -1.7 4.8

PLATE 3

BESTATIN CC(C)C[C@H](NC(=O)[C@@H](

O)[C@H](N)Cc1ccccc1)C(=O)O 2 93.7 5.7 104.3 0.2 99.3 0.9 130.4 2.1
16502‐01‐5 
(TRYPTOLINE) C1Cc2c(CN1)[nH]c3ccccc23 3 33.6 3.6 103 10.4 39.3 1.9 143 27.5 27.4 1.3 110 13.6 1.1 0.0 95.6 11.7

COc1cc(C)nn1c2nc(C)cc(OC)n2 4 93.0 5.4 63.7 2.0 99.0 1.4 134.0 3.3

HOMOVERATRYLAMINE COc1ccc(CCN)cc1OC 5 51.5 1.2 53.9 0.6 36.2 1.8 76.8 4.6
C[C@H](CCC(=O)O)[C@H]1CC[

C@H]2[C@H]3[C@H](CC(=O)[C

@]12C)[C@@]4(C)CCC(=O)C[C

@H]4CC3=O 6 88.8 1.4 71.5 1.9 98.3 3.8 122.6 5.4
C[C@H]1C[C@H]2[C@@H]3CC[

C@](O)(C(=O)C)[C@@]3(C)CC[

C@@H]2[C@@]4(C)CCC(=O)C=

C14 7 59.0 14.1 79.2 2.0 65.0 8.2 72.0 5.0

NAFADOTRIDE
CCCCN1CCCC1CNC(=O)c2cc(C#

N)c3ccccc3c2OC 8 16.0 4.4 11.5 1.0 19.4 1.8 10.4 2.0 18.8 3.8 19.9 1.4 30.7 13.0 7.3 0.6

A



METHANESULFONAMIDE

, N‐[4‐[[1‐[2‐(6‐METHYL‐

2‐PYRIDINYL)ETHYL]‐4‐

PIPERIDINYL]CARBONYL]

PHENYL]‐, 

DIHYDROCHLORIDE [CAS] Cc1cccc(CCN2CCC(CC2)C(=O)c3

ccc(NS(=O)(=O)C)cc3)n1.Cl 9 16.7 2.8 45.6 5.5 21.4 0.2 1.0 0.4

TRAMADOL
COc1cccc(c1)[C@@]2(O)CCCC[

C@@H]2CN(C)C.Cl 10 70.9 9.2 68.8 0.1 82.1 4.0 73.2 5.8

CORTISONE
C[C@@]12CC(=O)[C@H]3[C@

@H](CCC4=CC(=O)CC[C@]34C)[

C@@H]2CC[C@]1(O)C(=O)CO 11 49.2 5.4 56.9 6.5 49.0 2.5 77.4 11.2 55.6 1.2 131 13.3 45.8 3.3 28.5 2.8

TOREMIFENE CITRATE
CN(C)CCOc1ccc(cc1)/C(=C(/CCC

l)\c2ccccc2)/c3ccccc3.OC(=O)C

C(O)(CC(=O)O)C(=O)O 2 68.7 7.5 80.2 2.2 79.3 5.5 87.7 1.6
OCCN1CCN(CCCN2c3ccccc3Sc4

ccc(cc24)C(F)(F)F)CC1.Cl 3 10.1 2.5 10.9 2.9 15.4 2.6 1.1 0.1

OC[C@H]1O[C@H]([C@H](O)[C

@@H]1O)n2ncc(=O)[nH]c2=O 4 93.3 1.1 90.6 2.6 104.9 0.6 108.6 14.8
CCS(=O)(=O)CCn1c(C)ncc1[N+](

=O)[O‐] 5 94.7 2.4 92.7 0.7 88.7 1.5 118.5 11.7
N[C@@H](C(=O)N[C@H]1[C@

H]2SCC(=C(N2C1=O)C(=O)O)Cl)

c3ccccc3 6 95.1 8.5 89.7 0.1 101.1 0.2 109.2 6.0
PINACIDIL 

MONOHYDRATE

CC(N=C(NC#N)Nc1ccncc1)C(C)(

C)C.O 7 73.9 0.9 71.2 2.9 76.5 2.5 82.8 11.3
C[C@@H]1C[C@H]2[C@@H]3C

CC4=CC(=O)C=C[C@]4(C)[C@@

]3(F)[C@@H](O)C[C@]2(C)[C@

H]1C(=O)CO 8 40.3 4.8 42.8 2.5 55.9 3.0 45.3 9.4

2H‐INDOL‐2‐ONE, 1,3‐

DIHYDRO‐1‐PHENYL‐3,3‐

BIS(4‐PYRIDINYLMETHYL)‐

[CAS]
O=C1N(c2ccccc2C1(Cc3ccncc3)

Cc4ccncc4)c5ccccc5.O.Cl 9 37.0 2.2 36.9 1.7 52.3 1.1 34.5 8.1

CHLORDIAZEPOXIDE
CNC1=Nc2ccc(Cl)cc2C(=[N+]([O‐

])C1)c3ccccc3 10 72.9 5.7 81.8 2.6 78.8 7.3 90.0 10.8
CN1CCC(=C2c3ccccc3C=Cc4cccc

c24)CC1.Cl 11 69.9 11.1 89.6 0.6 68.2 6.2 76.1 4.8

B



GOSERELIN ACETATE

CC(C)CC(NC(=O)C(COC(C)(C)C)N

C(=O)C(Cc1ccc(O)cc1)NC(=O)C(

CO)NC(=O)C(Cc2c[nH]c3ccccc2

3)NC(=O)C(Cc4c[nH]cn4)NC(=O

)C5CCC(=O)N5)C(=O)N[C@@H]

(CCCN=C(N)N)C(=O)N6CCCC6C(

=O)NNC(=O)N.CC(=O)O 2 67.9 2.3 65.3 0.4 94.7 2.6 69.5 8.0

PALONOSETRON 

HYDROCHLORIDE
O=C1N(C[C@H]2CCCc3cccc1c2

3)[C@@H]4CN5CCC4CC5.Cl 3 10.2 6.0 2.6 0.2 3.8 1.0 18.6 11.4
REICHSTEINS SUBSTANCE 

S

CC12CCC3C(CCC4=CC(=O)CCC3

4C)C2CCC1(O)C(=O)CO 4 48.5 3.2 44.1 0.7 54.7 1.4 44.9 7.3

XANTHINOL NICOTINATE CN(CCO)CC(O)Cn1cnc2n(C)c(=O

)n(C)c(=O)c12.OC(=O)c1cccnc1 5 81.2 0.1 71.4 1.1 84.3 3.0 74.2 7.3
C(c1ccccc1)n2ccnc2 6 41.6 0.6 41.4 0.4 35.4 0.3 46.3 5.1

[O‐][N+](=O)c1cccc2c[nH]nc12 7 101.7 3.1 113.2 7.3 99.3 1.4 127.6 11.8

DEXCHLORPHENIRAMINE 

MALEATE
CN(C)CC[C@@H](c1ccc(Cl)cc1)

c2ccccn2.OC(=O)/C=C\C(=O)O 8 70.0 1.0 59.5 5.8 65.7 2.1 77.4 6.8

BECLOMETHASONE

CC1CC2C3CCC4=CC(=O)C=CC4(

C)[C@@]3(Cl)C(O)CC2(C)C1(O)

C(=O)CO 9 57.8 4.2 62.1 0.0 70.3 5.0 58.6 7.6

CEFIXIME TRIHYDRATE

Nc1nc(cs1)C(=NOCC(=O)O)C(=O

)N[C@H]2[C@H]3SCC(=C(N3C2

=O)C(=O)O)C=C.O 10 105.2 2.9 100.7 0.9 100.7 4.1 128.8 17.2

HOMOHARRINGTONINE

COC(=O)C[C@](O)(CCCC(C)(C)O

)C(=O)O[C@H]1[C@H]2c3cc4O

COc4cc3CCN5CCC[C@]25C=C1

OC 11 89.0 0.5 101.7 2.4 99.9 2.0 96.7 18.8

SECOISOLARICIRESINOL COc1cc(C[C@@H](CO)[C@H](C

O)Cc2ccc(O)c(OC)c2)ccc1O 2 72.5 0.7 64.5 1.3 81.1 0.1 81.5 6.9

NAPROXEN SODIUM
COc1ccc2cc(ccc2c1)[C@H](C)C(

=O)[O‐].[Na+] 3 96.5 6.3 85.3 0.1 98.2 0.1 107.4 8.9

3‐PYRIDINEMETHANOL OCc1cccnc1 4 92.3 2.8 103.5 1.4 114.0 2.0 107.8 3.8
SYNEPHRINE CNCC(O)c1ccc(O)cc1 5 97.4 3.7 88.4 2.5 97.0 2.5 105.2 16.7
DULOXETINE 

HYDROCHLORIDE

CNCC[C@H](Oc1cccc2ccccc12)c

3cccs3.Cl 6 80.3 4.2 76.3 0.1 88.3 12.0 74.6 1.0
COc1ccc2[nH]cc(CCN)c2c1 7 57.4 4.4 5.6 2.8 62.0 3.4 65.6 17.4

GUANIDINE
CCC(C)(C)NC(=NC#N)Nc1cccnc1 8 97.5 2.6 95.0 2.6 101.5 1.0 106.6 9.8

73590‐58‐6 
(OMEPRAZOLE)

COc1ccc2[nH]c(nc2c1)S(=O)Cc3

ncc(C)c(OC)c3C 9 38.5 2.2 19.8 2.9 49.5 1.9 17.2 2.7 45.1 3.0 23.5 2.5 52.1 4.9 16.1 1.1

C

D



Nc1nc(cs1)C(=NO)C(=O)N[C@H

]2[C@H]3SCC(=C(N3C2=O)C(=O

)O)C=C 10 111.0 9.5 102.3 0.7 121.2 3.9 140.4 12.5

50‐22‐6

C[C@@]12C[C@H](O)[C@H]3[

C@@H](CCC4=CC(=O)CC[C@]3

4C)[C@@H]2CC[C@@H]1C(=O)

CO 11 53.6 4.8 52.3 2.4 59.9 0.0 55.2 16.5

RALTITREXED

CN(Cc1ccc2nc(C)nc(O)c2c1)c3c

cc(s3)C(=O)N[C@@H](CCC(=O)

O)C(=O)O 2 49.9 1.1 43.0 0.1 61.1 3.1 52.3 5.4
CN1CCCCC1C(=O)Nc2c(C)cccc2

C.Cl 3 83.2 6.0 65.8 2.4 81.5 2.1 79.4 9.6

HALOPERIDOL
OC1(CCN(CCCC(=O)c2ccc(F)cc2)

CC1)c3ccc(Cl)cc3.Cl 4 46.2 5.3 47.2 2.6 47.0 3.9 58.8 4.3

501‐36‐0
Oc1ccc(/C=C/c2cc(O)cc(O)c2)cc

1 5 88.9 13.2 57.6 1.5 80.2 2.0 96.3 21.1

VARDENAFIL CITRATE

CCCc1nc(C)c2c(O)nc(nn12)c3cc

(ccc3OCC)S(=O)(=O)N4CCN(CC)

CC4.OC(=O)CC(O)(CC(=O)O)C(=

O)O 6 74.0 7.3 54.1 0.2 43.0 9.6 44.7 8.3
92‐84‐2 N1c2ccccc2Sc3ccccc13 7 93.1 9.5 80.6 1.3 91.0 3.9 129.4 27.3

L‐694,247 CS(=O)(=O)Nc1ccc(Cc2noc(n2)c

3ccc4[nH]cc(CCN)c4c3)cc1.O 8 -0.4 0.5 -2.0 1.9 -0.3 0.0 20.6 13.9

DOLASETRON MESYLATE
O=C(O[C@H]1C[C@H]2C[C@H]

3C[C@@H](C1)N2CC3=O)c4c[n

H]c5ccccc45.CS(=O)(=O)O 9 22.0 4.7 49.5 0.7 37.1 7.1 22.4 2.7
LOFEXIDINE 

HYDROCHLORIDE

CC(Oc1c(Cl)cccc1Cl)C2=NCCN2.

Cl 10 6.7 2.0 4.0 0.3 13.3 3.4 9.3 0.7

VECURONIUM BROMIDE

CC(=O)O[C@H]1[C@H](C[C@H]

2[C@@H]3CC[C@H]4C[C@H](

OC(=O)C)[C@H](C[C@]4(C)[C@

H]3CC[C@]12C)N5CCCCC5)[N+]

6(C)CCCCC6.[Br‐] 11 15.0 8.1 25.9 2.3 32.2 1.1 0.7 0.0
DOXAPRAM 

HYDROCHLORIDE

CCN1CC(CCN2CCOCC2)C(C1=O)

(c3ccccc3)c4ccccc4.Cl 2 74.1 4.4 49.7 0.7 64.7 2.7 55.9 5.3
3‐[3,5‐DIBROMO‐4‐

HYDROXYBENZOYL]‐2‐

ETHYLBENZOFURAN

CCc1oc2ccccc2c1C(=O)c3cc(Br)

c(O)c(Br)c3 3 71.0 3.6 59.7 0.5 68.5 1.5 70.9 3.3

STIRIPENTOL
CC(C)(C)C(O)/C=C/c1ccc2OCOc

2c1 4 83.9 6.6 201 28.7 131.2 0.3 194 79.5 97.5 4.1 331 84.3 120.0 15.8 170 49.8
118‐71‐8 Cc1occc(=O)c1O 5 102.1 6.3 82.2 1.6 110.7 1.0 130.0 29.8
ROPIVACAINE 

HYDROCHLORIDE

CCCN1CCCC[C@H]1C(=O)Nc2c(

C)cccc2C.Cl 6 94.6 4.3 48.6 0.2 100.3 1.0 113.4 19.4

E

F



Nc1nc(Cl)nc2n(cnc12)[C@H]3C[

C@H](O)[C@@H](CO)O3 7 89.2 8.9 85.5 1.4 105.0 6.3 99.5 8.3

AM‐251
Cc1c(nn(c1c2ccc(I)cc2)c3ccc(Cl)

cc3Cl)C(=O)NN4CCCCC4 8 96.7 0.4 99.5 0.3 108.3 2.6 112.2 6.1

ZOLMITRIPTAN
CN(C)CCc1c[nH]c2ccc(C[C@H]3

COC(=O)N3)cc12 9 44.9 1.8 -20.3 1.9 42.2 1.0 37.0 6.6

BALSALAZIDE
OC(=O)CCNC(=O)c1ccc(N=Nc2c

cc(O)c(c2)C(=O)O)cc1 10 109.3 10.0 84.6 3.0 113.1 4.7 144.9 28.5

TIBOLONE
C[C@@H]1CC2=C(CCC(=O)C2)[

C@H]3CC[C@@]4(C)[C@@H](

CC[C@@]4(O)C#C)[C@H]13 11 60.8 3.5 54.7 0.1 56.2 3.5 59.8 13.3

RU 24969
COc1ccc2[nH]cc(C3=CCNCC3)c2

c1.OC(=O)CCC(=O)O 2 17.5 0.7 10.2 2.8 23.2 0.6 21.1 5.4
COCCO/C(=C\1/C(C(=C(C)N=C1

C)C(=O)OC(C)C)c2cccc(c2)[N+](

=O)[O‐])/O 3 38.0 10.3 40.7 2.3 58.2 12.1 39.6 1.9

FLUPERLAPINE
CN1CCN(CC1)C2=Nc3cc(F)ccc3

Cc4ccccc24 4 60.5 4.2 37.1 5.7 60.8 3.2 53.4 14.5 66.9 2.1 41.2 6.1 66.2 0.9 32.6 4.9
Nc1ccc2c[nH]nc2c1 5 100.8 3.8 87.0 0.9 120.7 0.2 106.6 3.0

ANASTROZOLE
CC(C)(C#N)c1cc(Cn2cncn2)cc(c

1)C(C)(C)C#N 6 90.6 4.3 74.0 2.0 97.9 2.8 85.1 2.4

GRANISETRONÂ HYDROC

HLORIDE

CN1[C@H]2CCC[C@@H]1C[C@

@H](C2)NC(=O)c3nn(C)c4ccccc

34.Cl 7 14.7 1.5 8.4 1.3 21.3 3.1 37.8 21.8

HTMT

CC(CCCCC(=O)Nc1ccc(cc1)C(F)(

F)F)NCCc2c[nH]cn2.OC(=O)/C=

C\C(=O)O 8 5.7 7.7 6.7 3.3 4.9 1.5 9.8 2.2

TREMULACIN

OC[C@H]1O[C@@H](Oc2ccccc

2COC(=O)C3(O)C=CCCC3=O)[C

@H](OC(=O)c4ccccc4)[C@@H](

O)[C@@H]1O 9 85.2 5.0 102.8 0.8 102.7 2.1 90.5 9.3
OLOPATADINE 

HYDROCHLORIDE

CN(C)CC/C=C\1/c2ccccc2COc3c

cc(CC(=O)O)cc13.Cl 10 100.7 1.4 81.2 1.8 124.2 0.4 107.0 5.8
98‐92‐0 NC(=O)c1cccnc1 11 106.8 5.1 96.8 2.2 122.9 6.2 128.7 25.4

BRUCINE

COc1cc2N3[C@H]4[C@H]5[C@

H]6C[C@@H]7N(CC[C@@]74c

2cc1OC)CC6=CCO[C@H]5CC3=

O 2 40.8 1.3 40.7 1.0 65.0 4.3 40.2 3.1
CN(C)[C@H]1C2CC3C(=C(O)[C

@]2(O)C(=C(C(=O)NCN4CCCC4)

C1=O)O)C(=O)c5c(O)cccc5[C@

@]3(C)O 3 105.6 7.8 100.4 1.7 51.6 5.5 84.0 8.6
CC[N+](C)(CC)CCOC(=O)C(O)(C1

CCCCC1)c2ccccc2.[Br‐] 4 52.8 1.4 24.2 1.1 77.1 1.8 55.8 8.1

G

H



ENROFLOXACIN
CCN1CCN(CC1)c2cc3n(cc(C(=O)

O)c(=O)c3cc2F)C4CC4 5 58.1 2.8 72.7 1.3 77.0 4.0 45.8 3.2

KETOTIFEN FUMARATE CN1CCC(=C2c3ccsc3C(=O)Cc4cc

ccc24)CC1.OC(=O)/C=C/C(=O)O 6 30.3 3.5 22.3 3.1 31.3 0.1 24.3 2.6 31.9 5.7 27.0 1.7 26.3 2.4 12.7 1.3

RIMCAZOLE C[C@H]1CN(CCCn2c3ccccc3c4c

cccc24)C[C@@H](C)N1.O.Cl 7 29.5 3.7 25.5 1.0 31.7 8.4 23.2 0.8
BENZO[A]PHENANTHRIDI

NE‐10,11‐DIOL, 

5,6,6A,7,8,12B‐

HEXAHYDRO‐, TRANS‐ 

[CAS]

Oc1cc2CC[C@H]3NCc4ccccc4[C

@@H]3c2cc1O.O.Cl 8 15.8 7.2 5.3 1.1 10.9 3.1 4.6 1.0

DACTINOMYCIN

CC(C)[C@H]1NC(=O)[C@@H](N

C(=O)c2ccc(C)c3oc4c(C)c(=O)c(

N)c(C(=O)N[C@H]5[C@@H](C)

OC(=O)[C@H](C(C)C)N(C)C(=O)

CN(C)C(=O)[C@@H]6CCCN6C(=

O)[C@H](NC5=O)C(C)C)c4nc23)

[C@@H](C)OC(=O)[C@H](C(C)C

)N(C)C(=O)CN(C)C 9 85.6 2.7 97.9 0.2 30.7 26.5 84.3 6.8

ITAVASTATIN CA

O[C@H](C[C@H](O)/C=C/c1c(n

c2ccccc2c1c3ccc(F)cc3)C4CC4)C

C(=O)O[Ca]OC(=O)C[C@H](O)C[

C@H](O)/C=C/c5c(nc6ccccc6c5

c7ccc(F)cc7)C8CC8 10 94.0 1.5 88.5 1.9 105.3 4.3 64.3 1.9
O=C(CCNNC(=O)c1ccncc1)NCc2

ccccc2 11 104.8 4.8 108.6 2.0 115.2 0.0 106.0 9.1

PLATE 4

Nc1nc(Cl)nc2n(cnc12)[C@@H]

3O[C@H](CO)[C@@H](O)[C@H

]3O 2 95.2 0.3 100.6 2.1 112.6 0.1 97.1 3.6

ALTANSERIN Fc1ccc(cc1)C(=O)C2CCN(CCn3c(

=O)c4ccccc4[nH]c3=S)CC2.O.Cl 3 36.8 7.2 40.9 6.9 59.5 3.2 42.5 5.2
CCO/C(=C\1/C(C(=C(C)N=C1C)C

(=O)OC)c2cccc(c2)[N+](=O)[O‐

])/O 4 52.6 21.6 45.9 23.5 63.8 27.3 42.5 23.9

RUTIN

C[C@@H]1O[C@@H](OC[C@H

]2O[C@@H](Oc3c(oc4cc(O)cc(

O)c4c3=O)c5ccc(O)c(O)c5)[C@

H](O)[C@@H](O)[C@@H]2O)[

C@H](O)[C@H](O)[C@H]1O 5 87.0 3.9 79.7 2.7 102.2 2.4 94.6 0.3

A



RITONAVIR

CC(C)[C@H](NC(=O)N(C)Cc1csc

(n1)C(C)C)C(=O)N[C@H](C[C@

H](O)[C@H](Cc2ccccc2)NC(=O)

OCc3cncs3)Cc4ccccc4 6 10.9 0.6 19.5 2.5 7.2 8.5 12.1 16.0
COc1cc(OC)cc(/C=C/c2ccc(O)cc

2)c1 7 124.0 11.7 93.2 3.1 102.9 0.3 127.2 7.3
TICLOPIDINE 
HYDROCHLORIDE Clc1ccccc1CN2CCc3sccc3C2.Cl 8 84.6 2.9 678 98.3 96.3 4.4 444 67.3 79.2 13.6 692 110 72.0 25.7 442 56.1

PHYSOSTIGMINE CNC(=O)Oc1ccc2N(C)C3N(C)CC[

C@@]3(C)c2c1.OS(=O)(=O)O 9 64.5 6.8 69.6 3.5 59.2 4.4 80.1 3.4

RIZATRIPTAN BENZOATE
CN(C)CCc1c[nH]c2ccc(Cn3cncn

3)cc12.OC(=O)c1ccccc1 10 24.2 2.3 32.9 3.0 39.1 0.1 30.0 0.4

ITOPRIDE HCL
COc1ccc(cc1OC)C(=O)NCc2ccc(

OCCN(C)C)cc2.Cl 11 24.6 1.2 30.8 3.9 36.0 1.7 17.3 3.9
Cc1ncc([N+](=O)[O‐

])n1CC(O)CCl 2 90.3 1.0 97.3 4.4 102.9 1.1 99.5 1.3
ACETAMIDE, 2‐AMINO‐N‐

(1‐METHYL‐1,2‐

DIPHENYLETHYL)‐, (+/‐)‐ 

[CAS]

CC(Cc1ccccc1)(NC(=O)CN)c2ccc

cc2.Cl 3 83.9 2.1 78.6 4.0 92.8 1.1 83.7 1.0

SAQUINAVIR MESYLATE

CC(C)(C)NC(=O)[C@@H]1C[C@

@H]2CCCC[C@@H]2CN1C[C@

@H](O)[C@H](Cc3ccccc3)NC(=

O)[C@H](CC(=O)N)NC(=O)c4ccc

5ccccc5n4.CS(=O)(=O)O 4 9.3 3.1 11.5 7.6 14.2 2.6 12.0 2.8

PENCICLOVIR
Nc1nc(O)c2ncn(CCC(CO)CO)c2n

1 5 94.5 0.9 96.4 4.3 102.3 0.7 95.6 1.3

VINORELBINEÂ TARTRAT

E

CCC1=C[C@H]2CN(C1)Cc3c([nH

]c4ccccc34)[C@@](C2)(C(=O)O

C)c5cc6c(cc5OC)N(C)[C@@H]7[

C@@]86CCN9CC=C[C@](CC)([C

@H]98)[C@@H](OC(=O)C)[C@]

7(O)C(=O)OC.OC(C(O)C(=O)O)C

(=O)O 6 65.0 3.3 72.1 2.9 93.4 0.3 70.9 3.6
ROXATIDINE 

ACETATEÂ HYDROCHLOR

IDE

CC(=O)OCC(=O)NCCCOc1cccc(C

N2CCCCC2)c1.Cl 7 24.0 2.2 29.5 6.0 41.4 1.8 27.0 1.4

SODIUMÂ LOXOPROFEN CC(C(=O)[O‐

])c1ccc(CC2CCCC2=O)cc1.[Na+] 8 99.3 2.4 102.1 6.0 103.8 3.4 94.0 2.1

B



1H‐INDOLE‐2‐

PROPANOIC ACID, 1‐[(4‐

CHLOROPHENYL)METHYL

]‐3‐[(1,1‐

DIMETHYLETHYL)THIO]‐

ALPHA,ALPHA‐DIMETHYL‐

5‐(1‐METHYLETHYL)‐ 

[CAS]
CC(C)c1ccc2n(Cc3ccc(Cl)cc3)c(C

C(C)(C)C(=O)O)c(SC(C)(C)C)c2c1 9 75.8 6.3 70.3 10.4 90.7 3.6 77.5 1.9

RIFAPENTINE

CO[C@H]1C=CO[C@@]2(C)Oc3

c(C2=O)c4c(O)c(C=NN5CCN(CC

5)C6CCCC6)c(NC(=O)C(=CC=C[C

@H](C)[C@H](O)[C@@H](C)[C

@@H](O)[C@@H](C)[C@H](OC

(=O)C)[C@@H]1C)C)c(O)c4c(O)

c3C 10 64.7 2.1 73.4 2.0 80.6 2.6 69.9 3.3

RIFAXIMIN

CO[C@H]1C=CO[C@@]2(C)Oc3

c(C2=O)c4c5nc6cc(C)ccn6c5c(N

C(=O)C(=CC=C[C@H](C)[C@H](

O)[C@@H](C)[C@@H](O)[C@

@H](C)[C@H](OC(=O)C)[C@@

H]1C)C)c(O)c4c(O)c3C 11 82.2 2.5 78.3 3.1 82.8 5.4 84.3 6.2
1,1‐DIMETHYL‐4‐

PHENYLPIPERAZINIUM 

IODIDE C[N+]1(C)CCN(CC1)c2ccccc2.[I‐] 2 81.8 1.7 84.5 0.3 94.1 3.0 81.6 2.2
CC(C)NCC(O)COc1ccc(CCOCC2C

C2)cc1.Cl 3 32.7 3.7 38.7 1.5 34.8 3.3 37.2 2.1

60628‐96‐8
c1cn(cn1)C(c2ccccc2)c3ccc(cc3)

c4ccccc4 4 85.9 8.3 85.3 9.5 85.6 19.1 85.6 11.2

CALCITRIOL

C[C@H](CCCC(C)(C)O)[C@H]1C

C[C@H]2/C(=C/C=C\3/C[C@@

H](O)C[C@H](O)C3=C)/CCC[C@

]12C 5 44.6 2.2 45.6 7.0 63.9 0.0 44.9 3.4

LINEZOLID
CC(=O)NC[C@H]1CN(C(=O)O1)c

2ccc(N3CCOCC3)c(F)c2 6 86.4 0.9 86.4 0.2 95.0 1.9 84.9 2.7

DEXBROMPHENIRAMINE 

MALEATE
CN(C)CC[C@@H](c1ccc(Br)cc1)

c2ccccn2.OC(=O)/C=C\C(=O)O 7 64.7 1.1 65.2 1.6 62.0 6.0 56.8 0.8

ZAFIRLUKAST

COc1cc(ccc1Cc2cn(C)c3ccc(NC(

=O)OC4CCCC4)cc23)C(=O)NS(=

O)(=O)c5ccccc5C 8 23.1 2.4 20.3 6.4 49.3 0.2 18.8 6.7

562‐10‐7
CN(C)CCOC(C)(c1ccccc1)c2cccc

n2.OC(=O)CCC(=O)O 9 40.1 3.2 44.5 3.2 53.0 1.2 43.2 1.4

LOTEPREDNOL 

ETABONATE

CCOC(=O)O[C@@]1(CC[C@H]2

[C@@H]3CCC4=CC(=O)C=C[C@

]4(C)[C@H]3[C@@H](O)C[C@

@]21C)C(=O)OCCl 10 75.9 3.3 73.7 0.9 86.5 0.9 74.5 3.9

C



MONTELUKAST SODIUM

CC(C)(O)c1ccccc1CC[C@@H](S

CC2(CC(=O)[O‐

])CC2)c3cccc(/C=C/c4ccc5ccc(Cl

)cc5n4)c3.[Na+] 11 59.9 7.6 62.3 4.6 79.6 1.7 67.2 7.9
Cc1nc2ccccn2c(=O)c1CCN3CCC(

CC3)C(=O)c4ccc(F)cc4 2 4.2 0.8 16.3 4.4 18.1 2.7 15.5 2.4
Oc1[nH]c2ccccc2c1C3=Nc4cccc

c4C3=O 3 92.4 0.7 91.8 3.1 103.2 0.6 90.6 0.0

SUMATRIPTAN 

SUCCINATE
CNS(=O)(=O)Cc1ccc2[nH]cc(CC

N(C)C)c2c1.OC(=O)CCC(=O)O 4 41.7 1.8 48.1 1.4 57.9 4.7 38.2 0.8

DIPHENOXYLATE

CCOC(=O)C1(CCN(CCC(C#N)(c2

ccccc2)c3ccccc3)CC1)c4ccccc4.

Cl 5 99.9 0.4 111.9 20.5 107.0 1.0 95.2 4.9

LOMERIZINE DIHCL COc1ccc(CN2CCN(CC2)C(c3ccc(

F)cc3)c4ccc(F)cc4)c(OC)c1OC.Cl 6 87.1 7.5 81.8 8.6 96.5 4.9 103.7 0.4
ANAGRELIDE 

HYDROCHLORIDE

Clc1ccc2N=C3NC(=O)CN3Cc2c1

Cl.Cl 7 67.1 8.9 71.4 4.1 76.9 1.4 70.1 11.6
TERBINAFINE 
HYDROCHLORIDE

CN(C/C=C/C#CC(C)(C)C)Cc1cccc

2ccccc12.Cl 8 93.3 0.2 #### ### 93.3 3.7 104.3 0.4 95.2 0.4

MILNACIPRAN
CCN(CC)C(=O)[C@@]1(C[C@@

H]1CN)c2ccccc2.Cl 9 69.4 0.6 72.9 0.4 78.3 1.3 66.7 3.4

ENALAPRILAT

C[C@H](N[C@@H](CCc1ccccc1

)C(=O)O)C(=O)N2CCC[C@H]2C(

=O)O 10 100.5 3.6 93.1 1.0 104.8 0.3 96.8 2.5

2',3'‐DIDEOXYCYTIDINE
Nc1ccn([C@H]2CC[C@@H](CO)

O2)c(=O)n1 11 101.8 10.1 88.4 0.4 103.0 1.2 92.8 2.7

72‐33‐3

COc1ccc2[C@H]3CC[C@@]4(C)

[C@@H](CC[C@@]4(O)C#C)[C

@@H]3CCc2c1 2 95.4 1.5 94.8 3.6 105.6 1.4 96.8 1.0

AZASETRON
CN1C(=O)COc2c(cc(Cl)cc12)C(=

O)NC3CN4CCC3CC4.Cl 3 3.8 1.4 14.1 2.5 6.0 0.1 8.8 0.4

EXEMESTANE

C[C@@]12CC[C@H]3[C@@H](

CC(=C)C4=CC(=O)C=C[C@]34C)[

C@@H]2CCC1=O 4 8.8 0.6 19.3 3.6 13.4 0.6 -1.7 2.1

FELBAMATE
NC(=O)OCC(COC(=O)N)c1ccccc

1.O 5 92.4 4.6 92.4 1.1 103.2 1.4 89.7 0.2

EFAVIRENZ
FC(F)(F)[C@]1(OC(=O)Nc2ccc(Cl

)cc21)C#CC3CC3 6 87.1 6.8 82.1 12.0 100.7 1.2 86.0 12.0

TEGASEROD MALEATE CCCCCN=C(N)NN=Cc1c[nH]c2cc

c(OC)cc12.OC(=O)/C=C\C(=O)O 7 -0.7 10.8 9.7 2.1 0.5 2.4 21.7 8.5

ISRADIPINE CO/C(=C\1/C(C(=C(C)N=C1C)C(

=O)OC(C)C)c2cccc3nonc23)/O 8 43.8 16.5 45.9 10.1 61.0 9.5 37.0 8.1
5‐FLUORO‐2‐
PYRIMIDONE Oc1ncc(F)cn1 9 103.3 3.1 1444 315 100.7 8.1 1587 384 103.9 1.4 95.3 2.5 5138 2114

D

E



DONEPEZIL
COc1cc2CC(CC3CCN(Cc4ccccc4)

CC3)C(=O)c2cc1OC.Cl 10 4.3 1.0 1.2 0.2 10.3 2.3 1.5 0.2 3.5 1.0 1.3 0.1 7.6 0.2 0.78 0.1
1H‐IMIDAZOL‐2‐AMINE, 

N‐(2,6‐

DICHLOROPHENYL)‐4,5‐

DIHYDRO‐ [CAS] Clc1cccc(Cl)c1NC2=NCCN2.Cl 11 37.1 7.9 35.0 9.2 38.1 2.1 33.6 2.8
BENACTYZINE 

HYDROCHLORIDE

CCN(CC)CCOC(=O)C(O)(c1ccccc

1)c2ccccc2.Cl 2 29.9 5.9 34.2 8.0 58.9 2.5 38.5 3.6

GR 89696

COC(=O)N1CCN(C(CN2CCCC2)C

1)C(=O)Cc3ccc(Cl)c(Cl)c3.OC(=O

)/C=C/C(=O)O 3 51.5 4.0 57.7 4.2 71.2 0.1 51.9 2.9

NITAZOXANIDE
CC(=O)Oc1ccccc1C(=O)Nc2ncc(

s2)[N+](=O)[O‐] 4 66.3 0.6 104.9 20.9 78.4 1.1 55.1 9.0
Oc1nc2ccccc2n1C3=CCN(CCCC(

=O)c4ccc(F)cc4)CC3 5 10.3 2.8 18.2 3.9 16.8 6.2 12.5 3.0

IRBESARTAN CCCCC1=NC2(CCCC2)C(=O)N1C

c3ccc(cc3)c4ccccc4c5nn[nH]n5 6 87.6 1.1 84.4 4.4 92.7 0.0 90.3 1.2
MILRINONE Cc1nc(O)c(C#N)cc1c2ccncc2 7 74.5 0.2 79.9 6.5 74.3 0.1 71.3 4.1

VALSARTAN

CCCCC(=O)N(Cc1ccc(cc1)c2cccc

c2c3nn[nH]n3)[C@@H](C(C)C)

C(=O)O 8 94.9 3.0 87.8 0.7 106.4 2.7 96.6 2.4

CHLORPHENIRAMINE
CN(C)CCC(c1ccc(Cl)cc1)c2ccccn

2.OC(=O)/C=C\C(=O)O 9 52.3 13.3 67.1 12.4 69.1 3.5 59.3 1.7
CN1C(=O)CN=C(c2ccccc2)c3cc(c

cc13)[N+](=O)[O‐] 10 65.0 5.8 64.6 1.8 72.1 2.4 68.6 3.8
6H‐PYRIDO[2,3‐

B][1,4]BENZODIAZEPIN‐6‐

ONE, 11‐[[2‐

[(DIETHYLAMINO)METHY

L]‐1‐

PIPERIDINYL]ACETYL]‐

5,11‐DIHYDRO‐ [CAS]

CCN(CC)CC1CCCCN1CC(=O)N2c

3ccccc3C(=O)Nc4cccnc24 11 58.7 0.0 68.5 3.7 81.2 3.4 49.1 7.0
NCCc1ccccn1 2 82.1 2.8 89.0 6.4 89.1 2.2 80.8 1.4

DELTA1‐
HYDROCORTISONE 21‐
HEMISUCCINATE 
SODIUM SALT

C[C@@]12C[C@H](O)[C@H]3[

C@@H](CCC4=CC(=O)C=C[C@]

34C)[C@@H]2CC[C@]1(O)C(=O

)COC(=O)CCC(=O)[O‐].[Na+] 3 69.7 4.5 66.7 7.4 75.9 3.5 57.3 11.7 87.2 3.3 #### 18.2 69.3 2.9 64.1 9.2
CN1C(=O)CN=C(c2ccccc2)c3cc(

Cl)ccc13 4 46.3 4.3 50.1 2.2 59.0 2.2 41.3 1.1
CC(=O)CCCCn1c(=O)n(C)c2ncn(

C)c2c1=O 5 76.7 1.6 85.2 7.7 80.4 5.8 66.2 1.3
CCOc1cc(CC(=O)N[C@@H](CC(

C)C)c2ccccc2N3CCCCC3)ccc1C(

=O)O 6 85.4 4.5 94.3 13.1 98.3 0.5 86.5 5.2

LEVOCETIRIZINE
OC(=O)COCCN1CCN(CC1)[C@H

](c2ccccc2)c3ccc(Cl)cc3 7 81.6 2.6 85.3 0.5 83.2 0.8 75.5 7.1

F

G



PIROXICAM
CN1C(=C(O)c2ccccc2S1(=O)=O)

C(=O)Nc3ccccn3.O 8 98.5 6.6 71.0 22.1 102.4 0.4 87.8 12.3

DOFETILIDE CN(CCOc1ccc(NS(=O)(=O)C)cc1)

CCc2ccc(NS(=O)(=O)C)cc2 9 12.9 0.6 28.3 6.5 20.3 0.8 13.4 3.7

[O‐

][N+](=O)OCCNC(=O)c1cccnc1 10 79.0 7.1 85.5 2.0 93.4 4.5 66.7 11.2

3'‐DEOXYDENOSINE Nc1ncnc2n(cnc12)[C@@H]3O[

C@H](CO)C[C@@H]3O.O 11 79.6 2.3 83.6 2.0 92.7 0.2 73.8 0.2
79‐43‐6 OC(=O)C(Cl)Cl 2 105.2 4.8 99.3 4.7 112.8 0.4 101.2 0.3

CC1=NS(=O)(=O)c2cc(Cl)ccc2N1 3 80.3 11.0 74.0 12.1 96.6 4.7 80.7 14.9

QUETIAPINE 

HEMIFUMARATE

OCCOCCN1CCN(CC1)C2=Nc3ccc

cc3Sc4ccccc24.OC(=O)/C=C/C(=

O)O 4 16.7 3.6 23.5 12.0 30.6 2.7 19.8 17.3

1H‐IMIDAZOLE‐5‐

CARBOXYLIC ACID, 1‐(1‐

PHENYLETHYL)‐, ETHYL 

ESTER, (R)‐ [CAS]
CCOC(=O)c1cncn1[C@H](C)c2c

cccc2 5 70.2 8.0 88.2 25.2 79.9 0.5 76.4 11.8
CC[C@]1(O)CC[C@H]2[C@@H]

3CCC4=CCCC[C@@H]4[C@H]3

CC[C@@]21C 6 82.4 5.8 72.4 0.7 87.5 5.0 80.2 6.7

CITALOPRAM
CN(C)CCCC1(OCc2cc(C#N)ccc21

)c3ccc(F)cc3.Br 7 53.1 4.1 56.5 2.3 67.7 0.1 54.9 0.8
C[N+]1(C)CCC(C1)OC(=O)C(O)(C

2CCCC2)c3ccccc3.[Br‐] 8 65.5 1.5 66.4 6.4 82.7 4.8 63.0 6.2

FORMOTEROL 

FUMARATE DIHYDRATE

COc1ccc(C[C@H](C)NC[C@@H]

(O)c2ccc(O)c(NC=O)c2)cc1.O.O

C(=O)/C=C/C(=O)O 9 27.5 0.9 52.4 14.3 48.4 1.8 25.7 2.7
CCCc1nc2c(C)cc(cc2n1Cc3ccc(c

c3)c4ccccc4C(=O)O)c5nc6ccccc

6n5C 10 14.8 0.6 26.2 4.6 25.1 2.5 11.9 1.6

IFENPRODIL

CC(C(O)c1ccc(O)cc1)N2CCC(Cc3

ccccc3)CC2.O.OC(C(O)C(=O)O)C

(=O)O 11 35.2 2.0 45.3 1.8 42.7 1.8 43.2 4.2

PLATE 5

5‐AMINO‐2‐HYDROXY‐

BENZOIC ACID Nc1ccc(O)c(c1)C(=O)O 2 110.0 9.1 118.3 6.1 95.0 9.6 107.1 9.3

ZACOPRIDE
COc1cc(N)c(Cl)cc1C(=O)NC2CN

3CCC2CC3.O.Cl 3 3.2 2.2 15.8 15.7 2.0 0.3 1.6 0.0

LOXAPINE CN1CCN(CC1)C2=Nc3ccccc3Oc

4ccc(Cl)cc24.OC(=O)CCC(=O)O 4 62.0 1.1 101.5 25.3 72.1 9.5 52.9 2.0

H

A



PANCURONIUM

CC(=O)OC1C(C[C@H]2C3CC[C

@H]4C[C@H](OC(=O)C)C(CC4(C

)[C@H]3CCC12C)[N+]5(C)CCCC

C5)[N+]6(C)CCCCC6.[Br‐] 5 88.1 5.2 111.4 5.0 90.9 7.3 101.7 16.3

PICROTIN ‐ 

PICROTOXININ

CC(C)(O)[C@@H]1[C@H]2OC(=

O)[C@@H]1[C@]3(O)C[C@H]4

O[C@]45C(=O)O[C@H]2[C@@]

53C.[C@]12([C@@]3(O1)[H])[C

@](C)([C@H](OC2=O)[C@H](O

C4=O)[C@H]([C@H]45)C(C)=C)[

C@]5(C3)O 6 68.8 27.6 120.4 14.0 127.1 11.4 11.9 55.0

CLOTRIMAZOLE
Clc1ccccc1C(c2ccccc2)(c3ccccc

3)n4ccnc4 7 85.6 15.6 122.3 19.2 98.3 7.0 90.5 7.0

CINANSERIN
CN(C)CCCSc1ccccc1NC(=O)/C=C

/c2ccccc2.O.Cl 8 20.2 1.2 17.6 38.5 20.2 0.6 13.1 15.0

FLUVOXAMINE COCCCCC(=NOCCN)c1ccc(cc1)C

(F)(F)F.OC(=O)/C=C\C(=O)O 9 73.0 20.7 97.7 23.5 71.7 7.5 67.7 1.0
N,N'‐DIACETYL‐1,6‐

DIAMINOHEXANE CC(=O)NCCCCCCNC(=O)C 10 105.1 3.9 125.3 7.0 104.3 9.2 95.1 4.6
PYRAZINECARBOXAMIDE

, 3,5‐DIAMINO‐N‐

(AMINOIMINOMETHYL)‐

6‐CHLORO‐ [CAS]

NC(=N)NC(=O)c1nc(Cl)c(N)nc1N

.O.Cl 11 18.0 1.3 58.7 33.6 37.1 11.2 3.5 3.7

PAROXETINE

Fc1ccc(cc1)[C@@H]2CCNC[C@

H]2COc3ccc4OCOc4c3.OC(=O)/

C=C\C(=O)O 2 69.4 11.2 71.7 0.7 47.6 11.7 64.1 7.7

SKF 83566
CN1CCc2cc(Br)c(O)cc2C(C1)c3c

cccc3.Br 3 38.4 7.0 44.9 0.2 40.1 10.9 26.2 5.0
D‐3‐METHOXY‐N‐

METHYLMORPHINAN 

HYDROBROMIDE

COc1ccc2C[C@H]3[C@H]4CCC

C[C@@]4(CCN3C)c2c1.O.Br 4 18.6 2.7 30.1 3.7 22.4 7.2 15.7 0.6
443‐48‐1 Cc1ncc([N+](=O)[O‐])n1CCO 5 95.3 2.2 114.3 16.2 101.2 10.2 117.7 9.6

TERAZOSIN COc1cc2nc(nc(N)c2cc1OC)N3C

CN(CC3)C(=O)C4CCCO4.O.Cl 6 32.7 2.3 50.9 13.0 52.5 2.4 27.9 32.8

79794‐75‐5
CCOC(=O)N1CCC(=C2c3ccc(Cl)c

c3CCc4cccnc24)CC1 7 16.6 8.5 14.3 32.2 35.8 13.4 14.4 4.6

CISAPRIDE

CO[C@H]1CN(CCCOc2ccc(F)cc2

)CC[C@H]1NC(=O)c3cc(Cl)c(N)c

c3OC.O 8 46.3 6.0 91.3 23.2 58.6 14.9 59.6 15.2

DOXEPIN
CN(C)CC/C=C\1/c2ccccc2COc3c

cccc13.Cl 9 52.9 8.9 79.9 6.2 53.6 12.4 24.8 24.0

147‐24‐0
CN(C)CCOC(c1ccccc1)c2ccccc2.

Cl 10 61.2 3.2 74.4 2.3 65.6 22.2 51.1 9.1

B



9‐AMINO‐1,2,3,4‐

TETRAHYDROACRIDINE 

HYDROCHLORIDE Nc1c2CCCCc2nc3ccccc13.Cl 11 9.3 0.2 50.7 5.7 19.1 5.7 4.1 4.4

LOBELINE 

HYDROCHLORIDE

CN1[C@H](C[C@H](O)c2ccccc2

)CCC[C@@H]1CC(=O)c3ccccc3.

Cl 2 41.0 5.0 50.8 4.4 42.4 8.8 40.0 1.7

AM 404
CCCCC/C=C\C/C=C\C/C=C\C/C=

C\CCCC(=O)Nc1ccc(O)cc1 3 76.9 9.0 70.7 13.0 75.8 12.1 61.2 5.5

DULOXETINE
CNCC[C@H](Oc1cccc2ccccc12)c

3cccs3 4 69.8 6.4 80.2 3.4 72.1 12.0 81.5 5.0
BENZENEACETIC ACID, 

ALPHA‐

(HYDROXYMETHYL)‐, 9‐

METHYL‐3‐OXA‐9‐

AZATRICYCLO[3.3.1.02,4]

NON‐7‐YL ESTER, [7(S)‐

(1ALPHA,2 ,4 ,5ALPHA,7 

)]‐ [CAS]

CN1[C@H]2CC(C[C@@H]1[C@

H]3O[C@H]32)OC(=O)[C@H](C

O)c4ccccc4.O.Br 5 58.6 2.8 77.3 0.2 82.1 8.5 84.2 11.4
DIPHENYLCYCLOPROPEN

ONE O=c1c(c1c2ccccc2)c3ccccc3 6 43.1 26.9 76.5 10.7 64.8 17.2 30.6 8.2
PHENELZINE SULFATE NNCCc1ccccc1.OS(=O)(=O)O 7 82.4 10.7 87.9 17.2 97.7 6.7 71.2 5.9

INDATRALINE
CN[C@@H]1C[C@H](c2ccccc12

)c3ccc(Cl)c(Cl)c3.Cl 8 26.6 10.2 67.3 0.4 44.8 9.4 32.1 23.3
CN1CCN(CCCN2c3ccccc3Sc4ccc

(cc24)C(F)(F)F)CC1.Cl 9 23.5 0.9 36.0 8.3 26.8 3.5 11.3 6.5

GALANTHAMINE COc1ccc2CN(C)CC[C@]34C=C[C

@H](O)C[C@@H]4Oc1c23.Br 10 64.0 1.7 69.6 0.1 72.7 19.0 67.8 12.0

ETHYNYLESTRADIOL

C[C@@]12CC[C@H]3[C@@H](

CCc4cc(O)ccc34)[C@@H]2CC[C

@@]1(O)C#C 11 80.2 1.7 80.7 19.7 74.5 4.8 75.3 8.7
L‐ORNITHINE, N5‐

[IMINO(METHYLAMINO)

METHYL]‐[CAS]

CN=C(N)NCCC[C@H](N)C(=O)O.

CC(=O)O 2 90.8 1.9 94.6 8.3 88.1 9.2 102.8 0.0

NALBUPHINE

OC1CC[C@@]2(O)[C@H]3Cc4c

cc(O)c5OC1[C@]2(CCN3CC6CC

C6)c54.Cl 3 95.4 4.2 91.2 14.0 82.2 23.0 66.8 26.1
GLYCINE, N‐[2‐

[(ACETYLTHIO)METHYL]‐

1‐OXO‐3‐

PHENYLPROPYL]‐

,PHENYLMETHYL ESTER 

[CAS]

CC(=O)SCC(Cc1ccccc1)C(=O)NC

C(=O)OCc2ccccc2 4 71.6 17.3 98.7 42.6 71.7 3.3 81.9 16.4

C

D



BENZENEACETONITRILE, 

ALPHA‐[3‐[[2‐(3,4‐

DIMETHOXYPHENYL)ETH

YL]METHYLAMINO]PROP

YL]‐3,4‐DIMETHOXY‐

ALPHA‐(1‐METHYLETHYL)‐

, (R)‐ [CAS]

COc1ccc(CCN(C)CCCC(C#N)(C(C

)C)c2ccc(OC)c(OC)c2)cc1OC.O.

Cl 5 45.0 11.0 57.0 8.6 51.2 19.4 50.9 7.8
4‐

THIAZOLIDINECARBOXYLI

C ACID, 2‐OXO‐, (R)‐ 

[CAS] OC(=O)[C@@H]1CSC(=O)N1 6 90.8 6.2 97.5 14.3 102.1 5.8 109.9 21.4

RILUZOLE
Nc1nc2ccc(OC(F)(F)F)cc2s1.Cl 7 97.0 1.8 143.3 6.8 105.7 6.6 86.6 18.0

25332‐39‐2
Clc1cccc(c1)N2CCN(CCCn3nc4c

cccn4c3=O)CC2.Cl 8 11.2 1.1 39.0 0.6 25.8 4.2 9.3 1.0
(+)‐3‐HYDROXY‐N‐

METHYLMORPHINAN D‐

TARTRATE

CN1CC[C@]23CCCC[C@@H]3[C

@@H]1Cc4ccc(O)cc42.OC(C(O)

C(=O)O)C(=O)O 9 9.9 0.3 25.1 8.2 14.6 1.1 8.2 8.5

INDOMETHACIN
COc1ccc2n(C(=O)c3ccc(Cl)cc3)c

(C)c(CC(=O)O)c2c1.O 10 82.7 2.8 75.7 1.0 73.7 21.0 79.6 6.0

2(1H)‐PYRIMIDINONE, 4‐

AMINO‐1‐Y‐D‐

ARABINOFURANOSYL‐ 

[CAS]
Nc1ccn([C@@H]2O[C@H](CO)[

C@@H](O)[C@@H]2O)c(=O)n1 11 90.0 0.3 92.1 6.7 85.0 13.5 91.5 3.8
OC(=O)C1CCn2c(ccc12)C(=O)c3

ccccc3.NC(CO)(CO)CO 2 79.9 2.6 90.1 4.7 79.4 20.1 85.9 0.9
PILOCARPINE 

HYDROCHLORIDE

CC[C@H]1[C@@H](Cc2cncn2C)

COC1=O.Cl 3 59.3 0.3 68.7 3.8 62.1 12.5 72.2 5.6

BENZENEACETIC ACID, 2‐

[(2,6‐

DICHLOROPHENYL)AMIN

O]‐, MONOSODIUM SALT 

[CAS]
[Na]OC(=O)Cc1ccccc1Nc2c(Cl)c

ccc2Cl 4 96.2 7.3 102.6 23.5 83.7 14.7 75.6 18.9

C[C@H](Cc1ccccc1)N(C)CC#C.Cl 5 30.0 2.8 38.8 1.3 33.9 6.0 38.2 13.5

MESORIDAZINE

CN1CCCCC1CCN2c3ccccc3Sc4cc

c(cc24)S(=O)C.OS(=O)(=O)c1ccc

cc1 6 14.9 3.2 26.0 5.9 21.2 6.0 14.8 3.6

NALTRINDOLE
Oc1ccc2CC3N(CC4CC4)CC[C@]

5([C@H]6Oc1c25)[C@@]3(O)C

c7c6[nH]c8ccccc78.O.Cl 7 58.7 2.8 70.8 27.6 88.6 1.7 78.1 4.4

PRAZOSIN COc1cc2nc(nc(N)c2cc1OC)N3C

CN(CC3)C(=O)c4ccco4.O.Cl 8 11.1 7.4 22.6 17.9 26.0 7.6 19.1 7.2

E



LY 171883
CCCc1c(O)c(ccc1OCCCCc2nn[n

H]n2)C(=O)C 9 72.1 4.1 113.8 9.3 87.7 1.6 85.5 11.7
TETRAETHYLTHIURAM 

DISULFIDE CCN(CC)C(=S)SSC(=S)N(CC)CC 10 90.0 0.2 92.6 9.9 76.2 23.2 87.8 9.0
L‐GLUTAMIC ACID, N‐[4‐

[[(2,4‐DIAMINO‐6‐

PTERIDINYL)METHYL]ME

THYLAMINO]BENZOYL]‐ 

[CAS]

CN(Cc1cnc2nc(N)nc(N)c2n1)c3c

cc(cc3)C(=O)N[C@@H](CCC(=O

)O)C(=O)O.O 11 82.5 3.5 82.3 11.9 74.4 26.2 64.5 17.1

OXIRANECARBOXYLIC 

ACID, 2‐[6‐(4‐

CHLOROPHENOXY)HEXYL

]‐, ETHYL ESTER‐ [CAS]
CCOC(=O)C1(CCCCCCOc2ccc(Cl)

cc2)CO1 2 86.3 0.8 84.0 13.3 72.8 14.8 102.3 4.6
CO/C(=C\1/C(C(=C(C)N=C1C)C(

=O)OC)c2ccccc2[N+](=O)[O‐

])/O 3 69.6 4.3 73.2 7.1 60.5 18.5 77.4 3.6
CC(=O)[C@H]1CC[C@H]2[C@@

H]3CCC4=CC(=O)CC[C@]4(C)[C

@H]3CC[C@]12C 4 41.4 19.1 96.8 28.9 61.4 25.2 42.8 0.2

ZUCAPSAICIN
COc1cc(CNC(=O)CCCC/C=C\C(C

)C)ccc1O 5 53.5 0.6 27.9 8.2 65.0 1.0 47.7 1.0

3(2H)‐PYRIDAZINONE, 6‐

[4‐(DIFLUOROMETHOXY)‐

3‐METHOXYPHENYL]‐ 

[CAS]
COc1cc(ccc1OC(F)F)c2ccc(O)nn

2 6 91.6 7.9 122.0 8.4 103.6 3.1 80.3 3.1
NORNICOTINE C1CNC(C1)c2cccnc2 7 99.3 3.8 101 101 97.8 8.9 113.3 0.9
URAPIDIL 

HYDROCHLORIDE

COc1ccccc1N2CCN(CCCNc3cc(=

O)n(C)c(=O)n3C)CC2.Cl 8 33.5 0.5 41.9 11.5 52.0 7.1 44.8 3.6
MAPROTILINE 

HYDROCHLORIDE

CNCCCC1(CCC2c3ccccc31)c4ccc

cc24.Cl 9 67.2 7.2 100.1 35.5 72.1 6.9 3.4 16.1

PIRIBEDIL
C(N1CCN(CC1)c2ncccn2)c3ccc4

OCOc4c3.O.Cl 10 59.1 14.6 105.3 6.3 70.7 4.0 52.3 8.0

TFMPP FC(F)(F)c1cccc(c1)N2CCNCC2.Cl 11 85.4 10.0 100.9 26.2 72.7 8.3 62.7 16.8

EPIGALLOCATECHIN 

GALLATE

Oc1cc(O)c2C[C@@H](OC(=O)c

3cc(O)c(O)c(O)c3)[C@H](Oc2c1

)c4cc(O)c(O)c(O)c4 2 70.3 5.9 71.1 0.6 69.5 21.7 124.3 22.8

FLURBIPROFEN
CC(C(=O)O)c1ccc(c(F)c1)c2cccc

c2 3 72.3 4.2 68.3 4.2 55.6 14.5 79.1 4.3

FAMOTIDINE
NC(=N)Nc1nc(CSCCC(=N)NS(=O

)(=O)N)cs1 4 1.2 1.4 0.3 0.1 15.1 13.4 1.7 0.8 4.6 0.4 0.5 0.1 13.6 3.5 0.27 0.0

SALBUTAMOL SULFATE
CC(C)(C)NCC(O)c1ccc(O)c(CO)c

1.OS(=O)(=O)O 5 85.8 2.5 120.1 16.9 90.7 14.1 134.5 6.4

PROCHLORPERAZINE
CN1CCN(CCCN2c3ccccc3Sc4ccc

(Cl)cc24)CC1.OC(=O)/C=C\C(=O

)O 6 15.9 3.4 10.6 1.8 41.9 14.7 14.1 6.3 40.1 6.7 15.3 2.2 32.6 11.6 7.89 0.8

F

G



BIFEMELANE
CNCCCCOc1ccccc1Cc2ccccc2.Cl 7 67.5 4.8 91.4 16.0 71.7 5.7 42.9 15.3

(‐)‐COTININE
CN1[C@@H](CCC1=O)c2cccnc2 8 96.5 5.5 111.0 31.2 94.2 17.2 94.8 47.7

PIZOTYLINE CN1CCC(=C2c3ccsc3CCc4ccccc2

4)CC1.OC(=O)/C=C\C(=O)O 9 56.9 0.9 46.1 3.0 55.7 15.8 54.2 9.5
CC(=O)N1CCN(CC1)c2ccc(OC[C

@H]3CO[C@@](Cn4ccnc4)(O3)

c5ccc(Cl)cc5Cl)cc2 10 8.1 11.4 42.7 67.7 21.9 4.8 -19.2 41.5

PRAMIPEXOLE CCCN[C@H]1CCc2nc(N)sc2C1 11 51.0 5.3 64.4 41.9 61.6 18.0 85.2 36.2

RACLOPRIDE
CCN1CCC[C@H]1CNC(=O)c2c(O

)c(Cl)cc(Cl)c2OC 2 75.6 5.8 53.8 8.6 75.2 5.9 106.4 20.9
3‐HYDROXY‐1,2‐

DIMETHYL‐4(1H)‐

PYRIDONE Cc1c(O)c(=O)ccn1C 3 103.7 0.9 111.8 40.0 108.5 7.9 141.2 27.6

SR 57227A
NC1CCN(CC1)c2cccc(Cl)n2.Cl 4 80.7 12.7 110.0 15.8 82.0 7.6 41.5 32.5

(+/‐)‐VESAMICOL 
HYDROCHLORIDE

O[C@@H]1CCCC[C@H]1N2CCC

(CC2)c3ccccc3.Cl 5 66.5 3.1 49.8 8.9 92.2 3.0 74.6 20.0 86.5 7.2 83.8 23.0 121.5 6.8 39.3 7.0

1H‐

CYCLOPENTA[B]QUINOLI

N‐9‐AMINE, 2,3,5,6,7,8‐

HEXAHYDRO‐, 

MONOHYDROCHLORIDE‐ 

[CAS] Nc1c2CCCc2nc3CCCCc13 6 8.7 4.0 43.4 31.8 16.9 1.6 26.7 5.6

CGS 15943
Nc1nc2ccc(Cl)cc2c3nc(nn13)c4

ccco4 7 97.4 13.1 110.7 4.9 105.1 4.3 75.8 27.9
D‐CYCLOSERINE N[C@@H]1CONC1=O 8 97.2 9.9 104.3 16.9 108.6 3.3 135.7 1.0

BETA‐ESTRADIOL

C[C@@]12CC[C@H]3[C@@H](

CCc4cc(O)ccc34)[C@@H]2CC[C

@@H]1O 9 94.6 9.8 102.4 21.1 105.4 7.3 124.2 38.4
CN(C)CCN(Cc1ccccc1)c2ccccn2.

Cl 10 48.4 2.9 57.8 6.0 53.8 0.5 114.2 69.5

CCN(CC)CC(=O)Nc1c(C)cccc1C 11 106.9 2.9 107.7 14.8 121.4 2.1 129.7 15.5

TRIMETHOPRIM
O[C@@H]1CCCC[C@H]1N2CCC

(CC2)c3ccccc3.Cl 1.4 0.1 1.5 0.2 1.61 0.1 0.75 0.1

H



RANITIDINE
[O‐

][N+](=O)\C=C(\NC)NCCSCc1ccc

(CN(C)C)o1 13.4 1.2 13.1 3.5 22.3 3.0 11 1.2

BMIM CCCCn1cc[n+](C)c1 179 12.7
NBUPY CCCC[n+]1ccccc1 26.5 3.8


