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Experimental Study on the Anti-allergic Effects of Palmul-tang

Man Kyu Heo, Hyun Woo Hong, Chul Woo Kam, Dong !l Park*

Department of Oriental Medicine, Graduate School, Dongeui University

This experimental research has been done to study the effects of Palmul-tang on the anti-allergic reaction. We
found the several important results from the research which has been performed by two experiments toward
immediately type and delayed type in order to study the effects of Palmul-tang on hypersensitivity response to mice.
The results obtained from our research are as following: The survival rate of one group to which we injected only the
compound 48/80 is almost 0% according to its density and timing test. In the other hand, the survival rates of the other
group to which we injected both of the compound 48/80 and Palmul-tang are 20%, 0%, 40%, 10%, 20% and 50%
according to 0.025, 0.05, 0.1, 0.25 0.5 and 1(mg/g) of compound 48/80. Time dependency test aiso shows the 30%
and 20% survival rates in 5 and 10 minutes. Palmul-tang revealed the significantly inhibitory effect on Compound 48/80
induced Mast cell degranulation. Palmui-tang showed the significantly inhibitory effect in the delayed type
hypersensitivity response to picryl chloride. Palmul-tang showed the significantly inhibitory effect in the delayed type
hypersensitivity response to sheep red blood cell. Our research provides the important evidence that Palmul-tang is
benificial to the prevention and treatment of allergy related diseases.
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1. A8
1) 52 % oy

E22 AHZE 20 g W2 LCR A 43 OISR ESSHE,
RS TUSIH LEALE (LY iBRIE UEEER, 4YS
AR, 32 B2 S826] S3oIHA A4 84 (2L 20
12 C, & 40~60%, Bk 12 A17} light/dark cycle) BlollA]
2 F A £ ARSICEL B Afd A8 B S9usin
BasiabEolols BASK A3 £ ARBIINeH Aye
(FESFE Dol 7108 /\WESE 189 EHBRDY 2Ye
THS T ZTh(Table 1)

Table 1. Prescription of Palmul-tang

BEY cx 1 EA{()]
ani Atractylodis Macrocephalae Rhizoma 50
AZ Ginseng Radix 50
RE Hoelen 50
HE Glycyrrhizae Radix 50
B Angelicae Gigantis Radix 50
n= Cnidi Rhizoma 50
[=F gk Paeoniae Radix Alba 50
RipE Rehmanniae Radix Preparat 50
S 1 Zingiberis Rhizoma 40
B Zizyphi [nermis Fructus 40

480

2) RmES #WE 4 Fo
718 /W 208 22 (540g)S 5,000ml round flaskol) &
a1, 3,000ml HHFE 715 § 341} 71 A §F & oA B
e SAQZVZ &d ARAA 9% mitily 105gS JAct
3) Alek H 7171
Compound 48/802 Sigma(U.S.A.), Picryl Chloridex (PC
SUsisl, dE), HYHEFE  (Korea Media Corp) , Hank's
Balanced Salt Solution2(HBSS: Ginbco, U. S. A) oA i3l
o Zigt A2 AlR EEE AESIRCE 7171 caliper

(Mitutoyo, Tokyo, Japan)& AME3IHC}

2. 4}

g dEl =Tl tigh UEE SAEH NEE 22 FE8)o
Al B
1) SAE dul2r) 48
(1) Compound 48/80 94} FAlA o }@em]A

4

o
=

-2Ee

-uEY

Amir £ 9] 2ol Wk UEsIACE & vlgEY @
A E Compound 48/808 1 g/g, AB)e 87 |8 ol F
a5k7] 602 ol WelAHSE £ASH MBS 0.01, 0.05, 0.10,
0.05 2 1.0(mg/g, AE)) EHOZ 5Z ol FABKICE XAl
88 oREERIE RN F 602 SO BEGIACE A1zt 9
E AECT /\WB(1mg/g MZE)S Compound 48/80 £ 52
591 102 Fo)l 242t 27 ol FARBIL XAleS BETINCH

(2) Compound 48/80 Fgt HITHIZ B 9] ZAISEHE @+

ICRA Aol \ &S Compound 48/808 1 g/g RE)E
Fai5)7] 1X17F Holl 1.0(mg/g, MHE)S SYCE BL WE F
AYSHIL compound 48/80€ FAlg & 1580] AJdlod 458
THOE TASINNCE 58 SPE L2765 HEHEE 209
22} 18¢ § AFE AUUE dol sTiolE ol FIL F4A
BHiL 0.25% toluidine blue (pH4.0)2 BAWSLL X400 AJOFoilA]
AHsH ollg} 2ol & A4S {ESIIC

RS (%)

= [(B4X0) + (BT X50) + (ZE X100)] /BIZHEY] S+

2) NQY ey 48

(1) Picryl chioride(PC)oll Qi3 HELTRAE vt
@ g9 =A

DRI OZE 1% PC(B5YE, Y&) ethanol HRES Al
83191 SuBlAoZ = 1% PC olivelll BHS AM25I9C

@ PCofl 95t HEHURAEZNE 5H Y FAFH

Asherson and Ptak'”9] Bltol £5l0] 815 100218 172
2 3l HEeH HEFCE VRl ZAEACZE 1% PC
ethanol 8% 20u0E EHMOl TESK] ZER|ZOH, A &
7ol 1% PC olive 8¢ 20, HEAMol TESIH 1SS op]
Al71a gi3okr] M 24 A7t ZFoll HAre] FHAIE caliper
(MITUTOYO, TOKYO, JAPAN)E AIE3I S-FI0c 48s
2 BER(Img/g AB)S LI LRE ST 74 8
Yzt 19 18] gORE SIUCt

(2) HYAEFSRBC)ol A AFH ZEFH)
@ A9 xA

ZEZAI FUPACI = HYHYTF(KOREA MEDIA
CORP.)& Hank’s Balanced Salt Solution (HBSS: GINBCO, U. S.
A)CE NHS & HEF -8 THSI AL

Q@ 583 3y 7o

A7 10218 17228 510 AN dEF0E VUr1 4
F iy HYHET 2x10° cellE 1EMol FAkGI ZARKIT
% 427 43 Wiy HYNET 10° cellZ 9% whletol 215}
FARBIH BEE FUAIZCE faor] A 24417 £9) wo| =
A R} caliper(Mitutoyo, Tokyo, Japan)& AKEdKd FH3BISCE
AEF2 SEH(Img/g AF)S LT ERE FHRZ gt
A 647t 1Y 18] KO 3Tt
3) EAXE]

G2 BIFA L EELAE VERIRCH, BRFX]Y 79
& Student’s t-testE 0|83l AFIIHI p wro) 0.057)7H
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1. Compound 48/80 F2t ohJHERR]|A HRZd Bix|=

Compound 48/800] 23 FUZE chtEEM| A UGS &
T, AIEE BES 23, sk, AREY ZE 4EdA
Compound 48/808+& Foi$t 72 0% HEEE UEMIRC
™, 0.025, 0.05, 0.1, 0.25, 1(mg/g)Sl ST UgolA /\ W& T
F2 WES0] 20%, 0%, 40%, 10%, 20%, 50% 2 LIERITE (Table
2, Fig. 1). & 58 %, 108 29| A|IEH g /\ BT
o2 22t 40%, 20%9) WEEE VERRICHTable 3, Fig. 2).

Sl

Tabie 2. Effect of PMT on Compound 48/80 Induced Anaphylaxis in
a Dose-Dependent Manner

0,

CO”(CH?SHS;VOH No. of animais vlas;\:{:(/")
None(Saline! 10 0
0025 10 20
0.05 10 0
91 0 4
025 10 10
05 10 20
! 1 50

Groups of mce (n=10/group) were ntrapertoneatly pretreated wih 200ui saine or
drugs. The drugs were adminstered niraperitoneally thr prior 1o compound 48/80
necton {n=10/group). The compound 48/80 solution was nlraperitoneally gven to
mice. Viabilty (%) within 1hr foliowng by :njection of compound 48/80 was represented
as No. of vable meex100/ No. of total expermental mce. PMT ndicates aqueous
extract of Paimultang-adminstered group.
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Fig. 1 Effect of PMT on Compound 48/80 Induced Anaphylaxis in
a Dose-Dependent Manner Groups of mce (n=10/group)  were
niraper toneally pretreated wih 200w salne or drugs The drugs were gven at var Ous
doses 1hr before the compound 48/80 necton (n=10/group). The compound 48/80
solston was nvrapertoneally gven to mice. Vablity%) wihin 1hr followng by -njecton
of compound 48/80 was represented as No. of vacle mce x 100/ No. of total
exper mental mece. PMT ndcates aqueous extract of Palmultang-admnstered group

Table 3. Effect of PMT on Compound 48/80 Induced Anaphylaxis in
a Time-Dependent Manner

Time Viability(%)
() No of ammals e

5 0 40

10 10 20

Groups of mge (n=10/group) were ntrapertoneally pretreated wih 200ul salne or
drugs. The drugs were gven at a 10 mg/g dose 5 mn or 10 mn after compound
48/80 mecton (n=10/group). The compound 48/80 soluton was nuraper toneally gven
1o mce Vablty% wihn thr followng by ‘necton of compound 48/80 was
represented as No. of vable mce x 100/ No. of total expermental mce. PMT ndcates
aqueous extract of Palmultang-adm n.stered groun.
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Fig. 2 Effect of PMT on Compound 48/80 induced Anaphylaxis in
a Time-Dependent Manner Groups of mce (n=10/group)  were
‘nrapentoneally prevreated with 200ut saline or drugs. The drugs were gven al a 1.0
mg/g dose 5 min or 10 min after compound 48/80 mnjecton (n=10/group). The
compound 48/80 solution was Intrapentoneally given 1o mice. Viability%) within 1hr
foliowing by injecton of compound 48/80 was represented as No. of viable mice x
100/ No. of total experimental mice. PMT indicales aqueous extract of Paimultang-
administered grou

0
o

2) Compound 48/80 |4t H|UIE & DL PlAE

HZHE & AMYEY EFFHE2 /W5 T § A1 2ol
compound 48/802 W F 9] Bzlol FASIL, AMHE x| F Bl
0.25% toluidine blueZ QANEKY RABIGECE 1 21, EFS
75.7 = 322% SMIBROTE 366 = 6.64%2F LIERITE /A
BEFATE Rl BIgld |F28HP<0.005) ZAF A7} ¢
AUt (Table 4, Fig. 3).
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Table 4. Effect of PMT on Compound 48/80 induced Mast Cell
Degranulation

Group No. of animals Degranulation(%)
Controt 10 757 £ 322°
PMT 10 366 + 664

Groups of mice (n=10/group) were intrapentoneally pretreated with 200ul saline or
drugs. The drugs were given at a 1.0 mg/g thr before the compound 48/80 injection
(n=10/group). The compound 48/80 solution was ntrapertonealy given to mice
{Degranutation index (%) was represented as {(normal X 0) + (light degree X 500 +
{strong degree X 1001} / total numbers of mast cells. Control indicates normal saline
administered group: PMT indicates aqueous extract of Palmuitang-administered group:
a) indicates mean + standard error (S. E) ™ indicates statistcally different compared
4with control data (p¢0.005)

80

60

40

20

Mast cell degranulation{%)

Control PMT

Fig. 3 Effect of PMT on Compound 48/80 induced Mast Cell
Degranulation. Groups of mice (n=10/group) were intrapentoneally pretreated
with 200w saline or drugs. The drugs were gven at a 10 mg/g 1hr before the
¢ompound 48/80 njection (n=10/group). The compound 48/80 soluton was
ntraperitoneally given to mice. Degranulation index (%) was represented as {tnormal
X 0) + (ight degree X 50} + (strong degree X 1000} / total numbers of mas
¢efls. Control 'ndicates normal saline adminstered group: PMT ndicates aqueous
¢xtract of Palmuitang-administered group.

3) Picryl chlorideo]] 23t &Y mREF 8130l niXle &%
487 1912le 1% Picryl chloride(PC) ethanol& 20utE 2
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E% ol TE5}T 78 Foll 1% Picryl chloride(PC) oliveS
20uS 9F ol TESK FEIZ HEY IEAES 920
gk 479 A FAQ HIlE 86 2 23, tHEZ2 015 £
00lmm, /B ECT2 0.08 + 00lmmo|YTh. /BB 52
2 tE ol Hiskd {$H (P < 0.005) AR EM7} QIFEAUC
(Table 5, Fig. 4).

Table 5. Effect of PMT on Picryl chloride induced Contact Dermatitis
in Mice

Group No. of animals Foot pad swellingtmm)
Control 10 0.15 + 001"
PMT 10 008 + 0017

Groups of mce (n=10/group) were orally administrated with saline or drugs for eight
days. Ear edema was induced by exposure 10 1% PC ethanol and 1% PC olve
solutions. Ear thickness was measured by caliper. Control indicates normal saline
adminstered group: PMT ndcates aqueous extract of Palmultang-administered group: a)
ndicates mean + standard error (S. E) ™ indicates statistically different compared
with control data (p¢0.005)
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Fig. 4 Effect of PMT on Picryl chloride induced Contact Dermatitis in
Mice Groups of mice (n=10/group) were orally administrated with saline or drugs for
eight days, Far edema was induced by exposure to 1% PC ethanol and 1% PC olve
solutions. Ear thickness was measured by calper. Control indicates normal saline
adminvstered group: PMT ndicates aqueous extract of Palmuttang- administered group.

Table 6. Effect of PMT on Delayed Type Hypersensitivity Response
to SRBC in Mice

Group No. of animals Foot pad swelling(mm)
TControt 10 087 = 006"
PMT 10 028 £ 006

Groups of mce (n=10/group) were orally administrated with saline or drugs for six
days. Foot edema was induced by injecton to 2x10° sheep blood red cells (SRBC)
and 10° sheep blood red cells, Foot edema was measured by caliper. Control indicates
normal safne adminstered group: PMT .ndicates aqueous extract of Palmuitang-
admin:stered group. @) indicates mean + standard error {S. E): ** indicates statistcally
different compared with control data (p<0.005)
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Fig. 5 Effect of PMT on Delayed Type Hypersensitivity Response
to SRBC in Mice Groups of mice (n=10/group) were orally adminstrated with
satne or drugs for six days. Fool edema was induced by mjection to 2x10° sheep
blood red cells (SRBC) and 10° sheep blood red cells, Foot edema was measured by
calper, Control :ndicates normal salne admnistered group: PMT indicates aqueous
extract of Palmultang-administered group.

4) HYHE ol IS NEE £ERE ¢z niAle 83
A 102y HURHET 2x10° cellE vjFWol| FABIA
ZERIZ 2 4dR) A iRy HURET 10° cell S 9%
niedol mEFABI |eAl) ERE 980l tish 479
SAY HIAE SFo) 2 2, AT 067£0.06mm, \YE
Foi#2 0.28+£0.06mm OIACt. /\WE TS iRl HI5H
o {F% (P < 0.005) AAE7} AFHHUCE (Table 6, Fig. 5).
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FIER TAFTFE" olgt sl EF 25 WIE, 48, 7139 7
5850 Uol4 I8 g0l thS FSU D Holo] s HE
#Hg XA AQE WAzl s AES WEsIL Yok
B 4 Q1 ERY A orslel HRY AE 18 oAl 4
217159 4%} allery Q128 st & 4 Ao
/MBS MYET MEBTRS 61528 F9 (Aeam) Yol
M WfElol RIMMEE X Soks i, HRY HEHQ H#
IZA AU HBE7Ee =oled 28I IL A0, MAEHSH
= NEFEY BLBASHE NWES aAsld SEY MRS
A EBIL ERe 1EA i LHEEY SNFEE FiBo) 8
H2 wol fkaol RMLBL Kol FHsk 47 24E vy &
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B fER ol diS §58 Aupn®? Azme k
HWITRSHY #HEES BEcle —f ROEEREN EEE 1
UYL EHS WERRSIY WERHS BRI KBS fki
HEHL EAMSLSI] EASS BEei HEE MhEasll
BRI WEFES olSch BHES HIRMMSIL &K
fEsESll FFERES BRSHL, SRS MIOMNSt B/E s
O EWES MMRAFGIL KAUFSIT, JIIES BMmTFRsIL
HELESI BEREE KBRS BEcl ImRe ol&A
BICh RS MREHESIL BhIbEss, ABEE Mgl
BRERSIT WHGSIT FEHICL

olo) MAH= /\WiEo) Q1X9) ERE BRI HKIESHS o
EHQ WO Aol ChEEIL Y Aokl gEl 2
7] AE|EgYl Eold e FHs] Y5k thERQ SAE3 X)
HEo| YHEY| YRSAIEEE 0|86l I JMAES UEE

LB A3 F o2 IS FEES girk

I\¥% ZEEE HAZE 519 compound 48/80 Fet o}
e W HighlE B gl g miile g8s ZES 3 o
£33 2Tt S48 LBlEY] Bollx B3 Al 1Y YelEre
Yol Aol FQ B2 XASHL Tt 18 YHlEr|= 3
HE T8l HdEE 4= Aok Al 1A= IgE Higgsl 443
7R Ajolt elAol EE 20l HFoIL Aol /el
B W1 RS macrophage off 93 Aelslo] T JZ T B
HEFE AISSicth ojuf B =& helper TRHEFY HZIE
plo} HAMEZ B35 o] IgE MBS 44, 2n)de 4ye
IgE Fifte HlUbEL $E7179 Azt THo) s Fee 5
BAlol Zghslod 2zl YWk Al 20AE gnduiol
L & OiAl AYst SYsH fRe] vlvk Ll SE7|Foll Zgt
o] Qe IgE #ikg AlojollA] Zhal(cross-linking)E & 451 Al
E0o| EYslEl L g4y 4SS AR tis HE Al
gago] Ho saks FeEae felrt goldek. feigs
2% EAEAME vlE] UEAH AEE] Tt RelEe
histamine 3! eosinophil chemotactic factor of anaphylaxis
(ECF-A) B3} AFo] #Hxo] HelxEs slow reacting
substance of anaphylaxis(SRS_A) 2 prostaglandins 0] {Uct
DA A SEHE AeEdol 93 TMEHel £3t
d 87, BE2 & ¢ 2HgR 828 dd 2367 Yo
vl gl =0y FEegE J18A B, IXg, gulkrl, ¢
2714 vy, oleTd mRY, dHlEUld Zue B au27)
] Y13 80l et Ed] nighi = ohjdEiilg griter)
S50l doful= tiekst WeE-sl] £Q3 988 she A
©OF YBM Yo Ishizaka*'ES BIWHEZEZRE] 52BN
AEZEA 18 L2719 "elFe! A mgol UojAgl g4
O] AU S HHCT BITIZY Bt Sol d] BHl% =
315t miNEZEQ] JlAElIS ol vist £k RIS 2tha
g, gutawo) i HMESY 2n1gR g, JiEA BEd
ol i3 5518 E2 YOA FAIE BUISS FEayY.
Ve Z4Ed sl 88) EXAMQ compound 48/802
N-methyl-p-methoxyphenylethylamineZ} formaldehlde®] %8}
of gldl ehd¥ IEAIEAY SEAEA vTNE B EH
Z 9EA AP, 1559 compound 48/802 H|TH E 2 EE]
0F 90%9) SIAENIE RElkFlE AR dedd Jom HyE
9] compound 48/802 oh W] ¥IE9| 71 g AP 9
o) SlAEH REIBAME 7Ha gl ARBE L JAsd™”. vl
o] B E FLdle BT ES 435 niTi 29 FHol
Ue IgE £EA0 H7iFEY Al IdSME dojuin] olwf &
IgEFifErt 18 Aehksol v FH0] HERdel #5 a8 of
LIE 2] (Passive cutaneous anaphylaxis. PCA)FIZE FEIC}
B A1 BRIl WY /WB ASES AUE PRV
2181 compound 48/80€ AlBSId HAY ohtdERIE R
ittt X1AH8E Compound 48/808 ug/g, AF)S WA
FAE & AR SO #Esle] Z2FsKAnE 24 Compound
48/8000 Sl& Futzle ohl@EM] A diEE ST, AIIMER

0 = ok

ojt
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BET 2, 5T, 2179 & 4&oll4] Compound 48/80
€ FAdP] 1K Hol) YejAlgs 200mE FoIg tHETES
0% YEEE VERIUT I2iu} Compound 48/808 Fid}
7] 1A} Holl Z+z} 0.025, 0.05, 0.1, 0.25, 1(mg/g)S) BEE /\
Be 5guldl Fo%t & WEES BES 2T 0%, 10%, 40%,
20%, 20%, 60% 2 Z7t EVigtol wigt YEEL EIIdh= A
S LIEBAT} (Table 2, Fig. 1). 3F% Compound 48/802 Fo
BILL 58 %, 102 Fol /\BE(1mg/g, HE)S T3} A&
A AEolA = ZH2E 30%, 20%9) MESS Uehlo] ] o
FE ohHgER|A HIE3E dAslkd HEES &Y + AT
(Table 3, Fig. 2). HITMIEE EQ] A=l UE /) E2E
sk Bolol 238 Ruldlzolct HlgZolA Q5
HEZO BHlE MEW 25559 &7 e U
o] Ut Compound 48/800] 2)8} histamine®] B IR of
& Alz9 259 feH dBydol em AEY Z&9 57}

o e BT ES] ENElE FEE /BB §9 8 Al
+ #ol, compound 48/802 4F|9] HZol| FARS}L, AL
AF B 0.25% toluidine blueZ A5l ZAKBIFCE 1 A1},
WET2 757 + 3.2%, /\MBERATS 482 £ 7632 LIE
KTk /\BEFATE R Blold FABHP<0.005) ZAad
27} QA (Table 4, Fig. 3). Compound 48/800) )&t o}
vHEE] di3 2 HIT ZE2RE S4B, RElny)d ) A&
EQY 2e g8 829 sl A% Roloi”. o] An}
© /\g&go] lukM 2ol 283l ojg}t 22 BEY |lg o
Hers gviekt. uighd A\BBo) HR18 Yu=7) gkl Ao
7Tt 217 ASS VeRHE Zolth AHE AAd8e) &5
2 HAZY H8lss Hrighe duskn Bl geg
PRZAZ7ILL SFSRE7 0l QlojA THIZEL §gold, TA
EE ARlo] A et2E 497l Aol oli AN TA)
27} S #HiRol T L&YW YETY  FEML
(blast-formation)7} LojLt MZE7} HIHEIXH @4t ted g o)
gHol SulEI BES AIESHA 2H ol Slol ol 71X
gg=ds YEdslen 1 § 718y 8839 lymphokinase
= dAAE B CiHANETE {51 ol MEZR sliE
IS W ZAMES} 22 XY AULES Yo7 vl
Picryl chlorideo] 25t &Y slREE B8] nxl= NE
Ba5E) Y8l A5 19kelg 1% Pieryl chloride(PC) ethanol &M
WS LEZ Aol TEBIL 79 Foll 1% Picryl chloride(PC)
olive8M 2044 S A% Fol TEFK FLUAY FEY TIRPE
2180l et 49 7 FAHY HElE £Fs) 2 2, xR E2
015 + 0.01mm, /\#7E FHIT2 0.08 £ 0.0lmm O[T /\Y)
& BT dlx ol sl |alsh (P < 0.005) ARIZ7} ¢
FEAT} (Table 5, Fig. 4). HYEE Tof g AP ZRF v}
Soll TRl EAE AIEs] o) 4 1nleig HYREF 2

ol

X10° cellZ wlEWo) FAGIY BRI %, 4451 43 10)2)
Y BT 108 cellE A& wHloll TFFAIGIA FRAl)
53 380 uid 879 & A ¥lg 586 2 21,
HETZE 067 + 006mm, /\WH FOFE 026 + 0.05mm O]
KRt /s FOITE R HIsld $2l (P < 0.005) &x)
F37} QIFERACH (Table 6, Fig. 5). \EE gdl=r]9 gne
FEhs oldy F HgolA /WEo] Y4EHOE NEY ¢l
27] gl o] 7S vt ASE UERE Holth
ol U TN /WiEC] SAIE W AHE e
8ol 2o} ZF EHE URske AOE vehdor /iR &
LU =7 E9E AHY AFol S8E # UG AOZ Yugrt

2

Aol SAIE W AHY LSl tigh
T G8e Yold uAl g LElE7)ol tht 4
HEog FEsl Ajgsle olen 2

Compound 48/80 Sut OpIEZI] A IS0 BlX]&
ST, A7 2E 4EolA Compound 48/807+
T2 0%9 HEEES VEMRISH, 0025 005 01, 025,
1(mg/g)d S8 LM /WESFATE WEE0] 20%, 0%,
40%, 10%, 20%, 50% = LJERGTE 3 58 &, 1082 %9 A]7H9)
E5 d¥ollA /IERATS 212t 40%, 20%2) BEES Ve
LHRACt. Compound 48/80 et BTk & TE 8ol vk o
g2 /\giE SOl iR o) Bidly {93 2aFg ) oIF
E|Act. Picryl chlorideo] 9J3t HEAH mRES ghgollA /Y
& Foiwo) tixaiol Bk {olst dxgamrl QEEAC B
X ol Tt NHY FRE QSolME AAWE FoFol ol
Zol vl {8 AM a2t QI FEIRAC

=
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