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Abstract Southern rust, caused by Puccinia polysora
Underw, is a foliar disease that can severely reduce
grain yield in maize (Zea mays L.). Major resistance
genes exist, but their eVectiveness can be limited in
areas where P. polysora is multi-racial. General resis-
tance could be achieved by combining quantitative and
race-speciWc resistances. This would be desirable if the
resistance alleles maintained resistance across environ-
ments while not increasing plant maturity. Recombi-
nant inbred (RI) lines were derived from a cross
between NC300, a temperate-adapted all-tropical line,
and B104, an Iowa StiV Stalk Synthetic line. The RI
lines were topcrossed to the tester FR615 £ FR697.
The 143 topcrosses were scored for Southern rust in
four environments. Time to Xowering was measured in
two environments. The RI lines were genotyped at 113
simple sequence repeat markers and quantitative trait
loci (QTL) were mapped for both traits. The entry
mean heritability estimate for Southern rust resistance
was 0.93. A multiple interval mapping model, including

four QTL, accounted for 88% of the variation among
average disease ratings. A major QTL located on the
short arm of chromosome 10, explained 83% of the
phenotypic variation, with the NC300 allele carrying
the resistance. SigniWcant (P < 0.001), but relatively
minor, topcross-by-environment interaction occurred
for Southern rust, and resulted from the interaction of
the major QTL with the environment. Maturity and
Southern rust rating were slightly correlated, but QTL
for the two traits did not co-localize. Resistance was
simply inherited in this population and the major QTL
is likely a dominant resistant gene that is independent
of plant maturity.

Introduction

Southern rust, caused by Puccinia polysora Underw,
has been a major problem for corn production in
Africa (Agarwal et al. 2001) and Asia (Chen et al.
2004). In the southern United States, signiWcant South-
ern rust infections have occurred approximately once
in Wve years. When epiphytotics have occurred they
were often serious, causing yield losses of up to 45%
(Raid et al. 1988; Rodriguez-Ardon 1980). The peri-
odic nature of Southern rust epiphytotics has made
breeding for resistance challenging, and the severity of
the disease when it does occur can be attributed, in
part, to the limited resistance of the U.S. maize crop
(Futrell 1975; Futrell et al. 1975).

Several races of P. polysora, distinguished by the
reactions they incite on diVerent maize lines, have been
reported. Three races, EA1, EA2 and EA3 were found
in East Africa (Ryland and Storey 1955; Storey and
Ryland 1954; Storey and Howland 1961). Six further
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races (PP. 3, PP. 4, PP. 5, PP. 6, PP. 7 and PP. 8) were
identiWed from North and Central American isolates
and were shown to be distinct from the East African
races (Robert 1962). A tenth P. Polysora race (PP. 9)
was discovered by Ullstrup (1965).

At least three unique, major, race-speciWc Southern
rust resistance genes have been discovered. Major
genes, Rpp1 and Rpp2 were identiWed by Storey and
Howland (1957) and confer resistance to P. polysora
races EA1 and EA2, respectively. These genes were
shown to be loosely linked to each other (Storey and
Howland 1959), but their genomic locations have not
been determined. A major resistance gene, Rpp9, con-
ferring resistance to P. polysora race PP. 9 was identi-
Wed from Boesman Yellow Flint (Ullstrup 1965). It was
shown to be closely linked to the Rp1 gene for resis-
tance to common maize rust (causal agent Puccinia
sorghi Schw.) on the short arm of chromosome 10.
Another major gene that also confers resistance to race
PP. 9 was identiWed (Futrell 1975), but its linkage and
allelic relationships with Rpp9 were not established.

Major genes for resistance to Southern rust on the
short arm of chromosome 10 have been reported in at
least four diVerent subsequent studies, using diVerent
sets of maize germplasm (Scott et al. 1984; Holland
et al. 1998; Liu et al. 2003; Chen et al. 2004). The major
genes reported in these studies were closely linked to
Rpp9 in each case, but linkage or allelic relationships
and racial speciWcity of these genes were not deter-
mined. This knowledge is of importance as major resis-
tance (race-speciWc) genes commonly fail in the tropics,
where multiple races of P. polysora exist (Carlos and
Ferreira 2002). The loss of valuable maize and fungal
stocks from the closing of both Hooker and Ullstrup
programs in combination with the tight linkages of
dominant resistance genes on chromosome 10 has
made obtaining such information very diYcult.

General resistance could be achieved by combining
quantitative and race-speciWc resistances. This would
be desirable if the resistance alleles maintained resis-
tance across environments while not increasing plant
maturity. Quantitative trait loci (QTL) for Southern
rust resistance have been mapped on chromosomes 3
and 4 (Holland et al. 1998), 3, 4 and 9 (Jiang et al. 1999)
and 9 (Brunelli et al. 2002), but none co-localized
across studies (Wisser et al. 2006). Most of these exper-
iments, unfortunately, did not use complete genome
coverage in mapping resistance QTL, and some QTL
may have not been detected. In addition, the eVective-
ness of the resistance provided by these QTL to
hybrids was not addressed.

In these Southern-rust-resistance mapping studies,
the interaction between resistance genes and the envi-

ronment was not extensively investigated because the
phenotypic distributions of populations were often
assumed to result from simple modes of inheritance.
Only Holland et al. (1998) evaluated Southern rust
resistance in multiple environments, and they reported
signiWcant, but relatively minor, genotype-by-environ-
ment interaction. However, they did not investigate
QTL-by-environment interaction. Understanding the
interaction between QTL and the environment is
important in determining the consistency of QTL
eVects over environments (Bubeck et al. 1993). Such
knowledge can further assist in choosing candidate
QTL for marker assisted selection (MAS) by prevent-
ing erroneous decisions resulting from often overesti-
mating the percent of phenotypic variation explained
by QTL (Bubeck et al. 1993; Beavis et al. 1998).

Southern rust, and other foliar diseases of maize,
such as gray leaf spot and anthracnose (caused by
Cercospora zeae-maydis Tehon and E. Y. Daniels and
Colletotrichum graminicola (Ces.) G. W. Wils, respec-
tively), are generally late season diseases in North
Carolina, with most disease development occurring
post-anthesis (White 1999). Although signiWcant corre-
lation between Southern rust and maturity has not
been reported, there is concern that disease ratings
could be correlated with maturity, as demonstrated in
studies that mapped resistance to other diseases and
maturity QTL in the same populations (Bubeck et al.
1993; Carson et al. 2004; Clements et al. 2000; Jiang
et al. 1999; Jung et al. 1994). These studies collectively
demonstrated that disease resistance and Xowering
time were slightly correlated, that QTL for each trait
would sometimes map to similar genomic regions, and
that such regions usually increased both disease resis-
tance and maturity.

The infrequent occurrence of Southern rust in the
United States has resulted in inconsistent selection
environments, which has led to diYculties in selecting
and maintaining Southern rust resistance in U.S. maize
breeding lines. In the absence of selection pressure,
stochastic processes govern gene frequencies in breed-
ing populations (Wright 1952). Such processes can
often result in losing alleles, especially those with
minor eVects on resistance, from populations, as has
occurred with common rust resistance genes (Davis
et al. 1990). In this case, it might be more eVective to
use marker-assisted selection for loci linked to major
and partial-resistance QTL, despite the questionable
durability of major race-speciWc resistance alleles.

The Wrst objective of this study was to localize and
estimate the eVects of minor and major sources of
Southern rust resistance loci using DNA markers with
thorough genome coverage in a tropical by temperate
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RI topcross population for potential use in developing
resistant hybrid varieties via MAS. The second objec-
tive was to determine the impact of genotype-by-envi-
ronment interaction on the expression of Southern rust
resistance genes. The Wnal objective was to determine
the relationship between Southern rust resistance and
time to Xowering. This knowledge is important as
diVerences in maturity can be confounded with foliar
disease resistance measurements and later maturity
can lead to increased production costs (Hawbaker
et al. 1997).

Materials and methods

One hundred and forty-three S4:5 recombinant inbred
(RI ) lines were developed from single seed descent
from a cross between NC300, an all-tropical, temper-
ate-adapted line, and B104, an Iowa StiV-Stalk Syn-
thetic line. The inbreeding coeYcient of the RI lines
was expected to be F = 0.97 (Cockerham 1983). Each
RI line was topcrossed to the C103 (Lancaster) type
tester FR615 £ FR697. Topcrosses of the RI lines had
much more uniform maturity than the RI lines them-
selves and made scoring of Southern rust resistance
possible. The 143 topcrosses were randomly subdi-
vided into two sets and the experimental design
deployed was a replication-within-sets design.

Topcrosses and commercial checks are referred to as
entries. Set 1 consisted of 81 entries including 67 top-
crosses and twelve commercial hybrid checks. Set 2
consisted of 90 entries including 76 topcrosses and 12
commercial hybrid checks. Both sets shared the same
commercial checks (DK689, DK697, DK743, G8288,
LH132 £ LH51, LH195 £ LH256, LH200 £ LH262,
NK91-R9, P31G98, P32K61, P3394, TR7322 £ HC33),
as well as parental topcrosses between NC300 and
B104 to the tester, FR615 £ FR697. Sets were grown at
four North Carolina locations in 2003. Locations
included Clayton, Jackson Springs, Salisbury, and
Plymouth, N.C. Lattice designs for each set (9 £ 9 and
10 £ 9, respectively) were used to assign entries to
experimental units at the Clayton, Jackson Springs,
and Plymouth locations. A randomized complete block
design (RCBD) was used for each set at Salisbury.

Three replicates were grown at the Clayton, Jackson
Springs, and Plymouth locations, whereas, two repli-
cates were grown at Salisbury. Experimental units con-
sisted of two 4.86-m length-rows containing a total of
44 plants at all locations except Salisbury. An experi-
mental unit at the Salisbury location was a single 4.86-m
row with 20 plants. A 1-m alley was allocated at the
end of each plot at all locations. Inter-row spacing was

0.91 m at the Salisbury location and 0.97 m elsewhere.
Plots were over-planted to obtain a target plant density
of 43,000 plants ha¡1 (44 plants per plot) at all locations
except Salisbury, where plant density was 54,147 plants
ha¡1 (20 plants per plot).

Response variables measured on plots included
Southern rust rating and anthesis date. Natural inocu-
lum was relied upon, and a late season visual Southern
rust rating was taken at all locations approximately two
weeks prior to harvest. P. polysora has several tropical
alternative hosts, but comes into North Carolina as
urediospores, probably in many cases from a very
restricted origin that then leads to secondary inocula-
tion (Ullstrup 1977; ShurtleV 1986). Southern rust is
apparently not multi-racial in North Carolina and
rarely impacts grain yield, as the disease tends to occur
late in the growing season.

Ratings were recorded on a plot basis (i.e., the visual
average of all plants in a plot) using a nine-point scale,
with one designated as fully susceptible and nine as
fully resistant (Holland et al. 1998). Ratings were
based upon the percent leaf area of a plot aVected by
pustules and impact of the disease on late season plant
health. Anthesis date, measured as days from planting
until 50% of the pollen in a plot shed, was recorded at
the Clayton location in 2002 and 2003. (The same sets
using corresponding experimental designs as the Clay-
ton 2003 location were also grown at Clayton in 2002,
but Southern rust was not present.)

Genotyping and linkage map construction

Genotypic information for 113 simple sequence repeat
markers has been reported previously for the RI lines
(Robertson-Hoyt et al. 2006). BrieXy, a linkage map
was constructed with a length of 1,993 cM and an aver-
age distance between markers of 17.64 cM. Eight per-
cent of the genotypic data was missing, half of which
involved heterozygous loci. Twelve percent of the
markers displayed signiWcant (P · 0.01) segregation
distortion, which is typical in maize mapping popula-
tions (Lu et al. 2002). Marker-locus ordering was in
agreement with the consensus genetic maps of maize
(http://www.maizegdb.org).

Statistical analysis for phenotypic data

Within environment analyses were performed for each
response variable and set-by-environment combination.
Analyses included Wtting spatial and conventional mixed
models. The conventional model corresponded to the
appropriate analysis associated with the experimental
design used (i.e., a lattice or RCBD). Spatial models
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included trend, trend-plus-correlated-errors, and corre-
lated-errors analyses. Entry was treated as a Wxed eVect
in all analyses. Trend eVects were modeled as Wrst
through fourth degree polynomial terms for rows and
columns in the trend and trend-plus-correlated-errors
analyses (Brownie et al. 1993). A spatial power function
was speciWed to model local eVects for the trend-plus-
correlated errors and correlated-errors analyses.

Only signiWcant (P · 0.01) global eVects were
retained in the spatial models (Tamura et al. 1988), and
the analysis with the largest F-value for entry main
eVects was considered the preferred model for each
set-by-environment combination (Brownie and Gum-
pertz 1997). Within-environment spatial analyses were
performed because accounting for spatial variation can
often improve entry mean estimation (Brownie et al.
1993; Brownie and Gumpertz 1997; and Gilmour et al.
1997) and QTL mapping (Moreau et al. 1999; Smith
et al. 2002).

A combined analysis across environments was then
performed for each set. Entry least square means from
the preferred model for each set-by-environment com-
bination served as the response variable in the com-
bined analyses. Combined analyses were performed
using PROC MIXED in SAS version 8.2 (Littell et al.
1996; SAS Institute 1999), considering environment to
be a random factor and entry to be a Wxed factor.

A limitation of spatial analytical approaches is the
diYculty in testing for the presence of genotype-by-
environment interaction, because diVerent models are
Wt for each environment (Qiao et al. 2004) and geno-
type-by-environment interaction is the residual term in
the combined analysis. To test the signiWcance of the
entry-by-environment interaction term, a data set lack-
ing the commercial checks was constructed. Using this
subset of data, a model was Wtted in PROC GLM that
included set, environment, set-by-environment inter-
action, replication-nested-within-set-by-environment
interaction, entry-by-environment-nested-within set as
random factors while entry-nested-within set was con-
sidered Wxed. An appropriate F test was performed to
test the signiWcance of the entry-by-environment-
nested-within set factor.

Entry mean heritabilities were estimated for each
response variable following Holland et al. (2003). The
model included random sources of variation due to
environment, set, set-by-environment interaction, rep-
lication-nested-within-set-by-environment interaction,
entry-nested-within set, and entry-by-environment-
nested-within-set interaction. Approximate standard
errors were estimated by the delta method.

Entry means from the combined analyses were
adjusted for set eVects, using set means as the adjustment

(Schutz and Cockerham 1962). Set-adjusted entry
mean comparisons were performed which involved
constructing pooled error terms to calculate least sig-
niWcant diVerences. The set-adjusted entry means from
the across environment analyses served as response
variables in subsequent analyses involving QTL
mapping.

Spearman rank correlation coeYcients for Southern
rust ratings were estimated with PROC CORR in SAS
version 8.2 (SAS Institute 1999) for all pair-wise com-
binations of set-adjusted entry means from the pre-
ferred within-environment analyses. In addition, a
Spearman rank correlation coeYcient was estimated
between set-adjusted entry means from the combined
analyses for both Southern rust and Xowering date.

Composite and multiple interval mapping (MIM)
were performed in Windows QTL-Cartographer ver-
sion 2.5 (Wang et al. 2001–2004) for each response
variable following Robertson-Hoyt et al. (2006). Com-
posite interval mapping (CIM) was used initially to
map QTL for all phenotypic data sets (PDS). Both
backward and forward selection procedures were spec-
iWed to perform the permutation testing and cofactor
selection. The threshold for factors to enter and remain
in the model was 0.01 and a window size of 10 cM was
selected for the genome scans.

QTL positions from CIM pertaining to the across-
environment analyses were designated in an initial
model for MIM. The MIM models were created and
tested in an iterative fashion and the Bayesian informa-
tion criterion (BIC) was used for model selection
(Piepho and Gauch 2001). After identifying QTL
additive-topcross-main eVects, additive-by-additive
topcross epistactic interaction eVects were tested
among all pair-wise combinations of QTL. Epistatic
interactions were retained in the model if the BIC was
reduced. After identifying the best model, QTL eVects
were simultaneously estimated using the “summary”
option. Genetic variability explained by QTL for each
response variable was calculated as the total pheno-
typic variation explained by QTL divided by the entry
mean heritability estimate.

Marker-by-environment interactions on Southern
rust scores were tested by ANOVA in PROC GLM in
SAS version 8.2 (SAS Institute 1999). Markers closest
to QTL positions identiWed by MIM were included in
the multiple factor ANOVA. The model included
marker-nested-within-set and environment-by-marker-
nested-within-set as Wxed and random factors, respec-
tively, for each marker. Additional random factors
were set, environment, set-by-environment, and repli-
cation-nested-within-set-by- environment. The error
variance of the model included pooled variation due to
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higher order interactions among markers and environ-
ment as well as residual variations.

Results

Set-adjusted RI topcross ratings from the combined
analysis displayed a bimodal distribution (Fig. 1). This
suggested a single major gene might be responsible for
most of the variation. The entry mean heritability esti-
mate for Southern rust in this population was 0.93
(standard error 0.01). The severity of the Southern rust
epiphytotic in 2003 is evident by the low average rating
of the commercial checks (Table 1). The NC300 top-
cross was rated 7.8 whereas the B104 topcross was
rated 3.5. The range of the RI topcross ratings was
greater than the range of the parental topcrosses,
although no signiWcant transgressive segregates
(P = 0.05) were observed (Table 1). The mean rating of
the RI topcrosses did not diVer signiWcantly (P = 0.05)
from the parental topcross average. One hundred RI
topcrosses were rated signiWcantly higher (P = 0.05)
than the mean of the commercial checks (data not
shown).

SigniWcant (P < 0.001) entry-by-environment interac-
tion was observed for Southern rust (Table 2). Despite
the signiWcant interaction, Spearman rank correlation
coeYcients among set-adjusted-entry means obtained
from the within environment analyses were high, with
the lowest pair-wise correlation being 0.8 (Table 3).
Further, the entry main eVect was highly signiWcant
(P < 0.0001), as the entry mean square was nearly 17
times larger than the entry-by-environment mean

square (Table 2). For this reason, MIM was only per-
formed on entry means from the combined analyses.

A major Southern rust QTL was mapped by CIM on
the short arm of chromosome 10. Map position was
6.01 cM for the major QTL and was positioned
between markers UMC1380 and BNLG1451 (bins 10.0
and 10.1, respectively). The NC300 allele increased
resistance with an additive eVect of 1.3 and explained

Fig. 1 A histogram of set-adjusted Southern rust rating entry
means combined over four environments in 2003 for a population
of 143 NC300/B104 maize recombinant inbred lines topcrossed
with FR615 £ FR697. Ratings were made on a 1–9 scale with ‘1’
being susceptible and ‘9’ fully resistant
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Table 1 The Wve most resistant and Wve most susceptible NC300/
B104 RI topcrosses to FR615 £ FR697, and the average resis-
tance ratings of the commercial checks (check mean), parental
topcrosses (parental topcross mean), and RI topcrosses (RI top-
cross mean) to Southern rust (rust) combined across four envi-
ronments in 2003

a Ratings are on a 1–9 scale, with a ‘1’ denoting susceptibility and
a ‘9’ designating full resistance
b Appropriate for comparing RI topcrosses
c Appropriate for comparing RI topcrosses to a parental topcross
d Appropriate for comparing RI topcrosses to the check mean
e Appropriate for comparing the mean RI topcross rating to the
parental topcross mean

RI topcrosses Rusta

2054 £ (FR615 £ FR697) 7.84
1976 £ (FR615 £ FR697) 7.76
2070 £ (FR615 £ FR697) 770
1972 £ (FR615 £ FR697) 7.68
2012 £ (FR615 £ FR697) 7.62
1968 £ (FR615 £ FR697) 3.51
2044 £ (FR615 £ FR697) 3.30
2004 £ (FR615 £ FR697) 3.29
2021 £ (FR615 £ FR697) 3.29
2039 £ (FR615 £ FR697) 3.26
Parental topcrosses
NC300 £ (FR615 £ FR697) 7.76
B104 £ (FR615 £ FR697) 3.46

Check mean 3.99
RI topcross mean 5.73
Parental topcross mean 5.61
LSD1b

� = 0.05 0.95
LSD2c

� = 0.05 0.82
LSD3d

� = 0.05 0.69
LSD4e

� = 0.05 0.34

Table 2 The combined ANOVA across four environments for
Southern rust rating in 2003, of a population of 143 NC300/B104
maize recombinant inbred lines topcrossed with FR615 £ FR697,
using a replication nested-within-sets design

R2 = 0.90, CV = 13.71
a Sources of variation due to environment, set, environment-by-
set, and replication nested within environment-by-set are not pre-
sented in the ANOVA

Sourcea DF MS F value P value

Entry (set) 141 21.72 16.61 <0.0001
Environment £

entry (set)
423 1.31 2.16 <0.0001

Error 984 0.61
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82% of the phenotypic variation. It was the major
cause of the bimodal distribution in Fig. 1. The NC300
allele increased resistance and explained at least half of
the phenotypic variation within each test environment
(data not shown).

Four Southern rust QTL were identiWed from MIM
for the combined analysis (Table 4). The MIM model
explained 88 and 94% of the phenotypic and genotypic
variation, respectively. The NC300 allele increased
resistance for three of the four QTL. The QTL located
on the short arm of chromosome 10, also identiWed by
CIM, had the largest eVect and accounted for 83 and
89% of the phenotypic and genotypic variation, respec-
tively, for the MIM model. Estimates of eVect, posi-
tion, and explained phenotypic variation for this QTL
were similar to the results of CIM. The remaining QTL
individually explained less than 2%, and collectively
accounted for 5%, of the phenotypic variation. Addi-
tive-by-additive-topcross epistatic interactions were
not identiWed among these QTL, and segregation dis-
tortion did not occur at any Xanking markers.

A signiWcant (P < 0.001) marker-by-environment
interaction occurred for marker UMC1380, which is
linked to the major resistance QTL (Table 5). Changes
of magnitude of the marker eVects, rather than changes
in sign, led to the signiWcant interaction (data not

shown). SigniWcant marker-by-environment interac-
tions did not occur for the other markers included in
the multiple-marker-by-environment model.

The Spearman rank correlation coeYcient between
set-adjusted entry means from the combined analyses
for anthesis date and Southern rust rating was 0.26
(P = 0.002). Although anthesis date and Southern rust
rating were slightly correlated, signiWcant genomic
regions for the two traits did not over-lap (data not
shown).

Discussion

The Southern rust entry mean heritability estimate,
although potentially biased upwardly by additive-top-
cross-by-year and additive-by-additive-topcross epi-
static interaction variance components, was high and
comparable in magnitude to Holland et al. (1998). The

Table 3 Spearman rank correlation coeYcients among all pair-
wise combinations of within-environment, set-adjusted, least
square Southern rust resistance entry means from a population of
143 NC300/B104 maize recombinant inbred lines topcrossed with
FR615 £ FR697 and scored in four environments in 2003

*SigniWcantly diVerent from zero at the 0.001 level

Clayton Plymouth Salisbury Jackson 
Springs

Clayton – 0.85* 0.81* 0.82*
Plymouth – – 0.83* 0.80*
Salisbury – – – 0.81*
Jackson 

Springs
– – – –

Table 4 Estimates of chromosome positions, left and right Xanking
markers and their corresponding positions, additive eVects of the
NC300 allele, percent of explained phenotypic variation (R2), and

the percent of explained genotypic variation (G%) for Southern
rust quantitative trait loci detected by multiple interval mapping us-
ing combined mean disease scores over four environments in 2003

Total R2 = 87.8, likelihood = ¡128.23, Bayesian information criterion = 286.20
a Marker linked to the QTL position on the left side of the linkage map
b Marker linked to the QTL position on the right side of the linkage map

Chromosome Position
(cM)

Lefta Position
(cM)

Rightb Position
(cM)

EVect R2 G%

4 205.05 Bnlg589 203.1 Umc1503 206.4 0.16 1.6 2.0
8 51.72 Umc1360 51.7 Umc1034 70.3 0.16 2.0 2.0
9 31.42 Bnlg1401 31.3 Phi022 43.1 ¡0.14 1.5 2.0
10 6.01 Umc1380 0.0 Bnlg1451 16.2 1.27 82.7 89.0

Table 5 Summary of the multiple-marker-by-environment (env)
ANOVA for Southern rust resistance measured on topcrosses of
143 NC300/B104 maize recombinant inbred lines with
FR615 £ FR697

R2 =0.68, CV = 20.53
a Sources of variation due to set, environment, environment-by-
set, and replication nested within environment-by-set are not pre-
sented in the ANOVA
b The error variance of the model includes pooled variation due
to higher order interactions among markers and environment in
addition to residual variation

Sourcea DF Type 
III SS

MS F value P value

Umc1380/set 2 1086.31 543.16 32.94 0.001
Bnlg589/set 2 125.96 62.98 58.52 <0.001
Umc1360/set 2 43.80 21.90 16.08 0.004
Bnlg1401/set 2 31.62 15.81 8.10 0.020
Umc1380 £ env/set 6 98.94 16.49 12.22 <0.001
Bnlg589 £ env/set 6 6.46 1.08 0.80 0.572
Umc1360 £ env/set 6 8.17 1.36 1.01 0.418
Bnlg1401 £ env/set 6 11.71 1.95 1.45 0.193
Errorb 1057 1426.26 1.35
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high upper bound for heritability for this population
suggests that inheritance for resistance was simple in
nature. The identiWcation of a major QTL explaining
most of the phenotypic variation and the nearly 1:1
segregation ratio demonstrated by the bimodal distri-
bution (Fig. 1) of the RI topcross ratings support this
statement. Further, no additive-by-additive topcross
epistatic interactions were identiWed, which is concur-
rent with the phenotypic data, as the average rating of
the RI topcrosses was equivalent to the parental top-
cross average.

SigniWcant, but relatively minor, genotype-by-envi-
ronment interaction was observed, as in Holland et al.
(1998). Despite the signiWcant genotype-by-environ-
ment interaction, very similar groupings of susceptible
and resistant RI topcrossess were observed within each
environment. The signiWcant genotype-by-environ-
ment interaction in this study resulted from changes in
the magnitude of the eVect of the major gene on chro-
mosome 10, as interactions between partial resistant
QTL and the environment were not signiWcant.
Although the major gene interacted signiWcantly with
the environment, the segregation of the gene was
clearly responsible for explaining at least half of the
phenotypic variation within each test environment.
The interaction likely resulted from leaves being more
senesced when ratings were taken for plots at the two
earlier-planted locations (Jackson Springs and Clay-
ton). The overall ranking of marker genotypes for all
marker loci linked to QTL did not change across envi-
ronments, which agrees with the consistent ranking of
entries across the environments. The absence of cross-
over-interactions implies that the same race(s) was
present at all environments.

The major gene identiWed in this study maps directly
to a cluster of rust resistance genes previously identi-
Wed on the short arm of chromosome 10 (Ullstrup
1965; Scott et al. 1984; Holland et al. 1998; Liu et al.
2003; Chen et al. 2004). Hulbert and Bennetzen (1991)
also established the existence of common rust resis-
tance genes, Rp1 and Rp5 in this region. Three QTL
that confer partial resistance were also mapped. Their
usefulness may be limited as these QTL each explained
very small proportions of the phenotypic variation, and
none co-localized to previously mapped partial resis-
tance QTL (Bailey et al. 1987; Zummo 1988; Holland
et al. 1998; Jiang et al. 1999; Brunelli et al. 2002).

The eVectiveness of these major resistance (proba-
bly race-speciWc) genes can be limited in the tropics
where multiple races of P. polysora exist (Carlos and
Ferreira 2002). In these areas, general resistance is
required, but the qualitative or quantitative nature of
this resistance remains unclear. For example, inbred

line Ki14 from Suwan-1 is one of the more generally
resistant lines in the tropics (Kim et al. 1988), but its
general resistance appears to result from a major resis-
tant gene (Moon et al. 1999). In this study, the resistant
ratings were taken in Hawaii, where Southern rust is
multi-racial, on Ki14/B73 RI lines, which were bimo-
dal-normally distributed. Therefore, Ki14 must either
have multiple resistant alleles at several tightly linked
loci and/or alleles that confer resistance to multiple
races. Since partial resistance QTL appear to be of
minor importance and non-repeatable across popula-
tions, it seems that emphasis should be placed on
developing improved haplotypes for the chromsome10
region.

As with previous studies, the allelic relationships
and pathogen speciWcity between the previously
described genes and the major gene herein remains
unknown. Resistant inbreds 1416-1 and 1497-2 from
Holland et al. (1998) could share resistance alleles with
NC300 as all have double-cross tropical hybrids
PX105A and PX306B in their pedigrees (Goodman
1992). Holland et al. (1998) were unable to establish
allelism between the QTL from inbred 1416-1 and
Rpp9, as both sources of resistance were susceptible in
a Mexican test environment. NC300 has maintained its
resistance throughout several epiphytotics in North
Carolina and certainly does provide resistance to at
least one race.

The identiWed partial-resistant QTL and the major
resistant gene were independent of plant maturity,
which diVers from results of similar studies conducted
on diVerent diseases (Bubeck et al. 1993; Carson et al.
2004; Clements et al. 2000; Jiang et al. 1999; Jung et al.
1994). This is surprising since Southern rust tends to be
a late-season disease in North Carolina and earlier
materials tend to escape. The major resistance gene
from NC300 should not increase maturity if introgres-
sed into U.S. materials.

Marker assisted selection has been successfully
deployed for traits that are simply inherited, and is jus-
tiWed for such traits that are either too diYcult or
expensive to phenotype (Holland 2004). The infre-
quent occurrence of the Southern rust pathogen in the
U.S. has resulted in inconsistent selection environ-
ments, which has contributed to the poor Southern rust
resistance of U.S. commercial hybrids (Futrell 1975;
Futrell et al. 1975; and Table 1). Progress in delineating
pathogen speciWcities and allelic relationships among
the several resistance genes that have been identiWed
on the short arm of chromosome 10 is Wrst needed
before applying MAS, and that seems unlikely until
pertinent race-speciWc fungal and maize inbred stocks
are replenished. Once obtaining such stocks, studies
123
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need to be conducted to identify racial speciWcities of
the diVerent resistance genes, which in some cases
would require breaking tight linkages of mostly domi-
nant resistant loci which collectively appear to account
for general resistance, such as in Ki14. Upon obtaining
such information, improved haplotypes could be con-
structed by combining favorable resistant alleles at the
various loci from the diVerent donor lines. The donor
lines of the component alleles would be almost cer-
tainly unrelated to U.S. materials and breeding with
markers could be used to introgress such regions into
U.S. materials as linkage disequilibrium between
marker and target alleles for future crosses would be
expected to be maintained (Cregan et al. 1999; Holland
2004).

Acknowledgments The help and advice of D.C. Rhyne, USDA-
ARS was greatly appreciated. This work was supported by a Pio-
neer Hi-bred Fellowship to M.P. Jines and by a USDA-IFAFS
multidisciplinary training grant to North Carolina State Univer-
sity (award number 2001-52101-11507).

References

Agarwal PC, Khetarpal RK, Payak MM (2001) Polysora rust of
maize caused by Puccinia polysora. Ind J Agric Sci 71:275–
276

Bailey BA, Schuh W, Frederiksen RA, Bockholt AJ, Smith JD
(1987) IdentiWcation of slow-rusting resistance to Puccinia
polysora in maize inbreds and single crosses. Plant Dis
71:518–521

Beavis WD (1998) QTL analysis: power, precision, and accuracy.
In: Paterson AH (ed) Molecular dissection of complex traits.
CRC Press, Boca Raton, pp 145–162

Brownie C, Gumpertz ML (1997) Validity of spatial analysis of
data for large Weld trials. J Ag Bio Env Stat 2:1–23

Brownie C, Bowman DT, Burton JW (1993) Estimating spatial
variation in analysis of data from yield trials: a comparison of
methods. Agron J 85:1244–1253

Brunelli KR, Silva HP, Aranha-Camargo LE (2002) Mapeamen-
to de genes de resistencia quantitativa a Puccinia polysora
em milho. Fitopatol Bras 27:134–140

Bubeck DM, Goodman MM, Beavis WD, Grant D (1993) Quan-
titative trait loci controlling resistance to gray leaf spot in
maize. Crop Sci 33:838–847

Carlos CR, Ferreira AS (2002) Variability in isolates of Puccinia
polysora in Brazil. Fitopatol Bras 27:414–416

Carson ML, Stuber CW, Senior ML (2004) IdentiWcation and
mapping of quantitative trait loci conditioning resistance to
southern leaf blight of maize caused by Cochliobolus hetero-
strophus race O. Phytopathology 94:862–867

Chen CX, Wang ZL, Yang DE, Ye CJ, Zhao YB, Jin DM, Weng
ML, Wang B (2004) Molecular tagging and genetic mapping
of the disease resistance gene RppQ to southern corn rust.
Theor Appl Genet 108:945–950

Clements MJ, Dudley JW, White DG (2000) Quantitative trait
loci associated with resistance to gray leaf spot of corn. Phy-
topathology 90:1018–1025

Cockerham CC (1983) Covariances of relatives from self fertiliza-
tion. Crop Sci 23:1177–1180

Cregan PB, Mudge J, Fickus EW, Danesh D, Denny R, Young
ND (1999) Two simple sequence repeat markers to select for
soybean cyst nematode resistance conditioned by the rhg1
locus. Theor Appl Genet 99:811–818

Davis DW, Engelkes CA, Groth JV (1990) Erosion of resistance
to common leaf rust in exotic-derived maize during selection
for other traits. Phytopathology 80:339–342

Futrell MC (1975) Puccinia polysora epidemics on maize associ-
ated with cropping practice and genetic homogeneity. Phyto-
pathology 65:1040–1042

Futrell MC, Hooker AL, Scott GE (1975) Resistance in maize to
corn rust, controlled by a single dominant gene. Crop Sci
15:597–599

Gilmour AR, Cullis BR, Verbyla AP (1997) Accounting for nat-
ural and extraneuous variation in the analysis of Weld exper-
iments. J Ag Biol Env Stat 2:269–273

Goodman MM (1992) Choosing and using tropical corn germ-
plasm. Proc Am Seed Trade Assoc, Washington, DC 47:47–64

Hawbaker MS, Hill WH, Goodman MM (1997) Application of
recurrent selection for low grain moisture content at harvest
in tropical maize. Crop Sci 37:1650–1655

Holland JB (2004) Implementation of molecular markers for
quantitative traits in breeding programs—challenges and
opportunities. In: Fischer T (eds) New directions for a di-
verse planet: Proceedings of the 4th International crop
science congress, Brisbane, Australia

Holland JB, Uhr DV, JeVers D, Goodman MM (1998) Inheri-
tance of resistance to southern corn rust in tropical-by-corn-
belt maize populations. Theor Appl Genet 96:232–241

Holland JB, Nyquist WE, Cervantes-Martinez CT (2003) Esti-
mating and interpreting heritability for plant breeding: an
update. Plant Breed Rev 22:9–12

Hulbert SH, Bennetzen JL (1991) Recombination at the Rp1
Locus of Maize. Mol Gen Genet 226:377–382

Jiang JC, Edmeades GO, Armstead I, LaWtte HR, Hayward MD,
Hoisington D (1999) Genetic analysis of adaptation diVer-
ences between highland and lowland tropical maize using
molecular markers. Theor Appl Genet 99:1106–1119

Jung M, Weldekidan T, SchaV D, Paterson A, Tingey S, Hawk J
(1994) Generation-means analysis and quantitative trait lo-
cus mapping of anthracnose stalk rot genes in maize. Theor
Appl Genet 89:413–418

Kim SK, Brewbaker JL, Hallauer AR (1988) Insect and disease
resistance from tropical maize for use in temperate zone hy-
brids. Proc 43rd Ann Corn Sorghum Res Conf 43:194–226

Littell RC, Milliken GA, Stroup WA, WolWnger RD (1996) SAS
System for mixed models. SAS Institute, Cary, NC

Liu ZX, Wang SC, Dai JR, Huang LJ, Cao HH (2003) Studies of
genetic analysis and SSR linked marker location of gene
resistance to southern rust in inbred line P25 of maize. Acta
Genet Sinica 30:706–710

Lu H, Romero-Severson J, Bernardo R (2002) Chromosomal re-
gions associated with segregation distortion in maize. Theor
Appl Genet 105:622–628

Moreau L, Monod H, Charcosset A, Gallais A (1999) Marker-as-
sisted selection with spatial analysis of unreplicated Weld tri-
als. Theor Appl Genet 98:234–242

Moon HG, Brewbaker JL, Lu XW (1999) Major QTLs for disease
resistance and other traits identiWed in recombinant inbred
lines from tropical maize hybrids. Maydica 44:301–311

Piepho HP, Gauch HG Jr (2001) Marker pair selection for map-
ping quantitative trait loci. Genetics 157:433–444

Qiao CG, Basford KE, DeLacy IH, Cooper M (2004) Advantage
of single-trial models for response to selection in wheat
breeding multi-environment trials. Theor Appl Genet
108:1256–1264
123



Theor Appl Genet (2007) 114:659–667 667
Raid RN, Pennypacker SP, Stevenson RE (1988) Characteriza-
tion of Puccinia polysora epidemics in Pennsylvania and
Maryland. Phytopathology 78:579–585

Robert AL (1962) Host races and ranges of corn rusts. Phytopa-
thology 52:1010–1012

Robertson-Hoyt LA, Jines MP, Balint-Kurti PJ, Kleinschmidt
CE, White DG, Payne GA, Maragos CM, Molnár TL, Hol-
land JB (2006) QTL mapping for Fusarium ear rot and fu-
monisin contamination resistance in two maize populations.
Crop Sci 46:1734–1743

Rodriguez-Ardon R, Scott GE, King SB (1980) Maize yield losses
caused by southern corn rust. Crop Sci 20:812–814

Ryland AK, Storey HH (1955) Physiological races of Puccinia
polysora Underw. Nature 176:655

Schutz WM, Cockerham CC (1962) The eVect of Weld blocking on
gain from selection. Institute of Statistics Mimeograph Series
No. 328. North Carolina State University, Raleigh, North
Carolina

Scott GE, King SB, Armour JWJ (1984) Inheritance of resistance
to southern corn rust in maize Zea mays Populations. Crop
Sci 24:265–267

ShurtleV MC (1986) Compendium on corn diseases, 3rd edn. The
American Phytopathology Society press, St. Paul, Minnesota

Smith A, Cullis B, Luckett D, Hollamby G, Thompson R (2002)
Exploring variety-environment data using random eVects
AMMI models with adjustments for spatial Weld trend. Part
2: Applications in quantitative genetics, genomics and plant
breeding. CABI NY pp 337–351

Storey HH, Howland AK (1957) Resistance in maize to the trop-
ical American rust fungus, Puccinia polysora Underw., I.
Genes Rpp1 and Rpp2. Heredity 11:289–301

Storey HH, Howland AK (1959) Resistance in maize to the trop-
ical American rust fungus, Puccinia polysora Underw., II.
Linkage of genes Rpp1 and Rpp2. Heredity 13:61–65

Storey HH, Howland AK (1961) The tropical rust disease of
maize caused by Puccinia polysora Underw. East Afr Agr
and Forestry Res Organ Ann Rep 1962:55–57

Storey HH, Ryland AK (1954) Resistance to the maize rust, Puc-
cinia polysora. Nature 173:778–779

Tamura RN, Nelson LA, Naderman GC (1988) An investigation
of the validity and usefulness of trend analysis for Weld plot
data. Agron J 80:712–718

Ullstrup AJ (1965) Inheritance and linkage of a gene determining
resistance in maize to an American race of Puccinia polys-
ora. Phytopathology 55:425–428

Ullstrup AJ (1977) Diseases of corn. In: Sprague GF (ed.) Corn
and corn improvement. American Society of Agronomy,
Madison, Wisconsin, pp. 391–500

Wang S, Basten CJ, Zeng ZB (2001–2004) Windows QTL Car-
tographer 2.0, Department of Statistics, North Carolina State
University, Raleigh, North Carolina, USA

White DG, (1999) Compendium of corn diseases, 3rd edn. The
American Phytopathological Society, St. Paul, Minnesota

Wisser RJ, Balint-Kurti PJ, Nelson RJ (2006) The genetic archi-
tecture of disease resistance in maize: a synthesis of pub-
lished studies. Phytopathology 96:120–129

Wright S (1952) The genetics of quantitative variability. In:
Reeve ECR, Waddington CH (eds) Quantitative inheri-
tance. HMSO, London, UK, pp 5–14

Zummo N (1988) Components contributing to partial resistance
in maize to Puccinia polysora. Plant Dis 72:157–160
123


	Mapping resistance to Southern rust in a tropical by temperate maize recombinant inbred topcross population
	Abstract
	Introduction
	Materials and methods
	Genotyping and linkage map construction
	Statistical analysis for phenotypic data

	Results
	Discussion
	References




<<
  /ASCII85EncodePages false
  /AllowTransparency false
  /AutoPositionEPSFiles true
  /AutoRotatePages /None
  /Binding /Left
  /CalGrayProfile (None)
  /CalRGBProfile (sRGB IEC61966-2.1)
  /CalCMYKProfile (ISO Coated)
  /sRGBProfile (sRGB IEC61966-2.1)
  /CannotEmbedFontPolicy /Error
  /CompatibilityLevel 1.3
  /CompressObjects /Off
  /CompressPages true
  /ConvertImagesToIndexed true
  /PassThroughJPEGImages true
  /CreateJDFFile false
  /CreateJobTicket false
  /DefaultRenderingIntent /Perceptual
  /DetectBlends true
  /ColorConversionStrategy /sRGB
  /DoThumbnails true
  /EmbedAllFonts true
  /EmbedJobOptions true
  /DSCReportingLevel 0
  /SyntheticBoldness 1.00
  /EmitDSCWarnings false
  /EndPage -1
  /ImageMemory 524288
  /LockDistillerParams true
  /MaxSubsetPct 100
  /Optimize true
  /OPM 1
  /ParseDSCComments true
  /ParseDSCCommentsForDocInfo true
  /PreserveCopyPage true
  /PreserveEPSInfo true
  /PreserveHalftoneInfo false
  /PreserveOPIComments false
  /PreserveOverprintSettings true
  /StartPage 1
  /SubsetFonts false
  /TransferFunctionInfo /Apply
  /UCRandBGInfo /Preserve
  /UsePrologue false
  /ColorSettingsFile ()
  /AlwaysEmbed [ true
  ]
  /NeverEmbed [ true
  ]
  /AntiAliasColorImages false
  /DownsampleColorImages true
  /ColorImageDownsampleType /Bicubic
  /ColorImageResolution 150
  /ColorImageDepth -1
  /ColorImageDownsampleThreshold 1.50000
  /EncodeColorImages true
  /ColorImageFilter /DCTEncode
  /AutoFilterColorImages false
  /ColorImageAutoFilterStrategy /JPEG
  /ColorACSImageDict <<
    /QFactor 0.76
    /HSamples [2 1 1 2] /VSamples [2 1 1 2]
  >>
  /ColorImageDict <<
    /QFactor 0.76
    /HSamples [2 1 1 2] /VSamples [2 1 1 2]
  >>
  /JPEG2000ColorACSImageDict <<
    /TileWidth 256
    /TileHeight 256
    /Quality 30
  >>
  /JPEG2000ColorImageDict <<
    /TileWidth 256
    /TileHeight 256
    /Quality 30
  >>
  /AntiAliasGrayImages false
  /DownsampleGrayImages true
  /GrayImageDownsampleType /Bicubic
  /GrayImageResolution 150
  /GrayImageDepth -1
  /GrayImageDownsampleThreshold 1.50000
  /EncodeGrayImages true
  /GrayImageFilter /DCTEncode
  /AutoFilterGrayImages true
  /GrayImageAutoFilterStrategy /JPEG
  /GrayACSImageDict <<
    /QFactor 0.76
    /HSamples [2 1 1 2] /VSamples [2 1 1 2]
  >>
  /GrayImageDict <<
    /QFactor 0.15
    /HSamples [1 1 1 1] /VSamples [1 1 1 1]
  >>
  /JPEG2000GrayACSImageDict <<
    /TileWidth 256
    /TileHeight 256
    /Quality 30
  >>
  /JPEG2000GrayImageDict <<
    /TileWidth 256
    /TileHeight 256
    /Quality 30
  >>
  /AntiAliasMonoImages false
  /DownsampleMonoImages true
  /MonoImageDownsampleType /Bicubic
  /MonoImageResolution 600
  /MonoImageDepth -1
  /MonoImageDownsampleThreshold 1.50000
  /EncodeMonoImages true
  /MonoImageFilter /CCITTFaxEncode
  /MonoImageDict <<
    /K -1
  >>
  /AllowPSXObjects false
  /PDFX1aCheck false
  /PDFX3Check false
  /PDFXCompliantPDFOnly false
  /PDFXNoTrimBoxError true
  /PDFXTrimBoxToMediaBoxOffset [
    0.00000
    0.00000
    0.00000
    0.00000
  ]
  /PDFXSetBleedBoxToMediaBox true
  /PDFXBleedBoxToTrimBoxOffset [
    0.00000
    0.00000
    0.00000
    0.00000
  ]
  /PDFXOutputIntentProfile (None)
  /PDFXOutputCondition ()
  /PDFXRegistryName (http://www.color.org?)
  /PDFXTrapped /False

  /Description <<
    /DEU <>
    /ENU <>
  >>
>> setdistillerparams
<<
  /HWResolution [2400 2400]
  /PageSize [2834.646 2834.646]
>> setpagedevice


