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Dear readers,  

We are pleased to present the inaugural issue of The Arsenal: 

Augusta University’s Undergraduate Research Journal. This 

journal aims to showcase outstanding scholarly works 

produced by the students of Augusta University.  With 

faculty members providing rigorous and anonymous 

feedback on all qualified submissions, authorial hopefuls get 

to experience the benefits of the academic publishing 

process.  The best of these papers will be featured in the 

following pages of this and future issues. 

A year and a half in the making, this publication is the result 

of dedicated work by a handful of committed students. We 

conducted our first meeting in an out-of-the-way conference 

room, envisioning a university journal that would celebrate 

all disciplines of undergraduate research. Brainstorming and 

debating commenced, and a name finally emerged: The 

Arsenal. 

The journal’s name is inspired by the Arsenal Oak, an 

enduring symbol of the university, and by the Augusta 

Arsenal, a once important producer of munitions for several 

wars and whose historic grounds are now the site of Augusta 

University’s Summerville Campus.  Not only does this name 

capture part of the history and aesthetic of the university, it 

also reminds us of the power that our words can have—the 

power to ask important questions and communicate hard-

earned, evidence-based answers. 

We hope you enjoy the inaugural issue of The Arsenal. 

Thank you for reading, 

Student Editorial Board 
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Roberts, Gurisik, Biden, Sutherland, and Butt (2007) and Butt et al. (2006) previously found that 

persin, a compound isolated from avocado leaves, can induce apoptosis, or programmed cell 

death, in mammary epithelial cells of lactating mice in vivo and in certain human breast cancer 

cell lines in vitro. It has also been found that at higher doses, persin is cardiotoxic in mice and 

causes necrosis in mammary glands of lactating mammals (Oelrichs, 1995). Therefore, 

compounds with reduced mammary gland necrosis and cardiotoxicity but with the apoptotic 

effects of persin on breast cancer cells could be potential chemotherapeutic agents. Six novel 

analogues of persin have been synthesized to test their effects on MCF-7 breast cancer cells and 

MCF-10A normal breast epithelial cells. Cells cultured from each cell line were treated with each 

analogue at varying concentrations to determine potential cytotoxic doses. Cytotoxicity of the 

compounds was determined by a commercially available Cell Proliferation Assay. Compounds 

that were significantly cytotoxic were tested for apoptotic activity using an enzyme-linked 

immunosorbent assay. Three compounds were found to be cytotoxic to both cell lines, whereas 

the others had little to no impact on cell viability. 
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INTRODUCTION 

 

The widespread occurrence of breast cancer, especially among women, 

motivates the search for effective therapeutic agents. Chemotherapeutic properties of 

plant chemicals, or phytochemicals, have been studied and some found to have 

antitumor activity, providing effective therapeutic treatment. According to Butt et al. 

(2006), the most widely used phytochemicals are taxanes, such as paclitaxel and its 

derivatives, which are effective against some types of breast, ovary, and other cancers.  

 

The aim of cancer drugs is to eliminate, or kill, cancerous cells but not harm the 

noncancerous cells of the body. Two mechanisms by which cell death can occur are 

apoptosis and necrosis. Many chemotherapeutic drugs are cytotoxic by inducing 

apoptosis in tumor cells. Apoptosis is commonly referred to as a form of programmed 

cell death or cell suicide. The process is a highly regulated method that removes cells 

without damage to the whole organism, such as in embryonic development, cell 

population maintenance in tissues, and immune system development. In contrast, 

necrosis occurs when an external stimulus damages cells, causing the cell to swell and 

burst, or lyse. Cell lysis releases intracellular contents, can damage neighboring cells, 

and can lead to an inflammatory response. Consequently, a necrotic mechanism of 

action is undesirable for potential drugs and an apoptotic mechanism is preferable. 

 

Persin is a phytochemical that has been isolated from the avocado plant (Persea 

americana); persin is synthesized in the plant’s idioblast oil cells from long-chain fatty 

acids, presumably as an insecticide and fungicide (Butt et al., 2006; Rodriguez-Saona 

and Trumble, 2000). It was previously shown that ingestion of avocado leaves by 

lactating livestock causes mastitis and decreased milk production, associated with 

necrosis of the secretory epithelium of mammary glands, as well as interstitial edema, 

congestion and hemorrhage (Kingsbury, 1964, pp. 124-5). This observation led to the 

isolation of persin, an unsaturated fatty acid, closely related in structure to the essential 

fatty acid linoleic acid and exhibiting necrotic activity in the R configuration (Oelrichs et 

al., 1995). One study found that treatment with 60-100 mg/kg of persin has the same 

effect on lactating mice as ingestion of avocado leaves: interstitial edema, congestion, 

hemorrhage, and coagulative necrosis and shedding of the mammary gland epithelium 

(Oelrichs et al., 1995). The epithelium did not appear to regenerate, and more severely 

damaged tissue was replaced by scar and adipose tissue (Oelrichs et al., 1995). These 

results, correlating with the effects of ingestion of avocado leaves, suggest that persin is 

likely the most notable toxin in avocado leaves (Oelrichs et al., 1995). 

 

In addition to mammary gland necrosis and reduced milk production, apoptosis 
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has been shown to occur in the mammary glands of persin-treated lactating mice (Butt 

et al., 2006). In the estrogen receptor positive MCF-7 and T-47D human breast cancer 

cell lines, persin treatment inhibited cell proliferation, resulted in decreased expression 

of cyclins A, D1, and B1, and led to cell cycle arrest in G2-M phase (Butt et al., 2006). 

Taxane cancer drugs, such as paclitaxel, also induce G2-M phase arrest via microtubule 

stabilization and bundling, leading to apoptosis (Butt et al., 2006). Like paclitaxel, persin 

treatment resulted in rearrangement of cytoskeletal microtubules into thick, peripheral 

bundles instead of radiating from the center, as well as an overall increase in 

polymerized tubulin. Persin-induced apoptosis was found to be dependent on caspase 

activity and dependent on expression of BH3-only protein Bim (Butt et al., 2006). Bim is 

thought to monitor cytoskeletal processes and induce apoptosis when released from the 

microtubule-associated dynein motor complex in response to apoptotic stimuli 

(Puthalakath, Huang, O’Reilly, King, & Strasser, 1999). However, it was also shown that 

persin-induced apoptosis is independent of p53, Bcl-2, and estrogen receptor status, 

indicating its potential as a chemotherapeutic agent for estrogen receptor negative 

breast cancers that are nonresponsive to typical treatments (Butt et al., 2006; Roberts, 

Gurisik, Biden, Sutherland, & Butt , 2007).  

 

In subsequent studies, simultaneous exposure of MCF-7 and T-47D cancer cells 

to persin and the antiestrogen drug tamoxifen decreased expression of estrogen 

receptor and enhanced Bim-dependent apoptosis. Apoptosis significantly increased in 

estrogen receptor negative cancer cell lines SK-Br3 and MDA-MB-157 when both persin 

and tamoxifen were used together, but no effect was seen in normal breast epithelial 

cells up to 40 μmol/L of persin alone or in combination with 10 μmol/L of tamoxifen 

(Roberts, Gurisik, Biden, Sutherland, & Butt, 2007).  

 

Although the previously discussed studies suggest that persin or its derivatives 

may have significant potential as a chemotherapeutic drug, it was noted that persin 

treatment in mice damages not only lactating mammary glands, but also results in 

necrosis of myocardial fibers of the heart and potential hydrothorax and pulmonary 

edema (Oelrichs et al., 1995). These results prompt the search for other compounds that 

may be specific only to breast cancer cells. 

 

Since persin appears to be uniquely independent of estrogen receptor status and 

to have no effect on normal breast epithelial cell lines at doses up to 40 μmol/L, persin 

analogues have been synthesized and tested for similar activity (Brooke et al., 2011). By 

altering the polar end, length, or saturation, Brooke et al. (2011) inferred a few moieties 

that may be significant. Bis-aroylated compounds were inactive, supporting that the 

presence of a free betahydroxyl group is important. An analogue with a short fatty acid 
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chain was inactive, indicating the significance of length. A fully saturated persin 

analogue appeared to be as cytotoxic as persin, suggesting the degree of saturation is 

not critical (Brooke et al., 2011).  

 

 To find compounds that may have a mechanism similar to persin but not cause 

mammary gland necrosis or cardiac cytotoxicity, six persin analogues were designed and 

synthesized from oleic acid and designated CG1-CG6 (Figure 1). Oleic acid is an 

eighteen-carbon, monounsaturated long-chain fatty acid similar to persin (Figure 1h). 

Since previous studies indicate the importance of a free betahydroxyl group in the 

activity of persin, each compound was structurally modified on the polar carboxylic end: 

CG1 is a secondary alcohol; CG2 is a derived acetate of the secondary alcohol; CG3 is a 

secondary ketone; CG4 is a primary alcohol; CG5 is a beta-keto ester; and CG6 is a beta-

hydroxy ester. The compounds’ effects were assessed by cell viability assays that 

estimate the number of cells that remain alive after exposure to each compound. Each 

compound was tested in two different cell lines: MCF-7 and MCF10-A cells. MCF-7 cells 

are human mammary gland epithelial cancer cells that served as a model for a breast 

tumor. MCF-10A cells are human mammary gland epithelial cells that grow rapidly in 

culture but are non-tumorigenic and thus served as a model for normal breast epithelial 

tissue. 

 
                    Figure 1. Persin analogues.  

a.Persin b. CG1 c. CG2 d. CG3 e. CG4 f. CG5  

g. CG6 h. oleic acid 
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MATERIALS AND METHODS 

 

Cell Tissue Culture 

 

MCF-7 and MCF-10A cells were maintained in a humidified incubator at 37°C 

with 5% CO2 to simulate human body conditions. Each cell line was grown in a 75 cm2 

flask with their respective medium. The standard medium used for MCF-7 cells contains 

Dulbecco’s Modified Eagle Medium (DMEM), 10% fetal bovine serum (FBS), and 100 

units/ml each of penicillin and streptomycin. The standard medium used for MCF-10A 

cells contains DMEM, 5% horse serum, 20 ng/ml human recombinant EGF, 0.5 μg/ml 

hydrocortisone, 100 ng/ml c

each of penicillin and streptomycin. Fresh media was given to the cells every couple of 

days as needed as they deplete the nutrients they metabolize to grow and divide. As 

they grow and divide, the cells eventually cover the surface of the flask. This leads to no 

room for new cells, therefore each new division leads to cells detaching from the plate 

and dying. To provide more space and maintain a continuous live culture, some cells are 

transferred to new flasks, a process called splitting.  

 

To split a culture flask, the media was removed and cells were washed with 1X 

PBS (phosphate buffer saline). The PBS was removed and trypsin was added to digest 

the proteins that the cells use to adhere to the flask. After the cells detach from the 

flask, fresh media was added to inactivate the trypsin to prevent further protein 

digestion. The media and trypsin with suspended cells were collected in a centrifuge 

tube and centrifuged at 1000 rpm for five minutes to pellet the cells. Media and trypsin 

were removed from the centrifuge tube, leaving the cell pellet, which was then 

suspended in fresh media. Cells were counted with a hemocytometer to determine cell 

number, and the specific numbers of cells were added to a new flask or plates for 

experiments. All procedures were conducted under sterile conditions under Biosafety 

level 2 guidelines and standards in accordance with the Biological Safety Office of 

Georgia Regents University. 

 

Compounds 

 

This study was done in conjunction with the Georgia Regents University 

Department of Chemistry and Physics. Dr. Tom Crute, the chair of the department, 

designed and synthesized the persin analogues. The six persin analogues were 

synthesized from oleic acid following established methods and purified by column 

chromatography on silica gel; structures were confirmed by infrared spectroscopy and 

nuclear magnetic resonance. The purified compounds were diluted to 100x stock 
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concentrations in dimethyl sulfoxide (DMSO) and then diluted to the desired 

concentration in media appropriate for each cell line. The media was then added to the 

cells for treatment.  

 

Cell Viability Experiments 

 

MCF-7 and MCF-10A cells were plated at a density of 10,000 cells per well in 96-

well plates with 100 μl of media and grown overnight prior to treatment. To assess 

cytotoxicity of the persin analogues, cells were treated in triplicates and incubated with 

the compounds diluted in media for 6, 24, and 48-hour time points. As a negative 

control, cells were incubated with media plus DMSO. Wells with media plus DMSO but 

no cells were included as a blank. After incubation, viability was assessed using the 

CellTiter 96® AQueous One Solution Cell Proliferation Assay, which is a colorimetric 

assay that uses the compound MTS to assess cell viability. The assay reagent with MTS 

(20 μl) was added to the cells. If cells are alive and metabolically active, enzymes present 

in the cells will reduce MTS to formazan, turning the yellow reagent to a dark red; 

therefore, the amount of formazan produced can be measured by the absorbance at 

490 nm via spectrophotometry and is proportional to the number of living cells. 

Absorbance was measured in the microplate reader two hours after the reagent is 

added. Cell viabilities were then assessed as percentages of the negative control.  

 

Apoptosis Assays 

 

Assessment of apoptosis was conducted using the M30 CytoDeathTM Enzyme-

Linked Immunosorbent Assay (ELISA) from Peviva. In the early stages of apoptosis, 

caspase enzymes are activated to begin protein degradation. Certain caspases cleave 

the protein cytokeratin 18 (K18), an intermediate filament present in epithelial cells. 

Cleavage of K18 exposes the M30 epitope. The amount of caspase-cleaved K18 can be 

measured using the ELISA. The assay uses a microstrip plate that is coated with mouse 

monoclonal K18 antibody M6. The M6 antibody binds the soluble K18 that is released 

from lysed sample cells. If the K18 is caspase-cleaved, a mouse monoclonal IgG2b 

antibody recognizes and binds the exposed M30 epitope (Figure 2). This antibody is 

conjugated, or linked, to the enzyme horseradish peroxidase (HRP). When HRP’s 

substrate 3,3’,5,5’-tetramethylbenzidine (TMB) is added, it is converted to a colored 

product that can be measured by a spectrophotometer. Absorbance is directly 

proportional to the amount of cleaved K18, thus absorbance is proportional to the 

number of apoptotic cells. 

 



ISSN 2380-5064 10.21633/issn.2380.5064/f.2016.01.1 

7  |  The Arsenal: The Undergraduate Research Journal of Augusta University  

 

 

 
           Figure 2. M30 Assay. 

 

To assess MCF-7 and MCF-10A cells’ apoptotic activity, cells were plated and 

treated just as for the cell viability assays. As a positive control, cells were treated with 

staurosporine, a microbial compound that induces apoptosis (Sanchez, Lucas, Sanz, & 

Goberna, 1992). Treatment was stopped by freezing the plate at  -20°C. To perform the 

apoptosis assay, the plate was thawed to room temperature and a detergent was added 

to each well to disrupt the cell membranes. To help lysis occur, the plate was shaken for 

five minutes. Cells and media in each well were gently mixed and 25 μl was transferred 

to the M30 CytoDeathTM Coated Microstrips. Standard solutions (25 μl) were included 

to generate a standard curve for comparison. Diluted M30 CytoDeathTM HRP Conjugate 

solution (75 μl) was added to each well. The plate was shaken at 600 rpm for four hours. 

The plate was washed five times with 250 μl of the prepared wash solution provided by 

the assay kit. TMB substrate (200 μl) was added to each well and the plate was 

incubated in the dark for twenty minutes. Stop Solution (50 μl) was added to each well 

to stop the HRP-TMB reaction. The plate was shaken briefly (5-10 seconds) to ensure 

thorough mixing of the Stop Solution and TMB substrate. After five minutes, absorbance 

was read in a microplate reader at 450 nm. 

 

Statistical Analysis 

 

The data are presented as means + SE. Each separate experiment (n = 1) resulted 

from cells plated from each independent passaging. Statistical analysis was performed 

using SPSS. Data were analyzed by analysis of variance and multiple means were tested 

for significance by Fisher’s Least Significant Difference test. The level of significance was 
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RESULTS 

CG1 significantly decreased cell viability of MCF-7 but not MCF-10A cells. 

CG1 (Figure 3) exhibited a time-

dependent and dose-dependent cytotoxic effect 

on the MCF-7 cancer cells. Viability is expressed 

as percent of viability of DMSO-treated cells, 

which served as a negative control. As seen in 

Figure 4, at a concentration of 60 μM, a 

significant decrease in viability was not noted 

until 48 hours. At 90 μM, viability was decreased 

by about 20% within 6 hours and continued to 

decrease. At 120 μM, viability was notably 

reduced by over 60% within 6 hours, reducing to near zero after 24 hours. Over time, 

increasing CG1 concentrations had increasing cytotoxic effects on MCF-7 viability. Initial 

studies of the effects of CG1 on MCF-10A cells showed no decrease in cell viability 

following 6-hour exposure at doses up to 1 mM (data not shown).  
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Antioxidants did not prevent reduced viability of CG1-treated MCF-7 cells. 

 

 To determine if CG1 exposure resulted in lipid peroxidation and oxidative stress 

in the MCF-7 cells, the cells were treated with CG1 and a water-soluble or lipid-soluble 

antioxidant.  Tocopheryl acetate (vitamin E acetate) was chosen as the lipid-soluble 

antioxidant and N-acetylcysteine was chosen as the water-soluble antioxidant. Cell 

viability after treatment was assessed using the CellTiter assay and expressed as the 

percent of viability of DMSO-treated cells. Cancer cells grew prolifically when treated 

solely with tocopheryl acetate (50 μM) or N-acetylcysteine (10 mM) (data not shown). As 

previously shown, when treated with 90 μM or 120 μM of CG1, cell viability was greatly 

reduced within 24 hours. However, when treated simultaneously with CG1 and 

tocopheryl acetate or N-

significantly different with 60 μM and 120 μM CG1 compared with CG1 alone (p < 0.05, 

Figure 5). This implies that the presence of these antioxidants do not inhibit the toxic 

effects of CG1, suggesting that CG1 does not result in oxidative stress in the MCF-7 cells 

and that the compound likely has a different mechanism of action. 

 

CG1 significantly induced apoptosis in MCF-7 cells. 

 

 Apoptotic activity was determined using the M30 assay after 6 hours of 

treatment. Results are expressed as the absorbance at 450 nm, which is proportional to 

the number of apoptotic cells: greater absorbance indicates a greater number of cells 

that are going through or have already committed apoptosis. Staurosporine, a 
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compound known to induce apoptosis (Sanchez, Lucas, Sanz, & Goberna, 1992), was 

used as a positive control. DMSO-treated cells served as a negative control. As shown in 

Figure 6, 60 μM of CG1 significantly induced apoptosis after 6 hours, even more so than 

(Figure 6).  

 
 

A second synthesized lot of CG1 is still cytotoxic to MCF-7 cells, but also to MCF-

10A.  

 

 A new lot of CG1 was synthesized and tested for cytotoxic activity to ensure it 

had similar effects to the previous lot. Although different concentrations were tested, 

cell viability of MCF-7 cells continued to be dose- and time-dependent (Figure 7).  
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 CG1 at 30 μM had little to no effect. Concentrations of 100 μM and 300 μM 

significantly reduced viability, resulting in a rounded morphology (Figure 8). At 48 hours, 

-7 more than MCF-

not reduce viability in either line (p < 0.05). Although the previous results showed that 

the normal MCF-10A cells were unaffected by CG1 up to 1 mM, the newly synthesized 

CG1 reduced MCF-10A cell viability to near zero at 300 μM within 24 hours. 
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CG3 reduces MCF-7 and MCF-10A cell viability. 

 

CG3 (Figure 9) did not show a significant 

decrease of MCF-7 cell viability until a dose of 300 

μM (Figure 10). It appeared to reduce viability of 

MCF-10A cells at an earlier time point than MCF-7 

cells (p < 0.05). 

 

CG4 is highly cytotoxic to both MCF-7 and MCF-10A cell lines. 

 
 

The primary alcohol CG4 (Figure 11) exhibited greater toxicity than CG3 (Figure 

12). However, it was toxic to both cell lines: viability was reduced to near zero within 24 

hours of exposure at 100 μM in MCF-7 cells and 300 

μM in MCF-10A cells. After another 24 hours of 

exposure to CG4, there is no further significant 

decrease in either cell line at any dose (p < 0.05). 
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CG5 reduced viability of MCF-10A cells more than MCF-7 cells.  

 

 CG5 (Figure 13) had a time- and dose-

dependent effect on both MCF-7 and MCF-10A cells 

(Figure 14). Interestingly, it appeared to reduce 

viability of the MCF-10A cells more than the MCF-7 

cells. Most MCF-10A viability values are significantly 

lower than the corresponding MCF-7 viability values 

(p < 0.05). In comparison, other compounds’ effects 

were typically similar in both cell lines or reduced 

MCF-7 viability more than that of MCF-10A. 
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CG6 did not substantially reduce cell viability, although cells have abnormal 

morphology. 

 

Treatment of either cell line with CG6 

(Figure 15) does not appear to result in 

significant differences between 24 and 48 hours 

or among different doses (Figure 16). Although 

cell viability decreased only 10-35% following 

24-hour exposure, MCF-7 cells exhibited the 

rounded morphology characteristic of 

unhealthy or dead cells at as low as 30 μM of 

CG6 (Figure 17). MCF-10A cells also appeared 

rounded after 24-hour exposure at 100 and 300 μM (Figure 18). In each treatment, dark 

crystal-like structures were observed following CG6 exposure in both cell lines: in the 

MCF-7 line, they were seen after exposure to 30, 100, and 300 μM; in the MCF-10A line, 

they were seen after exposure to 300 μM. Despite the cells’ abnormal appearance at 24 

hours, their viability did not significantly decrease even after another 24 hours in either 

cell line (p < 0.05). 
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Three of the six persin analogues exhibited dose- and time-dependent cytotoxicity 

to both cell lines. 

 

In summary, CG1, CG4, and CG5 showed the greatest dose-dependent 

cytotoxicity to the cancerous MCF-7 cells, reducing viability to near zero at 300 μM 

(Figure 19). However, they were just as toxic or more toxic to the noncancerous MCF-

10A cells.  
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The other two analogues, CG3 and CG6, were not as cytotoxic, reducing viability 

by only 10%-30% within 24 hours at the tested concentrations. There were no clear 

differences between the cancerous and noncancerous cell lines. CG2 showed no 

cytotoxicity following exposure to doses up to 1 mM in either cell line (data not shown).  
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DISCUSSION 

 

As a potential chemotherapeutic drug, a compound would first need to show 

toxicity to cancer cells in vitro at a low concentration but not to noncancerous cells. 

Persin has been shown to be cytotoxic to breast epithelial cancer cell lines at 40 μM with 

no effect on normal breast epithelial cells at 40 μM (Roberts, Gurisik, Biden, Sutherland, 

& Butt, 2007).  

 

Results from the early experiments with CG1 showed cytotoxicity to MCF-7 cells 

as low as 60 μM and no cytotoxicity to MCF-10A cells up to 1 mM. It was also 

determined that treated cells were not experiencing oxidative stress because 

simultaneous treatment with a water-soluble or lipid-soluble antioxidant was not 

beneficial. These results were intriguing, and apoptosis assays confirmed that CG1 at 60 

μM induced apoptosis in MCF-7 cells. However, further studies with newly synthesized 

CG1 did not show the same results. A dose-dependent cytotoxic response was still seen 

in MCF-7 cells with viability reduced to about 50% at 100 μM and to near zero at 300 

μM. Unlike the previous CG1 treatments, this new CG1 was just as cytotoxic to MCF-10A 

cells as to MCF-7 cells at 300 μM. In between the synthesis of each lot, the hexane 

solvents used in the chromatography purification were found to be contaminated. The 

hexanes were purified and CG1 was synthesized again. Contamination of the hexanes is 

the probable explanation of the discrepancy between the CG1 results.  The promising 

results of the earlier experiments were not seen again. All other compounds tested were 

synthesized and purified after the hexane purification.  

 

Experiments with CG6 resulted in dark crystals within 24-hour exposure of MCF-7 

cells at as low as 30 μM and 24-hour exposure of MCF-10A cells at 300 μM. This could 

be due to the compound precipitating out of solution or causing a component of the 

media to precipitate. Formation of crystals at different concentrations of CG6 in the 

different cells lines could be due to the differences in their media.  

 

CG1, CG4, and CG5 were the most potent to the cancerous MCF-7 cells at 100 

and 300 μM. Unfortunately, they were also toxic to the noncancerous MCF-10A cells at 

the same concentrations. The others did not have substantial cytotoxicity to either cell 

line at the tested concentrations. Therefore, none appear to exhibit activity similar to 

persin and potential as a chemotherapeutic drug.  

 

Differences in the media of the MCF-7 and MCF-10A cell lines are a possible 

cause for the differences, or lack of differences, in the results between the cell lines. 

MCF-7 media had twice as much serum and MCF-10A media had additional 
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supplements necessary for adequate growth of the culture that are absent in the MCF-7 

media. The specific media was used because it was previously determined by ATCC 

(American Type Culture Collection) as the conditions under which each line grows best. 

A future study could be to test the effects of the compounds on each cell line grown in 

more similar media, or other experiments designed to test the role of the media.  

 

Since there were no desirable differences between the cancerous and 

noncancerous cell lines with any of the synthesized compounds, no further antioxidant 

treatments or apoptotic assays were done. Future aims in this area of study include 

synthesis of additional analogues and testing their effects in vitro for similarity to persin. 
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The story of Frankenstein is typically seen as a battle between Victor Frankenstein and the 

“monster” of the story. However I argue that that the real “monster” of the story is in fact Victor 

Frankenstein who is suffering from paranoid schizophrenia and that the “monster” is really just 

a delusions that Victor uses to cope with the idea that he in fact is the killer of the story. This 

concept is evident in the fact that no one in the story has ever seen both Victor Frankenstein 

and the “monster” alive in the same place. The characteristics of the “monster’ also point towards 

the idea that the “monster” could not possibly exist. Even the way that Victor acts throughout 

the book point to the idea that he does not really care for the safety of his loved ones. Overall 

the actions that play out in the story point towards the idea that Victor Frankenstein is the real 

“monster” of the story. 
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REAL MONSTER IN FRANKENSTEIN 

 

Fiend, daemon, and monster are just a few of the words used to describe Victor 

Frankenstein’s creation in Frankenstein by Mary Shelley. This “monster” is the supposed 

murdered of several characters throughout the book and is presumably the main 

antagonist. However, the actions of Victor Frankenstein suggest that the monster is in 

fact Victor himself. Victor is the only person who sees the monster. The monster also 

possesses qualities that are similar to those of Victor Frankenstein. The language these 

two characters use during the story also suggest that they are one and the same. This 

does not necessarily mean that Victor made the monster up to cover his murderous 

tracks. Instead, Victor could believe the monster is real when, in fact, the monster is a 

combination of Victor Frankenstein’s delusions and hallucinations. These symptoms are 

common of the mental disorder, paranoid schizophrenia. The language, actions, and 

characteristics of Victor Frankenstein and the monster suggest that Victor Frankenstein 

is a paranoid schizophrenic who is battling his alternate personality whom he believes is 

the monster of the story.  

 A basic definition of a paranoid schizophrenic is a person who is socially 

withdrawn due to his or her hallucinations and delusions. A textbook definition of 

paranoid schizophrenia as defined by the Diagnostic and Statistical Manual of Mental 

Disorder, would be the “preoccupation with one or more delusions or frequent auditory 

hallucinations” (American Psychiatric Association, 287). The emphasis with both the 

common and technical definition of paranoid schizophrenia focuses on delusions and 

hallucinations. The textbook Psychology 7th edition defines hallucinations as “False 

sensory experiences, such as seeing something in the absence of an external stimuli” 

(Myers, 647). The same textbook defines delusions as “False beliefs, often of persecution 

or grandeur, that may accompany psychotic disorders” (Myers, 647). A person suffering 

from paranoid schizophrenia would be more likely to suffer a delusion of persecution 

than one of grandeur.  

 Victor is treated as if he is mentally ill several times throughout the story. A 

couple of times Victor is accused of making the monster up. When Elizabeth is 

murdered on the night of her honeymoon, Victor and his companions launch a search 

party for the monster. Victor says that “After passing several hours, we returned 

hopeless, most of my companions believing it to have been a form conjured up by my 

fancy” (Shelley, 171-172). Why would the companions of Victor Frankenstein believe that 

Victor made the monster up? Could it be that they doubt his sanity at this point in the 

story? A more logical explanation would be that Victor’s companions believe Victor 
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made up the monster to try and find a scapegoat for the death of his wife. However, 

there is the possibility that they question his sanity. After all, this is not the first death 

that Victor has had to coup with, and his friends might very well believe that all these 

simultaneous deaths are too much for Victor to handle.  

 Nevertheless, Victor does no abandon his idea that the monster killed his wife 

and all his dear friends, and so he goes to speak with a magistrate. After Victor retells 

the story of the monster to the magistrate, the magistrate accused Victor of being 

delirious. Victor describes this accusation by saying that the judge “endeavored to 

soothe [him] as a nurse does a child and reverted to [his] tale as the effects of delirium” 

(Shelley, 175). The judge is the first individual to see that Victor is mentally distraught 

and could be suffering from some form of insanity. The magistrate is not the only who 

saw Victor was suffering from some mental disorder. In one passage after the deaths of 

Elizabeth and Victor’s father. Victor describes his life as follows,  

What then became of me? I know not; I lost sensation, and chains and darkness 

were the only objects that pressed upon me. Sometimes, indeed, I dreamt that I 

wandered in flowery meadows and pleasant vales with the friends of my youth, 

but I awoke and found myself in a dungeon. Melancholy followed, but by 

degrees I gained a clear conception of my miseries and situation and was then 

released from my prison. For they had called me mad, and during many months, 

as I understood, a solitary cell had been my habitation. (Shelley, 173) 

This passage details a time when Victor Frankenstein appears to be institutionalized. In 

some untold part of the story, Victor was accused of being mad and imprisoned. 

However, he was not placed in any ordinary prison, Victor describes that he was in 

solitary and bound with chains. The only indication that Victor is insane is when it comes 

to the monster. So due to this obsession with the monster Victor is institutionalized. It is 

only after Victor overcomes this obsession and regains his sanity, is he released from the 

prison.  

 If individuals in the story believed Victor to be suffering mentally, then there 

must be some logic behind these accusations. For example, Victor Frankenstein is 

socially withdrawn during many points in the story. The most described instance of this 

is when Victor is first creating the “monster,” he says that “Winter, spring, and summer 

passed away during my hours of labors; but I did not watch the blossoms or the 

expanding leaves-sights which before always yielded me supreme delight-so deeply was 

I engrossed in my occupation” (Shelley 42). Here Victor has clearly become obsessed 

with the creation of the “monster’ and has become socially withdrawn from everything. 

He even ignored the changing of the seasons which he says he enjoys greatly. This 

obsession with the monster brings about the question whether or not Victor is creating 
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anything. Perhaps this creation of the monster story is just Victor trying to understand 

the internal struggle that is starting to arise in his mind. If this were true, then it would 

explain why Victor doesn’t socialize with anyone during this time, an individual would 

have noticed that Victor was in poor mental health and battling with an inner demon. 

This is not the only time that demonstrate that Victor is socially withdrawn while dealing 

with the monster. During the time that Victor is debating on whether or not to grant the 

“monster’s” request of a bride, he returns to this socially withdrawn state. Victor’s father 

even says to Victor that ‘“you are still unhappy and still avoid our society’” (Shelley, 131). 

Again why does Victor seclude himself from society when he is dealing with the 

“monster?” it would possibly be easier if Victor told his family of the monster so that 

they all could be on guard. However, the fact that victor deals with the monster alone 

could suggest that he fears what others would do if they found out that Victor is 

battling a dual personality.  

 The idea that Victor is afraid to tell anyone about the monster because he is the 

monster would explain much of Victor’s behavior. Victor is always alone when the 

monster appears. There is never a single part of the book when Victor and the monster 

are alive in the same room, and others are around to see it. This would make sense if 

Victor was suffering from dual personality because he doesn’t want anyone to see the 

other side of him. There is also the question as to why Victor doesn’t recruit other 

individuals to help him pursue the monster instead of battling the creature alone. 

Perhaps Victor is scared of what will happen to him if he tells others; they could view 

him as insane. The one time that Victor tried to tell someone about the monster they 

thought he was delusional and a little while afterward Victor was imprisoned (Shelley, 

175). So if Victor is battling his dual personality then this idea of the monster has to 

arise from somewhere because Victor constantly sees and speaks with the monster. 

Since Victor is socially withdrawn like a paranoid schizophrenic would be, then he 

should be suffering from delusions and hallucinations.  

 The monster could simply be Victor suffering from hallucinations, and he uses 

these hallucinations to describe his other personality. A hallucination is defined as “a 

false sensory experience”, and this would explain why no one else ever sees Victor and 

the monster alive in the same room together (“Hallucination,” 1989). Victor seems 

tormented by the idea of the monster confronting him and even says that “I felt the 

fingers of the monster already grasping my neck, and screamed with agony and terror” 

(Shelley, 154). Victor’s hallucinations are so powerful that he can even feel the monster 

attacking him. The fact that Victor suffers from hallucinations and is socially withdrawn 

point to him having paranoid schizophrenia.  
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 There is one more symptom that is common among schizophrenics, and that is 

delusions. In Victor’s case, he constantly feels that he is being persecuted by the 

monster and persecution is in the definition of delusions (Myers, 647). This is why Victor 

constantly believes that he sees the monster and that the monster is constantly pursuing 

him. This is also the reason that Victor begins to pursue the monster so he can end his 

torment. Unfortunately for Victor “he can never catch up with something that exist only 

in his mind” (Keese, 4). The idea that the monster is merely Victor’s delusions 

compensating for his dual personality explains why Victor always blames the creature 

for everything that goes wrong in the story. The most common example is that Victor 

blames the monster every time he finds one of his friends dead. When William, Victor’s 

younger brother, is murdered Victor immediately accuses the monster. Victor at first 

demonstrates questions whether or not the monster is his brother’s killer and then he 

says that “No sooner did that idea cross my imagination than I became convinced of its 

truth…” (Shelley 60). Why would Victor jump to such a conclusion? He is a well-educated 

individual and surely he could hypothesize who logically would kill his brother. At the 

time of William’s murder, Victor doesn’t know what happened to the “monster,” so why 

would he assume the monster had anything to do with it? Perhaps Victor is hinting at 

the fact that he is aware of his dual personality and that he knowns he is ultimately 

responsible for the death of his brother. This suggest, that there is no separate entity 

known as the “monster,” and it is just a figment of Victor’s imagination.  

 The character of the monster is an entirely unrealistic one, despite the obvious 

fact that he couldn’t be a plethora of reanimated body parts, and this further suggests 

why he cannot and does not exist. The intelligence of the ‘monster” is one trait that is 

impossible for the monster to possess. For instance, when the monster is first telling his 

tale, he says he ate “berries, nuts, and roots, which [he] gathered from a neighboring 

wood” instead of stealing food from an already poor and sometimes starving family 

(Shelley, 94). If the monster was created in November (Shelley 43) then he would be a 

few months old at best when he was stealing food. How is it that the monster is smart 

enough to eat berries and nuts, but the poor family around him isn’t (Keese, 9)? With a 

few months’ worth of experience, there is no logical way that the monster is smarter 

than the family he lives near. If they are a poor family who live off the land one would 

imagine that they would also collect the nuts and berries that the monster claims to be 

eating.  

 Another demonstration of the “monster’s” unrealistic intelligence is that of his 

language skills. According to the story, the monster develops language skills by 

observing the family he lives near. He is then able to use his newfound knowledge to 

read and comprehend the books Paradise Lost, Plutarch’s Lives, and The Sorrows of 

Young Werther (Shelley, 108). These books are not simple reads that someone with only 
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a basic understanding of language could read much less comprehend; therefore, the 

monster should not be able to understand them if he is not even a year old (Keese, 10). 

The final factor that shows that the “monster’s” intelligence is unrealistic is that of his 

ability to plan and murder many of Victor’s friends and family. For instance, the monster 

supposedly is intelligent enough to travel from Ingolstadt to Geneva, to the 

Frankenstein residence, and then find and kill William Frankenstein (Shelley 120). At this 

point in the story, the monster is around two years old, yet he possesses the knowledge 

to do all the things Victor accuses him of (Keese, 7). All these cases demonstrate that the 

monster would have to have the intelligence of a well-educated individual. The only 

other character who is alive in the story and could fit that description would be Victor 

Frankenstein.  

 There are physical attributes that the monster possesses that are impossible 

given his upbringing and circumstances suggesting he cannot and does not exist. A 

scene in the book that clearly demonstrates this is when the monster is making his 

travels in the forest. While he is traveling, the monster rescues a little girl from a raging 

river and then he tries to “restore [her] to animation” (Shelley, 119). To save the girl from 

a raging river, the monster probably had to swim (Keese, 11). Nobody taught the 

monster how to swim, and so it makes no senses for him to do so in the heat of the 

moment. It would be possible for the monster to do this if he is indeed Victor 

Frankenstein himself, who could have been taught how to swim when he was younger. 

Just after the monster saves the girl, he is shot by an acquaintance of the girl (Shelley, 

119). Yet the monster does not die from blood loss nor infection, and the wound instead 

heals over time (Shelley, 120). How does the monster or anyone for that matter survive a 

direct shot to the shoulder and yet not die without medical treatment? This is practically 

impossible, and so it suggests that the monster does not exist. If the monster were in 

fact Victor Frankenstein, then it is possible that Victor had some knowledge of medicine 

and treated himself. The most astounding physical feat of the monster is that he is able 

to survive being in the Artic and other such environments without dying or being 

affected by the weather. The monster clearly states that he is impassive to the miseries 

of the cold and frost (Shelley, 179). No human would be able to survive in an 

environment such as the artic without protection against the elements. Given that the 

characteristics that the monster possesses are unrealistic it is assumable that the 

monster doesn’t exist.  

 The characters of Victor and the monster share characteristics in the story that 

hint at the fact that they may be the same person. The language of the two characters is 

similar throughout several parts of the story. Both Victor and the monster describe 

themselves as a “‘miserable wretch”’ (Feldman, 69). The fact that the two characters use 

the same word to describe themselves show that they share similar thoughts, which is 
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true if the monster is just a figment of Victor’s insanity. Victor even states, quite 

frequently, that he is the true murderer in the book, not the supposed monster. When 

Henry dies and Victor sees his body he begins talking to the corpse and he says, “Have 

my murderous machinations deprived you also, my dearest Henry, of life? Two I have 

already destroyed; other victims await their destiny;” (Shelley, 153-154). Here Victor 

confesses that he has already killed Henry and Justine and that he is not done killing. 

Later on in the story when Victor speaks with his father about the many deaths that 

occurred, Victor confesses “William, Justine, and Henry-they all died by my hands” 

(Shelley 161). This is a confession from Victor that he has in fact been the one behind 

the murders the entire time.  

 Before and during his honeymoon Victor’s actions point to his insanity and 

desire to kill Elizabeth. The monster threatens Victor by saying that “I will be with you on 

your wedding-night” (Shelley, 146). Even after this threat, Victor marries Elizabeth. In 

response to the threat Victor attempts to protect the house he is staying in with 

Elizabeth so that the monster cannot harm him. Victor is for some reason under the 

impression that the monster is going to hurt him. It is impossible for the monster to hurt 

Victor because they are one and the same person. Then, assuming the monster is real, 

why would he put Victor out of his misery when he has not made an attempt at Victor’s 

life throughout the book? (Keese, 5). After Victor tries to fortify the house Elizabeth is 

killed by the monster due to Victor’s incompetence (Shelley, 170-171). How is it that 

Victor is so intelligent that he can create life, but he is unable to fortify a house and 

protect his wife (Keese)? Victor most likely did protect the house thinking some monster 

was going to come and try to kill him. Then again, Victor could have married Elizabeth 

and gone on a honeymoon with her just so that he could kill her without drawing 

suspicion (Feldman, 68).  

 The classical reading of this story would assume that it is the monster that 

commits the various murders in the book. However, it is Victor Frankenstein’s alternate 

personality that is committing these crimes. Victor even accuses himself various times in 

the book which proves his guilt. He also demonstrates disregard when it comes to the 

well-being of his loved ones, such as Elizabeth. The monster that Victor refers to in the 

story is just Victor’s hallucinations and delusions that he has due to him having paranoid 

schizophrenia. This is why Victor constantly claims that he is fighting a being known as 

the monster but the real fiend, daemon, and monster of the story is just Victor 

Frankenstein himself.    
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This paper explores the progression of psychopathy within the main character of Jim 

Thompson’s The Killer Inside Me. Lou Ford hides behind a social mask depicting a kindhearted 

oaf to conceal the psychopathic and violent personality that lies beneath. Throughout the novel, 

Lou Ford’s psychopathic personality begins to surface as he progresses from mere verbal jabs 

to murder as he tries to escape from his past and his obligations to his father. These obligations 

that he has put upon himself keep him from leaving the town; however, as he destroys the chains 

that bind him to the town by murdering those who represents these chains, his psychopathic 

personality, which is his real personality, grows in strength, and soon, the truth of his violent 

nature is known by the rest of the characters. In the end, to truly escape from the town, Lou Ford 

commits his final act: suicide. This act of suicide frees him from the past and he was able to be 

who he always was, a psychopath. 
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ESCAPE FROM A LIFE 

 
When the term “escape” comes up in either private thoughts or public 

conversations, one may assume that the word is used to describe the act of running 

away from someone or thing. The idea of escape is seen in various films and novels; in 

those types of plots, the idea is usually centered on the protagonist either running away 

from an antagonist, devising some scheme to get out of a sticky situation, or some 

other plotline along the lines of the aforementioned. In the novel, The Killer Inside Me by 

Jim Thompson, the idea of escape is used to portray the destruction of the connections 

linking the main character, Lou Ford, to his past, revealing a slow emergence of his 

hidden psychopathic side. This psychopathy manifests through Lou’s increasing sadistic 

behavior, perpetuated against his victims before and during his murder of them as his 

need to escape his past increases. Specific examples of this dramatic behavior include 

the brutality shown in the sexual relationships he creates with two of his victims and the 

method of killing he employs, one of which involved strangling a person with a belt. Lou 

Ford’s psychopathy is further characterized by a desperate need to escape from his 

condition, one that has been created through perceived obligations to his father. 

 

Lou’s first struggle to escape his current situation is between the fantasy world 

that is his constructed public persona and the reality of his cruel psychopathic persona. 

For most individuals, whether they are psychopathic or not, putting on public masks 

seem to be appropriate in most situations and a majority find themselves relying on 

these public masks more often than others. A public mask allows individuals to stick to 

what society deems appropriate while masking any inappropriate thoughts they may 

truly possess. According to Perri (2011), “… [Psychopaths] cold-bloodedly take what they 

want and do as they please, violating social norms and expectations without the 

slightest sense of guilt or regret” (p. 45). For psychopathic individuals, these façades 

allow them to interact with society without revealing deeper, disturbed sides that would 

go against societal norms; an example of which would be an intense act of violence, 

such as murder, that society would reject without hesitation. For Lou Ford, his mask is 

that of a kindhearted, bumbling idiot who constantly utters moral phrases to anyone; he 

has created a façade that presents himself as a man who others are unable to walk away 

from without appearing rude. This public mask hides Lou’s darker persona: A violent, 

sadistic psychopath who enjoys tormenting others out of whimsy. According to Moreira 

Almedia, Ointo, and Fáveroet (2014), “[…] primary psychopaths are characterized by 

impulsive, aggressive, hostile, extrovert traits.” According to Clark (2009), “Lou has 

constructed a persona that enables him to carry on his police duties and be a member 

of his community. It is a persona meant to fool his neighbors, to keep them from 

knowing the truth about him” (p. 52). The mask allows Lou to maneuver through his 
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daily life as a happy-go-lucky sheriff without drawing suspicions from his fellow town’s 

folks to his psychopathic side. This psychopathic side mainly reveals itself in his abusive 

sexual relationships. 

 

For Lou Ford, the public mask that he wears represents a fantasy world wherein 

he is unable to be himself while the inner cruelty that lies within him represents the 

reality of his personality that he hides from the public. When in the privacy of his father’s 

study, Lou feels as if “[it] was like coming out of the darkness and into the sunlight, out 

of a storm into the calm. Like being lost and found again” (Thompson, 2014, p. 25). The 

text suggests that as long as Lou hides away his true psychotic self with his public mask, 

he will feel as if a crucial part of him is missing. Because of his environment, Lou is 

unable to show his cruel nature, and only when hidden away from the outside world 

does he feel whole.  

 

To Lou, his father’s study is implied to be a haven, one where he does not have 

to put up a front. “All the answers were here, out in the open where you could look at 

them. And no one was terrified or horrified. [He] came out of the place [he] was hiding 

in—that [he] always had to hide in—and began to breath” (Thompson, 2014, p. 25). 

These sentences suggest that Lou acknowledges and accepts that he is the way he is as 

he is only able to relax when he removes all the pretenses of being kind. The study is 

where his father keeps his medical books, and it is the place where Lou overhears his 

father arguing with the housekeeper about Lou’s secret affair with her. This implies that 

the room is a place where the truth of his cruelty is revealed and does not need to be 

hidden. The room is where reality does not give way to fantasy. Found within the room 

later in the novel is a picture of Helene in an inappropriate position. According to Miller 

(2014), possible future serial killers “[nurture] sadistic sexual fantasies, sometimes 

accompanied by transvestism, voyeurism, exhibitionism, and other fetishes, usually 

involving violent pornography” (p. 13). This picture is implied to be one of the items that 

represents the first glimpse his father gets of Lou’s growing sadistic psychopathic side. 

The medical books are suggested to represent the cold hard facts that is not hidden 

behind pretty words that can lead a person astray from the truth. In this room, Lou’s 

psychopathic side is given free reign, one that is not covered up by a public mask. 

 

Outside of his private haven, Lou wears the public mask to fit in with his 

surroundings to appear normal in front of the townspeople; however, the novel implies 

that, although he is unable to truly express his cruelty in all its violent glory, Lou 

manages to take out his sadistic pleasures in a more sated version. This version comes in 

the form of awkward moral phrases that he throws out in various conversations and 

other points in the novel. According to Clark (2009), “Lou shows his hand in his perverse 
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presentation of what is his persona’s signature trait: the utterance of skeins of platitudes 

… Lou reveals that he uses this character trait sadistically to toy with and torture others” 

(p. 53). “[He] began needling people in that dead-pan way—needling [them] as a 

substitute for something else” (Thompson, 2014, p. 12). This examination of the text and 

the implications within the novel itself suggests that since Lou is unable to be as cruel as 

he wants to in public, he is willing to resort to these jabs to make people squirm for his 

own sadistic enjoyment. To Lou, “striking at people that way is almost as good as the 

other, the real way” (Thompson, 2014, p. 5). “He intentionally bores his neighbors as an 

act of veiled violence: language is a weapon of his” (Clark, 2009, p. 53). The ability to 

cause discomfort in others appeases his psychotic side, and this enjoyment gives a 

glimpse past the fantasy persona and into the real sadistic personality of Lou Ford. 

 

Along with his uncomfortable moral phrases, Lou reveals one way he attempts to 

escape from the confines that binds him to have a public persona instead of showing his 

true character to the world: secret abusive relationships. His abusive relationships with 

Amy Stanton and Joyce Lakeland is a method that he uses to escape from the fantasy 

that is his kindhearted public persona while fueling his psychopathic tendencies. In both 

relationships, Lou does not need to hold back his sadistic side like he has to in his 

everyday life. Instead, he can lose control and give himself completely to his psychotic 

side, and the longer he has the relationship, the more sadistic he becomes as he gets 

comfortable with being himself again. The text suggest that Lou does like to be able to 

embrace his sadistic traits when he is unable to forget about Joyce. Compared to Amy, 

Lou is more abusive with Joyce since she is a prostitute with no real connection to the 

town. When she is no longer within his grasp, Lou appears to miss the moments he has 

with her in which he is able to embrace the reality that he is a psychopath. This can be 

seen when he tells Joyce that “I’m going to miss you, baby … You’ve got to go, but I’m 

sure going to miss you” (Thompson, 2014, p. 44). Even though Lou knows that he needs 

to eliminate Joyce as she is a threat to his public persona, the text implies that he will 

miss one of the only opportunities that he has to be himself and to go about being 

abusive and sadistic without being reprimanded for it. 

 

His second struggle with escape comes in the form of his victims and how each 

connects him to the town and his past. The novel implies that through some form of 

obligation to his father and his brother, Lou is unable to leave the town behind and 

remains trapped with his public persona that his father suggests he creates to appear 

normal to the townspeople even though Lou suffers from psychopathy. According to 

Laurence Miller (2014), psychopathic killers’ “fantasized fusing of cruelty and sexuality 

usually begins in adolescence, sometimes in childhood, and develops over their 

lifespan.” Lou’s sadistic psychopathic side stems from his adolescent years with an 
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abusive sexual affair with his father’s housekeeper Helene and gradually increases until it 

leads him to the incident where he sexually abuses a child, leading to him feeling 

indebted to his father and brother. “Lou suppresses the ‘sickness,’ never leaves town 

despite his lineage and intelligence, and becomes a deputy sheriff. To hide the sickness 

of the true Lou—the killer inside him—he constructs the persona of the stereotypical 

small town peace officer” (Clark, 2009, p. 55). The text suggests that after his father has 

Mike, his adopted brother, take the blame for Lou’s sexual harassment of a child, Lou 

feels obligated to suppress his psychopathic side and stay in the town like his father 

wanted him to after finding out about Lou’s psychopathy. Through Clark’s interpretation 

and with what the text implies, Lou feels indebted to him, and as the plot progresses, his 

desire to escape from this obligation leads him to kill off the victims that connects him 

to his past. 

 

Lou’s first victim that appears in the novel suggests the beginning of his attempt 

to escape from his past. According to Perri (2011), “most psychopaths are mentally 

capable of appreciating the criminality of their actions and can be rather methodical and 

strategic regarding their crimes” (p. 44). For Lou, killing is a way to sever his ties with his 

past, and he tries to plan out each killing before actually proceeding through with the 

act to shift suspicion away from himself. Through his planning, he is able to kill a good 

number of people who connect him to his past and the town: 

 

“Joyce and Elmer were going to die. Joyce had asked for it. The Conways had 

asked for it. I wasn’t any more cold-blooded than the dame who’d have me in 

hell to get her own way. I wasn’t any more cold-blooded than the guy who’d had 

Mike knocked from an eight-story building” (Thompson, 2014, p. 41).  

 

He kills Elmer Conway because the text implies that Elmer’s father has someone 

murder Mike. Because Mike takes the blame for Lou’s mistake in the past with the sexual 

harassment, Lou feels obligated to seek out revenge against the person who orders 

Mike’s murder. By killing Elmer Conway, Lou no longer has to feel like he is indebted to 

Mike for saving him back then with the child and he is now able to move on with his life. 

By killing Joyce, Lou is eliminating a possible threat to his goal of escaping the town as 

she tells Lou that “‘I wouldn’t want to …, but I’m not going to give you up. Never, never, 

never. If you’re too good for me now, then I’ll make it so you won’t be’” (Thompson, 

2014, p. 13). The text suggests that Joyce is not going to willingly let Lou go without the 

threat of tearing apart his life and revealing his psychopathic side to the world, and thus, 

Lou feels like he needs to get rid of her to protect himself. By killing the rest of his 

victims with the exception of the bum, he is implied to be severing his ties to the town 

as Amy is meant to marry him while Johnny is a boy that he helps out from time to time.  
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Another reason he may have tried to kill both Joyce and Amy is because of their 

implied connection to the housekeeper that Lou has an affair with when he was 

younger. In Lou’s eyes after finding the picture of Helene in his father’s study, he 

appears to see “how much [Helene] looked like Joyce. How there was even a strong 

resemblance between her and Amy Stanton” (Thompson, 2014, p. 101). The text implies 

that because the two women resemble Helene that Lou saw Helene within Amy and 

Joyce, thus killing them to try and get back at Helene. According to Simons (2001), 

“mission-oriented sadistic killers may also focus on victims who are merely substitutes 

for the intended, but unavailable target” (p. 349). This can imply that since Helene, the 

housekeeper, threatened to expose Lou in the past and thereby ruin his father’s name, 

Lou feels obligated to destroy those who resemble the person who has caused him pain 

in his past. By killing Amy and attempting to kill Joyce, he is attacking the cause of his 

father’s and his own past frustrations, and by succeeding in his second kill, he is able to 

chip away at his obligations to his father little by little in his attempt to escape from his 

current confines. 

 

Lou’s third and final struggle with escape comes at the end of the novel when he 

finally reaches the conclusion that the only way to escape from the cage he lives in is to 

take his own life. The first sign that suggests Lou is escaping from his obligations is 

when he meets Joyce for the first time and his sadistic side resurfaces after having been 

buried for so long under his public persona. During the confrontation, he explains that “I 

tried to push past her. I had to get out of there. I knew what was going to happen if I 

didn’t get out, and I knew I couldn’t let it happen. I might kill her. It might bring the 

sickness back” (Thompson, 2014, p. 10). Lou is having an internal struggle with himself as 

his real personality is trying to break free of the chains that try to hold it back because 

of the obligations he has to his father in trying to be a normal person and fitting in with 

society. In the end of this struggle, Lou’s real self comes to light as he sadistically beats 

Joyce, signaling the start of his own internal escape from the public mask he wears. The 

more he tries to resist and restrain his true nature, the harder it is to hide his cruel 

personality until finally the truth is revealed and his psychopathic side is allowed to run 

free as he tries to escape from the town by severing his connections to the townspeople. 

 

Even with all his attempts to get away from his past, Lou realizes that he is 

unable to escape now that he is caught. The only way for him to truly escape from the 

confines of the town and his past, the last possible option, is to commit suicide. He even 

goes on to say that “I couldn’t have gone, no matter how things were. It’s like you say, 

I’m tied here. I’ll never be free as long as I live” (Thompson, 2014, p. 223). This implies 

that no matter what Lou does, there will always be some connection that remains that 
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will keep him from truly moving on and away from the town. To solve this problem, he 

douses the entire interior of the house with oil and burns down the house in the implied 

explosion at the end of the novel. By doing this, Lou is finally able to erase all traces of 

his past, thus truly destroying his connection to the town and his father. He is finally 

able to move on from being bound into a fantasy role of someone who is sane and 

kindhearted to someone who is free from all chains now that he is dead. 

In the end, Lou is able to obtain what he desires most: An escape from the town 

and his past. Though it is slow and gradual, Lou reveals his progressive escape from the 

town through his growing psychopathic tendencies from verbal jabs to murder. As his 

actions escalate in coldness and violence, he comes closer and closer to true escape 

until finally he achieves it by way of suicide. He kills victims, such as Joyce and Elmer 

Conway, who remind him of the past and keep him connected to the town even though 

they may not know it. This connection stems from his perceived obligation to his father. 

His interactions with the other characters, especially in those abusive sexual 

relationships, helps his psychopathic side grow in intensity. Each escalation brings him 

closer to reality, which is his true self, and further away from the fantasy of being sane 

and normal like everyone else in society, an image that his father wishes for him to 

maintain. Lou Ford hides his real side from the other characters throughout the novel, 

and is only able to achieve his escape once the real side comes to light and his 

connections to his past and his obligations to his father are completely severed. 
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