Leading article

Fibre, fermentation, flora, and flatus
Research into flatogenesis has undergone several, apparently unrelated,
phases. Early studies of the volume of gas in the gastrointestinal tract' 2 were
prompted by the abdominal pain and discomfort experienced by sailors and
airmen who had been subjected to explosive decompression. The second
phase was aided by the realisation that human gas production could pose an
explosion hazard during longterm space flight.3 Since that time, there has
been little attempt to quantitate gas production in man although there have
been many studies on concentrations of H2 and CH4 in end expired breath.
There have been remarkable advances during the last 15 years in our
understanding of the nature of non-absorbed sugars and dietary fibre and of
their fermentation in the large intestine. It is now possible to construct a
clearer picture of the overall stochiometry of colonic fermentation and gas
production in man.
The link between large intestine fermentation of non-absorbed carbohydrate and gas production has been exploited in numerous breath tests for
malabsorption because a portion of the gas produced (H2 and CH4) is
absorbed from the lumen of the large intestine into the blood stream and
excreted in the lungs. As much as 13% of H2 gas may be lost through this
route.4 Whilst H2 appears to be the major unique gas produced by intestinal
fermentation, a proportion of individuals also excrete appreciable quantities
of CH4-"14 In patients with unresected colon cancer the proportion of
methane-producers is high (86-92%), falling to normal levels (43-47%)
after resection. 13 Methanogenic bacteria are also present in large quantities
in patients with diverticulosis. 1s In contrast with these data, a recent study of
South African populations has shown that although there was a wide
variation in the proportion of methane producers in different ethnic groups,
this did not relate to the relative risk of developing colon cancer.'6 The
picture is confusing and the report of Weaver and colleagues,'7 in this issue
of Gut is therefore timely. In this study, an attempt has been made to
determine the stochiometry of fermentation of defined substrates by
incubation of faecal samples from a H2 and a CH4 producer. It addresses the
essential questions of 'How much', 'Why?', 'Where?', 'What?', and 'Why
not?'.
How much?
Most studies have measured only the small proportion of H2 and CH4 which
is excreted in the breath. Because H2 and CH4 are expressed as concentrations, it is not possible to calculate total output unless respiratory volumes
are known. End expiratory gas measurements are straightforward in
patients or volunteers, but rectal intubation for measurement of flatus
volumes is not. A non-invasive alternative to rectal intubation is suggested
6
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by the report of Garlick and colleagues,'8 in which total "'CO2 output was
measured during infusion with 'IC-labelled amino acids. Each subject was
housed in a ventilated, disposable oxygen tent and measurements of gas flow
and gas composition made with simple equipment. This technique may be
useful in quantitating intestinal gas production in man. There is evidence
that humans are considerably less flatogenic than theory would suggest and
the reason for this may relate to the health of the large intestine.
A reason for believing that man passes less wind than he should is
suggested by the elegant study of Weaver and colleagues. '7 In an earlier
review of the subject,'9 the stochiometry of colonic fermentation in man was
proposed to be:
34.5 C6H11206-48 acetate+34*25 C02+23-75 CH4+10-5 H20
+ 11 propionate
+5 butyrate
Alternatively, if no CH4 were produced by CO2 reduction, the equation
could be rewritten:
34.5 C6H1206->48 acetate+58*0 C02+95 H2+10-5 H20
+ 11 propionate
+5 butyrate
In Weaver's17 study faecal suspensions from both subjects fermented
glucose and corn starch to produce VFA's and gas, although the relative
proportions of each product varied. The VFA, CH4, and H2 yields per
glucose molecule were considerably lower than would be expected by either
equation.
A second reason is suggested by considering the amounts of carbohydrate
which are fermented in the large intestine. It is thought that an average value
should be approximately 70 g, calculated on the basis of the amount required
to produce the observed bacterial mass of human faeces.7 In other words, to
the quantity of fermentable non-starch polysaccharide normally ingested2' 22
should be added the significant quantities of starch which may be present in
the diet in a form which resists small intestinal amylolysis and brush border
assimilation of constituent glucose moieties.2>25 Fermentation of 70 g of
carbohydrate would produce, by either scheme described above, either
6 litres/d of CH4 or a truly Zeppelinogenic 24 litres/d of H2. Flatus volume,
however is rarely more than 1 litre/day.3 4 26
Where, therefore does all of the gas go and what may be the significance of
submaximal flatogenesis? The pattern of carbohydrate fermentation by
anaerobic bacteria in the large intestine may explain part of this difference.
Why?

Metabolic events in the lumen of the large bowel occur under anaerobic
conditions such that complete oxidative microbial metabolism of carbohydrate by intestinal flora cannot occur through the Kreb's Cycle. Limited
oxidation of sugars and their intermediary metabolites can only procede if
reduced equivalents are removed by a 'metabolic sink'. H2 and CH4
production therefore provides a simple means of removing reduced
equivalents, in gaseous form. The energy yield of carbohydrate to the
bacteria is rather low and further oxidative metabolism of the bulk of
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volatile fatty acids (VFA's) produced has to occur within the colonocyte, or
in other tissues after uptake and transmucosal transport. An elegant
summary of the metabolic pathways by which organic acids, and in
particular the VFA's, are produced by different classes of colonic bacteria, is
given elsewhere.'92027 The major feature of these pathways is that hexose
sugars are cleaved to form pyruvate, through the Emden-Meyerhoff
Pathway. Two pathways are then available for disposal of pyruvate. First, it
may be reductively converted to propionate (through succinate). The
second pathway converts pyruvate to acetyl-CoA which may then either be
hydrolysed (to release acetate), or reduced to form butyrate. Conversion of
pyruvate to acetyl-CoA produces reducing equivalents as H2, whereas
formation of propionate and butyrate consume H2. If, however, anaerobic
degradation of sugars were allowed to procede to completion, the end
products would be CO2 and CH4.
It is therefore clear that the extent of methanogenesis will determine the
pattern of VFA's formed in the intestine. The major species responsible for
methane production in man is Methanobrevibacter smithii.67 CH4 is formed
by this organism from CO2 and H2 produced by other bacteria. It seems that
in man (as in the ruminant), the time required by acetate using methanogens
to oxidise all fatty acids and H2 to CO2 and CH4 is longer than large bowel
transit time.20 Production of methane from CO2 and hydrogen results in
decreased gas volumes, because one volume of methane is produced from
four volumes of H2. This may explain in part, submaximal flatogenesis in
man.
Different bacterial species are responsible for H2 and CH4 generation and
there are variations in the dynamics of their production in man. For the
readily fermentable carbohydrate, lactose, one half of H2 production occurs
in the caecum and right colon, compared to less than 10% of methane
production.4 Ingestion of lactulose and breath H2 also correlate well28 and
the evidence suggests that malabsorption of a test carbohydrate should be
'calibrated' by normalising the breath H2 response to that of a known
amount of lactulose.29 In methane producers, however, the breath CH4
response to oral lactulose is idiosyncratic'2 and may relate to the rapid
fermentation of this substrate in the caecum and right colon such that little is
available for further fermentation at more distal, methanogenic sites.
Despite the usefulness of breath H2 tests, there are several caveats. First,
preexisting treatment (antibiotics, enema or colonoscopy) markedly affects
H2 production.03' More subtly, mood dramatically alters breath H2 output,
which is increased during periods of acute3'32 or chronic3 tension or when gas
measurements are made in public places.32 This may be caused either by a
sudden increase in the amount of fermentable substrate reaching the caecum
and right colon (during periods of stress), or to retention of gas (and an
increase in its excretion in breath). It is therefore clear that care should be
exercised in designing diagnostic H2 breath tests and that attention should
be paid to the comfort and privacy of the subjects.
Interestingly, methane production is unresponsive to mood,32 or preexisting treatment,3' again suggesting that H2 and CH4 production are
partially separated by anatomy and microbiology in the human large
intestine and may be independently altered by transit phenomena. The
nature of the non-absorbed carbohydrate may therefore be crucial to the
quantities of gas produced.
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Where?
The flatogenic potential of all non-absorbed carbohydrates should be the
same, if all saccharide bonds are available for hydrolysis and constituent
monosaccharides liberated for subsequent bacterial fermentation. This is
clearly not the case, however, as shown by the variation in fermentation of
non-starch polysaccharides in man33 and in the pig.34 Variability seems to be
determined not only by the type of saccharide linkage involved, but also by
the physicochemical characteristics of the non-absorbed polysaccharide such as the 'resistant starches'.3'37 For non-starch polysaccharides, availability relates more to physical, rather than chemical factors.38 The access of
bacterial cell wall polysaccharidases27 to bonds buried deep within highly
ordered, relatively dehydrated polysaccharide structures may be limited.
Decreased fibre particle size,3;" increased hydration (due to removal of
lignin during digestion41), increased fibre porosity and solubility and
decreased viscosity42 all tend therefore, to increase the fermentability of
non-absorbed carbohydrates. Fermentation of soluble, non-absorbed
sugars (Lactulose, Lactitol, Palmitit, Isomalt) in the caecum and right colon
is limited by none of these factors and they all express their full fermentative
and flatogenic potential when administered orally.4
The possibility therefore exists that hydrolysis and fermentation of
different non-absorbed polysaccharides may occur at different sites in the
large intestine. Levitt and Ingelfinger4 observed that methane production
occurred primarily in the left colon. Dietary fibre which is poorly hydrolysed
and fermented in the right colon may provide a good supply for H2 and CH4
production in the left colon. At present this concept is speculative but would
be supported by the observation that not only is CH4 production by
methanogenic bacteria pH dependent47 but that these strains have increased
growth rates at slightly alkaline pH.' Thus their growth would be most
favoured by conditions in the left colon. The decrease in large bowel transit
time produced by a high fibre diet may, however, lower bacterial contact
time and CH4 production. This may be inferred from the observation that
large bowel transit time and faecal pH correlate significantly with breath
methane levels49 although in the recent study of Segal et al,'6 this was not the
apparent cause of high levels of methane production in rural black South
Africans who had rapid transit consequent on high fibre consumption.
What?

The proportions of gases produced during colonic fermentation may provide
a clue to the pattern of VFA production. Weaver and colleagues'7 in this
issue of Gut provide some data on this point. Volatile fatty acids and gas
production were measured, using glucose or starch as the substrate. In the
hydrogen producer, glucose and starch disappearance were similar, indicating that hydrolysis of starch was not rate limiting for fermentation. In
contrast, starch appeared to be less well fermented than glucose, in the
methane producer. The pattern of VFA's also differed. Methanogenesis was
accompanied by less propionate and more acetate production. Similar
observations have been made in ruminants when ciliate protozoa were
established in the rumen: a significant negative correlation between
propionate and CH4 production, was reported.50 These changes may have an
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impact on the health of the large bowel. It has been suggested5" that VFA's
may have a protective role in relation to colon cancer. Butyrate is a major
substrate for colonocyte energy metabolism"2 and has cytostatic effects on
colorectal cell lines.5" It has recently been shown that VFA's stimulation of
crypt cell production rate in the small and large intestine of rats occurs in
vivo (butyrate>propionate>acetate), but this may be mediated systemically, as all VFA's inhibit epithelial cell proliferation in vitro.53 Factors which
reduce VFA production may therefore be of importance. Methane production represents a 'sink' into which bacteria may dump reducing equivalent,
thus releasing the coenzymes NAD, NADP, and FAD for further bacterial
oxidative metabolism of VFA's. In ruminants and to a lesser extent in pigs,
methanogenesis represents a loss of VFA's to the host, which would
otherwise be absorbed for further metabolism.5I
The possibility therefore exists that excess methane production may be
associated with two, possibly deleterious, phenomena. First, it may tend to
decrease the supply of readily metabolised substrate (VFA's) to the colon. It
may also alter the production of specific VFA's with growth regulatory
properties within the large bowel lumen. The experimental evidence for
trophic effects of VFA's on small and large bowel function during enteral
nutrition are reviewed elsewhere.55 This is clearly an important area and
warrants further study.
Why not?

The relationship between H2 and CH4 production, the type of fermentable
non-absorbed polysaccharide and sites of fermentation is not clearly known.
Perfusion and representative sampling of these sites may not be possible
without disturbing the balance of microflora within these regions. Attention
has therefore been given to incubation systems which mimic the anatomy of
the large bowel by use of sequential fermentation chambers."657 This
strategy has been used to study rumen fermentation and the digestion of
dietary proteins in the stomach and small intestine.58 Site and time related
aspects of carbohydrate assimilation may thus be studied in a continuous
culture system which is not dissimilar to the human colon. Using this
approach, the impact of sulphate reducing bacteria (SRB) on gas and VFA
production was determined.57 The three chambers were pH controlled to
simulate the pH gradient between the caecum and left colon and after initial
innoculation with a faecal slurry the system was allowed to reach
equilibrium. During infusion of porcine gastric mucin (containing sulphated
mucopolysaccharides) CH4 and H2 production were completely suppressed
in the two distal chambers operated at higher pH. This was accompanied by
sulphate reduction (by H2) and generation of sulphide, catalysed by
increasing numbers of SRB. After the mucin infusion ceased, the system
returned to its steady-state. In separate experiments with incubated faecal
slurries from methane producers and non-methane producers, significant
quantities of CH4 were only produced in the absence of sulphate reduction.
Mixtures of slurries from both sources showed the ability of SRB to
outcompete methanogenic bacteria (MB) for H2.59 Addition of nitrate,59
which can be reduced to nitrite by other classes of faecal anaerobes"' variably
suppressed CH4 and H2S production in both types of slurries. The
suggestion that establishment of either MB or SRB colonies (but not both)
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occurs in the human colon is supported by the report that SRB in faecal
samples from British and South African populations correlated inversely
with breath CH4 production.61 The supply of sulphate containing mucin to
the colon may be the major determinant of SRB colonisation.59 Whatever
the reason for establishment of SRB in the human colon, it will result in
diversion of H2, away from CH4 (and thus flatogenesis), and towards nonvolatile S2- production.
Conclusion

Research into fibre, fermentation, flora, and flatus has reached an exciting
point. There is now a clearer understanding of the stochiometry of large
intestinal fermentation, the ways in which the colonic microflora utilise
different types of non-absorbed polysaccharides and also the effects of
VFA's on growth of normal and transformed colocytes. What is particularly
interesting is the extent to which man is an underperformer in the flatogenic
stakes. Secondary utilisation of H2 by MB, SRB, and nitrate reducing
bacteria may account for all of this difference, but quantitative data are
lacking. The author would suggest that interest in whole body flatometry be
revived. It would not be unreasonable to determine the overall stochiometry
of fermentation and H2 disposal from the extent to which H2 and CH4
production fall short of theoretical yields for a particular dietary fibre, whose
digestibility can be defined with the methods of analysis which are now
available.
The observation that methanogenic or sulphate reducing bacteria are
established in the colon, to the exclusion of the other, is particularly
fascinating. Does this represent an underlying difference in the intrinsic
sulphation pattern of epithelial mucopolysaccharides which may ultimately
be fermented in the large intestine? It is hard not to consider this a good kite
to fly in future research.
GEORGE GRIMBLE

Department of Gastroenterology & Nutrition,
Central Middlesex Hospital,
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London NWJO 7NS
References
1 Blair HA, Dern RJ, Bates PL. The measurement of volume of gas in the digestive tract. Am
J Physiol 1947; 149: 688-707.
2 Bedell GN, Marshall R, DuBois AB, Harris JH. Measurement of the volume of gas in the
gastrointestinal tract. Values in normal subjects and ambulatory patients. J Clin Invest 1956;
35: 336-45.
3 Calloway DH, Murphy EL. Intestinal hydrogen and methane of men fed space diet. Life
sciences and space research 1969; VII: 102-9.
4 Levitt MD, Ingelfinger FJ. Hydrogen and methane production in man. Ann NY Acad Sci
1968; 150: 75-81.
5 Bond JH, Engel RR, Levitt MD. Factors influencing pulmonary methane excretion in man.
An indirect method of studying the in situ metabolism of the methane-producing colonic
bacteria. J Exp Med 1971; 133: 572-88.
6 Miller TL, Wolin MJ, Macario EC de, Macario AJL. Isolation of Methanobrevibacter
smithii from human feces. Appl Env Microbiol 1982; 43: 227-32.
7 Miller TL, Wolin MJ. Enumeration of Methanobrevibacter smithii in human species. Arch
Microbiol 1982; 131: 14-8.

Gut: first published as 10.1136/gut.30.1.6 on 1 January 1989. Downloaded from http://gut.bmj.com/ on October 3, 2022 by guest. Protected by copyright.

Fibre, fermentation, flora, andflatus

Grimble

8 Miller TL, Wolin MJ. Stability of Methanobrevibacter smithii populations in the microbial
flora excreted from the human large bowel. Appl Env Microbiol 1983; 45: 317-8.
9 McKay LF, Brydon WG, Eastwood MA, Smith JH. The influence of pentose on breath
methane. Am J Clin Nutr 1981; 34: 2728-33.
10 Bjorneklett A, Jenssen E. Relationships between hydrogen (H2) and methane (CH4)
production in man. Scand J Gastroenterol 1982; 17: 985-92.
11 Haines A, Metz G, Dilwari J, Blendis L, Wiggins H. Breath-methane in patients with
cancer of the large bowel. Lancet 1977; ii: 481-3.
12 Pitt P, De Bruijn KM, Beeching MF, Goldberg E, Blendis LM. Studies on breath methane:
the effect of ethnic origins and lactulose. Gut 1980; 21: 951-9.
13 Pique JM, Pallares M, Cuso E, Vilar-Bonet J, Gassull MA. Methane production and colon
cancer. Gastroenterology 1984; 87: 601-5.
14 McKay LF, Eastwood MA, Brydon WG. Methane excretion in man - a study of breath,
flatus and faeces. Gut 1985; 26: 69-74.
15 Weaver GA, Krause JA, Miller TL, Wolin MJ. Incidence of methanogenic bacteria in a
sigmoidoscopy population: an association of methanogenic bacteria and diverticulosis. Gut
1986; 27: 698-704.
16 Segal I, Walker ARP, Lord S, Cummings JH. Breath methane and large bowel cancer risk
in contrasting African populations. Gut 1988; 29: 608-13.
17 Weaver GA, Krause JA, Miller TL, Wolin MJ. Constancy of glucose and starch
fermentations by two different human faecal microbial communities. Gut 1989; 30: 19-25.
18 Garlick PJ, Clugston GA, Swick RW, Waterlow JC. Diurnal patterns of protein and energy
metabolism in man. Am J Clin Nutr 1980; 33: 1983-6.
19 Miller TL, Wolin MJ. Fermentations by saccharolytic intestinal bacteria. Am J Clin Nutr
1979; 32: 164-72.
20 Smith CJ, Bryant MP. Introduction to metabolic activities of intestinal bacteria. Am J Clin
Nutr 1979; 32: 149-57.
21 Cummings JH. Short chain fatty acids in the human colon. Gut 1981; 22: 763-79.
22 McNeill NI. The contribution of the large intestine to energy supplies in man. Am J Clin
Nutr 1984; 39: 338-42.
23 Southgate D, Englyst H. Dietary fibre: chemistry, physical properties and analysis. In:
Trowell H, Burkitt D, Heaton K, eds. Dietary fibre, fibre-depleted foods and disease.
London: Academic Press, 1985: 31-55.
24 Englyst HN, Macfarlane GT. Breakdown of resistant and readily digestible starch by
human gut bacteria. J Sci Food Agric 1986; 37: 699-706.
25 Englyst HN, Macfarlane GT, Cummings JH. New concepts in starch digestion in man
[Abstract]. Proc Nutr Soc 1988; 47: 64A.
26 Calloway DH, Burroughs SE. Effect of dried beans and silicone on intestinal hydrogen and
methane production in man. Gut 1969; 10: 180-4.
27 Salyers AA, Leedle JAZ. Carbohydrate metabolism in the human colon. In: Hentges DJ,
ed. Human intestinal microflora in health and disease. New York, London: Academic Press,
1983: 129-46.
28 LaBrooy SJ, Male P-J, Beavis AK, Misiewicz JJ. Assessment of the reproducibility of the
lactulose breath test as a measure of mouth to caecum transit time. Gut 1983; 24: 893-6.
29 Bond JH, Levitt MD. Fate of soluble carbonydrate in the colon of rats and man. J Clin
Invest 1975; 57: 1158-64.
30 Gilat T, Ben-Hur H, Gelman-Malaghi E, Terdiman R, Peled Y. Alterations of the colonic
flora and their effect on the hydrogen breath test. Gut 1978; 19: 602-5.
31 Murphy EL, Calloway DH. The effect of antibiotic drugs on the volume and composition of
intestinal gas from beans. Am J Dig Dis 1972; 17: 639-42.
32 Calloway DH, Murphy EL. The use of expired air to measure intestinal gas formation. Ann
NYAcad Sci 1968; 150: 82-95.
33 Nyman M, Asp N-G, Cummings J, Wiggins H. Fermentation of dietary fibre in the
intestinal tract: comparison between man and rat. Br J Nutr 1986; 55: 487-96.
34 Stanogias G, Pearce GR. The digestion of fibre by pigs. 1. The effects of amount and type of
fibre on apparent digestibility, nitrogen balance and rate of passage. Br J Nutr 1985; 53: 51330.
35 Englyst HN, Cummings JH. Digestion of the polysaccharides of some cereal foods in the
human small intestine. Am J Clin Nutr 1985; 42: 778-87.
36 Englyst HN, Cummings GT. Breakdown of resistant and readily digestible starch by human
gut bacteria. J Sci Food Agric 1986; 37: 699-706.
37 Englyst HN, Cummings JH. Digestion of polysaccharides of potato in the small intestine of
man. Am J Clin Nutr 1987; 45: 423-31.

Gut: first published as 10.1136/gut.30.1.6 on 1 January 1989. Downloaded from http://gut.bmj.com/ on October 3, 2022 by guest. Protected by copyright.

12

13

38 Robertson JA. Physicochemical characteristics of food and the digestion of starch and
dietary fibre during gut transit. Proc Nutr Soc 1988; 47: 143-52.
39 Ehle FR, Murphy MR, Clark JH. In situ particle size reduction and the effect of particle size
on degradation of crude protein and dry matter in the rumen of dairy steers. J Dairy Sci
1982; 65: 963-71.
40 Heller SN, Hackler LR, Rivers JM, et al. Dietary fiber: the effect of particle size of wheat
bran on colonic function in young adult men. Am J Clin Nutr 1980; 33: 1734 44.
41 Millard P, Chesson A. Modifications to swede (Brassica napus L.) anterior to the terminal
ileum of pigs: some implications for analysis of dietary fibre. Br J Nutr 1984; 52: 583-94.
42 Tomlin J, Read NW, Edwards CA, Duerden BI. The degradation of guar gum by a faecal
incubation system. Br J Nutr 1986; 55: 481-6.
43 Patil DH, Grimble GK, Silk DBA. Lactitol, a new hydrogenated lactose derivative:
intestinal absorption and laxative threshold in normal human subjects. Br J Nutr 1987; 57:
195-9.
44 Grimble GK, Patil DH, Silk DBA. Assimilation of lactitol, an 'unabsorbed' disaccharide in
the normal human colon. Gut 1988; 29: 1666-71.
45 Grenby TH, Desai T. The dental effects of lactitol replacing sucrose in confectionery
examined ip a clinical trial [Abstract]. Proc Nutr Soc 1988; 47: 2A.
46 Wursch P, Schweizer T. Breath hydrogen after ingestion of three disaccharide alcohols and
lactulose. Proceedings of Zuckersymposium 'Karies und Zucker'. 12-13th June 1986,
Wurzburg, FRG.
47 Bryant MP. Microbial methane production - theoretical aspects. J Anim Sci 1979; 48: 193201.
48 Schauer NL, Ferry JG. Metabolism of formate in Methanobacter formicicum. J Bacteriol
1980; 142: 800-7.
49 Stephen AM, Wiggins HS, Englyst HN, Cole TJ, Wayman BJ, Cummings JH. The effect of
age, sex and level of intake of dietary fibre from wheat on large-bowel function in thirty
healthy subjects. Br J Nutr 1986; 56: 349-61.
50 Whitelaw FG, Eadie JM, Bruce LA, Shand WJ. Methane formation in faunated and ciliatefree cattle and its relationship with rumen volatile fatty acid proportions. Br J Nutr 1984; 52:
261-75.
51 Cummings J. Cancer of the large bowel. In: Trowell H, Burkitt D, Heaton K, eds. Dietary
fibre, fibre-depleted foods and disease. London: Academic Press, 1985: 161-89.
52 Roediger WEW. Role of anaerobic bacteria in the metabolic welfare of the colonic mucosa
in man. Gut 1980; 21: 793-8.
53 Sakata T. Stimulatory effect of short-chain fatty acids on epithelial cell proliferation in the
rat intestine: a possible explanation for trophic effects of fermentable fibre, gut microbes
and luminal trophic factors. Br J Nutr 1987; 58: 95-103.
54 Christensen K, Thorbeck G. Methane excretion in the growing pig. Br J Nutr 1987; 57: 35561.
55 Silk DBA. Progress report: fibre and enteral nutrition. Gut 1989. (In press).
56 MacFarlane GT, Englyst HN. Use of multichamber continuous culture system to
investigate the degradation of non-starch polysaccarides by human gut bacteria [Abstract].
Proceedings of 4th International Symposium on Microbial Ecology. Slovene Society for
Microbiology. Ljubljana. 1986; D14-5: 109.
57 Gibson GR, Cummings JH, MacFarlane GT. Use of a three-stage continuous culture
system to study the effect of mucin on dissimilatory sulphate reduction and methanogenesis
by mixed populations of human gut bacteria. Appl Env Micro 1988; 54 (In press).
58 Chung S-Y, Swaisgood HE, Catigani GL. Effects of alkali treatment and heat treatment in
the presence of fructose on digestibility of food proteins as determined by an Imobilised
digestive Enzyme Assay (IDEA). JAgric Food Chem 1986; 34: 579-84.
59 Gibson GR, Cummings JH, MacFarlane GT. Competition for hydrogen between sulphate
reducing bacteria and methanogenic bacteria from the human large intestine. J Appl Bact
1988; 65 (In press).
60 Allison C, MacFarlane GT. Effect of nitrate upon methane production. J Gen Microbiol
1988; 134: 1397-405.
61 Gibson GR, MacFarlane GT, Cummings JH. Occurrence of sulphate-reducing bacteria in
human faeces and the relationship of dissimilatory sulphate reduction to methanogenesis in
the large gut. JAppl Bact 1988; 65: 103-11.

Gut: first published as 10.1136/gut.30.1.6 on 1 January 1989. Downloaded from http://gut.bmj.com/ on October 3, 2022 by guest. Protected by copyright.

Fibre, fermentation, flora, andflatus

