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The Pharma Innovation Journal 2023; 12(3): 1163-1167 Efficacy studies of equine placental extract on canine alopecia
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ACTH X2 AR
ACTH XI= AAt= 2|91 ACTHE F0f5t0{ ZEIE . . .
3 '_:'L BARS 2leld S 015101 2EIS ACTH Stimulation test : Post cortisol CLIEESS
+%[9| SIS HAtSHE Zd = JHet 112F0[0f A
<2 ug/dl 181 3%

Hypoadrenocorticism (Addison’s disease) Tt
9| Golden standard diagnostic test@L|Ct. EESF 2 ~5.9 ug/dl 699 17%
latrogenic Hyperadrenocorticism& ZIttah 2~ 91

6 ~ 17.9 ug/dl 2240 55%
£ FUSHEAFHRILICE O] ZAk= ZHollM Hyperad
renocorticismg A32|d sh= Hi{o 2 AM0|X|BH 18 ~ 22 ug/d| 430 1%
LDDST ZAHol| sl 2I1Zf=7} HoM 9|24 2ot >22 ug/dl 559 14%
= ZE | IEHA E5| 70k qoL =
£ T3 LIEHHLICE £5] 1Y0[2| A= Hyperad st 4109 100%

renocorticism ZIEHA| LDDSTE &AL |CE
[ 1] 2022 218 ACTH Xt= ZA} Post cortisol Z1}

[E1]2 20223 % J2I8l0| o|2|=l ACTH Xt= AALR| Post cortisol Z1HRIL|CE FA| 410974 & Hypoadrenocorticism(Addison’s disease) 2|4l1=0| & 1510t2|
2 3%Z= XIX|5199 1 Hyperadrenocorticism(Cushing’s disease) 2|A170| 559012 2 14%E LIERHQISLICE |22l t=0| 012 9l ZZ o C{oksiH AHEIC S
DL AAte| At ZetE| S LI Ch

3. ACTH AL post MZ XHF(A|Z

@ CortrosynO|L} Synacthen(Tetracosactide) AFR2A| 7H= Sug/kg IV or IMO| 11 Z[CH 250ug/tX| AFR5HH AL S 6025 ]
TU0|=125ug IV(MS) or IMLZ 3021 60 20| RHEEHL|CH

@ Compounded ACTH gel(MS35X| 242)2 Atgst= 22 2.2 IU/kg IM &2F5t11 (Quadriceps or Semimembranous/semitendonosis muscles)
1AI7E 32| 2412k xHoioucr

® Synacthen depot AF2E FAIZIS} RICHA| ESHK| H&LICH
ATE X227t EE gl XP- ZHEA|ZH0]| CHEH 0|47 QIS LICH CHE CHRHO| Q0] AFRS 8OF SHEHH Sug/kg IMO| HAH E04 Hioto|0
F0{ = 2A17F 2|1 3AIZHOf| RERHLIC

@ Baseline serum MZ2} Post serum MZS &1 ZAP | 2Ho]| 2L

T
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4. PDHE 7HI HH0fIM Tif2§ 80~85%7t ACTH A3 ZAFA| £ 242 LIEFHILICE Adrenal tumor 91 7o) 60%7F ACTH A3 ZA Al 52 g2 LiEtLICk

5. 10|0f|M Cushing’s disease TITHS I8t ACTH A= ZALS| RIZEE = OFE] 2K X| LQHELICY,
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72t 12k0[0jlA] Hypoadrenocorticism(Addison’s disease) AT 2|HIA| 0L | 51 HEks17| ACTH ZALS 4-8li5tD Anl= s AMEt 4 Qlenp

LHZH[SIXIE 2 of T2 28 FIEA RS e ACTH HMIH|2| 1S 4 8= 2tz Qlot 2Fd 2| fI2d =20l s MF| AH8 S ZESHK| &Lt

=X d

QroF&H ACTH M[K|7t Rt £-CH0|24H Z2EZ2 Hyperadrenocorticism(Cushing’s disease)ZITHA|2F 240| ot= Z40| MEEHL|C

» 7

1. Baseline serum MZ2 zHF

%H_||:h

=

2. ACTHE FAFSiLICY.

@ CortrosynO|Lt Synacthen(Tetracosactide) At A= Tug/kg IV 26t 602F MEEHL|CE Sug/kg IV or IME 7HsELICE

@ Synacthen depot2 5ug/kg IM E0{5t1 602 & RH&BIL|CT

3. Addison’s disease®! CHE22| 7HH|AM BaselinZt Post E|Z 20| O S0 AX|0| SH0| £ X|47 | = §HL|C} & Zf 25 2ug/dl O[5l L|Ct.

4, H2IL}{o| Poc HH| 2 TE|E HAIS 5h= 2= UKt Reference laboratory@2| H| W ZALA| 25%2| ZR0|M ELUX|S LIEFSELICE

> 12k0|

1. Baseline serum MZ2 ¥

o
-
n

2. ACTHE FABILICE CortrosynO|Lt Synacthen(Tetracosactide) AFE A[ 125ug IV or IM per cat £Qtet11 302 12|10 1A[ZH AT & RHRFILICE
Sug/kg IV or IME 7HsEIL|CE Synacthen depot2 10f0[0f| A O|C| & RICH| A=l HEZF QIS LICE 3 237204l Cortrosyn Sug/kg IV E0{5t10 60~752 &
Cortisol peak Z}0| ™=l E 017} QI&LICH

3. Addison’s disease®l CHEE29| 112F0|0f|A Baseline} Post cortisol 2f0| OfR St AIX|0 SH0| &|X| 47| = §fL|C} = 2 25 2ug/dl O|3HIL|Ct.

Trilostane EE= Mitotane 2+ 5111 Q= 712t 12FO|0fl A ACTH ZALS MESH]| & 4 Q= v 22

—_

2 ACTH HIZ2 HESHA| 45LICE O MIES| BHE ARZ0lM Trilostane = Mitotane £E 01 2H=0] M X150 XA 5| £[X| 40t ZAutE sijAd 3
E 4RI EZ QIELICE CortrosynO|Lt Synacthen(Tetracosactide) S0| MSEIL|CEH 04 4= Q10| AFE3Hj0F & ZLEMH Hyperadrenocorticism A
E 2felof| thELICE

gty &
EEERIN

2. Synacthen depot2 £ 2! 7§ 10[0f|M ZLIE- Yo 2= ZAFS A7 Bl X127t §lo1M HESIX| S4ELICE

3.0f22| 7H 40| ELIHE' Jtolegtelz fyTeez E'F_HEICH trilostane 501 %’_‘OI E'—IE% YYo= 0|F0|M SE=|= LHULILL R RH L2t
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1. Hyperadrenocorticism 22 ZIE50 MitotaneO|Lt Trilostane S X%t 7li= CortrosynO|Lt Synacthen(Tetracosactide) Tug/kg/IVE AFSEILICE
5ug/kg/IV or IMEFE ZHsEHLICE

2. Mitotane £4E 21 7Hol M= EQFAI tob EHIAE A[ZH2 37| SQ6HA| 45LICE Mitotane MEEA| Induction 7[7HS| 3YUMEE = HESXIot O Q1S 5t 8t
9|2 Z C}. 1 A|&0l| Mitotane £22 FX|5t1 ACTH X2 ZHAIE 8liA{ induction 2F0f| CICIE

3. ACTH X123 ZUALE Trilostane E0}501 7ie| BLIE|Z/R 02 0Fx| ZZSE|X| 249toLt Dechradi| 22 Vetoryl HIES AJA} SA12} 81H S0kt 2~6A17+ 5
ACTH XIS ZIAE 2tsiLt 2} siAle] LT} £0F 5 Cortisol SEHIME s S2F 5 O 22 AlZtCHol ZHAISHE 240l B&LICE 02 Sof xS S0t %
o]

A0l HALS ARUCHH RS0l = S0 = 4AIZE=0l HAMS BiLITt.
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> 10|
1. SXYIHX| Trilostane 22 X|Zot= 0 |0f| 2| &G DL|E{RHR 2 ST X| fQRELICE ACTH X2 AR O 2 X| 2 DLIE{ESH= W2 7He| Hyperadren
ocorticismzt Z2 B S [EL|C

2. 120|0| M= E2 AR E BHA5IX|ZE Hyperadrenocorticism| X|ZH|Z2M MitotaneO|L} Trilostane2| AFR0]| U0 M = QM 0135t T2 EZ0)| [HSLICE
Mitotane 10| ZAIESI0{|AM Trilostane 2HE S11X0|X|= %42 Z1Q 2 LIERLL|C

[y

HAC(Hyperadrenocorticism) 2|&! 70| AMIA ACTH X2 ZAL 22 Ao 2 T gl A D018 5o 5H=7|?

1. AA] P2 & 4= QE CIASH QQIES Lidsh FLICt

2. ACTH AF= ZiAfe] Z1t HA0 |2t SH2HE QIAF SAM} CHE ASAX A SIBFEIZICHH HACS Rule out 3iA{E OFEILICE PDHOZ FITHE 7Ho| ch2k 15~20

%2} Adrenal tumorZ} Qli= 40%2| 7HOlA ACTH A= AR Zap7t M4 2 Qs Ao 2 AMELICE I 22 tef 7H01IA1 HyperadrenocorticismO| 2| Al%|

= AMZMO| Q= ACTH RIS ZHAZ I EAY A= O RIZ T It =2 | DDSTE TIMSHL|CE B 77} CFE TA &S0 ¢lo0F 5t LDDST ZALZ0] OffH SEf2 =
est7t FAEISIO| AT2|d HALZ O MSEILICE 120|= 0.1mg/kg IVRIS

gl

—

GlucocorticoidZ &gf5tH ot=lL|C T12F0|0f| A= Dexamethasone suppression
7|A3tM 2.0l M2l HDDST 82

3.CIE YOHZA} AT} QA=A

=1
ZIp7FHAORIH HACTH Ol 45
oL HollM h% Ot BAtsh=
A

2=}
o=

T 1124510{ HACE TIEHiL|Ch HACRI CHR22| 7HOfl M B, TSIQH0| QOB 2 0| £ 71K S0| IS ACTH A=At
X

S =l
[=] — =

UELICE UCCRE| HE== I3 =X| 25&LICE 7H0lM UCCRE| 452 Y3l AE A0 SSHYH D)=L LIEH =3l
20

A

BELIC, 8 UCCRESF 0| HACTHOFE 2192 BOIE Rule out B4 9181 {Ch 4801 izl ol
UCCRO| 284491 ool 2k UCCRRI 717t A XIAI5HE] 47| h20f| UCCRO| A1 FIchof] S0[3t ZARIS OFdLICk ofd Kgto|Lt 217 Qolo| AER|AS

el 2l HEX
e ke 0|01|*1UCCR§’C“>*$ 12 2= A1 FLHRI KM UCCRO| Y22 LIE & JUFLIEL

4. HAC ZITh EHAof| HEE|X| 4= 71X

D LHRIA ACTH ZAL 0| ZAK= HACE ZITtst= ZARZHOFL| 1 LDDSTRFACTH X2 ZAZFHACE X|AIE I PDHOIX| ATQIXIE Jat= AARRILICE
A HACE EH0IsiIFX| 2617 | R0 ACTHLELDDST ZAL 217t 22H St s LI ACTHE S88HA|= 940f0F BHLICE

Q25 =31} 0| A= HACE TITeh= =7} OF:! LDDSTRHACTH X2 HAPZFHACE XIAIEHH PDHOIX| ATQIX|E TE5H ZARRILICE
O] At ¥&2| 241 B Sf0lsoF ot E MET 7L HQFHL|CE DHef CHE Qlal SAH0] Q0| =St ZALE TS =0 A&l U=

Oo oo
HAC= ofd Aoz ZHRElLICE

5.Hypoadrenocorticism(Addison’s disease)0| 2| AlE|= 7HOIA ACTH A= AR Al =& 217+ LERM Hypoadrenocorticisma HREL|CE 2L HACS|
HHAQI AAE A2 HO|X| 2411 Hypoadrenocorticism(Addison’s disease)2| I&4EAS HO|= 22 HACY 7HsM2 0§ §|8tEiL|Ct

HAC7} Q| AE|0] ACTH XI2ZAALE =0 HypoadrenocorticismO]| {6 Zop7t LIS = Ot ZL217F?

1. YAZE 40| 221 Glucocorticoid E2F0f| 2J5H ZdIL|CE

2.2 ACTHAINS| AFEC 2 T3 BHEAIZHE =& ZALICE

3.EIAETHEESI 3l K] 252 Z4JLICE

4.5=0| Ketoconazole, Mitotane, Trilostane, Progestin S& X 22 AR Z 0|E2 Cortisol A S AX|&H|Ct.

5.2t%0| ProgestinO|Lt ZE|Z SIS Mdot= TS 7HK| 10 JSLCH

Adrenocortical tumorZ 91501 2t= 51| ProgestinO|Lt ZE|Z S7HA|(Corticosterone) 7t MM =| = Hyperadrenocorticism@l 7= QAS A2 SHASIA| RE|
E0| Wet Ao = HO|=0| At Aotz SL E51E 28| TE|E s & LIE-LICE BFf 8H50] HACS| 245410] 111 GlucocorticoidLt Progesting &2t

0[210| gl=O| YAIAAIZ Adrenal tumor 7} 2H0IE| 11 ACTH K12 ZAIZ Cortisol, Progesterone, 17-hydroxy-progesterone” 2R =41 LIQIA ACTHE 24|
Z|QUCHH TE|E SIS MA5H= Adrenal tumor 2 274 FICHLHR! 2~ QISL|CE
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ACTH XS 2IA10] 3 7IX1 3 ZFEOIX| Q7ILH RRE IS oS 2012 Rotelp

ACTH XI= ZAt= ZtEkstn OFMSHAALE 034X| 0 USLICH HACE TIEHsH | Qf6l H|w A 2ls tst A32 | HAL0| 1 Hypoadrenocorticisme ZIEsH= Gold
standard ZAFHILICE J2{L} O] ZAt= 093] Q2150 Jaks Bhe o= /U ZtE siAlsh=t|

1. A2} EE= AL Of|2]: ACTH EQFA|2| ZHRO|LAHZX|Z|A|2] 0f2
@ MM CIE 71 At EEE 4= UELIC —E%‘%xlﬂd“a“oﬂ %OIH%TE%&?LH
SOIALFCHE 2210 ACTH IA}— C,’JII_ Post ).*:,
7(|7(|a A3 M 82K Cortrosyn lug/kg)S A3t 2 JZ&L|Ct
;—i ZHollM = O YEAZER) L 371 U0 4= JUELICE IS 2 BIoF MEO[1A|ZE J2| 1
. Cortrosyn X8&(lug/kg) ALFBAIS| EE FEIE Sk U|T= FALF IAZICE 0|2 27|
X222 o7t =7 PostES MF[oHERE E PakS 771&LC

rultl

2AIZE O] ZHF I K] Qp=CtE

4oT

57(740] R|LALF MY ACTH KK AFRA| HRE AP LES 4 QIO D2 CHE 0| M2TIS2 $14 ACTH K7} ZSTHstX| 220} Cortrosyn(Cosyntropin)
O|LtSynactheng O MSEHL|CE

3. B = FAKIMZA 2| Prednisone, Prednisolone, Methylprednisolone, HydrocortisoneO| ACTH ZAF12~24A|ZHH0|| AFRE|QICHH 0| k2 E0| FEIE
ZAL0f| X} EHE510] HAIO 2 MSEl S7fS LIEFE 4= QIELICE J2{E 2 ACTH ZAFA| Prednisone, Prednisolone, Methylprednisolone, Hydrocortisone 2F=
S Z|A 12A1ZH0f| EFEX|Z SioF gLt BHek of|C| 22| Al 3H=0|2} DexamethasoneO| £0{%|QICHH ACTH HAH= OIH|=X| S ElL|Ct Dexamethasone2
TEIZ Aol it S-S SHX| 4 sHHo| EeFo 2= 2ttHs| AE|E S 2 AN[otK|= 47| EYLICH = o|C|&XE Hol= A2tE O |AI7 7] f=lhe ALICE
2L} H|Z DexamethasoneO| ZE|Z ZAL| WXIEHS 5HX|= Q4X|2HOiE AH|Z20|EE A7 |X O 2 AR SH I Z1}X © 2= Pituitary-adrenal axisS AHSL|

Il
-

. J2{02 TEIE AR WAL S E YOI (K| %= GlucocorticoidS F0{& Wl := ACTH X2 A= Al&atA| otz 40| S5LICH

4. GlucocorticoidE &7 MO 2 ALZaHA| E|H H|IS FAMOZ OFL 2|0| T, L|F0f| AL SIE{2HE Pituitary-adrenal axisE 2iX|510] ACTH X2 ZALS| EHS
S ESE = ABLICHEEIZ %OIQOEEW ASE). Pituitary7t 2214 AX| 01022 s|S &= Z2l= AMZH2 Glucocorticoid 22| #E, F0{EE,
82 Fo7|7Ho] w2t CHELICE 0f|E S0 2+2f Depo-medrol(Methylprednisolone acetate)E 13| FAIE FICIH ACTHAS A= 4~6557F A[&SEX| Qf0tof &t

L|C} Dexamethasone 13| TAIRE & FE|Z ST E 33%7IK| 5~7U7H AR|E 4= QSL|CE

5. Zlsto 2 QoI5 AR A ER| A= Hypothalamic-Pituitary-Adrenal axisZ &H45tA|74 Adrenocortical HyperplasiaZ Q2tsh 2= QI&L|C} OF= 7ol A FARI 74
TEIE SZIHUAE E07FQJUSLICE OFZ 7H2| LDDST A 50%2| 2IFS(DTEIEYE), ACTH XIS ZAIA| 20~30%2] 2|240| LIREELICE 0o
2 ai2f5t Aeto| U= 7He HACE'EJ% AlEst7| Hof| 21X 1 &2to| X| =& |0{of BiL|Ch BRI EStO 2 215101 Hypoadrenocorticism ZITh 52| ACTHZAL]IA
Hyperadrenocorticismzt Z2 ZANEAUS AL Ql=Zi0IL T T2qLFTrek JH7F RINE O Tl ZE0|2FH(4810)| M Y128 =24 Glucocorticoid?| &7 | & E0q
=N 9J%Efﬂ4)7ﬂ7fﬁ521lﬁ§ L=X] BAIA IOl OFEX|= ZR5HK| 24&LICE T1E S Hypoadrenocorticism@l 7i= 04745| ACTH XIS A0 & Aste| Btg g
B ALICE

0

6. Anti-convulsive Medications(Phenobarbital, Primidone, Phenytoin S)2 HACE QJAlE|= AlS] AlX Z41fQF QIAFSALS LIENH 2 QI L |CF T 47104 A
Phenobarbital £0{Z 2H=7il= LDDSTZD0| WskE == 2O 2 LIEFSLICE Phenobarbital £2FA|= ACTH ks

7.In-house cortisol assay?} &% 10| 0| 8%| 1 QOLt 2t SSH It M2 A A0 M of= HAHEC| EYX|= 0485 =2t0] =1 QIELICE
0|7d2 Hypoadrenocorticism FIEHA| B 2 2|2 £H SR 04 b
S X2 E 57| BHLICE 012 ZALO|A] 22 H|0|ASO0| LMMSLICE T2

ence lab0f| #Z22 ELHO| TP Sh= 2iS L5t FHELICE

8. 50| EXst Ral0| Q= AIRIO|L S20IM = BATE| 7|50| X681 CHE 4= UELICE I0|A AZSIHZ PHYAERAQL A2 OF2 SIXI0]| A FAECH
=2 Cortisol £+X|Z LIEFHELICE O2]Lf Ketoconazolat 22 22 AH|Z0|= &4 2HF0jIA 11beta-hydroxylase enzymeE {Xi[ot0] ©& TEIE S E 23|
? ¥
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P-glycoprotein 7HOl A HPA axis2| ZQ5t QIXIRILICH P-glycoprotein TE|E0| | 2 7H= 4 M|5t610] ZufA O 2 TE|ZEQ| CRH 2/ ACTH SiR|I|EEE
X[SFtL|CE. ABCB1(MDR-1) Mutant 7H2| A< P-glycoprotein0| §10A i=|0f| f S42 TE|E0| S0{7 17| £[0f HPA axis@t ZEIE §HJ0l| T 25t AX| T =S A
EL|Ct Z= ABCB1(MDR-1) Mutant 7i= ACTHXFE ZAFA| &% Basal cortisol, Post cortisol S =71 85I %2 4= UELICE

Cortrosyn= Cf ZA| At83tH= W2 FALNL?

Cortrosyn2 XE{5HX| 62 SHRIQILICL 314 7Hi2 $0ll= K27 1210| TIBHE 4 QIOLE RHsHx2|S SITie! 2] 67 giser 25 Y B2t JksBiLIC

Cortrosyn 250ug/vial2 2250 BHeF VR £0{ SHIH &, AT 70| ACTH A2 ZAte| 82FHCH= THSLICE 7o FAKIE 225611 MElsh= WS Cren)
7I-A|_||:|.

Eg -

. &2 Cortrosyn2 50ug? 5719] InsulinF=ALZ [0f] 25T (= 25ug 107H2] FEAR[0f 23) 01222 ACTH ZALES 0121 1 & 4= QELICE
¥*f7|01| HEE 8, EME 7| UL
2.ZFAPV|E -20°C0]| & 2RHEHLICE
7+S31H Frost-free WiS1E= AFESHX| BgLICE F7|H 22 7H2 S 5101 M| E H75k= 7|S012t ¥Af7 |of] 22HE RIS EHAIZ 4 ASLICE H=EHl sls2
RIS EYAIZ 4= USLICE Frost-free SN E AR SO[21H AE|2Z4Xf0f 00| ATt

=5to)
5t FA = 67427 50| RAIE 4 QLT

Hr[
r2£
M
>_
N
i
ook
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ol
=
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pal
=
0=
o
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o

3. 71138t Cortrosyn2 R2[HO0|Lt Vial SENT|OF EIEA| Z2HAE] AL [0ff £ 2H3H{0F §iLICE

4.Synacthane M2 SgH|Ct

5.SandozAte| Cosyntropin MZ2 0|21 &2 H20j| A OFZIIK| A=l 7L QI A SIK 2 M= TR VialS sl

o
>
o
_O'I_l
rir
>N
|0
Hu
H
>
Ll
i)
in]

6. |2 Synacthen depot 0| Y5 S0z RF5t 7102 H117} £|7| = $1&LICE Cosyntropin}t ZH0| 50unit®l B El Z2FAEI A |E -20°C0|| H2t 2 &f2kst
™ 67HTIR| 22t 7S EHLICE,

7.3 Z2AE] AR |0l B E5E Cortrosyn2 3iiE = THA| HSSHX| S4ELICE eHH Z3FE 222 HHOI| T A0{0F LT dESE FA[Q| SHSA| £0[LtH 2
OF2HZZ0l| 7HEA F| 1 B 27 AUCH = AFBE 4= /S NYULICE £HR2 SO0|L THE SiSYH2 2| 4&LIC
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[ZEI271HAH D28 22|27 HAe| 28

23|27 (Allergy)

[e]
g

ute] S| Wl A7} 40| 1 Dzt 2o e g‘( . Allergen
‘3
N e st o
»

e\ 7
of st (oF o of, Hloo @ / /‘\ <
2|27 | S (L2H| Allergen)2 27| E1ES p \ ( . L Y
Uo7l pIOIH|R 81, SAIS Ealet F9I0| RE g ) < @ “ % e
20| ST 4 QBLIC U2|27| Belol HS = xf 250 3/ /Bce" Plsma cl
(S ZIZH0| =] 11 Plasma cellof|Af IgE7 | A8A : Qﬁ\

Peptide R

ElLIC} e - exposure

APCT TS

e

) B B} Th cell
Salstofe| 27| a2lof A = &5|™ Mast cell, Baso ce

philsollA Histamine, Leukotrienes £0| £H|%|0{
L 27| BS S FEURILICE [O' 1]

Co=Tr2d

Mast cells
Basophils

+". Histamone
L tri
o125 2189| BREE HPHSI0 2 v Lot

OF
=
2oi5t= HZ= IgE, I18G, 1gMO| USLICE [E 2]

[a2 1] g227| 9He [ oty
(&X|: Pedrosa, Maria, et al. "Management of angioedema without urticaria in the emergency department.”
Annals of Medicine 46.8 (2014): 607-618.)

| Anaphylactic immediate reaction IgE Few hours Atopic dermatitis, Food allergy, Allergic rhinitis
Il Antibody mediated cytotoxic reaction IgG, I1gM Few hours ~ 24hours IMHA, IMT, Myasthenia gravis
i Immune complex mediated reaction lgG Few hours ~ Few days feodiacieisell eaHel IR SHINATolClaHIIES:

Glomerulonephritis

IV Cell mediated delayed reaction More than 24 hours Contact allergy, Flea allergy, Parasite infection
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2.7 OtEL|M I|5 2 (Canine atopic dermatitis)
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Atopic dermatitis

Atopic dermatitis
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L2 27| BAR= OtEL|d | EY¥E A3 5X0|

Of! &AM O = 0|0] O|ROE ZITHE &Y Ellsk=

SHOZ ALSEILICE 27| A= TlL BtE &
A (Intradermal testing, IDT)2 &3 27| &4

£0| IgE At (Allergen-specific IgE serology, ASIS)
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GALOO1 H|O|Zl L 27| ZAL 60F (Canine) Serum 1.0mL

GAL002 Z2|0| A2|27] HAF120Z (Canine) Serum 1.0mL 3~5
Z2|0|Y A2=7| HAF1208

GALOO3 + X914 57 (Canine) Serum 1.0mL 3~5

GALOO4 H|O|Z! 22| 27| AL 59Z (Feline) Serum 1.0mL 3~5

GALOO5 Z2|0|Y A2 27|HA 1195 (Feline) Serum 1.0mL 3~5
Z2|0|Y 27| HAF 1195

GALOO6 + X914 57 (Feline) Serum 1.0mL 3~5

ALOO5 Heska ALLERCEPT Serum 1.0mL 14

ALOO6 Heska FRT Serum 1.0mL 14

ALOO7 Heska ALLERCEPT +FRT Serum 2.0mL 14
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