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Fimold £ JFEEA <std EHA
BEE o FEN EW2A Mk H#
fTol &Akel &R B3 ALY, T2 &k
SRR mRiE o] MERY ERIAY £F
o] WEA BERE BEEA 23d ER
H7l% 3te Aojttyw ey o Hime
9ed] mEmoe Ao JEANY KNS B
ket Zol otUzl MMizle ¢ Rohel
REMKES 7I¥tez Yehde od B
T BREMAE TG

pmolgte HES ARYIE AFZder
deHol AA FAWL FEim, FKifn, FEim, M
DI, ML, i, 5, mEASCE BEdn
Aoy, o] Ao gmolals HELE
AR SIA A Hrifa o] HhEERC WY EBMS
Ao, Fiele FEP, T2, V& o3
7S FHA, FHE ER R BERA 9% B
R0 Hizkol By HAoH, BT ZE
25 2 B HERBERSS Bl ¥3
Y1 BRRE stHod, Fbd Himel 2§
BRH#Es 47 “mREN SHEmiE
o VX EE, i L ATEe] e 2
KR ™o e ““HBREBHC) en-
dotoxin® 2 i d AR e miRiEA vIXE
FE 5ol UdTE B F U

* MBI qER AR

Y Fof #Bdiol #3 HIest @usiA
Y =HAAM PmFHEER B PFEE
Bol H1 oy, 1 F migiES dode
FHEVI gThES dedle FEPY &
HEMES B2 FHED ™, 48 T
2% FHkPEel B Hi

ol EET ‘HWRE o XA EEVE
3t #Ag vl lE B HFihol RERH
Fe] HEM Efolels HRm EQE R
B2, FnREEE S AT RPREER S
BAEEStY] A d#oz 1 3¢ OFA
BRI HBiFREET ] B3 BHE B
e, 1 5 miziED fTEETme) $%
B PIRE BEstna do.

II. WEEME o Kk

1. RER®HY

B8E 200~2309 Sprague Dawlev:t BRE
HEER B elol B3 BN SR (E%REWRatH,
HFRFFAE Ko #HEHEN 2BLE &'
BRERE HEAZ * K%l EASAT

2. RBAHE & B8
1 MmzfEe] o ¥ K&



(2] ZpaE i el Mg

1) @RIEFHE
Mz Fi42 Schoendorf¥ 9] H" e
o w2}, Westphal %ol o]t KELSH en-
dotoxin® (E.Coli, Cat # N185, : 055, BS, Whit-
taker.M.A Bioproducts, Inc.) 0.1m¢/kg2 ¥k
BE 1656 ficl AR BB R E43)
At
2) #im ¥ JE
(1) B 2 s g
B2 endotoxing HH3F LA 45 1238
% ether= MMF3l g A 6~7mé 71
13/ E488(21GX1 1/4, SAMWOO CORP)
2 #®Mm3ti, 0.11molliter trisodium citrate”}
27 test tubeo] MY M LS W& F,
3, 000rpmoll M 1553R) RO BESHA MRS
St
(2) /R B
fi/MiRRr el 5H¥-& Fonio 9ol #3le £
BE mEES (Coulter connter Model S-
puls, Coultert) 2 JESHG o}
(3) Fibrinogen® RiE
Clauss ¥£* « % o] fkat] FFEFCL 0.11
mol/liter trisodium citrate?} © 31 test tube®il
DREMS RO a% s ¥ £, 3,000
romol A 155 ®OHEESte] migs o
gttt PlasmaZ reagent2 (diluent ; veronal
buffer pH 7.55+ antifibrinolytic agent+ anti-
coagulant) 2 110 (0.1mé of plasma-+0.9mé
of reagent2)o] HA HE3 02mE test
tubeo] ERg o}, 37CoIA 240 BESID
reagent 1(not incubated, bovine thrombin 100
NIH u/m¢) 02mf Y3 RB) stop-watchs
AFA AN BEREORERRE 9~258)%
BiE), 5HE-L correspondence tabled £
B2 & testoll A3t factor KRS S Ii-
quid anticoagulantE {£A3+4 2 9 hematoc-

B Fimmmmse) W B

ntfizy EEHA B,
18% 5 mE g}
(4) Prothrombin Time(P.T.)ME
Simplastin Kit (General diagnostics, 351

G 280 USA)E ffiRiste] RiEstche== 7
R HHEF test tubeoll anticoagulant2}t
bloodZ 1:9 (0.1m¢ of blood+0.8m¢ of anti-
coagulant : 3.8% sodium citrate)2] HEZ
W3 s££3 BMStY centrifugedld pla-
smaZ 42T}, simplastin (tissue thrombo-
plastin {rabbit brain and lung) calcium chlo-
ride 0.0125M sodium chloride 0.459/d¢)& 0.2
né B3} o] test tubeol] ¥ 3l 37CN A prewarm
A}7131 0.1m€2] normal or control plasma®
& test tubeol ¥ o] 37T A 3~105 ) in-
cubate@t}. 0.2me9] prewarmed simplasting
HES pnsta g stop-watchS {FEHAI
F1 3 wire loopE test tubedl] ¥ 1¥o} 2[E
EHEZ ETE &34 clot formation°] HJA
stop-watchE FAA 7131 4£4H & A7 A
sec.2 FEiRTTH

(5) FDP(fibrin—fibrinogen degradation pro
ducts) REE*

FDP#&E £ Thrombo-Wellco test(Wellcome
Diagnostics) & A st BlsE st ot

2. frigfETEme] A3 KE
D fTEMRm FE
Nagai™§ 2] Jjgkel olsted §#8&E 200~

25099) RatE 18fol 6vla)4 AF&3ted 30cm
E ol Al 3099 ] TSRS
do A},

2) WEHk

18] 224 o2 585fIZEA] Digimatic Cali-
per(Code No.550~160, Milutoy MFGCo.To-
kyo Japan) 2 FIMFEREES JE AT,

R (Kx10) o i 3}

3% 2
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1. MfRfEC] OlXl= §2

1) Mm/bEREC vl e
Aol #EFkl Endotoxin® AR

e Bbs EFERC] 67.67+2.17(X
107/m) A e redted HWEPE-S 47.83+ 2.14(X
10/m) & @2 o} Endotoxino] If/MEEE
A7V #R27F e W (Table 1, fig).

Table 1. Effects of on the Intravascula Coagulation Induced by Endotoxin in Rats.

Group No.of animals Platelet( X 104/m")
N 6 6767 + 2177
C 6 4783 + 214

N : Normal group
C : Endotoxin treated group
* M + SE.: Mean Standard Error

2) Fibrinogeni ol vl & BE

g e #FEMol Endotoxing® HASH
M A 2 Fibrinogeni o] £ IEH ol 98.
33+ 0.51(mg/me) A cll testol HEBEEL 90.35

+0.57(mg/mé) & 4> = o] Endotoxino! Fib-
rinogen®EE BAANINE #HE JE ¥
(Table 2, fig.2).

Table 2. Effects of on the Intravascula Coagulation Induced by Endotoxin in Rats.

Group No.of animals Fibrinogen(mg/mé)
N 6 98.33 + 0.51°
C 6 8035 + 0.57

N © Normal group
C © Endotoxin treated group
*) M + SE.: Mean Standard Error

3) Prothrombin timed] T]X|& &

Aol WFEIRY Endotoxing FEAZ
Prothrombin time®] ¥#{k& IE# ¥l 1137+
026(sec) Nl Jtated HBIH-ES 1455+ 0.56

(sec)& t#in% o] Endotoxin®] Prothrombin
timeS {iANE HE7F Y 53 (Table
3, fig.3).
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Table 3. Effects of on the Intracascula Coaguiation Induced by Endotoxin in Rats

Group No.of animalis Prothrombin time(sec)
N 6 11.37 + 0.26”
C 6 1455 + 0.56
N : Normal group

C : Endotoxin treated group

*) M + SE.: Mean Standard Error

4) FDPEE A vz EE
B9 &Rl Endotoxin® HEAZW

05(p/me) el tr3ted $BEELS 525+ 0.09(pn
FDPRE Y vlxc ¥ Eaﬁol 0.55+ 0.

/m) 2 #inslo] Endotoxinol FDPREE 18

hax71E #R7F ek wteh(Table 4, figd).
Table 4. Effects of on the Intravascula Coagulation Induced by Endotoxin in Rats

Group No.of animals FDP(y/mé)
N 6 055 + 0.05°
C 6 525 + 0.09
N : Normal group

C : Endotoxin treated group
*) M + SE.: Mean Standard Error

2. 7T MmO O|X= ¥

= ® 0.7(mn), 5.7+ 0.2(mm), 55+ 0.4(mn), 53+ 0.5

TSRO A BROE ROFE (mm) S0 2 sl HEBHENAE 68+08

2, 3, 4 ¥ sEfEjthol FiFES B4l v (mm), 6.9+ 0.3(mm), 7.4+ 0.5(am), 7.2+ 0.4(mm)
e P EFEHAME 5.6+ 0.9(m), 54+

7.1+ 0.7(mm) 5 o 2 #3} G T}, (Table 5, fig5).
Table 5. Variation of time on the formation of Paw Edema by contusion in rats

Group Variation of Paw Edema on the time(hrs.)

(mm, M+ SE.) 1 2 3 4 5
Normal 56+ 0. 54+ 07 57+ 02 55+04 3+ 0.5
Control 6.8+ 0.8 9+ 0.3 7.4+ 0.5** 7.2+ 04* 7.1+ 0.7

Normal : Normal group

Control : Contused group

M £+ SE.: Mean + Standard Error

** 1 P<0.01, *; P<0.02
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M-S HBAS) —FEIALN Mol HH s
ol AE HES F3le o, MEHS Mol
sl #g Alold EREEE2ZAN 1 M
#iol MY 9o mEe wEol BBE
ol MER H2 HBEAC BEHE A7)
olo] EE) B>

(R e Folehe Hfol HENS
2€ ERIAA SXAT Mg, Fim, mi,
B, o2 RPN, Kkl (B
ERoA A BRXBE B9 Hmolet §
Rt gloh “BERD KUK ZE L.V}
o Efzme MEA NREBTRSZ B
£, FRzme HEA] rEBEKEOR B
BrMoz BESGD St o, mEE, Mz,
myk, m&, mE, oK, mE, m Bim, 5im,
R, i Fol 25 Hmol Bty B &
At

(RE M RRS HRR, 4, 5%, 8,
RAHBE, &, &R, FEF, KR, BR $d,
A A PR Z A, =G0 A A M St
KRB mikol Bmsta gungHslne s
BM-g AL i, Busifnsty ZAAIHEES
Mi75E:835 RMste 2 A fmel MR 1,
A RERBEA FH0FEE KEHBRD
78t ERERIOESIEZ HilS
Retx, SFEMmMESHE SENA MBS
FTETAOARTEA =3, KEMmESA
FAFA m5Hsk KB M AREH 34
A fEfel oA A sgew, AA s
WFEEA RELRe BE &5 Ba%e
FRolx, HftmB2ME B, &, &Y
%9 FRoZ dojun)

Bl wWE REeae 3A AR

*2) BRAESINM axy R

U S Qe ), A ) i S
WS B A pn HEe #HeA

ks ol A1, 2 BIE, KERE,
MM HhEol ATt olo] EEe HIESE )
Famel 2t ke RREANAM ek B E
B mERRS 278 SANe s KR
s nax .

Bl BMfRRE e KEBRAY ol o
A ES mEE K- BE - gEEH ¥
IRIMERERSEC] BinE REZ LB A
A3} o), B FimolEtL & KB
—TH-E endotoxindl 93t Figs & /MR
BHE, MEAKMM BE g mi, &,
lfEdkel BEsHe Aoz BEYEU.

Mm-S MEBEESES FA0e d8
A R o 2 AP PAAN mEMEES P
EifaEds REEAEZT AodA mEke B
MESrol MESele RAE golF= #ifkol
AEe Aoz dejA e, A - LBEYE
HE BHR - AEER 2 ORITHRE S
3t} EES TA =9 BHE HNAMAE
fEoll fu/piRo] MPERESVIE 1 HMEx
doj Al thrombin Hakel #<3= throm-
boplastin #E ol £, B E thrombin
2 fibrinogen< fibrin 1 &30 2 W3Al7| 1
og7)d] EUE BB ROE - SR
%ol MES ] Mol MKAH®?

ERNSZ MRES HRfHE HEste
REERHC 2 FHEEIZ endotoxin® & F
Aste e ol . mERNC EAZ
endotoxine /MRS BEHE BEAIIL =
MEEEE BHTA collagend THAIA A
710 /Aol KhE, B|ESE /Mo



6] REBIER o) MRS BT PmMEREle) 5B R

ADP7t Bitislol o] Ao o3t -8 HA
shAl BUIEAS JEIdY L st wes

mphiEge] BlES Bim ¥ mRMET
o] REMQY B/EZE Hedl " ik 1
ol dfE HEY HEEHS THoRT
m¥kel BEFHC] dF=HAen, Mm/jike]
BRRT o RBpHEA 23 mEEHY %
fERFE, BHAREE(LBIS-S TS /RS M
Hol wlzle ol & FAl 4§
HEEA = mRHKe] 33 R
e Ao wEAGEY R BRAAY M
MMEBE EEFR vsta HEBHAA WA
3 Ao} e

Prothrombin time®| RIE-S &M MK
£ 2B 2 R oM BEEY RElS
3o} FHlEES] M5 % BE, WiEY &RI2H,
vitamin KRR =& BTG ] HEPIE S
EHEL e o0 K BRI A X endoto-
xin® 9O F prothrombin time?] o)
ERHC Yy .

Fibrinogen®¢] WELE LDAFEIE - BFE
B-BENRE 2 Hadxsd B ¢
B A, & BRRA AT EFHR
v 3 ¥EBEE el fibrinogene] ol A 3l=
FER7E YER

FDPRE 9] JlE S mMENREERENS 5
L8 F e ERolY migde BREERI
AT EEY HmEmE Yele K&
5ol BES U, M FDPEES #Eine
mEAAA fmize] =l A-S o fibring]
BRI dojvde ZeE FEED AdP K
ERIAAME EFF vls] #EHAA FDP
RE7} FRESA B dte AE E 5 AR

132 2 Endotoxinoll & & EEAY MizhE
M= i/ MREL L fibrinogen® 4, proth-
rombin B¥MEIER, fibrinsf# E4(FDP) ol
gt

FIEREA Belode “AMELRERNI,
51 Bk FIM B MR EEES. Y ol et st e,
MigRste] 43St el ARFEE dolr
W OGRR - BB “BREEHE #iRik
Blgz o GER - Bk, BiE - MR
R E> S “BERHER Em@mn--" o (FiE -
BB “BRHHER BMEA MAEK--"9
(BIE - BFBER “BETRE AHEE
RIAREREB™ 520l A BERRO) 23] FEimo) HF
o SR, GERERRIPAINE ‘iz &S
BERME #EER SREFREG Mok
B ERMm olet st BREEo = o
Rl |7t dojux oAl FHEiel
olzA He A& Wi o, (A%
wol M E “IE mZAF miTikde
BErHE BE—&-, SRETNBRE ;o
fTzEBABER BEAY IRESH KE
BREBR e she] BfE, 4, PIE, BHE
9 sl odsiA BRikol IR MmEg ol
ARSI T MR E ol MY BYE
e PiE Makste R-& Rt U
(PBEEEI?AM = mEke) BiTsicrl
EHEG o3l dmol He o &K, FuE,
Mm%, m#h Fol o3t FHifel Mmigkol Ef
so] HMS Bkt AR, fEEL Bkl
o3 m#Fso] Rigol M (EESc
stAR, P {EB T Bfol R
o3 SHAT, 8BV B, S, B, 1T Sl
o3te K. Lo #EFol Jg W= gz
3, d7le RIE ol sl KT
P & Mol BEHS KATHME o
o710, A Sode AR T BEES Iy
A& #6, ¥EToZ Wsdr) gldga
st o], HalH iFe HMIHE dogd Wyt
olygt fipEoly EfMAXE Hifio] i
BT 93t HmEAARD ol FTHE
ol LEHE pEsr= dn dghon,
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ITHES: 3g#ho] E ol on] o] #o] A
&) kB maksl7l= i &
7)o g EEROZx RPN o8 T
d o% kMmFEKES HliEHes B
FMEES s BN BRAFRS BRES
v} led], o]Zo] vt ITEHEHGOZ Fim
giE & Mmigo] dolutm, 3 KiE® o2
g slo] KiEo 2 B He AL Tl
Aoz BEAT AERAAMZ T 2%
FmPES] HKES A & F AR, K
BY BHKRS BE T 5 AAJ

a9 RHRMOZ BEY & AT HMK
BERMAE S T miE* "3 K MIE"YS o
Aed old fist HERAR A gt HA
ETmiEe) FMe KR nESCEAM A
Reol BmERAT BBOKS EASA #
K& 4 A= d, & Gloverfk &ol*»" {HH%
Fikol 213t Bhp-S ether2 7HHA FEBF
AR LRERE §6 2~4anlE R F
02~04m2] 3.8% sodium citrate® Hnd}iL,
558 LRERnE —EX A28l oF 12mld)
ol2 P33T M-S ME plastic tubeol
Bol 4Tl REF3Id, B Kl 187}
5™ plastic tubed A Mm#E 10meE HER3he]
BIf¥ Sunits, penicilline 109tunits, strepto-
mycin 0.12g% &%3t= 0.1m CaCl, 1m¢E fn
i RESH B8 TEER BT AR
o] FASS miES ER3Y. MmiEEK &%
8YA & Bine SIBAA KTERE S
s BER 2 AsEnes HEsed, F
R 2 mie]l B He eldF A%t
g Avn =3 TL2EEAES BESL,
BiRol A& e Ry & AL EH
257t e d BA BHEeY KE FES
Bzete WyosA, 1 KAY EREN

*3) BiKS

g2 ARBol 4T AKEE MR T + Ao
T3] SvERERSEE T s o B ol
o ek =g &0 “EHREC] KTl
o] vl ME M SHE - S - Bk
E{tiEe 2 HI MHm=2 4AKd niES
Pl a7l Ad.

T3 MK HEC odMx #brh Bk
He d, fiEe Hirs 21 ERE 32«
wEgol 7] W&ol muBTHEE7E MEEM M
Wil BEE T HEEY ERNCE BEHX
Aeon, #fUe EEmnEeS FAY mERE
Bt BmEEe] —e BWate A= B
B3 13, Ml Fol AR 2mEKs
B} JTHESHH, AR ER B @ hnetE 7L, Hevt
a7 olvet® BERES v RES 7
7t Qe dl, o]Ao] Mo mEK 2 FH
H71= dob¥ mEgke] ¥EZH FTUEHD
ol AES L, Bkl MELHE BT
v, B EE Fdole, #imol Ae
BHEAA KPR B, EER, KRS
wmstH EEREolm KMEY mikol HaEst
3 e R Mol 3, MEHESE IE
HEY, #ERE ciEddy o

RMFSEES R MEKEY S MBKSEE U
Bl = AR 1EER AP LENEHEE - @
MERARE - KAHOERE - EERKE - B
MEEBS S HEEsted BESA Bl
gko v, Hematocrit, RBC ¥ WBC®& &M
HEd gEe vXe nRAURFEA EH
5o} o9, Glucose, MiEMKE L MEES™
5o MEEHEY HES vie RTFERA,
mEREE £ EaHY Ene ADREES
ERE Bt RMFKEES WhAE
Ao 2 @/ Qt P a2 F hydrocorti-
sone acetate & REA3lo 2N FHE B
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REmAE ol M o} I RIEE Mol ah R ¥
M, a6, 865, R Aol MmN
RES Bkt fnd KRS 9oy A
o2 BEET, ol Bk i B TSN A
hydrocortisone acetate® [BHEEpHR S o
E AR ‘SRmzen” EmER" KT
mfT"®ee Ao Kkigs] 2 gt F&
MAM FEV FH7T H1 BEF KREORS
BREANE AE ¢ 5 Ao GHBBREE - &
BEARIPHe “BRERRDHD MmXE
#" k3 3le) AR B ER7 et mKkS
HEA 71 Yol G AA gl ML
2 oA e BAdedn 2En gk
o]2M4 hydrocortisone acetate® FRE &
HhEnES BES B Bae KBS 5
B Aoz Ateldd. £3 RS BHEMY
of 10% 9] WEEEREARBKE HFlkd &
Adte o g BHEMNES FRd #
MFEESHHS FETGE BES st Ao
LA bz} ol ML et MmRiE,
FTEgxme K®aves Avngtony &
EME, KTHES S BERHSE wlEs
Himg BAEAA 23Rgch el &3
Bl BIREA, G T, B =<
BifAR Mol Emd A, 28 FE
% WM, s-im, mEMNY FHEES R K
B RBEYWS BY 2 XET NAHEE
A1 AR wET BTl Bl FEES
—FHegdn @ESHDT AP o] F HEm
RREE ) e miRfEe] i3l duE
A, B nESE mKRe) 5 25 BEH™
olu mEAEMIe] BL® 2 MR
49 B{L™ Sol 23] M/Miko]l mEMR
F&3ta, fiopMR7E] gEtedo] 39 EH

*4) BHMmEE
*5) BHARME{L
*6) Platelet, fibrinogen ¥ prothrombinl 12

B WkskAl slel? st mgvel ik e Al
g azlell gk FEBIL O R i g AT
el Az, F Mol FxEg dA=
Ao Mol RolA H1 o] AL Fi-
brin®] BEsIA BES A FHE ol
Hled olZA AAY hmEEEs A T

£ o ¥ oA BE ool el vlH
BEE A X3 A il A He Rel
M) Aol miziEREel A18-¥ endoto-
xing M/MREEEA Hageman factord] i
Mol & thrombinZE4d MmE xS FEEo
A% migeE MERAI7le @EA FFEoloh
olglg Mm-S HimimEe] s &3lka,
B-e PEkt vi-- LA Bk Aok &
I B FEYsSle REREY] REBNE
WRA EE BN R, Bie mE Ko R
sto2 gEmKksln, msHEsA =Hed,
714 gfiol AFcleR AAR %I B
BiRe] €& & + Aok <EiE - HERV
Me “EEE WDHAEER K LS
"ol 2k ke g ol #k sl Mol S
Rg Aysle Bz 9% %I me K
22 3= Mol FEYE T3tn oy,
(Bfa - BRaEBANNE “BRENER
BRI b3 K EXR RE&Tm BETRT Ein
HEMAH R FMAE MEEHRE"
g 3t ERY tHEME Aste Kol
Wshel dygel WstE At glon o
274 gima #Hike RiFEel & TI
A, T3 (BEAFD®NME “EIHEMmAT
BT ol ekl ohed e o] WAoo o] HAY
Ao 2 REBFH MRS T3 UL
W, BE %2 fhs g2 EfTsted A
2 B A2 &Ikl #miTsiA =



MRS MRS BE FMHTERE RGN 6% (9]

o) st gk WHEH WEd Ky
el FfE F A "o oy Hol digk
RS AY F B BESA 2 oby
gl Badd. (lammrdM e “mEE
A FREILBHRK G st EFHEF}L #
BHEete 495 T3k Qoo FHREE M m
Tt mupsBigcE bl EEAASE ©
e FMPFE SR ALEZSA He
RE T3t A, FELE® A “Bb
R G TER g BEm
mrolety st gHEZL FAA HY FEol
HEA 2 K/e ERANE 298 T
At =Y HEY) (BEEEEIVIAMe
“BofERcy RARE - WRTERE BER
i ZZBARRE---" ol st fhBgdRel RE2
A FA HWEES Jdo7EE KPERKFS
B33l ok (REE:@A A "KM
FERIE HEFRE oletn 3td £H %S
mEFEe e Zatn glew, uhA ghl
B ol 713 i, Wi, K, WS
giEol Aded, Fd Mod BEIHE =3
HmEEE EFEE S5 TRREESTY #
mIFHFE BAT T shod EHFE7L 3£3H fFo)
He RE 232 oy ojz4 i
oM T EHFKE7E olF Aol sotn BEd
=3

2HEZ KES Bl M2 EE A
22 I el T~3da £ # o
ol o2 mFEvt BEAVE 3,
MFEZ #ol MEE 7% 3o & - 7 M2
FpEx g =3 &9 fmel HER
Rl e TEED e EEo=2 Himi
el ¥4 HY ol M BES HAXH K

Mol A fEHEe] srsEEo 2 AfTE D, X
AR 2 geol MM Mol AR
Be AA MHpmEge s gbda

Foftel oA e 3 UIR7E BLEA
o] HA A HinpIEEE o] HEML 2 FiRol
3 e AR ol Hikol i miERie
ob&] pAgko] vl & Bl F ot LA
®a B FE /A Jdoezz Hime
RRBRINS FIRStY o) FRABHEL o) FAsE
of fEM°l Y Aos M@

BE FIASER Jde HlREREe Bn
HREE - FTHEEME TR M - B ¥ MEE™ BT M iE
2 HERERY 7 5 FEsle Aol £
A Aok of 7HEd, mMBHHKSE Yol
ve BARE S migR hHsee
Hel LAt B 2 REREY K5
BLE AR d, R RAE OBREK
22 & F QA H2H, EEEK] BRE
Be ms @girteldM Fdslel Koo
Ziaol oA o] EFHY BEE #
7l Hsto WKE® 3 EAE BEEY
o] EKBEH HES HHE AFsE E
HERA EREY? 822 mEge] HK
Bol HEinstAY mEKA BEE M43
EEACl Hak=lol Mo BEe Kol
EWHSHA 1,7 Ao Kol BystA =9
WS ASHA Bt =8, S RS 5]
42 2 Monopolysaccharides, mucoprotein,
glycoprotein 522 [ifAA Bkt
Bed olE HEA 93 AfAd B
ol BAEER ikl B4 ddn &
RGN A7 HEERAY BLE dodle ¥
A& T3t mRpaTe FAE dotEd

*7) RBEPol 10235 TEEARKE EFRA B2 EAste Fik
*8) hydrostatic pressure( ™o} e £2) EH) ; TEMEE) EMMFEES Wko) @l # A st B

7

*9) migESC] BEEY FHS #EdEHI EHNEN BRS A st ¥
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WPkl RIEE JEY & Ae Aol
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nuji

kel Ry HERES BRsy) B3
o, % - el HENS 492 BFme R
BEx o EmHe KHmpes BES v o
3 2 #HRe AT

1 BIFREERC] E5c 9<% 2o

1) MBEFS

2) TR OFER
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