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Herbicides work by disrupting biological 
pathways that allow plants to produce sugars and 
others compounds that are needed for growth. The 
location where a herbicide interrupts a pathway is 
called the site of action. For instance, the site of 
action for atrazine is photosystem II of the 
photosynthetic pathway. In some cases, different 
herbicides have the same by site of action (e.g. 2,4-D 
and Banvel (dicamba) are both synthetic auxins that 
interfere with natural plant auxin). The Weed Science 
Society of America developed a classification system 
to group herbicides by their site of action. Grouping 
herbicides by site of action provides a simple tool for 
determining which herbicides kill plants in the same 
way. Table 1 lists the herbicide groups and herbicides 
that are registered for use in Florida. 

Herbicide performance is a complex issue that is 
influenced by many factors. These include spray 
coverage, application method, herbicide rate, 
environmental conditions, and weed size, to name a 
few. Poor or incomplete control may also be due to 
the ability of a weed to tolerate a particular herbicide. 
Herbicide tolerance is the inherent ability of a 
species to survive following a herbicide treatment. 

There was no selection to make the plant tolerant; it 
simply possesses a natural tolerance. For instance, 
most grass species are tolerant to 2,4-D. Herbicide 
resistance is different from tolerance and is defined 
as the inherited ability of a plant to survive a 
herbicide application to which the natural or 
wild-type is susceptible. For example, goosegrass is 
normally susceptible to paraquat, but some 
populations contain plants that have undergone a 
genetic change that makes them less susceptible. 
When these populations are treated with paraquat, the 
normal biotypes are controlled, while the resistant 
biotypes survive.

Extremely small numbers of herbicide-resistant 
individuals naturally occur in plant populations. 
There is no evidence that herbicides cause the genetic 
changes that result in herbicide resistance. Herbicides 
simply select for herbicide-resistant individuals that 
already occur in the population by controlling 
susceptible plants and allowing the resistant plants to 
survive and reproduce. Eventually, all that is left are 
the resistant plants, and the herbicide is no longer 
effective. See Figure 1 for an example. Once selected 
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for, resistant plants can remain in the population for 
many years. 

In addition to being resistant to a single 
herbicide, some resistant plants can be classified as 
having cross resistance or multiple resistance. Cross 
resistant plants have resistance to two or more 
herbicides from the same group (same site of action). 
For example, if you have a population of pigweed 
that has developed resistance to atrazine, a Group 5 
herbicide, it is likely that these pigweed plants will 
also be resistant to the Group 5 herbicides simazine 
and metribuzin (Sencor). Although it is much less 
common, weeds can also have multiple resistance. 
Multiple resistant weeds are resistant to two or more 
herbicides with different sites of action. For example, 
in Indiana a biotype of horseweed/marestail is 
resistant to glyphosate (Group 9), 2,4-D (Group 4), 
and chloransulam (Group 2) (Creech et al. 2004, 
NCWSS 2004 Proceedings). 

The first recorded herbicide-resistant weed, 
2,4-D resistant spreading dayflower (Commelina 
diffusa), was identified in 1957 in a sugarcane field in 
Hawaii. Today an estimated 300 weed biotypes are 
resistant to one or more herbicides worldwide (Figure 
2). Currently in Florida, only 4 resistant biotypes 
(American black nightshade, goosegrass, hydrilla, 
and dotted duckweed) have been documented. 
However, it is likely that other undocumented 
herbicide resistant weed populations occur 
throughout the state. Continually updated information 
on the status of herbicide-resistant weeds can be 
found at  http://WeedScience.org/in.asp.

Detecting Herbicide Resistant Weed 
Populations

Because weed control is rarely 100% effective, 
herbicide resistant populations often go undetected 
until they represent about 30% of the population. As 
the ratio of resistant to susceptible weeds increases, 
irregular patches of a single weed species will begin 
to appear. The patches may be reason to suspect 
herbicide resistance if:

1. Application problems can be ruled out.

2. Other weed species are controlled adequately.

3. The suspected weed species doesn't show 
symptoms of herbicide treatment and is growing 
in close proximity to dying plants of the same 
species.

4. There has been a previous failure to control the 
same species in the same field with the same 
herbicide or a herbicide from the same group.

5. Records show repeated use of one herbicide or 
one group of herbicides.

Preventing Herbicide Resistant 
Weeds

The appearance of herbicide-resistant weeds is 
usually linked to repeated use of the same herbicide 
or several herbicides from the same group (same site 
of action). For example, continuously applying only 
glyphosate for weed control in Roundup Ready cotton 
has resulted in the selection of glyphosate (Group 9) 
resistant Palmer amaranth. Weed management 
programs that use herbicides from different groups 
will delay or prevent the selection of herbicide 
resistant weed populations. When developing a 
herbicide rotation plan, it is critical make sure that 
the herbicides you wish to use are in different groups. 
For instance, you might consider rotating the 
herbicides Assure II, Select, and Beacon for 
johnsongrass control; however, if you referred to 
Table 1 you would find that Assure II and Select are 
both Group 1 herbicides. A more ideal herbicide 
rotation for johnsongrass control might include 
Assure II or Select (Group 1), Beacon (Group 2), 
and glyphosate (Group 9). 

When it allows for increased herbicide 
flexibility, crop rotation can be an effective resistance 
management strategy. However some herbicides or 
herbicide groups are used in many different crops. 
For example, Group 2 herbicides are labeled for use 
in pastures, wheat, barley, corn, soybeans, cotton, 
peanuts, rice, vegetables, and other crops. 
Consequently, crop rotation does not automatically 
result in herbicide rotation. When planning a 
herbicide program, refer to Table 1 to verify that the 
herbicides you are using are in different groups. 

Tank mixes generally are not an effective 
resistance management strategy and should only be 



Herbicide Resistant Weeds 3

used when the herbicide combination is needed to 
control the weed spectrum or herbicide rates can be 
reduced. Tank mixing for other reasons is not 
economically or ecologically sound.

Cultivation and spot spraying can be used to 
remove weed escapes that may be a result of 
herbicide resistance. Assuming that herbicide 
resistant and non-resistant plants germinate at the 
same time, tillage can control both equally well. In 
chemical fallow situations, use a herbicide from a 
different group than the herbicide used for weed 
control in the crop. 

Accurate record-keeping is essential to 
effectively manage the development of 
herbicide-resistant weed populations. In order to have 
an effective herbicide rotation or tank-mix system to 
prevent resistance, you must know which herbicides 
have been used in the past, at what rate, and how 
often. 

The use of an integrated weed management 
program that incorporates all the tools available to 
control weeds, including cultural, mechanical, and 
chemical methods, will slow or prevent the 
development of herbicide resistant weed populations. 

For detailed information on properly managing 
herbicides for the preventing herbicide resistant 
weeds in specific cropping systems or pastures refer 
to: UF/IFAS publication SS-AGR- Managing Against 
the Development of Herbicide Resistant Weeds: 
Sugarcane; others to follow.

Figure 1.a

Figure 1.b

Figure 1.c

Figure 1.d
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Figure 1.e

Figure 1. A possible progression of selection for resistant 
weed biotypes when a single herbicide or site of action is 
used continuously or without adding a herbicide with a 
different site of action to the tankmixture.  Initially, good 
control would be observed providing application factors 
were optimal for herbicide activity (A).  After several 
applications, a single plant may survive, grow and 
reproduce seed (B).  That seed would germinate the 
following year and as a result, more plants would not be 
controlled the following year (C).  As selection pressure 
continues, one would begin noticing a reduction in 
herbicide performance when the resistant population in the 
field approaches approximately 30% of the weed 
population (D).  Providing the same selection pressure is 
applied to the field, the resistant weed population will 
continue to increase until nearly 100% of the population is 
resistant (E).

Figure 2. World-wide occurrence of herbicide-resistant 
weed biotypes. Addition of all biotypes resistant to each of 
the sites of action totals to greater than 300 different 
biotypes as of 2000.



H
er

bi
ci

de
 R

es
is

ta
nt

 W
ee

ds
5

T
ab

le
 1

. G
ro

up
 n

um
be

r 
an

d 
si

te
 o

f a
ct

io
n 

of
 h

er
bi

ci
de

s 
re

gi
st

er
ed

 fo
r 

us
e 

in
 F

lo
rid

a 
(c

om
pi

le
d 

F
al

l 2
00

5)
.

G
ro

u
p

 n
u

m
b

er
 a

n
d

 s
it

e 
o

f 
ac

ti
o

n
C

h
em

ic
al

 F
am

ily
C

o
m

m
o

n
 N

am
e

T
ra

d
e 

N
am

e(
s)

G
ro

u
p

 1
A

ce
ty

l C
oA

 
ca

rb
ox

yl
as

e 
(A

C
C

as
e)

 in
hi

bi
to

rs

ar
yl

ox
yp

he
no

xy
-p

ro
pa

no
at

es
cy

ha
lo

fo
p

C
lin

ch
er

di
cl

of
op

Ill
ox

an
fe

no
xa

pr
op

A
cc

la
im

 E
xt

ra
, F

us
io

n1

flu
az

ifo
p

F
us

ila
de

, F
us

io
n1, O

rn
am

ec

qu
iz

al
of

op
A

ss
ur

e 
II

cy
cl

oh
ex

an
ed

io
ne

s
cl

et
ho

di
m

E
nv

oy
, S

el
ec

t, 
V

ol
un

te
er

se
th

ox
yd

im
P

oa
st

, P
oa

st
 P

lu
s

tr
al

ko
xy

di
m

A
ch

ie
ve

G
ro

u
p

 2
A

ce
to

la
ct

at
e 

sy
nt

ha
se

 (
A

LS
)

 in
hi

bi
to

rs

be
nz

oa
te

py
rit

hi
ob

ac
S

ta
pl

e
im

id
az

ol
in

on
es

im
az

ap
ic

C
ad

re

im
az

ap
yr

A
rs

en
al

, L
ig

ht
ni

ng
2, S

ta
lk

er

im
az

am
ox

R
ap

to
r

im
az

aq
ui

n
S

ce
pt

er

im
az

et
ha

py
r

Li
gh

tn
in

g2, P
ur

su
it,

 P
ur

su
it 

P
lu

s3

py
rim

id
un

yl
ox

yb
en

zo
ic

bi
sp

yr
ib

ac
-s

od
iu

m
R

eg
im

en
t, 

V
el

oc
ity

su
lfo

ny
lu

re
as

be
ns

ul
fu

ro
n

D
ue

t4, L
on

da
x

ch
lo

rs
ul

fu
ro

n
C

or
sa

ir,
 L

an
dm

ar
k5, T

el
ar

ha
lo

su
lfu

ro
n

P
er

m
it,

 S
em

pr
a,

 S
an

de
a,

 S
ed

ge
ha

m
m

er
, Y

uk
on

5

ni
co

su
lfu

ro
n

A
cc

en
t

tr
ifl

ox
ys

ul
fu

ro
n

E
nv

ok
e

ch
lo

rim
ur

on
S

yn
ch

ro
ny

7

m
et

su
lfu

ro
n

A
lly

, E
sc

or
t, 

O
us

t E
xt

ra
8

tr
ib

en
ur

on
E

xp
re

ss
, H

ar
m

on
y 

E
xt

ra
9

su
lfo

m
et

ur
on

La
nd

m
ar

k5, O
us

t, 
O

us
t E

xt
ra

8, O
us

ta
r10

, W
es

ta
r10

su
lfo

su
lfu

ro
n

O
ut

rid
er

th
ife

ns
ul

fu
ro

n
H

ar
m

on
y 

G
T

, H
ar

m
on

y 
E

xt
ra

9 
,S

yn
ch

ro
ny

7

rim
su

lfu
ro

n
M

at
rix

, T
ra

nx
it

tr
ia

zo
lo

py
rim

id
in

e
cl

or
an

su
la

m
F

irs
tr

at
e,

 F
ro

nt
ro

w

flu
m

et
su

la
m

F
ro

nt
ro

w



H
er

bi
ci

de
 R

es
is

ta
nt

 W
ee

ds
6

T
ab

le
 1

. G
ro

up
 n

um
be

r 
an

d 
si

te
 o

f a
ct

io
n 

of
 h

er
bi

ci
de

s 
re

gi
st

er
ed

 fo
r 

us
e 

in
 F

lo
rid

a 
(c

om
pi

le
d 

F
al

l 2
00

5)
.

G
ro

u
p

 3
M

ic
ro

tu
bu

le
as

se
m

bl
y 

in
hi

bi
to

rs

di
ni

tr
oa

ni
lin

es
et

ha
lfl

ur
al

in
C

ur
bi

t, 
S

on
al

an

or
yz

al
in

O
ry

za
, O

ry
za

lin
, S

na
ps

ho
t, 

S
ur

fla
n

pe
nd

im
et

ha
lin

P
ro

w
l, 

P
ur

su
it 

P
lu

s3
, o

th
er

s

pr
od

ia
m

in
e

B
ar

ric
ad

e,
 E

nd
ur

an
ce

tr
ifl

ur
al

in
T

re
fla

n,
 T

rif
lu

ra
lin

no
 fa

m
ily

 n
am

e
D

C
P

A
D

ac
th

al
, D

ag
ge

r

py
rid

in
e

th
ia

zo
py

r
M

an
da

te

G
ro

u
p

 4
S

yn
th

et
ic

 a
ux

in
s

ph
en

ox
y 

ac
et

ic
 a

ci
ds

2,
4-

D
m

an
y,

 O
ut

la
w

11
, T

rim
ec

11

2,
4-

D
B

m
an

y

M
C

P
A

P
ow

er
 Z

on
e1

9

M
C

P
P

 (
m

ec
op

ro
p)

O
ut

la
w

11
, T

rim
ec

11
, P

ow
er

 Z
on

e1
9

be
nz

oi
c 

ac
id

di
ca

m
ba

B
an

ve
l, 

D
is

tin
ct

, O
ut

la
w

11
, T

rim
ec

11
, Y

uk
on

5,  
P

ow
er

 Z
on

e19

ca
rb

ox
yl

ic
 a

ci
ds

cl
op

yr
al

id
C

on
fr

on
t12

, L
on

tr
el

, R
ed

ee
m

12
, T

ra
ns

lin
e

flu
ro

xy
py

r
P

as
tu

re
ga

rd
13

, S
po

tli
gh

t

tr
ic

lo
py

r
C

on
fr

on
t12

, G
ar

lo
n,

 G
ra

nd
st

an
d,

 P
as

tu
re

ga
rd

13
, P

at
hf

in
de

r,
 

R
ed

ee
m

12
, R

em
ed

y

qu
in

ol
in

e 
ca

rb
ox

yl
ic

 a
ci

ds
qu

in
cl

or
ac

D
riv

e

G
ro

u
p

 5
P

ho
to

sy
st

em
 II

 
in

hi
bi

to
rs

tr
ia

zi
ne

s
am

et
ry

n
E

vi
k

at
ra

zi
ne

A
at

re
x,

 A
tr

az
in

e,
 B

ic
ep

 II
 M

ag
nu

m
14

, L
ex

ar
15

he
xa

zi
no

ne
K

416
, O

us
ta

r10
, V

el
pa

r,
 W

es
ta

r10

m
et

rib
uz

in
S

en
co

r,
 L

ex
on

e,
 M

et
rib

uz
in

pr
om

et
ry

n
C

ap
ar

ol
, C

ot
to

n 
P

ro
, P

ro
m

et
ry

n,
 o

th
er

s

si
m

az
in

e
P

rin
ce

p,
 S

im
az

in
e

ph
en

yl
ca

rb
am

at
e

ph
en

m
ed

ip
ha

m
S

pi
n-

A
id

ur
ac

ils
br

om
ac

il
H

yv
ar

, K
ro

va
r17

G
ro

u
p

 6
P

ho
to

sy
st

em
 II

 in
hi

bi
to

rs
 (

sa
m

e 
si

te
 a

s 
gr

ou
p 

5,
 b

ut
 d

iff
er

en
t b

in
di

ng
 c

ha
ra

ct
er

is
tic

s)

be
nz

ot
hi

ad
ia

zo
le

s
be

nt
az

on
B

as
ag

ra
n,

 S
to

rm
18

G
ro

u
p

 7
P

ho
to

sy
st

em
 II

 
in

hi
bi

to
rs

 (
sa

m
e 

si
te

 a
s 

gr
ou

p 
5 

an
d 

6,
 b

ut
 

di
ffe

re
nt

 b
in

di
ng

 
ch

ar
ac

te
ris

tic
s)

ur
ea

s
di

ur
on

D
ire

x,
 D

iu
ro

n,
 K

ar
m

ex
, K

416
, K

ro
va

r17

flo
um

et
ur

on
C

ot
or

an
lin

ur
on

Li
ne

x,
 L

or
ox

te
bu

th
iu

ro
n

S
pi

ke



H
er

bi
ci

de
 R

es
is

ta
nt

 W
ee

ds
7

T
ab

le
 1

. G
ro

up
 n

um
be

r 
an

d 
si

te
 o

f a
ct

io
n 

of
 h

er
bi

ci
de

s 
re

gi
st

er
ed

 fo
r 

us
e 

in
 F

lo
rid

a 
(c

om
pi

le
d 

F
al

l 2
00

5)
.

am
id

e
pr

op
an

il
D

ue
t4, S

ta
m

 

na
pr

op
am

id
e

D
ev

rin
ol

G
ro

u
p

 8
Li

pi
d 

sy
nt

he
si

s 
in

hi
bi

tio
n

(n
ot

 A
C

C
as

e 
in

hi
bi

tio
n)

th
io

ca
rb

am
at

es
bu

ty
la

te
S

ut
an

E
P

T
C

E
pt

am
, E

ra
di

ca
ne

th
io

be
nc

ar
b

B
ol

er
o

G
ro

u
p

 9
E

P
S

P
 s

yn
th

as
e 

in
hi

bi
to

rs
 

no
 fa

m
ily

 n
am

e
gl

yp
ho

sa
te

m
an

y

G
ro

u
p

 1
0

G
lu

ta
m

in
e 

sy
nt

ha
se

in
hi

bi
to

rs
 

no
 fa

m
ily

 n
am

e
gl

uf
os

in
at

e
F

in
al

e,
 Ig

ni
te

G
ro

u
p

 1
2

C
ar

ot
en

oi
d 

bi
os

yn
th

es
is

 
in

hi
bi

to
rs

 a
t p

hy
to

en
e 

de
sa

tu
ra

se

py
rid

az
in

on
e

no
rf

lu
ra

zo
n

P
re

di
ct

, S
ol

ic
am

, Z
or

ia
l

G
ro

u
p

 1
3

B
le

ac
hi

ng
: d

ite
rp

en
e 

in
hi

bi
to

rs
 

is
ox

az
ol

id
in

on
e

cl
om

az
on

e
C

om
m

an
d 

3M
E

G
ro

u
p

 1
4 

P
ro

to
po

rp
hy

rin
og

en
ox

id
as

e 
(P

P
O

) 
in

hi
bi

to
rs

ar
yl

 tr
ia

zi
no

ne
ca

rf
en

tr
az

on
e

A
im

, P
ow

er
 Z

on
e19

di
ph

en
yl

et
he

rs
ac

ifl
uo

rf
en

S
to

rm
18

, U
ltr

a 
B

la
ze

r

la
ct

of
en

C
ob

ra
, P

ho
en

ix

ox
yf

lu
or

fe
n

G
al

lig
an

, G
oa

l, 
O

xi
flo

N
-p

he
ny

lp
ht

al
im

id
es

flu
m

io
xa

zi
n

C
ha

te
au

, S
ur

eg
ua

rd
, V

al
or

 S
X

flu
m

ic
lo

ra
c

R
es

ou
rc

e

ox
ad

ia
zo

le
ox

ad
ia

zo
n

A
ut

ho
rit

y,
 R

on
st

ar

py
ra

zo
le

P
yr

af
lu

fe
n

E
di

ct
 IV

M
, E

T
G

ro
u

p
 1

5
un

kn
ow

n 
si

te
 o

f a
ct

io
n

ac
et

am
id

es
na

pr
op

am
id

e
D

ev
rin

ol

ch
lo

ro
ac

et
am

id
es

ac
et

oc
hl

or
V

ol
le

y

m
et

ol
ac

hl
or

B
ic

ep
 II

 M
ag

nu
m

14
, D

ua
l M

ag
nu

m
, L

ex
ar

15
, P

en
na

nt
 M

ag
nu

m

pr
on

am
id

e
K

er
b

ox
ya

ce
ta

m
id

es
flu

fe
na

ce
t

A
xi

om

G
ro

u
p

 1
6

un
kn

ow
n 

si
te

 o
f a

ct
io

n
be

nz
of

ur
an

et
ho

fu
m

es
at

e
P

ro
gr

as
s

G
ro

u
p

 1
7

un
kn

ow
n 

si
te

 o
f a

ct
io

n
or

ga
no

ar
se

ni
ca

ls
M

S
M

S
M

S
M

A



H
er

bi
ci

de
 R

es
is

ta
nt

 W
ee

ds
8

T
ab

le
 1

. G
ro

up
 n

um
be

r 
an

d 
si

te
 o

f a
ct

io
n 

of
 h

er
bi

ci
de

s 
re

gi
st

er
ed

 fo
r 

us
e 

in
 F

lo
rid

a 
(c

om
pi

le
d 

F
al

l 2
00

5)
.

G
ro

u
p

 1
8 

D
H

P
 (

di
hy

dr
op

te
ro

at
e

 s
yn

th
as

e 
st

ep
) 

in
hi

bi
to

rs

ca
rb

am
at

e
as

ul
am

A
su

lo
x,

 A
su

la
m

G
ro

u
p

 1
9

In
do

le
ac

et
ic

 a
ci

d 
in

hi
bi

to
rs

pt
ha

la
m

at
e

na
pt

al
am

A
la

na
p

G
ro

u
p

 2
1

C
el

l w
al

l s
yn

th
es

is
 

in
hi

bi
to

r 
(s

ite
 B

)

be
nz

am
id

e
is

ox
ab

en
G

al
le

ry

G
ro

u
p

 2
2

P
ho

to
sy

st
em

 I
el

ec
tr

on
 d

iv
er

si
on

bi
py

rid
yl

iu
m

s
pa

ra
qu

at
G

ra
m

ox
on

e 

G
ro

u
p

 2
7

H
yd

ro
xy

ph
en

yl
-p

yr
uv

at
e-

di
ox

yg
en

as
e 

in
hi

bi
to

rs

tr
ik

et
on

e
m

es
ot

rio
ne

C
al

lis
to

, L
ex

ar
15

1F
us

io
n 

is
 a

 c
om

m
er

ci
al

 p
re

m
ix

 o
f f

en
ox

ap
ro

p 
an

d 
flu

az
ifo

p.
2 
Li

gh
tn

in
g 

is
 a

 c
om

m
er

ci
al

 p
re

m
ix

 o
f i

m
az

ap
yr

 a
nd

 im
az

et
ha

py
r.

3 
P

ur
su

it 
P

lu
s 

is
 a

 c
om

m
er

ci
al

 p
re

m
ix

 o
f i

m
az

et
ha

py
r 

an
d 

pe
nd

im
et

ha
lin

.
4 
D

ue
t i

s 
a 

co
m

m
er

ci
al

 p
re

m
ix

 o
f b

en
su

lfu
ro

n 
an

d 
pr

op
an

il.
5 
Y

uk
on

 is
 a

 c
om

m
er

ci
al

 p
re

m
ix

 o
f h

al
os

ul
fu

ro
n 

an
d 

di
ca

m
ba

.
6 
La

nd
m

ar
k 

is
 a

 c
om

m
er

ci
al

 p
re

m
ix

 o
f c

hl
or

su
lfu

ro
n 

an
d 

su
lfo

m
et

ur
on

.
7 
S

yn
ch

ro
ny

 is
 a

 c
om

m
er

ci
al

 p
re

m
ix

 o
f c

hl
or

im
ur

on
 a

nd
 th

ife
ns

ul
fu

ro
n.

8 
O

us
t E

xt
ra

 is
 a

 c
om

m
er

ci
al

 p
re

m
ix

 o
f m

et
su

lfu
ro

n 
an

d 
su

lfo
m

et
ur

on
.

9 
H

ar
m

on
y 

E
xt

ra
 is

 a
 c

om
m

er
ci

al
 p

re
m

ix
 o

f t
hi

fe
ns

ul
fu

ro
n 

an
d 

tr
ib

en
ur

on
.

10
 O

us
ta

r 
an

d 
W

es
ta

r 
ar

e 
co

m
m

er
ci

al
 p

re
m

ix
es

 o
f s

ul
fo

m
et

ur
on

 a
nd

 h
ex

az
in

on
e.

11
 O

ut
la

w
 a

nd
 T

rim
ec

 a
re

 c
om

m
er

ci
al

 p
re

m
ix

es
 o

f 2
,4

-D
, d

ic
am

ba
, a

nd
 M

C
C

P
.

12
 C

on
fr

on
t a

nd
 R

ed
ee

m
 a

re
 c

om
m

er
ci

al
 p

re
m

ix
es

 o
f c

lo
py

ra
lid

 a
nd

 tr
ic

lo
py

r.
13

 P
as

tu
re

ga
rd

 is
 a

 c
om

m
er

ci
al

 p
re

m
ix

 o
f t

ric
lo

py
r 

an
d 

flu
ro

xa
py

r.
14

 B
ic

ep
 II

 M
ag

nu
m

 is
 a

 c
om

m
er

ci
al

 p
re

m
ix

 o
f a

tr
az

in
e 

an
d 

m
et

ol
ac

hl
or

.
15

 Le
xa

r 
is

 a
 c

om
m

er
ci

al
 p

re
m

ix
 o

f a
tr

az
in

e,
 m

et
ol

ac
hl

or
, a

nd
 m

es
ot

rio
ne

.
16

 K
4 

is
 a

 c
om

m
er

ci
al

 p
re

m
ix

 o
f h

ex
az

in
on

e 
an

d 
di

ur
on

.
17

 K
ro

va
r 

is
 a

 c
om

m
er

ci
al

 p
re

m
ix

 o
f b

ro
m

ac
il 

an
d 

di
ur

on
.

18
 S

to
rm

 is
 a

 c
om

m
er

ci
al

 p
re

m
ix

 o
f b

en
ta

zo
n 

an
d 

ac
ifl

ou
rf

en
.

19
 P

ow
er

 Z
on

e 
is

 a
 c

om
m

er
ci

al
 p

re
m

ix
 o

f c
ar

fe
nt

ra
zo

ne
, d

ic
am

ba
, M

C
P

A
, a

nd
 m

ec
op

ro
p.


