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INTRODUCTION TO NATURAL SELECTION  
 

How does natural selection work? 
Natural selection can only select from the traits that already exists in the population. It is not a 

creative process, but only used for fine-tuning the characteristics. Organisms that have the features 
suited to survival in a given environment tend to survive better than those without. The generation of 
new traits, however is limited to variation within a kind (reptiles, birds, canines, felines, etc.) 

These differences can be huge (a Chihuahua vs. a Great Dane, etc.) but they are still the same 
kind. Fertile canine hybrids occur between coyotes, wolves, dingoes, jackals, and dogs; the Bengal 
Cat is a cross of an Asian leopard cat and a domestic cat; and a ‘zonkey’ is a zebra/donkey hybrid.1  

In the end however, reptiles produce only reptiles, birds produce only birds, canines produce only 
canines, felines produce only felines, worms produce only worms, and insects produce only insects. 

Anything that helps a creature to breed successfully (produce offspring that survive to reproduce) 
contributes to its ‘fitness’, and hence the ability to persist in a specific environment. Biologists use 
‘natural selection’ in terms of differential reproduction, very important in addition to physical features. 
 Natural selection does not produce any new genetic information. The modern concept of evolution 
invokes mutations to create the new information, but as we shall see below, this is not the case.  

 
 
MUTATION BASICS 
 

What they are and how they cause changes 
 In evolution, mutations are said to account for all the new, novel subcellular structures. 

 A mutation is a change in DNA. There are three basic types of mutations. 
  

o Substitutions are mutations that exchange one of the four base codes (letters) C: Cytosine 
(ˈsītəˌsēn), G: Guanine (ˈgwänēn), A: Adenine (ˈadnˌĭn), and T: Thymine (ˈthīˌmēn), in the 
DNA double helix for another.  

o Insertions are mutations in which extra base pairs are inserted into a new place in the DNA. 
o Deletions are mutations in which a section of DNA is lost, or deleted. 

 
  Mutations can be induced by ionizing radiation, certain chemicals, and cell division. However 
mutations, the claimed engine of evolution, only break or rearrange (damage) genetic material.   
 
 



Microbes to man 
How much information do mutations have to add to change a minimal microbe into a human? The 

microbe’s essential genome is a mere 0.0005 billion nucleotides (‘letters’). A human has some 3 
billion. So, mutations would have had to invent almost all of the 3 billion nucleotides of DNA 
information/specifications, for a human to have evolved from a microbe. 

The number of mutations that are detrimental of far outweigh those that are beneficial. The 
material below is from a document describing a computer search of literature covering all published 
scientific studies that dealt with beneficial mutations as stated. 
 
The elusive beneficial mutation 

 Jerry Bergman, Ph.D. in human biology, writes: 
“Some workers have estimated that far less than .01% of all expressed mutations are helpful to 

the organism. As Francisco Ayala (1978) noted ‘mutation is the ultimate source of all genetic 
variation,’ but useful genetic variation ‘is a relatively rare event....’ (p.63)  
 In order to locate all alleged examples of beneficial mutations, I [in 2005] carried out a computer 
search of. . . . all published scientific studies that dealt with beneficial mutations. . . . The search of 
two data bases totaling 18.8 million records found that . . . only 0.04%, or 4 in 10,000 articles . . . 
discussed beneficial or favorable mutations. . . . 
 All of the 126 examples located were then reviewed, [finding] that none of them contained clear, 
empirically supported examples of information-gaining, beneficial mutations. Most “examples” of 
actual, beneficial mutations were loss mutations in which a gene was disabled or damaged, all of 
which were beneficial only in a limited situation.”2 

 A little later the in ‘MUTATIONS WITH NEGATIVE EFFECTS’, data in the Human Genome 
Mutation Database will be covered. It will verify that the above estimate of less than .01% of 
mutations being partially beneficial is correct, which means over 99.99% are not beneficial.  
 Virtually every mutation deteriorates the genome. 

 
 
MUTATIONS CLAIMED BENEFICIAL  

 
There are only a handful that are 100% beneficial such as ones that cause dwarfing of plants 

(helping crop plants not fall over), non-shattering pods (preventing seeds from spilling), . . . or 
variations of flower colors . . .” There are also some that are beneficial with a detrimental side-effect. 
However, when studied at a molecular level, we find that rather than adding information, they destroy 
information, or corrupt the way it can be expressed since they are random mistakes.  

 
Wingless beetles (positive only under the right circumstances) 
 A type of beetle that had wings became wingless on a small windy island, probably due to a 
mutational defect. The beetles, which could fly, tended to get blown out to sea, so this new ‘wingless’ 
variety had a higher survival rate and was ‘naturally selected’ over those with wings.  
 However, if in the future the wind is blocked such by plant growth, the construction of a village, 
etc., it will have less chance to escape predators, and is likely to be eliminated.3 
 

 The malaria parasite, plus DDT and warfarin resistance 
“. . . the malaria parasite, Plasmodium [plăz-mō′dē-əm]. . . . has developed resistance to multiple 

anti-malaria drugs and humans have developed some measure of resistance to it. . . .  
[However] all cases of adaption in both Plasmodium and humans, are due to breaking things 

[within the gene], not creating new complex features. . . . [Also] DDT resistance in mosquitoes and 
warfarin resistance in rats. . . . In every case things are broken by mutations to create resistance.”4 
   
Mutant HbS and HbC genes 

“The classic example of evolutionary change in humans is the hemoglobin mutation named HbS 
that makes red blood cells take on a curved, sickle-like shape. With one copy, it confers resistance to 
malaria, but with two copies, it causes the illness of sickle-cell anemia. . . . Italian researchers . . . 



found a protective effect associated with a different variant of hemoglobin, named HbC. People with 
just one copy of this gene are 29% less likely to get malaria, while people with two copies enjoy a 
93% reduction in risk. And this gene variant causes, at worst, a mild anemia, nowhere near as 
debilitating as sickle-cell disease.”5 

 “Sickle cell disease affects millions of people worldwide. . . . [It] is the most common inherited 
blood disorder in the United States, affecting 70,000 to 80,000. . . . . Characteristic features . . . 
include . . . (anemia), repeated infections, and periodic episodes of pain. The severity of symptoms 
varies. . . . Some people . . . are frequently hospitalized for more serious complications. . . . [It] can 
lead to organ damage, especially in the lungs, kidneys, spleen, and brain. . . . Pulmonary 
hypertension occurs in about one-third of adults . . . and can lead to heart failure.”6 

Here is a mutation that causes deadly disease, and a milder variant, neither is clearly beneficial. 
 
 
DETRIMENTAL MUTATIONS  
 

  As mentioned earlier, the number of detrimental mutations far outweighs beneficial mutations.  
 

The fruit fly: 3000 mutations over millions of years of supposed evolutionary time 
“Since the early 1900s. . . . over 3,000 different mutations have been documented, [producing] 

eyeless flies, flies with different colored eyes, flies with legs growing from their heads, extra pairs of 
[nonfunctional] wings, various colored bodies, wingless flies, flies with unusually large wings, flies with 
useless wings, flies with twisted wings, etc. The list could go on for hundreds of pages.  

After a hundred years of experimentation. . . . equivalent of millions of years of supposed 
evolutionary time. . . . and intelligent selection acting on those mutations, the world’s most brilliant 
minds have not been able to produce any different kinds of creatures from Drosophila (drə-sŏf′ ə-lə).  

The bottom line of all experiments ever done on fruit flies is that they stay fruit flies.”7  
 
Cancer causing mutations: 
  “Scientists from the Johns Hopkins Kimmel Cancer Center have created a statistical model that 
measures the proportion of cancer incidence, across many tissue types, caused mainly by random 
mutations that occur when stem cells divide. By their measure, two-thirds of adult cancer [ensues] 
when these random mutations occur in genes that can drive cancer growth, while the remaining third 
are due to environmental factors and inherited genes.”8 

 
Human genome mutation database abstract (NIH): 188,000 cause disease 

PubMed.Gov US National Library of Medicine National Institutes of Health   
Hum Genet. 2014 Jan;133(1):1-9., Stenson PD, Mort M, Ball EV, Shaw K, Phillips A, Cooper DN. 

 “The Human Gene Mutation Database (HGMD®) is a comprehensive collection of germline 
mutations in nuclear genes that underlie, or are associated with, human inherited disease. By June 
2013, the database contained over 141,000 different lesions detected in over 5,700 different genes, 
with new mutation entries currently accumulating at a rate exceeding 10,000 per annum. HGMD was 
originally established in 1996 for the scientific study of mutational mechanisms. . . . However, it has 
since acquired a much broader utility as a central unified disease-oriented mutation repository . . . 
The public version of HGMD (http://www.hgmd.org) is freely available to registered users . . .”9 

In the July release 2016.1, mutation totals are 183,500. This is an increase of 42,500 new 
mutation entries in only three years, or about 14,000 per annum! In the August release 2016.2, totals 
have swelled to 187,995, an increase of 4,495, a rate of about 54,000 per annum! 10, 11 

The HGMD, rapidly approaching a quarter of a million mutations based diseases, is only one of 
many genetic mutation databases. And, the others may already have pushed it over that number. 
They are listed in the Centre Biomedical Genetics Disease-related variation databases.12 

Lenski’s estimate on beneficial mutations is interesting (related to his experiment described in, ‘A 
poke in the eye for anti-evolutionists’, under ‘NEW SPECIES, AND CHANGE OVER TIME’):  

“Although the bacteria . . . are thought to have generated hundreds of millions of mutations . . . 
Lenski has estimated . . . only 10 to 20 beneficial mutations achieved fixation.”13 



NEW SPECIES, AND CHANGE OVER TIME  
 
What is a kind, a species, and what is speciation? 
 The definition of kind versus species is a very grey area. Kinds are generally defined as 
organisms that were originally created in a number of discrete forms able to interbreed. They have 
subsequently diversified through speciation as defined below. A species is typically an organism that 
can interbreed, yet bower birds which interbreed are classified into 20 species in eight genera. The 
late Stephen Gould questioned species, “how could the existence of distinct species be justified by a 
theory [evolution] that proclaimed ceaseless change as the most fundamental fact of nature?”14 

 Speciation is also debated. One is, variation within the largest group of organisms capable of 
reproducing fertile offspring, including hybrids. In this document we will 
define speciation as a change, that is due to mutations, selective breeding, or 
some other manifestation but still allows interbreeding. It does not add any 
new information or complexity to the genome. Pugs, for example, that were 
selectively breed for extreme features, cannot be breed back to the ancestry 
they came from as they have lost genomic information in the process.  
 Fossils, however can only be grouped according to their looks and 
skeletal structure. This can cause mislabeling. The fossils of a Great Dane 
and a Chihuahua for example might be listed as different species. 
 
Rapid speciation over time by adaptation, not evolution 
 Variation within a kind, which can be rapid, is part of the creation model. As stated earlier in this 
document, natural selection can only select from the variety that already exists in the population. It is 
not a creative process, but only used for fine-tuning the characteristics. This has been considered 
evolution, but it is only a genetic rearrangement, not the addition of new information.  

  There is considerable evidence for this rapid speciation. 
 
Trinidad guppy adaptation 
  “Researchers in Trinidad relocated guppies (Poecilia reticulata) [po-e-ci-lia re-ti-cu-lata] from a 
water pool teeming with predators to . . . where there was only one predator, and it preyed on small 
guppies only. So large guppies would be safe. The descendants of the transplanted guppies adjusted 
. . . by growing bigger, maturing later, and having fewer [but] bigger offspring. . . . in a mere four years 
– a rate of change some 10,000 to 10 million times faster than the average rates determined from the 
fossil record”.15, 16 
  
Of mice and mosquitoes  

“Not long ago, evolutionists were astonished to find that bird-biting mosquitoes, which moved into 
the London Underground train network (and are now biting humans and rats instead), have already 
become a separate species. And now a study of house mice in Madeira (thought to have been 
introduced to the island following 15th century Portuguese settlement) has found that ‘several 
reproductively isolated chromosomal races’ (in effect, new ‘species’) have appeared in less than 500 
years.  

In all of these instances, the speedy changes have nothing to do with the production of any new 
genes by mutation (the imagined mechanism of molecules-to-man evolution), but result mostly from 
selection of genes that already exist. Here we have real, observed evidence that (downhill) adaptive 
formation of new forms and species from the one created kind can take place rapidly.  

It doesn’t need millions of years.”16 
 

‘A poke in the eye for anti-evolutionists’ 
“Lenski’s experiment is also yet another poke in the eye for anti-evolutionists, notes Jerry Coyne, 

an evolutionary biologist at the University of Chicago. ‘The thing I like most is it says you can get 
these complex traits evolving by a combination of unlikely events,’ he says. ‘That’s just what 
creationists say can’t happen.’  



In 1988, Richard Lenski, Michigan State University . . . founded 12 cultures of E. coli and grew 
them in a laboratory, generation after generation. . . . The culture medium had a little glucose but 
lots more citrate, so once the microbes consumed the glucose, they would continue to grow only 
if they could evolve some way of using citrate. Lenski expected to see evolution in action.”17 

Details: In 2008, after 33,000 generations of E. coli, which cannot utilize citrate aerobically, Lenski 
reported that a single E. coli strain developed the ability to grow aerobically on citrate. [As of 2015 
they exceed 63,000 generations, equivalent to over 1 million years of human evolution.] He 
concluded they had evolved a new trait by adding information to their genome. However, with 
assistance from Washington State University genomics laboratory and the Icahn School of Medicine 
core genomics laboratory, University of Ohio researchers refute that conclusion as follows: 

 “In summary, E. coli can rapidly mutate to a Cit+ phenotype [a physical ability to utilize citrate 
aerobically] in a relatively short time if subjected to direct selection. . . . As such, Cit+ mutants 
exemplify the adaptation capability of microorganisms but, as of yet, the LTEE has not substantiated 
evolution . . . i.e., a gene with a new function. Interestingly, our findings parallel the conclusions from 
bacterial starvation studies . . . which E. coli adaptations were dominated by changes in the regulation 
of preexisting gene activities rather than by the generation of new gene activities, de novo. . . . genes 
involved in the process maintain their same function but show expanded expression by 
deregulation.”18 

 This experiment actually demonstrated the creation science model of adaptation by modification 
of what already exists. So in the end, Professor Coyne is the one receiving the ‘poke in the eye’. 
 
Genetic adaptation from within discovered 
 Scientific research is finding that variation-inducing genetic elements (VIGEs) are able to provide 
these adaptations like the difference in beaks on ‘Darwin’s finches’, the variety of horns on antelopes, 
and the diversity of colors of parrots for example, due to these built-in genetic capabilities. 

“The idea that mobile genetic elements are involved in creating variation is not new. . . . In 1956, 
[Barbara McClintock] suggested that transposons [trăns-pō′zŏns]. . . function as molecular switches 
that could help determine when nearby genes turn on and off. . . . When it was discovered that more 
than half of the human genome [the ‘junk’ DNA] consists of (remnants of) mobile elements, 
McClintock’s ideas were revived and further developed by Roy Britten and Eric Davidson.  

It is only recently that we have begun to understand the power of VIGEs (variation-inducing 
genetic elements) as genetic regulators and switches. . . . even when a short interspersed nucleotide 
element (SINE) lands at some distance from a gene, it can take on a regulatory role.”19 

Virologist Nessa Carey says in her book: “it's the ‘junk DNA’ that is running the whole show.”20 

 
 

SUMMARY  
 
v Mutations plus natural selection work in the wrong way for evolution, they do not produce any new 

genetic information, they can only fine tune what already exists in the organism. 
v Mutations, the claimed engine of evolution, only brake or rearrange (damage) genetic material.   
v Proteins contain from 400-30,000 amino acids. All must be in exact order and ‘left-handed’ to be 

functional. It’s doubtful even one of the 100,000 proteins could have arisen by random mutations. 
v These unique protein types are actually (3-dimensional micro-biological protein machines). 

Making them requires enzymes, which are also proteins. And, RNA polymerase, ribosomes, etc., 
are needed to fabricate all of these are also proteins. A cascading order of irreducible complexity! 

v For microbe to man evolution, mutations would have to invent almost all 3 billion DNA codes. 
v Over 3000 laboratory-induced, and intelligently designed mutations in the fruit fly over more than a 

century (equivalent of millions of years of supposed evolutionary time) have not produced a new 
organism or even one positive attribute.  

v Mutations producing negative effects (188,000 from just the HGMD database, release 2016.2, 
growing by over 10,000 yearly) far outweigh those producing positive effects, (126 or less from the 
18.8 million records). That’s a factor 1450 to 1, even lower than the previously estimated 0.01%. 

v As implied above, many mutations claimed to be positive also produce negative impairments. 



v Lenski’s claimed evolution of E. coli was refuted as adaptation by preexisting gene activities. 
v Wikipedia states: “Although the bacteria . . . are thought to have generated hundreds of millions of 

mutations . . . only 10 to 20 beneficial mutations achieved fixation.” So in this case the ratio of 
mutations producing negative effects to positive is at least 10 million to one or more! 

v Again as above, scientists are discovering that adaptation and speciation come from genetic 
instructions pre-programmed within the organism, not through nature evolving new species. 

v Guppies, mice, and mosquitos verify that rapid change occurs due to adaption, not evolution. 
v Existing variation-inducing genetic elements provide adaptation by turning genes on and off even 

if only located near the gene! 
v “it's the ‘junk DNA’ [what scientists claimed was failed evolutionary left overs] that is running the 

whole show.”  
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