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= Abstract =

Age-related Changes in blood Chemistry and Thyroid
hormones in Senescence Accelerated Mice
(SAM R1 and SAM P6)

Chungsook Kim, Ph.D.", Je-Hyun Lee", Jin-Yeul Ma™, and Won-Kyung Jeon™
Department of Herbal Medicine(*) and General Laboratories(**), KIOM

Aging process can be explained by many factors. In this study, we counted
Complete Blood Cells (CBC) such as WBC, Lymphocytes, Monocytes,
Granulocytes, RBC, HGB, and HCT of both SAM P6 and SAM R1 during the
aging process. Plasma albumin, glucose, alkaline phosphatase, calcium,
creatinine, inorganic phosphate, urea concentrations were also measured at the
same time. In addition to these, plasma concentrations of cortisol, total T3,
and total T4 were analyzed by Chemiluminescent Immunoassay.

There were no changes in CBC counts of SAM R1 and SAM P6 during
this study. Plasma concentrations of albumin and glucose decreased
significantly in SAM R1. However, plasma alkaline phosphatases and
creatinine concentration in SAM P6 decreased significantly at 16 week after

birth comparing to the control. Total T4 levels were significantly increased

corresponding author : C. Kim.
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although cortisol and total T3 concentrations were the same in SAM Rl
groups. Especially, the after birth of creatinine, alkaline phosphatase, T4 of
SAM P6 at 16 week were significantly different from those of SAM RI1.

At 12 week after birth, pilose antler extract was given 5g/kg/day p.o. for 0,
7, 14, 21, and 30 days each in both SAM Rl and SAM P6. The RBC, HGB,
and HCT levels started to increase significantly from 7 days after the dose at
SAM P6 only. Total T4 concentrations were elevated gradually during the
study although the antler extract administration did not prevent or inhibit the
increase in total T4 concentration during the study. Therefore, the elevation of
erythrocytes after administration of the extract needs to be studied in future.

[Key words] Cortisol, Thyroids hormone, Alkaline Phosphatase, pilose
antler, SAM P56, SAM R1.

I. A &

=3 AE] 447 4F 2R A% H33 F A 58 ue Jdehde 3
03, /1A AH2 Al ARHe AYAQ L B

@t HQl Mdos A QA AAHQA FFo sz Alge HAAHQY
FRol FHAQA 843 Aol wal d2A Jdehun a3 42 493 9
¢ FAlo) Byoz A= BAsY
x3l9] ol FA %9 W3, ZRe Ws(FRHA), BEMMLe) WK
MR, £X-HK] 4 BAS Ad 2FHQA o2z olFolA Urh
Gotol M #E FFHQ ol ¢Hol, AL 2L A= Ao
ozl AZRAE s AZY &L 98T FFE Fae A9 duF 2o
€ AoR oAAAY. "EF, "R, AL Do) Biet YHT AL A3 o
T BEZECIY We a3 715 BA7 Qe Aoz Augd. =9 ¥
H 971 =3te] $49L8 712 AEE BoU EXAHoZ w3t AW BF
ZFA%E Yehdrh ol5d] dg FAetEL oF 120F0] 7ZIZHA Ax 21 FFH
E @A A EHE 220 gl ggdag) ?
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A of3lol A= olefg AAE oy Jix glo s M. dF W AE
levelol M= FA3MAE, AMAX S99, free radical theory, AL AHE &4
g A E7)5 FolA, cross-linkage theory, $°] Uil °ol9ld] autoimmune
system®] o4 o 2 wolyl wAdthe X glon AA A JT Fel= Qg
%, ARARE AL o)y, YEH e ol Fog A% wHFHEE 9 Y
i eJstef Al =3l QIS Fad HAWE FA 53] Alzheimer's
disease, vl & @A free radical®] mitochondrial DNA ] W35 {FUAIAA
Au A% e3tE FHASkeT Hol #EA glAdf &, B-amyloid peptideZt
Aol ArlE Aoz delA ok #7719 estrogen, testosterone, 47
hormone, DHEA(dehydroepiandrosterone)& ol Arsol wial  7H4shy,
vasopressin®] Aol 71Qlshi= B ZAEE 1ndQd T w3 Qe AW

o %%%E}ﬁ), 6), 22).

hl

ol

olFNME H3tgA Bu] EX(pituitary hormone)$! A% EE9 Wil
stoll wret vehvbe AXge S 303 A, 2 o3t 3 g2 o
#4E vegda J3, $A94 25 F8(adrenocorticotropine) 2 I A=
& (thyroid-stimulating  hormone), WX A5 ZE(follicle-stimulating
hormone) ©]&o|%x ¥ 3}4A ¥H] 29l |uteinizing hormone 5] =3t U3
g A7 Atk

5% E ww Yozt EortiA UguE 49 ArtA WsE ¥
Astel A YA BAZ @ol ol FhAZTAA Md, T =3 Tids}
£ deirbA Z2E9] vz ¢ AsshA wsks A4 x= AN F As
7He € gAdax ol e AFEE AP

AR k3] Rdg =JEAMFJ(SAME AR sn k3o vegve o
e7HA] AR AFES dol F Fohg T I FAEHA &2 e v
2 x3pAo] tigk G5 Axs Mo

B AdddMes AUA defem  xgE Addsdl 58(Cervus
nippon/Cervus elaphus)& %4 ofolud Aol Hold w A3t F3t AN
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98 BEA dlu FA ¥ LATS ALY £ Aok "WERKEEA 71E
o Utk E3] TREMA o= BEAR S FAA7T 8 RE5E FEA=
Aoz 7150 .

o. Als 2 49 99

1. 35 4%

E8e oF 30-35g9) 43 AFA (SAMS HEdgn”, 34EF /e x5 &
A A#H(SAM P6 : st A, iA) 10vkEi 9t SAM HEF(SAM R1 :
Foetd e, qA) selEe 1278744 71e § AAE dEEd FdRew
WD 228 alggd 239 28 Sd7e %8 Al Foft 5§
A hdsg(HIA=S 100ge Hdte] AR (R$dx, DW
-96000S)el BT EH4 1S B F 4AS o} 2Nz B9 AU H o
T2 AP o AR FAS OA FFRF 1LE ¥ F 2L oz A
gate] olde o] 13}, 28 AL rotatory evaporatorel 9ol gt FEFTH
BoFe AZ %8 5/(EE AF : kool DT o2 0, 7, 14, 21, 0Y F
%t ujdd 18 77 ST o ¥ B4 AW T @ 9A &4 2 5
2 52 AF lkeol Mol Toigtor sz Hesigitt

xge T F 0, 7, 14, 21, 0% 27 AgHE dol AFL A I
Heparin® 2 32§ FA712 7158 & Yo AF AAste] g¥E CBC AY
& 3 Uux) YAL 3000 rpmolA 1083 DAEE(Beckman Avanti'™ 30
Centrifuge, USA)8Ie] 45ogt Halo €ge £asin oo 4¥< 9T w)
AA WE(-70CT) BASAT

RS

2-1. Coulter's CBC assay(Coulter Co., Miami, FL, USA)E o]|&3lo] & d4L
AH3 83 WBC, lymphocytes, monocytes, granulocytes, RBC, HGB, HCTE
4zt ZAsR. F Ao MAX FAHLS WBC(white blood cell : W37),
RBC(red blood cell :H8F)st igdo] A Fislo] gledl & WBCE
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granulocytes, lymphocytes, monocytes’t 8 T4 A X Eo|ix E3] lymphocytes
= A9 7o F8% 248E i,

RBCE & 9o hemoglobin(HGB)E Yzt 9e-E& 319 hematocrittHCT)=
RBCe] WiR-golmz 34 RBCY WBCH 43 #418 Jehdth. HGB: ¢
Aol AtAE Ud=2e 9482 3led ol RBCS HAHZ &AL Uk

2-2. A% cortisol, Ts, Ty FE &3
Sanofi-pasteur Diagnostics (Chaska, MN, UsaA)¢l Access®

& Feko] A7} fEa ¥ glucocorticoid % FH2]
A st 71903k o] A UEH] Zell FAAME =3}
u AF Sl SAM PeollAl et 7]l AR Ts, Tast cortisole] &

EEF cortisol, T3, T4 ¥ Sigma Chemical Co{USA.) oA 38t o}l
o Wy or ZAIA EETHAE gENUL. vlAY & ¢ A xEIA
o2 HE FFaHot

1) cortisol assay .

adrenal cortex(F-AlmA)ojA ABAEE FE glucocorticoid{ldl ©43HE, A
o, Tl giatel e T 2% A @A wge AAE vehdn. o
/3 hyperglucocorticoide &9 F7183 AF A tALE FAAT T FelA
2% F54E HANUY &, cortisol?] ke FTF LS REFDD,

A 100piol E7] Ab-cortisol, cortisol-ALP conjugate® %3l Ab(ZAD=E
8% paramagnetic]AHE Wtk 2Y 54 HFA3ed F4-3A AL
TA Al AT RAolu 9P AL AAHsl Rl ¥ chemiluminescent
substrateZ ¥ WFAZ H ZFsA.

2) total Ty

Antithyroxine-Ab, TX-phosphatase conjugate ~12]il paramagnetic particle©]
e Aol FH 100uE B ¥WEAIZ | stripping agentE 7hHlo] 4
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9] T4Z AlA8}3 chemiluminescent substrateZ 718l ZAF=w o] vl A4
¥ photone T} x| whilagc”

3) total T3

A 10009] Ti-alkaline phosphatasest antibody T3Z paramagnetic particle
o 29 ¥ stripping reagent® Aol ¥ =3 10,

2-3. A3} HA

Astst 47 Airon 200(Crony Instruments, Rome, Italy)9} #A4AlE
(Trace Am. Inc., Miami, FL, USA)Z ©]&3le] ojdio}l 22 ZAHE 3tk &
3] alkaline phosphatase, Z4, F714 U492 SAM P6ellAl veld § Ue=
FdF59 F44E screeningdt’]l A PP e albumin, glucose(d), urea
= X8 7] I 59 AW dig HAMo R AME-HAL creatinines =
3o 710 AR e W|IlE g0 5oz HAEHA.

1) alkaline phosphatase '

Alkaline phosphatase= 3}, F, B}, & T T ®ol EAlskel, 4y
22 1 ¥x7t 37HE W oo At T wgol JAY dA T
o Jelve] o 3t Aot} F A (carcinoma, rickets, Paget's disease) &
d wx Jebdth Bowersst McComb'™e] wHi& olg3lm o] Ha
p-nitrophenylphosphateS p-nitrophenol® phosphate® B3 ZAAF]= AL o]
43t 410m o} 480nmol A FFEL o W3S o8-t FP3nh

2) g5

Giuie e I SwAAd JA WolAl transport reagent® A-§-3}iL =
A oA e 2Fde F9 F2olsq A5EUS 2AdE EHolnt. 9]
R ZFhe HqF i A JeEdAYd dF QoA o] Fe3l
55 AU, g3ule] FAE #F9 R o3iAM dervAY @ulde] B4
U 3 A, 33 71 A, B ZIglEe diAkel St oE dudn

Bromocresol green® ©]8@ Doumas et ol o wygoz ARglo)
bromocresol greenoll Z2E W FFxe] Aol7t vh= 2L o183t 600m /800nm
oA A

N
-
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E0FSTY T8 89 F dve EFBEFE ystolth o] parathyroid
hormone ¥HlY EdjAle] Wisl T Gyuo wisteh A AA7L ok

Cresolphthalein complexoneg ©]4-& Moorehead and Briggs'¥e] W& o] &
3la]  cresolphthalein  complexoneol Zr&olut vlaulEe] el £-oddA
complexE #F4ste] LA AL ol&d Welch nlaviEe] FFE AA}
7] 913 8-hydroxy-quinoline& YW1 WA whGAlA AAXNZ F Zawt £33
Ak olFA WAE A& 570nm/600me} FFEANA F4 st ALt

4) creatinine

Creatinine?] %% A% 3=l creatinine 59 creatinine-phosphate =
Y QAR A7 Eolth o] & UIZh9] RS 4 IKFY WIS Y
At Creatinine clearance:™ glomerular filtration £%¢F 7] W&o} AR5
o] Qe 2oy oA AALEI Ha A7l 0% ol3tR Ho{A7]
Aol= I W3yt o). Creatinine ¥4Z&l A picric acid®} 83l & W&
WEE 520mm/570mel A Z3skel 7 AsAH,

5) glucose

dF glucosed] WIE Fxu AHDGFT #le] o]l&gth. Hexokinaset
glucose-6-phosphate dehydrogenase® ©18819 glucose7t 6-phosphogluconate
9} NADH=Z #3l=d] NADHO A4S 340nm/380mnoll A &FB=E FA3A A
Z s,

6) 714 phosphate

ol AAe] 80% olde} Qate] Ay At FulE EAT B 77
A Qe FEE M2 yiEE Bl Jn FF Qg TR & By
= A&l # hypoparathyroidism %t 332 viglwl D §45 & 4 Ut ol
AR 9] 7HAE rickets, A 3HE, hyperparathyroidism, B3 §Y ZA-folth. <1
4Fo] ammonium molybdate$} 7 phosphomolybdateE A§Ad3}i molybdenum
blue® W3le Z-E 0|83l MAE phosphomolybdateS 340nm/380nmell A |3
=5 2339 FFsgd’.
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7) urea

¥Z ureald A4 FFL urea’t G A giIAIEolER ol ¥FA 7t
4 & ugwde] B4 @ AN AN TS FeFa o] w9 W 44
o] W3} 7+ Be AFAY, 9k, FE & Usdt

Urea: 23} ureased] 93 ¢rUolst ©@A/NAE w|E3l3l glutamate
dehydrogenase(GLDH)®t NADH7} ¢t®uols} alpha-ketoglutamated] €]3l
L-glutamateE A3A§ch o] Wi NADH7F NADZ ¥H3h= A& 340nm/380nmo A
FBT xol2 s FFA?.

2-4. FAA 2

Systat® program(SYSTAT Inc, Evanston, Ill, USA)Z ol83te 7 &
3] Bonferroni multiple comparison analysis ¥-& ©]-8-3l¢] p<0.05 ©}3}¢1
gade 9yt e Re= Fgsiy.

2l

Qo
=

o}
7}_!@

m. a3 % ug

Takeda ¥} 570 SAM MFHE Aj2o] w3} Ao TE AL /W3t
g A% ZAs wusigoy Suda ¥ 59 AF 10558 SAMS Ri#
P6 Alolol= F9 % (bone mineral density : BMD)oA] &ol7b YeE}7] Al &g
Aoz WAL @M B 48 SAM P6%t SAM R19] background dataS
38 8FHHH 165371A 2 A8 7MA APES B3I

Table 1. SAM R1¢] 34 CBCe #3}

F H(Wk) 12 14 16
CBC
FEF (N =8 (N =2 (N = 20)

WBC(x 10° /ut) 349 * 066 6.80 = 1.33 401 * 040
lymphocyte(x 10° /) | 324 = 062 665 + 1.23 371 + 0.44
monocyte(x 10° /ut) 021 + 005 0.10 = 0.10 023 + 0.04
granulocyte(x 10° /x0)| 003 £ 0.01 005 £ 0.03 001 *= 001
RBC(x 10° /gut) 842 + 029 863 + 058 764 + 018
HGB(g/de) 1369 * 050 1425 £ 100 1158 + 032
HCT(%) 428 + 160 4495 + 321 3987 = 101
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SAM A3 FolM WZTY SAM Rl F#9 CBCY ¥% Wshe Table 1
oA BolFsd 12583} 16538 Alolds EWF wizlyl Qe o] wrE A

Table 2. SAM R19] 84 44 Asts £ Al
= (Wk) 12 14 16

TE

TET 3 3 17

714 14+ (mg/de) 1156 = 016 1241 £ 011 1151 = 030
alkaline phosphatase(U/L)| 5913 = 466 5122 £ 129 5991 = 251

¥ creatinine(mg/dl) 08 £ 013 054 = 013 060 £ 0.05

albumin(ng/dt) 388 + 014 360 + 014 323 + 006"
glucose(ng/d)  |30053 * 1605 25024 = 1605 22079 + 6.4
BUN(ng/d?) 3733 = 238 2626 + 238 2873 £ 100

* p<005 |

# p<0.01

SAM R19] A3}st H4AL A3 Table 20149} 2ol 1653 0] HA dF 4R
o5} glucosed] %ol A3 Ao VeI uread] FEE U4FHRE A
He 202 Btk B ol o]52 T4 cortisol> ¥37} gloyv T 433
Z7tele Ao=2 HAuKTable 5-7). 53] thyroid E&89 Fd AF2 T«

BolA Tye Yol7t deol wel 78l Tau cortisol W3LE HolA
2ot v Fd3E: 9 A7 SAM P6= CBCx ¥istzl 1a(Table 3),
alkaline phosphataset= SAM R1x.t} 12533 16 FHAA FI3] @dise 7
2 Holi(Table 4), 437159 WaE Uehlle 8F creatinined] #: % &
A3 43T ol SAM P69 =3 &4 dido] 125%HE creatinineo]t
alkaline phosphatase®] ZA4 =2 oln] 7lAlgld Aoz ¥ 53 P6= Rlf
Hln ¥ o T4o 452 108013 Z718t 3 tHTable 6).
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Table 3. SAM P69 F% CBCH] W%

&% (Wk)

10 12 14

CBC

16

TET (N =2 (N = 2) (N = 2)

(N =2

(N = 10)

WBC
(x 10° /ub)
lymphocyte
(x 10° /ut)
monocyte
(x 10° /ut)
granulocyte
(x 10° /p0)

RBC
(x 10° /ut)

HGB
(@/dy) 1A%
HCT(%) |4750

+

560 = 271 905 * 271 1460

+

ND ND 14.35

ND ND ND

+

ND ND ND 1.20

+

928 + 059 7.83 + 059 903 + 059 9.06

+

I+

+ +

1.02 1260 = 1.0213.50

2.56 45.30

1.02 14.30

+

+

2.5641.15 2.56 44.00

2711185 + 271
255 830+255
1.80+1.36

0.58

858 + 121
603 = 136
108 £ 051

033 £ 022

059 75 * 026

1.0211.94 + 046
2563781 £ 115

ND : &<

Table 4. SAM P69l 34 Qo] Asist &4 2x

B (WK

8 10 12 13

5

16

14

EET 13 2 12 6 2

18

214
R L
(mg/dk)
alkaline
phosphatase
(U/L)

R
creatinine
(mg/de)
albumin
(mg/de)

glucose
(mg/de)

BUN
(mg/de)

1013067 1085168 10221054 848%l.11

27.78+119 3155260 26.01£1.05** 2555121

047+003 055009 038+0.04** 050+0.05

3731024 3701062  3.29%0.25 3.34£0.36

32914254 3392+648 33041265 44471374

1180242

32.11£6.50

0.3310.

3.51£0.62

10.89+0.72

3068+1.13**

09 035+003"

3564023

3272043221 28869+82.11 462.46+33.52 320.47+474]1 365.06+82.11 200.87132.21

37971648 36.33+2.29

*, p<0.05;, %% p<001(R13} vlx g %)
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Table 5. €4 T3 ¥3t (ng/ml)
(Wk)
8 10 12 13 14 16
TE
Ts / Rl - - 1.58%£0.56 - 14.14%1173 351%150
(N = 4) N =2) N =17
Ts / P6 [11.14+£260 24.15+6.40 4561 +5.67 187.85+134.97° 41.52+0.39 60.69=4.15
IN=13) (N=2) (N =12 (N = 6) N = 2) (N = 20)
* p<0.05
Table 6. @4 T4 A3} (pg/de)
H(Wk)
8 10 12 13 14 16
T
Ts / R1 - - 1.04£1.43 - 164.86+131.70° 28.67+10.33"
T4/ P6 [35.88111.08 108.24140.19 340.20=74.82 458 57+62.09 265.72£2.74 683.06+88.67"*
* p < 0.05 ** p < 001 *, p < 005 (R19| vl A
Table 7. @4 Cortisol®] ¥ ¥3} (ug/dl)
= (Wk) _
8 12 13 14 16
TE
R1 - 027 = 020 - 024 £ 007 045 x 006
(N =3) (N =3) (N =17
P6 1.15 £ 044 094 = 0.14 0.04 £ 0.10 033 = 008 0.79 = 0.10

(N =13) (N = 12) (N = 6) (N =2) (N =19)

*§ AT SAM R1% P65 47 dizdd %§ FoF T 4722 Ursl

4l SAM R19 %8 FoLL

04 Fol AF 45T YEHIIT SAM P69l

NZETE 21Y, 3040 AF F7HE BAX 5§ FALS 4AFH ALe] 371

[ KRR

REFAE ot gelth &, g AL FHle T AN YN

tHTable 8).
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Table 8. =88 FoF SAM P63} SAM R19] AlF W3S 1253 -165%)
FodS

o - 0 7 14 21 30

HX

SAM| UlZF |2843 * 0423020 £ 043 3055 * 054 3081 + 064 3158 + 1.17

P6 [82=5oF|2856 £ 0343031 + 040 3070 £ 0.44 31.08 = 063 3353 *+ 1.24"
SAM| Wiz3 (3139 £ 0273204 = 034 33.00 = 040 3441 *+ 042" 3567 = 057"
Rl |85 o7|3086 £ 02031.88 * 0233290 % 030" 33.74 + 030" 3435 + 1.13"

** p<0.01

SAM R1¢] 7% CBC9 ¥#= 0-30¥3t A9 gl

=
|

oz Qzd

AboldlME Zol7t ItHTable 9). Z2jutk SAM P69l CBC Z3HTable 10)=

SAM R13} ©3th SAM P6¢} A$ =

Soi5tA] 943k wi(day 0) Rtk RBC7F 413
50%014 458 BF (p=0.082)0& R HGB, 94 74%E F718ga HCT
= 2L 3%E JeEdY. &, SAM Rl1¢ %8 FozFe €Wyl gleyd SAM
SFo3ld 7¢3¥ RBC, HGB, HCTY %718 Jehlx

T3 FAAde FAF St 2k

P62l 7
F 2194

O L.
e =88

LIEAY X3t 30U

Table 9. =& FoA] SAM R1¢] CBC w3}

2 =43 & 74 149 AloloAlE

Z7 e 308 FAax <

Fods
Azl 0 14 21 30
WBC NE2F [ 645 * 163 420 = 032 528 = 099 7.08 = 1.06
=8 [546 F 070 508 = 067 59 * 0.75 521 * 091
lymphocyte | 23 | 4656 £ 092 348 = 027 436 = 0.79 492 * 052
=8 1425+ 042 410 = 048 446 = 075 3.80 £ 048
monocyte | HIZEF 1075 + 036 028 + 002 044 = 014 0.78 * 0.26
=8 1046 £ 011 040 = 008 036 = 007 056 * 0.12
granulocyte | A& | 1.06 £ 038 044 = 0.09 048 * 0.10 138 = 035
=8 1075 = 023 058 = 013 040 = 0.12 056 £ 0.18
RBC gZ=F | 816 = 029 849 + 011 858 + 028 852 * 0.09
8 (863 £ 011 878 = 0.10 887 = 0.10 854 * 0.15
HGB 2T (1426 = 047 1414 = 1041368 = 021 1412 = 0.16
=8 (1454 * 025 1444 £ 02013.19 + 0301413 * 0.12”
HCT 2 4156 £ 140 4460 * 1044480 + 1614240 * 040
=8 4453 * 04 4552 = 0574562 + 0544324 £ 087
= p<0.01
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Table 10. 8 oAl SAM P62l CBC w3}
Fod4
22 7 14 21
WBC |[i&#|875 £ 105 1088 * 265 666 * 106 950 + 211 474 £ 0.20
4 1280 * 140 1093 + 089 927 + 099 1274 £ 264 988 *+ 118
lymphocyte [t 27| 5.8 625 = 091 432 £ 055 630 * 206 342 * 053
, =8 (842 + 043 834 £ 078 649 + 066 790 * 132 719 £ 105
monocyte |t 27| 350 188 + 033 180 £ 064 237 £ 079 103 * 023
%8 [250 £ 071 174 + 024 208 = 063 158 + 051 191 * 021
granulocyte| 1 2F( 035 £ 015 030 + 011 052 £ 023 165 £ 067 065 + 029
=8 (210 £ 074 085 £ 019 070 £ 023 248 + 148 077 = 023
RBC |th=#[735 = 082 956 + 016 925 * 008 78 * 072 910 + 0.29
=2 1646 + 087 975 = 009" 945 * 017" 851 * 041 915 * 056~
HGB |[i=#(1232 *+ 1.06 1422 + 031 1436 * 018 1316 + 104 1424 + 054
=8 11133 + 1071464 = 022 1445 + 023" 1361 + 059 148 * 029"
HCT [WZx3[3992 + 344 4820 £ 049 4673 + 075 3915 + 295 4630 * 1.5
=8 (3639 + 3475016 £ 040" 4760 + 071" 4263 + 192 4752 + 1954

A, 0.05<p0.1; *, p<0.05; **, p<0.01

AL AFA AR AANY =89 Bt L BOHEA 2o nHE A
& WgsA 9 FE Aolth B AFdAME A wEA g =¥
242 g2 0 Yol uidl AFERTE U 8T AAHQ Fo7\3te
Az AYAJY F, 89 Hm A N e Foe RV 9
ARE Table 10014 e AAP 37t A8 AST sm 28-S Foidx
15938 538 dehie 2oz Jeygy. ol Alge A$ erythrocyted)
A 7170l 3-4ola AE 7Igre] o 12049 AL AW = gl A
e =g Sof T Z2tHo R UYehe Aow FR90. £ 8 5o F o
350l Aum A RN FAEHE S8 FFo FgHo| A £
U 2 2R718 AA A% 37HES 1480 a8y A4AYA 47 SAM R1
dME A& Wyl gonz ge i A8l 28 A 1 Frd J%
S FAAA HRAFE Aoz FAYD oW AT A BW 8L
erythrocyte®] A4& ZRAA711 12093 FASER 1 oRE & Adoez &
Q5= wsket,

— 413~



14 REWEREFRA AXE A1E A1z 19959

8- T SAM RI19 A5etd 24 Azbe Table 11914 HojFr. 30
A3t H§-L Foldhs BX o4 AN BE F7) 149 Fol UERT ol
t dxzeas 423 Aol7t ok

Alkaline phosphatase?] FX+& 5§ 54 21¥d #FA3de AR Yeyd.
a2}y creatinine, albumin, glucose®] %X+ background Ad3}= g4 <zt
9 F5E Bt 2 o9l ¥ Aol7t gtk :

=8¢ 54 SAM P6el Z$=(Table 12) %8 FAZA 7¢ olF Ca?el
57t Z4n, dxFL alkaline phosphatase?] FX71 145 AAFou
=g FAFE 219E Addaes & Aol7b A F, =80l alkaline
phosphatase®] ZAE ofsiA == A 2ol 1 o9 & A3ehd wses &
Zol7l Qe Ao ygwt B AddA Z3F alkaline phosphatases in
vivo AR JElIE ddoz F2 gtolu FAGA U8k HeF e
W=l ol A= Z9 alkaline phosphatase® A @9t7] wiEd =3}
o 71Ad = 3 AP T TAFGA 2 FAS] HIUA I ARE FAIE
FEG 2y 588 o] 54} FasHE AL JdAATIE ez B

Table 11. 5§ F<A] SAM R1¢] 433t ¥4 43

= O) A~
- FoldF 0 14 21 30
Ca& |dZ2| 1027 * 048 949 * 063 1094 * 057 829 * 037
=g | 058 T 049 043+ 058 88 * 028 803 * 0.38
T714 [NZF| 1105 £ 017 954 = 078 1350 * 129 915 * 07
p‘z::‘/’;‘f)te %9 [ 1146 £ 074 1547 * 2007 1311 + 061 948 * 020
alkaline |tHZF| 3749 * 443 4480 = 141 2960 £ 293 3303 * 1.06
phg%‘?w =g | 3841 £ 170 4103 * 144 3173 + 158 3874 * 161
creatinine [tiZZ| 042 = 006 058 + 004 065 = 007 054 + 0.02
(mg/dt) | 5§ | 050 £ 003 048 + 006 045 + 004 047 £ 002
albumin |[d1ZF| 406 * 013 457 + 021 503 * 021° 438 + 014
@d)) | X8 | 422 £ 013 456 = 024 501 £ 016 38 * 0.15
glucose |MZEF (28440 * 4060 42268 * 40.88 350.74 * 2514 31399 + 1962
(mg/de) | =& |23665 * 1741 41403 + 47.99™ 33606 + 25.14 31390 * 1753
protein |HIZF| 999 + 061 1064 * 061 1394 * 130 1048 * 081"
=9 1966 £ 083 1001 * 048 1171 + 065 037 * 052
BUN |di=#| 5023 *+ 353 3837 * 369 5891 + 918 4680 200
(me/de) | 58 [ 47190 £ 532 4364 £ 455 5508 * 411 3838 * 258

*, p<0.05; **, p<0.01l; *, p<O.06(R1o}] wim G 7A$)
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Table 12. =8 FoA] SAM Pge] Ajglst 2o Ax

E Ql A=
Jp e 0 7 14 21 30
Ca” x| 831 + 046 754 * 057 820 * 041 7.72 * 051 6.85 * 047
=g | 875 039 712 £ 0. 780 + 037 619 * 0267 514 * 054
2714 (=] 850 125 217 £ 093 1049 * 100 1039 £ 126 891 * 023
phosphate |__
(mg/d0) =g 11008 + 063 1174 = 034 1249 * 059° 999 * 052 858 + 021
alkaline |tzZ| 5070 = 58 5270 £ 193 2858 = 2527 27.09 £ 087 2054 + 290"
phosphatase
U/L) g ) 3997 £ 300 4513 + 117 3641 * 179 2910 £ 1247 3351 % 151
creatinine | z2F + 004 Q46 £ 006 062 = 0.08 043 £ 004 050 £ 0.02
(mg/de) =g 0_39 + 004 042 * 003 065 = 007" 042 £ 002 043 = 003
albumin |WzZ| 345 £ 027 379 £ 014 348 * 030 329 £ 027 317 + 010
(g/db) =g | 328 + 014 367 = 008 370 £ 0.09° 336 * 011 312 + 009
glucose [NZF 15542 = 3560 24330 +.2326 240.11 *+ 4500 23840 * 2886 25020 * 1485
(mg/de) =g 121535 * 2222 21099 = 1128 282.14 + 1960 28444 £ 1765 24883 * 1033
protein | RZ| 68 * 028 723 £ 027 720 * 069 666 £ 045 635 = 012
=g | 779 £ 036 773 = 020 746 £ 022 678 £ 021 640 £ 019
BUN f=F| 3776 £ 260 3512 £ 494 3635 * 494 3276 £ 374 2718 * 132
(mg/d0) =g | 3148 £ 292 3190 £ 207 3459 * 207 2810 * 150 2721 = 128

A, 0.05<p<0.1; *, p<0.05; **, p<0.01

Z&2°] Wisle Table 13(SAM R Table 14(SAM P6)oll 8 okso] gl &

9 wxUt F Tk AL W FASI] JEOA T 2104124
| AT v dd A Al mE Fx Wyt AstARt cortisol
Tae 04T FA3e ¢ 2 Ao/t giRovt Te®] %56l Table 135 o)
=8 549 F 21974 30¢4 d2FEUE 84 ¥3 day ORTHE 4-5 W} A5
¥ x5 HQo F SAM R19 tizFE x3ho 7IR13t Tot Asde A
02 o} H§ FolFe U ke AL BZt gy SAM Peel 7
Foli= Table 14014 BAFE 7 o] Ty 2o 309 FAFH FAAT 5-6
Hl S7HRL ole B8 TR Q¥ T Fsol ohel kslo] rIdste W3}
2 ARG F, =371 238 A9l 588 T A& AAAIA K=
A 2t Tz 94 30 & FoqzdMe 35S vady esto 718k 33
A 71s A A9E AARE BAET Tre 4 2] AA SAsh 1
BAEE THET 84 7] BEd 2% F77F 33 715 e 92
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FHol} & Aoz HALh Cortisolg A%-ol %8 T 14937 21de) d<
ey T AR EHAY day O7F AdAe 2 FAH B SAHJACY. 28N
SAM P6ollA EthFo] fddohd a5 ovte I 71 e ZIdst
™ hyperadrenalism(glucocorticoid #thel 7193l R 2= ¥t

Table 13. SAM R19] Hormones?2] 3}

B o) A~
e 0 7 14 21 30
e
Cortisol| 1 Z=3| 072 £ 035 077 = 022 043 £ 021 032 * 005 036 £ 0.07
= 8| 070 £ 014 050 009 077 * 016 048 * 008 102 * 012
Ts |dh2F| 273 £ 122 2347 = 1132° 847 * 267 675 = 1.4 386 * 0.80
= gl 424 111 1950 * 1266 352 * 057 1149 + 255 1851 * 959
Ts |thzF| 3145 * 350 7564 * 3568 8065 + 1559 9507 * 2330 13747 * 3454°
= 914314 £ 938 3599 *+ 1201 - 7254 + 1606 16892 * 3668 20784 * 3483
A, 0.05<p<0.1; **, p<0.01; *** p<0.001
Table 14. SAM P62 Hormones] W3} #
R =3 Q) A
23 T 0 7 14 21 30
i
Cortisol|[tH2F| 082 £ 031 056 * 008 085 * 011 131 £ 029 031 = 010
= g1 025+ 007 045 = 009 108 £ 016 075 %+ 012" 043 £ 010 -
T3 (22| 471 + 060 1416 + 568 1286 + 572 2152 + 455 2874 * 816°
= 811436 + 424 1967 £ 350 2305 * 602 1916 * 559 3438 + 575°
T. |HZz2F]13140 + 4891 26327 + 6580 299.10 * 137.27 531.62 * 156.10 871.98 + 11279
= 2025721 + 8279 30531 * 7219 48553 * 132.32 30451 * 132.32 76365 * 142.88

A, 0.05<p<0.1; * p<0.05; *x*, p<0.001

AEHoZ B APAAE AA, SAM P6ollA SthF 5ol FEEATA T
FEL2 AT I 7Ie A4 7dEe A 2ok EE total T4E FER7)
w7 free TeE& YAl S0l BE3 A Aotk E4, =312 IF alkaline
phosphatasest 8% creatinine®] FE7b AF 12738 FA€th AA, =82
Fo{3A RBC, HGB, HCT7} §o8 % 7dolue] $719t. ol erythrocyte
o] A&l gAsk= A 2oy oo Ui f B A7 dadd. 53 =&
F29 FoA old A¥o] gl ou HPo] Age=A] ATFHolo ¥
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Aolth, A, %8 Fo= alkaline phosphatase$} creatinine®] ZA4E AA E&
@A 7l Ao 2 BRI OAlA, ¥4 Fo= w=shd 7Ilde #Ad 7E

(T8 S7HE AQ e AAANINA Kape o= B
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