The Journal of Medicine and Life Science

Vol. 12, No. 2(December), 2015

EEEERERS

O[X|L}, HRHE*

AFota ojspEeeel, AlFdeta ofahaRojet u ket

(Received March 25, 2015; Revised April 1, 2015; Accepted April 8, 2015)

Abstract

Pyoderma gangrenosum : two case reports

Ji-Na Lee', Jae-Wang Kim?*
'Jeju National University School of Medicine,
“Department of Dermatology, Jeju National University School of Medicine, Jeju, Korea

Pyoderma gangrenosum is a rare, often destructive, neutrophilic dermatosis characterized by painful, necrotic superficial
ulceration, central suppurative exudate and a peripheral undermined border. Five clinical variants are recently recognized as
follows: classic(ulcerative), bullous, pustular, vegetative and peristomal types. Pyoderma gangrenosum is often a diagnosis of
exclusion, as there are no specific laboratory or histopathologic findings to confirm the diagnosis. Accordingly, it is difficult to
diagnose, and often requires a work—up for underlying systemic diseases. Mimickers include infection, vascular insufficiency,
systemic vasculitides, autoimmune disease, skin cancer or exogenous tissue injury. Herein, we present two cases of ulcerative
pyoderma gangrenosum occurring on the legs, along with a comprehensive review. (J Med Life Sci 2015:12(2):58-64)
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AlZste] 4= ool Haf Yildos
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Figure 1. A centrifugally expanding painful hemorrhagic
ulceration bearing sharp violaceous overhanging & central
suppurative bases of right shin at first presentation (left
figure). Partially attenuated lesion posttreatment 14 days
(middle figure). Remarkable reepithelialization of the
wound posttreatment 28 days (right figure) (case 1).

Figure 2. Skin biopsy specimens representing subepidermal

necrosis, mixed suppurative inflammation composed of
neutrophils, lymphocytes and histiocytes in the whole
dermis, lymphocytic vasculitis, thrombosis, fibrinoid
deposition of blood vessels (H & E, X100) (case 1).
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31 7Z5- prednisolone 50mg/Y= /\]1%}01
8F7tell AA ¥ OJ]EPOjE} A&7 27AFE Aol FoAH
3] AFuehrt o] RofHal (Fig. 3), 6540l Al 5=t
g5 % 9do] Hulsk aﬂzH AEF 2L Kolz| okw Q)

Figure 3. A rapidly progressing deep tender ulceration

with undermined edges & central suppurative bases on
the right shin at first presentation (left figure). Partial
improvement of the wound posttreatment 14 days (right
figure) (case 2).
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WA DETHZ2 Brocq U Brunsting 5o 23] H&o 2 7]
sH vy =7 A, A s e ﬁHﬂ—"a'@Q
20~55412] Al = ?EEP“). diu|e] zlol= A9 glchar
A o}t T Binus 59 76%7) ojAdolgf Huskgi)
HPARIE = 1dof] Q1+ winky o 107 Jx2 FAkskal Qlok”,
AA| gEAe] 75%7F Welel| siEE= B Sde2 4% nlvke

24 Ao S WA, ¥ SRS 25 591l 40
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IgM, C3, A&4a Ao
M, ARSE she 8 AFA, sk 9% a;q
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T oldol FH 7MY AoE ARV, YAUFI RS A
219325 oL (howel-bypass syndrome), X]Z-§7]% 4K erythema
elevatum diutinum), HAIEY, XEX R R (dermatitis

herpetiformis), Sweet % SolAAE 22 A &35

I X3 Fio] FRbE= 74 S5 duEe

Fef= AANo|ut CR3 U CR4 integrin®] Wé U Al o] 3}

Zate] RIE T5 speledyt @Ak o] UEUAL, HE

T F& gruio] Agto] WHAE L, w2 FEXY, HAEH,

THgsolsdet, €2 ¥ C4 AT, WEF T2 E(eukocyte

adhesion deficiency) 5= EHISIEZ AU Q] oAtz AR 9]

st AAE A7PHGAERY THeAAE ol 8o RE 159

AMAN(15q24-25.1)2] proline/serine threonine phosphatase—

interacting protein—-1 (PSTPIP-1, CD2 antigen—binding

protein-1, CD2BP-1) §-X7ke] o7t A4 4 1L-18 &

[L-16 59 Aito] 2/gstu]o] JAMA 9449 7153 Agel

PAPA Z£3<Hpyogenic sterile arthritis, pyoderma gangrenosum,

acne cystica)o] WAYEl7|E S, 11-1B, 1L-16, TNF-a ©]2]

of 35 st BWolaks IL-8, IL-23A 5% Tt} W3
= Ao HuEich,

HFHoR NANFHEZO PH= AFHor FFo| ATt
d A-, 3 Y B LEER0E AlFste] =Y ol
| AR AXHEA &2 o oo, IyEal

2154l 319 7 A|(violaceous overhanging)?} HE|Q] v

= 2 cm 37|19 A4 F9Hinflammatory halo)©]

ol FAF A s 2 284 AES viEstdA A

15 G7F A, AY v Ia=E, 2 gy
R 2 golal, gk Weko R F&5] AR AU HAHE] H

F(serpiginous) TS SH7]%E ghp, TRe} TSk 1

AtElo] 28 2 3 AES BRkeHHEA] SutbA] sk,

g EeolA o Aol AIRMEHA A E Y (cribriform, sieve-

like) /IEFEIS FATUTH. HE = 62.5%004 THJORE LAY

skt i $Ae] 90%= 714 A o] Qe B T 2k

9] 46%Nt 714 ATko] I, Aol Zrow | 20~50%0l4] ©]

Az (pathergy, hyperergic reaction) EArO 2 QAN 443,

AN, HE5HAHprick test), HHEH, FAF 5ol 28l ozt~

U AR, EEA makRgol A AlRske] FFo] Algh ks

Ao RE Yepd & A4 A% FAsE g, A

N odo 2 2
oX Mo i o offt
m{ﬂr X

ok I m

o

TN
e
(o]

ofl4l Thel(80%)el Bt} olellAl the] olelel® B, A
ol &, &, vlE, B, BE FE AU, o Hure A
WSH grolt BB T4, QT e, 471, 28 BolE A
of WA 4 Gt B FASE WY Ao dPMoR S

[e]
At g9 FAE srRiste] A2l AT ER S 9
FE vepion, 31 thElof =gk g FAYS Sk
shoict.

At A= 1) 958 FAHexplosive onset)d} 2) HX1F =
AHindolent onset)?] T+ 7HA|2 HEFE=dl G453 2Hke] A9
5, H4E 5 54 S 284 B, s, dH s 24

2 Fokek(soggy) AY AAE Hold, Hz14
| qtel FHQIRE Sotxz], T, AR I}

= Y= YHE= A 25k 3Eo] YEr

ox fr

2] 3178 (classic, ulcerative), =X F
(bullous, atypical), i&=% % (pustular, abortive),

%_l (e}
(vegetative, superficial granulomatous) % LY FHY

A7) 5714 B3 ol¢lef Xl ¥ (vesiculopustular), %
ok, 4719, mRe IHPS FUIs|E P, WA g
2 A A 71%E RSk tiEAQ] ofg o2 Ty B2
2429] 22 EEHold FXIEe] o)A Aldste] A4l
o0 A AdEt AR XdstHA SAFe 3hs Biea
A58 (dusky purple hue)?] 954 T FAE Uehed of
2 4o r AX= v B2 skt =57 Wegener 5
obgSol FRkE]o] AR X&Holar APHQl HYAE L
2 e AeE o5 S (malignant pyoderma)e]z2t %
st Qg A v thel] o) sieh, S uy)
el 2715E A " AAA Y Fof7t asioy, 2450
o

2 BT YIAE B, QU g A, due) daa

s

=
W3 W Fdo] WAYAY FUAIA et HfauA
L

CEny, AP Ay deor dHYSATEA, FutE AT
A, Zd A (osteoarthritis), QX AHTHE H(sacroiliitis), Shs
WA, WA, Fat 153 S (pyoarthrosis), THEAEH,
FeA, DA drE 25 S (monoclonal gammopathy)
ol AU, FEe] IEL BF 1AY & AYE YA LB
F3ol afg= st
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Table 1. Clinicopathologic subtypes of pyoderma gangrenosum

Pyoderma gangrenosum: two case reports

- . ' Associated
Type Clinical Location Histopathology diseases
Seronegative
Single  or few small papulopustules with or without an . . arthritis, rheumatoid
. ) o Endothelial ~ cell edema, fibrin . .
. . inflammatory halo that rapidly —ulcerate with inflamed, . o arthritis, pyogenic
Classic(ulcerative) . . Lower extremities deposition in dermal vessels walls » .
violaceous, undermined borders, central purulent base ) ) arthritis, pyoarthrosis,
. with thrombosis . »
& severe pain ankylosing  arthritis,
sacroiliitis, IBD
Rapidly  spreading painful superficial bulla, central . ) . Myeloproliferative
) ) ) . Subepidermal  bulla, intraepidermal .
. necrosis & erosion with  inflamed blue—gray borders Face, upper o ) disorder, leukemia,
Bullous(atypical) . . neutrophilic infiltrate, epidermal
that break down to form ulcers. Less destructive than extremities ) lymphoma,
necrosis
ulcerative type. myelodysplasia, IBD
Discrete, painful, symmetric pustules with a
. . Subcorneal — abscess, perifollicular
surrounding erythematous halo. Violaceous » o .
. o = . Lower extremities, neutrophilic infiltrate, dense dermal ~ IBD, hepatobiliary
Pustular(abortive) undermining(-). Pyostomatitis vegetans(perioral pustular o ; i
) . . . upper trunk neutrophilic  infiltrates, subepidermal diseases
vegetative process, superficial —sloughing, snail-track o
. edema, less undermining
erosions)
A single, non-painful, slowly progressing superficial Pseuoepitheliomatous  hyperplasia,
. - verrucous ulcer with exophytic —edges. Erythematous palisading granulomatous reaction,
Vegetative(superficial ) ) ) ] ) N
lomatous) halo(-). Pustular bases(-). Violaceous undermined Trunk, head & neck sinus tracts, tissue eosinophilia, Absent
granulomatous
borders(-). Rapid response to treatment. Forming sinus histiocytes, plasma cells,
tracts. Less aggressive than ulcerative type intra/subepidermal granuloma
IBD, enteric
. . malignancy,
Painful  erythematous papules that erode into ulcers Near stoma . .
. o . . Granulation  tissue, dermal monoclonal
Peristomal(stomal) with violaceous undermined  border. Slow response to  sites(colostomy. . .
. neutrophilic collection gammopathy,
treatment, ileostomy) o
connective tissue
disease
IBD: inflammatory bowel disease
E23Fe B85 (bullous impetigo)T} ARSI, £30] (Pyostomatitis vegetans)2 7 o] A7l nEERFeR
NS 45 AL GO gy R BY, AN a24¥i Bugel k1, §o Evluey 9wl 4 me
of A58 AA, W &, A A+ 9 ARE, g2 AY (snail-track) AF-5-& GG,
& o2} el va W WaHolw, AW BE F2 Z4ge 1ol B3] @ Agdoln, FFol ulust, o
kTP, AlEE A YARR Qe = 22o] IS w= 9] gl AYS s FAske=tl ey S AA
Aol BAolx, BHE dFal 70 B4 Sl A AR, Mol 45 3] A, shsA ubeh @ kY Slo] gl o
W 2AY PO Allostraceous scale)e FHFHE AE Al FHI AR B, EEE FA U AQS FAS,
ol WAYAY 27158 A4 WAAAS] Kozt B F U FAR] ZWA, 2HHOE ANMNEFA
Qo A oR 7y WU X gy A}, 3y Y &2 (pseudoepitheliomatous hyperplasia), AItie](palisading) -
T AT % BN BN BE IRORL BLF ofF W, By oF U Ey) W Kol At 27 24
4| A%Hmyeloproliferative disorder), W&Y, YIZF I3 T5, AT H FAAEL & S0l FIEHY. A5t kA
ol fmyelodysplasia), BEFAT, Sweet FFE 50l 9o 7P ARl WA wgaie, A Waka Ago] glok,
o, o]5 £ oo EtEW AAUFHRFLE A&5] 3 TS W 27 E~251 Aol FEAAPHE (colostomy)
Ak, ot} E AP HE (leostomy)S AT W SR ShRfollA
ITEEHES A B9 2~5 mm 279 A LE Al g Fel 2 Aol Qs 2oldEdel s 55
EUET SH o] SAolH, thE9t B8 Aol sk, SR SR IS0l AFEn 252l FHel AAS AYE
2SO 4% W LSRYY 9N T Avle] 57 A @A, 2X8pH08 fobx(granulation tissue)o] S3HTH
Fo] AT Al A (undermining)> BABHA] ¢kow, A A wREgo] Holx|m, g4 Agko 2= J54dEgh, AR, A%
IYE F AR Aol /MY Hrb. FAVEYNY AW, BRI RAYF Sl U
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AA A9 50~70%004 o Aghs sRbsked 7P &6t
I Al A Ao R AFTHAI AENY E Ak
Aol qlon], Ea] lFdAtd el dadol 7P Eober. 1
AuEu|RZ 5210] 13~50% (Bt 34%)04 ZER oL} )
FEES Fukel, ZEXY #AkY] 0.33~1.5%, HAFEAA
A} 0.48~2.2%004 AL FSE PRI, YAHI15T]
5ol EHPFJ E] At d5dEse] SA
7F AT & AALFTRF0] HLEMXlL HERZAZF A5
HgET WA A7)7]e P, ol

8} wpaigho] ggbido] QIXTES TA T
FEgage] e Il 0'031 HFgAA 227 A
A EAA A A< (total proctocolectomy)S Al ‘3;% I HADE

sj5zo] SAHEGTHe thee] Bzt ek,

[¢)
A 3 4 oI, B 3 B FUARANE ARstel 9
Fgase] B GRS BT St gl

ARG BANSHRE BAe] 12~37%004 BHSHTA
g, Rulgawdy SO Ukttt 32 2 g BEs 3
e, e e S4o] Aue F AAmEN RS0 et
dtb, BE9e $3E0 YANEYREY FEEL Ul ¢
ol YY) WMEE YANENRZ gt 9FFIT B
ol Hlste] AEAARY YALESINE BES FURE B

%u}n.

st T_ﬂL“’J*o —.a%‘, YzF 43?27}—(polycythem1a
vera), 2#@%§(myeloﬁbrosm) E* Aol S, F4st

A (myeloid metaplasm) IgA 5%, N 2LuE2EAY S

Fol 9L, ol F IgA BAZTuIZREUYZo] 71 Wy,
Boigke Al AATEARE W) mol kel
S| 1 L Sel BN GO BEEAUR

= =2t
gtoA 231 YALFIRES] UEd A9 WP oero)
oA HBRS AJARSE 29Ik,

7]e} EHkE]= ojAko 2= 12 (hidradenitis suppurativa),
SHUAES, AA, 35T 449, PNEE, et
(primary biliary cirrhosis), “4%H& 7] (sclerosing cholangitis),
AATHEEEA &TOdS55, HAEY, Sz dst, gt
F2E2EAES, SAARIEM e, Sweet T, HEUILEE
Zu) B ' (subcorneal pustular dermatosis), &=~ ZHEAIA,
Takayasu S, Wegener S0FE%, X|&-§7)840, 1139
5%, G, 240}, HIV {49, A-AA=22E1ES &
HuEQlopw, g5 %:”\ﬂ:u*-‘uj——rli H, 4, A%, 54744,
LIRS, A9, AER), A, AEEAY, wigs
D), =, % 471 5ol Sl=tl o] S #H7t P £
HWag MY, s3HE, B 044 9 SRR yet
qrp, 2 SIS s 2ol e Aol ARt FARE ABFe
U s WRE oldolut 714 AHERE 3 = ¢l

2N £ HSolHY 4 glont, WRAYAA: 53

dAdeate] S 93k JoE AYrR Ziuldide] oJgt
HES] oSt s FestaAEte Alds|or sk, 25 EAMS
Wasto] A, xlt, A8, ¥4 vzet el ol oJgt
A5 EE Sfof stk TRrRAHAL A 74E 28X 9 =
SIA7IA] FHSe A 2AS Yeided 2SS U 55T
e, 29 W 335 I, AXZEETZA], A9 f 35+ F
4 S, 9T W RAG T opekst Al2Ee A W &
o A&, M(sinus tract), TH] Solg vhHg, Sofx2
4, a8 4 F¥ dHe IHJW:_E RE, dea Hzd A,
Z29] WAL et 55 Hold, g2 S W 1EEA,
97 8 33T e, 29 U 2E U s sl AY
S Fs] A 27] WEoAe 8y F4e 2Es SE5T
A&, 22 FE, 2448 W8 E el (leukocytoclastic

vasculitis) 5= SEHITH, HYF dAAN= AFY T AAR
°ﬂ/\1 IE7E e £ 954 Mol H2 A7t W

?ﬂok HP”’Oﬂ’ﬂ %@ 9 IARE ERkh, S Bl F
o £5Y FHsE9 A ¢ EA,
, 5% Sol wEEr. 18y 2
Xi"’é °1W—4 tg_’{\—’%% dydo] mtjs= A
Holapr|Hot= @37t S-dsh vjAY FykEolat= o
Al Zpol7h g, w3 ¥ SR Ru il 23PN, 4

110“

E

DR oL

< ¥ aEEY 294 Y 2 dee AEEHTA, A
W FSA A AT AH 9 AhE] Sokg2 SABAA, &
opEA e TP A A WL,

HALFI RS FAA 2 Fojd HeEit Mekr|ee] 44
gof A= geut 1) s 1~2 em HER FAE ﬁ“ﬂﬂ‘%
2 Ui ool 50% o1l AY 271 $7Fe Hole s
SRRt HARES/d(necrolytic) AIY R &2t A T 4
A, 2) ALE 4o —’F U= e ddse] wiAE A F F

o} F hEetEAl, 3) AlmeF FEH 22 21
vl WE, 4) %HJL Wty A3k 5) fotAd Ao 351
?3 |2 '%, HEIERY T gRAPARR

A

fotar, oERIAE FAaskel, 7| A-ERS 2dsk= Aol =
AAB2E Al Pele vED YE = A (semipermeable
b1oocclus1ve)°§ #AFHE G4, ol Y 52 &

k= 58 filmo|Y hydrogels 7V A58, A=E0] WS
Aoe AFES YY) $J8l hydrocolloid, foam, alginate

fibrous dressing, iodine cadexomer starch gel paste, 9]
A4+ = (allograft implant) 5 B8 TR 54
E A (moisture—retentive dressing)2 2= g3}, ofwd XA
S4, AR ARG EA, SN F4, 9N gelo) R

z2lt 59 HolA AX = Al(desiceative dressing)E Tl -5}k
oF. QA oA A A% (debridement) e 2ITIE LS
st melal, AR FHEE AT yielEE Hzlge]|x

U R AR el o3 HEE ] WA ol s}
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FHop, Sanato] glop ol thedl hake Algalm, g
3191 zinc oxideY petrolatumO 2 AMAE HEE}, EEA
T HOIZ |ayering petrolatum—impregnated gauze® H=t},
2k, gkom, HHs] xgshs 20 WEw FAEH, 14
=94, 0.25% acetic acid soaking, A=M(povidone iodine,

hexachlorophene, polyhexamide), =4 3YA|(mupirocin,

metronidazole, silver sulfadiazine), =+4> nicotine ZFoJL} ujf
], =4 AHEO]E(clobetasol priopionate), =4 0.1%

tacrolimus, =4~ cyclosporine, =+4 5—aminosalicyclic acid =:

2 sulfasalazine, =4 becaplermin (platelet derived growth
factor), =&
mustard), =4
triamcinolone 8- cyclosporin HE|UFAF, 4
peroxide, QA 5 Al

xR @Al Whg-sl= 7]AAgke] AW, HEZF 2L 218
W, thdolal, das AWsAY, wel AdstAY, aaz®
of ¥hE3lA] oh= A= HAREAE Foglof P, AS
9] FFh= ALY §7] =t HE ) wWHow wdst
), AARL7E AFS A HA A 2A Y] 7S AA18] ARt
of, AAXBEA = A 2AE 20])E(prednisolone, prednisone,
methylprednisolone), A% cyclosporine, A" tacrolimus

chlormethine (mechlorethamine, nitrogen
disodium cromoglycate (cromolyn sodium),
2% benzoyl

(FK506), infliximab, etanercept, alefacept, adalimumab,
ustekinumab, efalizumab, YA (minocycline, doxycycline,
tetracycline, mezlocillin, vancomycin, rifampicin, metronidazole),
colchicine, dapsone, clofazimine (phendimetrazine tartrate),
thalidomide, sulfapyridine, salazosulfapyridine, sulfasalazine,
azathioprine, 6-mercaptopurine, mycophenolate mofetil,
methotrexate, ZAAM Q7bHAZZEH-G, interferon—a,
cyclophosphamide, chlorambucil, melphalan, isotretinoin,
apremilast (phosphodiesterase—4 2JA|A|), heparin, 43
(plasmapheresis) JJ-E‘-?’H Xﬂﬂg(granulocyte adsorption
aphere51s) 5 | HYZA-A 2 A
A oFER2 —TL /\Eﬂiolcg} 7*‘? cyclosporino|®], 71 €] t}
£ &2 AHEO|EL cyclosporind]| H-gdto] Fojdl= B
2 oFREA 715ska ek, HAl B 28%el A A
o1, 10%OIHE THAL 717 ol4ke] AToME Waldlo] Folgh
P, Marzano 52 DA R TEES FAFC ), Eowg <
5%), Th(3~107, EuH2 5~25%), TEFO107] o4, &
HEE ) 25%e AR PR T 2LAH Fa
tacrolimus, ThE&o]Al 7 prednisolone ¥ cyclosporine, If
23 oA 7T prednisolone, cyclosporine, infliximab,
mycofenolate mofetil, AW, AW HIAIFZEH-GE
Zgsto] Fojske WS AAISHTh 2 FEEolA= HEHY
Zlgjo] mlu A w231 e ] Zlo]e} A7|E Algsto] 27]HH
A4l A Ro|ES Fojglon] A FEolE Wi FoE fur}
YERL Al 8-S HolA| ol HAHEO|EA WA
Folz afshA] okqtet.

H| 20| = (prednisolone 0.5~1mg/kg/day)= F2F 3 o]y

Pyoderma gangrenosum: two case reports

of ¥ee M FHAZIAL, A HEE A= AE AP
= A ZIph glont A7) Rol Al HAA RAgo] way
08 zy|Xag Adst & Asto] EAE AlFo= HIAHZo]

B R Ak Ao vty dRoA= S5 o
oA 5UZF AW methylprednisolone 1gm/day Fo1 & %7
prednisolone 40~60mg/day= 570 7+ #FF Fojsl= HAQ
HE AE|E gith?, AHRo|E A7] FoRE] 50%lA4 A
Al Hzkgo] dRAlGtE g Zhe | vitamin—D, biphosphonate 5=
HZsfjgeolof g},
737+ cyclosporine (4~5mg/kg/day)> AHZo|E E-84 H

EHU AHRo|E Bakgo] Uephd 3] 27] ABAR A8t
‘ﬂ 2H|Ro| =} Wgste] Ty gl Cyclosporin o

35 oldfell Ho] yebAl 371 ool A du]Etrt vk
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