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The Koebner phenomenon and the microbial 
basis of psoriasis 
E. William Rosenberg, M.D.,*'** and Patricia W. Noah, Ph.D.*.*** Memphis, TN 

Studies by Skinner and us ~,2 have led us to con- 
c lude  that the presence of microbial products in 
the skin is a requisite for the lesions of psoriasis 
in genetically susceptible people and that in the 
absence  of these products signs of the disease dis- 
appear.  

Mos t  discussions of microorganisms is psoriasis 
sugges t  that they exert whatever effect they may 
have  through what is called the Koebner phenom- 
e n o n  and that these organisms act only as another 
f o r m  of  trauma that does not have to be specific 
in nature.  Major American textbooks of derma- 
to logy describe the effect of streptococcal infection 
on psoriasis in these terms, and Farr et aP and 
Shus te r  4 recently suggested that Malassezia or- 
gan i sms  in scalp psoriasis produced a Koebner 
effect .  

In  this paper we will attempt to refute this view 
and  ho ld  out for a microbial role that is unique. 
E v i d e n c e  comes from observations of the Koebner 
e f fec t  and from comparisons of microbial-induced 
w i th  nonmicrobial-induced lesions of psoriasis and 
o the r  skin diseases. 

T H E  KOEBNER PHENOMENON 

Reviews  by Sidi, 5 Shelley and Arthur, 6 and Eyre 
and  Krueger  7 include descriptions of both the nat- 
ural  occurrence of psoriasis following damage to 
the  skin and of experimental attempts to induce 
psor ias is  with a variety of manipulations. 

Shel ley  and Arthur 6 collected an extensive list 
o f  unplanned events reported as influencing the 
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manifestation of psoriasis. These include insect 
bites, bums, dermatitis, drug reactions, excoria- 
tion, incision, lichen planus, lymphangitis, mili- 
aria, photosensitivity, pityriasis rosea, pressure 
(belt, truss, arch support), radiation (ultraviolet, 
grenz, x-ray), skin tests (scratch, infection, tu- 
berculin), vaccination, vitiligo, and zoster. Eyre 
and Krueger 7 offer a similar list, including a horse 
bite and tattoos (in Koebner's original case). 

While the numerous published reports of pso- 
riasis appearing at a site of previous skin injury 
vary greatly in detail, almost all of them agree that 
Koebner's phenomenon occurs only at certain 
times in the lives of persons with psoriasis. In 
general it appears that, no matter what the nature 
of the trauma, it is unlikely to provoke the ap- 
pearance of a new lesion at times when the overall 
disease state is itself quiescent. After their exten- 
sive review of published descriptions of the Koeb- 
ner effect, Shelley and Arthur 6 concluded that it 
could be expected to occur only when the disease 
was in an "eruptive, florid, progressive, or active" 
state. The observer is obliged to wonder what other 
operative factor(s) besides injury must be present 
simultaneously for the psoriatic potential to be ex- 
pressed. 

Another characteristic of the Koebner effect in 
psoriasis is that it can be induced by trauma at 
sites distant from existing lesions. In this way it 
differs from what has been termed a Koebner-like 
effect seen with plane warts, in which a scratch 
must go through an existing wart before it can 
induce a linear extension of new warts. In this case 
we are seeing not a trauma effect but a simple 
linear inoculation of a well-characterized infec- 
tious agent, the wart virus. 

Similar confusion attends descriptions of 
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straight-line streaks of poison ivy dermatitis as an 
example of the Koebner effect. Here it is simply 
the linear deposition of  Rhus antigen on the skin 
that produces the diagnostic straight-line lesion. 

In other nonpsoriatic conditions, however, a 
nonspecific trauma may act to determine the skin 
localization of a generalized disease. Examples of 
such diseases characterized by Eyre and Krueger 7 
as exhibiting the Koebner effect include erythema 
multiforme, vasculitis, bullous pemphigoid, li- 
chen amyloidosis, xanthoma eruptivum, and the 
rash of Still's disease. 

What is interesting about these last diseases in 
connection with psoriasis is that in each of them 
skin manifestations are thought to depend on the 
deposition of some blood-borne agent into the skin 
at sites determined by gravity or other factors. This 
suggests that a reasonable explanation for the 
Koebner phenomenon in both psoriasis and certain 
other conditions is that it may occur whenever a 
causative agent is circulating in the bloodstream. 
At such a time, a variety of local injuries may 
induce deposition of the offending agent and de- 
termine the location of lesions. 

Such an interpretation would also explain 
Fleck's 8 description of a "negative" Koebner ef- 
fect, observed when the pressure of a watchband 
protected his patient's wrist from an otherwise 
generalized flare of psoriasis by decreasing blood 
flow to that site. 

EXPERIMENTAL INDUCTION OF THE 
KOEBNER EFFECT 

As might be expected, the intriguing nature of 
the Koebner effect in psoriasis has attracted the 
attention of numbers of investigators who have 
attempted to induce it artificially. The most fre- 
quently cited of such studies are those by Reinert- 
son, 9 Eddy et al, ~° Farber et al, ~ Pedace et al, ~2 
Stankler, ~3 and Eyre and Krueger. 14 

From these papers, which describe a variety of 
techniques to damage the skin, certain consistent 
findings emerge. One is that, just as Shelley and 
Arthu¢ concluded from their review of the natu- 
rally occurring Koebner effects, experimental 
trauma is successful only if it is applied when the 
disease is in an eruptive state. Furthermore, the 

experimental production of lesions was described 
by Pedace et all 2 as exhibiting an "all or none" 
characteristic. They found that when multiple skin 
sites were traumatized simultaneously, either all 
of  them would develop psoriasis or none of them 
would. This effect was independent of the part of 
the body where the skin was injured and evidently 
varied with some unknown temporal factor. 

Other studies concerned themselves with the 
kinds and degrees of trauma capable of eliciting 
new lesions of psoriasis. Reinertson 9 concluded 
that, even if inflicted at the right time, skin damage 
had to include both dermal and epidermal injury. 
Neither the induction of petechiae by suction nor 
superficial stripping of the stratum corneum with 
cellophane tape was sufficient to provoke the ap- 
pearance of new lesions. Deeper stripping with 
cellophane tape and scratches extending into the 
dermis were examples of trauma that could induce 
new lesions. Similar studies led Stankler ~3 to con- 
clude that both epidermis and dermis had to be 
damaged before a lesion could be produced. 

In connection with their studies of the fate of 
human psoriatic skin grafts on nude mice, Erye 
and Krueger ~4 observed that lesions develop only 
some of the time in people with psoriasis, no mat- 
ter how vigorous the trauma. Using a dermatome, 
they removed split-thickness pieces of skin from 
both lesional and nonlesional sites on psoriasis 
patients for grafting onto the mice. In a follow-up 
study of the patients, sometimes both of the shaved 
skin surfaces (the formerly nonlesional site as well 
as the formerly psoriatic site) would then develop 
lesions of psoriasis and sometimes neither site 
would. In every case, reaction of both sites was 
identical, as if depending on some systemic influ- 
ence that either was or was not present at the time. 
Eyre and Krueger described their sometime-ability 
to clear a lesional site by dermatome shaving as a 
"reverse" Koebner reaction. 

BLOCKING THE KOEBNER EFFECT 

Other experimenters attempted to modify or 
block the Koebner effect following some otherwise 
sufficient stimulus. In trying to exclude the 
possibility that secondary bacterial infection of 
scratched skin was responsible for the Koebner 
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phenomenon, Comaish and GreeneP 5 applied ei- 
ther an antibiotic ointment or its vehicle to skin 
scratches. Both inhibited the appearance of pso- 
riasis at the scratched site. The investigators con- 
cluded that occlusion by a soft paraffin ointment 
would suppress the Koebner effect and offered 
several possible explanations. 

With this exception, most reports of the suc- 
cessful inhibition of the Koebner effect describe 
the use of some maneuver that diminishes the flow 
of blood to the experimental site. Levi, ~6 Nar- 
delli, ~7 and Eddy et aP ° all found that local appli- 
cation of epinephrine inhibited the appearance of 
lesions. Ryan ~8 and Miller and Griffiths 19 were able 
to block the development of lesions in traumatized 
sites with the application of local occlusive 
pressure. 

The fact that vascular occlusion, induced either 
by pharmacologic vasoconstrictors or by mechan- 
ical pressure, can block the Koebner effect sup- 
ports the concept of circulating factors as the key 
element in the induction of psoriatic lesions. This 
was the conclusion Eyre and KruegeP 4 reached 
also, stating that (their) "observations suggest that 
humoral factors govern the development or clear- 
ing of psoriasis after a standard injury." 

THE CASE AGAINST CIRCULATING AGENTS 

Two reports from Stanford University ml in the 
1960s considered the same aspect but came to the 
opposite conclusion. In those studies, a number 
o f  both physical and pharmacologic manipulations 
were used in an attempt to localize the origin of 
psoriasis either to the epidermis or to the dermis 
and its blood vessels. 

Isolated dermal injury was produced by deep 
scalpel cuts parallel to the surface plane of the skin 
and by dermal placement of catgut. Neither of 
these maneuvers was successful in eliciting a 
Koebner effect. Also unsuccessful were attempts 
to produce the effect through the induction of local 
hyperemia and capillary or venular leakage. These 
efforts included the application of capsicum plaster 
and iontophoresis into the skin of either the va- 
sodilators methyl nicotinate and methacholine bro- 
mide or the permeability-promoting agents hista- 
mine and 48/80° As a result of these studies, Farber 

and his associates 1° concluded that their data "mil- 
itate strongly against the hypothesis of a blood- 
borne agent of  macromolecular dimensions or 
larger." 

What about these extensive studies and the con- 
clusions of the Stanford investigators? If blood- 
borne agents are factors in the appearance of pso- 
riatic lesions, why could such lesions not be elic- 
ited by these traumas designed to bring more blood 
to the skin or to make it leak out of its vascular 
channels? 

One explanation might be that the leaks induced 
by these manipulations would last only a few min- 
utes before platelet plugs and vasoconstrictor 
mechanisms would reseal the opening. The fa- 
miliar Duke's bleeding time following an earlobe 
nick is only 3 minutes. Given the sample size of  
25 subjects, it seems not unreasonable, even for 
persons in an active stage of their disease subjected 
to a knife cut through the dermis, that the requisite 
microbial products might not be caught, as it were, 
in flight during the brief period their vessels were 
leaking. 

The failure of vasodilators to induce lesions 
seems easy to answer. Vasodilation of itself would 
not necessarily deposit a circulating agent in the 
hyperemic skin. Methyl nicotinate, capsicum, and 
methacholine bromide might merely run some cir- 
culating substance rapidly through the skin without 
leaving it there, 

The failure of histamine iontophoresis to induce 
lesions is harder to explain. The test in 1964 by 
the Stanford group used an application of an ion- 
tophoresis current of 0.5 mA/cm ~- for 3 minutes a 
day to a 1,0% solution of histamine on the skin. 
This test was repeated daily for 14 days over small 
areas of intact skin on the 25 subjects. No lesions 
of psoriasis were produced by these applications. 
Moreover, during the same 14-day period, 15 of 
the same 25 subjects developed a positive Koebner 
reaction at comparable skin sites subjected to 
more conventional trauma with dichlorotetrafluo- 
roethane freezing. 

The assessment of failure of histamine ionto- 
phoresis to induce lesions was based on simple 
inspection of the forearm skin. Biopsy specimens 
were not taken at apparently negative test sites. 
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This method is in contrast to the "histamine trap 
test" described by Braverman and Yen 2° 10 years 
after the Stanford study and employed to capture 
circulating reactants at a site where injected his- 
tamine induces local extravasation by the produc- 
tion of  gaps in small blood vessels. Their technique 
consists of injection of 0.05 ml of histamine phos- 
phate (either a 1.0 mg/ml or a 0.1 mg/ml con- 
centration). After a period of minutes, a biopsy 
specimen is taken from the site and then examined 
microscopically for evidence of previously circu- 
lating material that has leaked out of histamine- 
altered blood vessels. 

Microscopic examination of skin biopsy speci- 
mens is also the practice of those who have used 
histamine injection to find evidence of circulating 
immune complexes in Beh~et's diseasC l or of 
treponemes in patients with secondary syphilis. 22 
In both these studies there is no description of the 
induction of a lesion visible to the naked eye; as- 
sessment of the test depends on microscopic ex- 
amination of a biopsy specimen from the injected 
area. Braverman,* in fact, after more than a de- 
cade's experience with histamine trapping, said he 
observed a gross lesion only once in all that time, 
that one being a purpuric spot that was seen on 
the first subject on whom the histamine trap test 
was attempted. 

Thus it is at least possible to argue that the 
conclusion of Eddy et aP ° could have been based 
on inadequately sensitive observation. Micro- 
scopic instead of naked-eye examinations might 
have revealed evidence of changes induced by cir- 
culating factors. 

MICROBIAL-INDUCED PSORIASIS 

Published reports of  psoriasis contain innumer- 
able accounts of flare-ups that accompany or fol- 
low infection. Many of these, including Norr- 
lind's 2~ classic studies of psoriasis and streptococ- 
cus, describe this familiar sequel to infection as a 
kind of internal Koebner effect. There are, how- 
ever, important differences. 

Injury to the skin (like Koebner's patient's horse 
bite and tattoo) determines where a lesion of pso- 
riasis might appear, but not when or even if a lesion 

*Braverman IM. Personal communication, June 26, 1986. 

will appear. To quote Shelley and Arthur, ~ "The 
Koebner response occurs only as a result of non- 
specific trauma during a period of exacerbation. It 
represents not experimental production of the dis- 
ease but rather experimental localization." 

Infection by contrast seems to determine when 
psoriasis will appear. Psoriasis patients do badly 
when they develop streptococcal tonsillitis. Their 
skin improves after their tonsils are removed. Rei- 
ter's syndrome follows shigellosis, infantile pso- 
riasis scatters over the face and body after a can- 
didal diaper rash, and so one. Furthermore, it is 
not unusual to see such infection-associated flares 
of psoriasis exhibit the ordinary Koebner effect, 
occurring preferentially in scratched or otherwise 
traumatized skin (Fig. 1). 

This difference between the determinants of 
when psoriasis flares and where it localizes pre- 
sents a substantial obstacle to the view that the 
Koebner effect is a sufficient explanation for the 
frequently observed association of psoriasis with 
infection. 

TESTING WITH MICROBIAL PRODUCTS 

A similar picture of pronounced differences 
emerges also from accounts of skin testing with 
microbial products in patients with and without 
psoriasis. 

Swartz 24 was investigating the possibility of bac- 
terial allergy in dermatitis herpetiformis beginning 
in the 1930s and observed that intradermal tests 
of Streptococcus faecal& elicited no reaction. In 
patients with psoriasis among a control group, 
however, there were markedly positive reactions 
when bacterial antigen from autologous stool cul- 
tures of S. faecalis was injected? 5 Not only did 
the psoriasis patients react to the injection of strep- 
tococcal extract with a new lesion of psoriasis at 
the test site, but they also exhibited an aggravation 
of their preexisting lesions. 

Robinson z6 found the same thing when he tried 
to reproduce Swartz's results. Many of his pso- 
riasis patients experienced what he described as 
Herxheimer's reaction following the injection of 
small amounts of either autologous or stock 
S. faecalis vaccine, Exacerbations of psoriasis in- 
duced by the skin tests were so severe that some 
of the subjects withdrew from the study. 
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Fig. 1. The Koebner phenomenon associated with streptococcal-associated psoriasis. Eight 
weeks before this picture was taken the patient developed a severe sore throat. One week 
later her physician diagnosed streptococcal pharyngitis and administered a single injection 
of penicillin. Two weeks after that psoriasis appeared in multiple small spots and also in 
a straight line at the site of the penicillin injection. A reasonable explanation for this 
occurrence is that the entrance of the needle localized the deposition of circulating strep- 
tococcal product along its course through the skin, while the scattered small spots resulted 
from the random distribution of streptococcal product elsewhere in the skin. The needle 
track represents a true Koebner effect; the guttate spots do not. 

There are other reports of generalized flares in 
psoriasis patients following the inoculation of skin 
test quantities of killed streptococcal material. 
Land~  and Muller z7 provoked a generalized erup- 
tion of pustular psoriasis by the injection of 0.01 
ml of a preparation of killed Streptococcus hemo- 
lyticus. Shelley et a128 induced the appearance of 
a psoriasis-looking pustule by the injection of 0.02 
ml of Streptococcus pyogenes antigen and reported 
that their patient simultaneously experienced fever, 
malaise, arthralgia, pharyngeal pain, and dyspha- 
gia. Henocq 29 observed this same tendency of mi- 
crobial skin testing to provoke exacerbations of 
psoriasis at distant sites and concluded that "it is 
very difficult not to assign a value to such distant 
reactions." 

Such exacerbation of psoriasis at sites away 
from the injection is rarely, if ever, described in 
reports of nonmicrobial elicitation of the Koebner 
phenomenon. 

Another difference between the effects of chal- 
lenges with microbial and nonmicrobial products 
is the greater efficiency with which microbial prod- 

ucts elicit psoriatic lesions. Swartz 25 induced le- 
sions with standard intradermal skin test amounts 
of bacterial product through a single needle punc- 
ture. Comparable skin test injections of agents 
such as hyaluronidase and chymotrypsin, by con- 
trast, were incapable of eliciting a Koebner reac- 
tion in the study of Farber et al." In studies in 
which microbial and nonmicrobial skin tests were 
compared, it was the bacterial or yeast products 
that produced the highest rates of reactivity. 2g,3° 

In three studies in which different microbial 
products were compared with each other for their 
ability to provoke a positive reaction, the materi- 
als containing streptococcus, 28 lipopolysaccharide 
(endotoxin), 29 or yeast (zymosan) 3° were most ac- 
tive. We 3~ have noted that these same three types 
of microbial agents turn up most often in associ- 
ation with clinical psoriasis and that they also share 
the property of being particularly efficient acti- 
vators of the alternative complement pathway. 

A study by Lober et aP ° deserves special men- 
tion as illustrating some of the differences between 
microbial and nonmicrobial challenges in produc- 
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ing a Koebner effect. This study was designed 
specifically to exclude many of the features con- 
sidered necessary for the experimental production 
of the Koebner response. None of  the 10 psoriasis 
subjects tested was in an active phase of disease. 
Neither the dermis nor the epidermis was trau- 
matized during the experiment. Sonicates of heat- 
killed Malassezia ovalis, Staphylococcus epider- 
midis, and a control medium were applied on cot- 
ton pads in a patch test chamber to intact forearm 
skin. Despite the absence of active disease or of  
significant damage to the skin (both conditions 
usually considered necessary for the elicitation of  
the Koebner phenomenon in psoriasis), a positive 
psoriatic skin test lesion was produced by the yeast 
product in all 10 of  the tested subjects. 

Clearly, the presence of appropriate microor- 
ganisms in or on the skin of  subjects with psoriasis 
appears not to be just like nonspecific trauma in 
its ability to provoke the appearance of new 
lesions. 

KOEBNER-LIKE EVENTS IN PRACTICE 

It is not unusual to hear Koebner's name evoked 
in the everyday practice of  dermatology when cer- 
tain difficult-to-understand situations occur in the 
care  of  patients with psoriasis. 

One of these occasions arises with the tendency 
of severe psoriasis to be made worse instead of 
better by just those measures that are the ordinary 
basis of  treatment. Medical students and house 
officers rotating from other services are surprised 
to hear that a patient with psoriasis who has been 
brought to the hospital for a course of treatment 
with tar and ultraviolet light is still "too sick" to 
receive that kind of therapy. 

Those of us who are used to treating psoriasis 
forget that in most other diseases the sickest pa- 
tients usually receive more rather than less of what- 
ever is customary for their condition. The begin- 
ning derrnatology resident soon learns, however, 
that it is best to be sure the patient with psoriasis 
is already getting better before receiving the first 
application of coal tar or the first exposure to ul- 
traviolet light. Otherwise such treatment may in- 
duce a "Koebner effect" and precipitate a dam- 
aging setback. 

The ascribing of this result to a Koebner effect 

seems to be apt in these instances. The patient 
whose disease is in an active, spreading phase 
probably has some microbial product circulating 
in the bloodstream. The last thing one would want 
to do at that time would be to intervene in ways 
that might increase the flow of blood to the skin, 
and with it, the possible deposition of more mi- 
crobial products as further incitement to comple- 
ment activation. Anthralin, tar, sunlight, psoralens 
plus ultraviolet A (PUVA), hot packs, and dia- 
thermy all induce a certain amount of cutaneous 
hyperemia, and their usefulness may depend at 
least partly on this mechanism. This same effect, 
however, may be counterproductive at a time when 
increased blood flow to the skin is inappropriate. 
Later on, once the usually intermittent dissemi- 
nation of microbial product has halted, agents that 
increase this superficial blood flow can help to 
flush such products from the skin. 

It is also a tenet of conventional clinical wisdom 
that every effort should be made to have a patient 
totally cleared of psoriatic lesions rather than 
merely improved to a more acceptable state. 
Otherwise, as was suggested as early as 1902, the 
induced remission is likely to be briefer? 2 Per- 
sisting psoriatic patches are thought to act in some 
"Koebner-like" fashion to localize and even to has- 
ten the return of active disease. 

This observation too makes sense if we visualize 
the psoriatic patch as an inflammatory site in which 
a variety of immunologic mechanisms are oper- 
ating against some retained microbial product. It 
would be these conglomerated immune reactants 
that would be most likely to trap and be further 
activated by even minute amounts of additional 
circulating microbial product. In the absence of 
such inflammatory foci, such small amounts of 
added microbial material might well, separately, 
be quietly coated, engulfed, filtered, and excreted 
without congregating near the cutaneous vascu- 
lature in increments sufficient to make their pres- 
ence known. 

Shelley et al 2s were impressed that something 
like this was happening to their patient with ap- 
parent streptococcal-induced pustular psoriasis. 
They said, "The lesions themselves seemed to 
serve as a self-perpetuating force, possibly acting 
as a ' sink' for the clearance of circulating antigens 
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which m i g h t  o therwise  reach a critical level and 
initiate a new lesion at another injury site." 

This  effect  could  explain wha t  Eyre  and 
K r u e g e r  7 have called the "reverse Koebner  re- 

sponse . "  They  use the term to describe the fact  
that some t imes  it is possible  to remove  psoriasis 

surg ica l ly  and not  have  it come  back.  Comparable  

f avorab le  results have  been  reported fol lowing der- 
m a t o m e  shaving o f  psoriasis  lesions 33 and laser 
t r e a t m e n t  o f  resistant psoriatic plaques.  34,3~ Im-  

munof luo re scence  studies of  psoriasis  using mono-  

c lonal  and  polyclonal  ant is t reptococcal  antibodies 
have  recent ly  been  r epor t ed?  6.37 The  published 

f indings  suggest  s t reptococcal  product  deposit ion 
and /o r  the presence o f  antigen that cross-reacts 
wi th  s t reptococci  in the epidermis.  I f  the indolent 
p l aque  o f  psoriasis is due  to the continuing pres- 
e n c e  o f  some  microbia l - induced immunoreactant  
mate r ia l  in the skin, it would  make  sense that, 
o n c e  r emoved ,  the spot would  not come back un- 
less  there  was a further episode o f  microbial  dis- 
s emina t ion  and deposit ion.  
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I l l  I 

May I be reviewed by a dermatologist? 

Clifford W. Lober, M.D. Kissimmee, FL 

Whether it is in connection with utilization re- 
view, hospital privileges, or medical malpractice, 
our specialty is coming under increasing scrutiny 
by persons both within the medical profession and 
by many interested outside parties. When there is 
a question of professional competency or deter- 
mining what treatments fall within the realm of 
dermatology for an appropriately trained individ- 
ual, all too often these decisions are made by fam- 
ily physicians, general surgeons, and others who 
have little appreciation for our specialty. 

Why has this situation developed? For decades 
specialists have been generally reluctant to become 
involved in peer review. Those reviewing derma- 
tologists have come to rely increasingly upon in- 
ternists, family physicians, and general surgeons 
both to define the realm of dermatology and to 
determine whether a given physician has per- 
formed according to perceived standards. Certain 
specialists, such as those in plastic surgery, have 
been all too willing to tell hospital utilization com- 
mittees, juries, and anyone else willing to listen 
exactly what procedures a dermatologist "should" 
and "should not" be performing. 

One of our colleagues in Melbourne has recently 
been chosen to be reviewed by Medicare for 
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"overutilization." The appropriateness of his 
treatment of seborrheic and actinic keratosis, as 
well as his use of flaps and grafts to close wounds 
following surgical excision of malignancies, has 
been called into question. Although a quality as- 
surance review by his county medical society af- 
firmed the correctness of his treatment, those who 
selected him for audit have decided to ignore the 
recommendation of the county medical society and 
review him again at a state level. He is not the 
first dermatologist to be selected for "overutili- 
zation" review nor will he be the last. To whom 
may he turn for peer review? 

At the Sept. 20, 1986 meeting of the Florida 
Society of Dermatology a resolution was passed 
requiring that our Society have in place within 30 
days a voluntary peer review committee. In ad- 
dition, the Florida Society of Dermatologic Sur- 
geons has formed an ad hoc voluntary peer review 
committee. With the approval of the membership 
this peer review group will be officially established 
at the next meeting of the Florida Society of Der- 
matologic Surgeons. 

On Sept. 21, 1986, the Florida Medical Asso- 
ciation granted specialty group recognition to the 
Florida Society of Dermatologic Surgeons. As 
such, a delegate from that society will be seated 
on the Council on Specialty Medicine of the Flor- 
ida Medical Association and the Florida Society 
of Dermatologic Surgeons will also have a voting 




