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Table 1. Sleep quality evaluation.

PSQI-J

Sleep quality

Time to fall asleep
Sleeping time

Sleep efficiency

Difficulty sleeping

Use of sleep inducers
Daytime difficulty waking
PSQIG

Before

2.0 £04
20 £09
1.7 £0.5
0.5 £0.7
1.3 £0.5
0.0 £0.0
1.5 £0.8
9.0 £ 17

4 weeks

0.8 +0.6**
0.8 £1.0%*
1.0 £ 0.8%
0.1 £037T
07 £05%
0.0 £0.0
0.5 £07%
3.9 £ 2.1%*

Glycative Stress Research

p value

0.006
0.016
0.011
0.059
0.034
1.000
0.026
0.005

Results are expressed as mean + SEM, paired t test, n = 11. PSQI-J, Pittsburgh Sleep Quality Index (Japan version) questionnaire; PSQIG, PSQI global score;

SEM, standard error mean.

Table2. AntiAging QOL Common questionnaire.

Physical symptoms

Tired eyes

Eye pain

Stiff shoulders

Muscular pain/stiffness
Lethargy

No feeling of good health
Easily breaking into a sweat
Mental symptoms
Shallow sleep

Difficulty in falling asleep
Pessimism

Inability to solve problems

Inability to sleep because of worries

A sense of tension

Before

3.3
1.8
3.5
2.9
3.0
2.8
1.8

4.0
3.5
2.3
2.2
2.9
2.5

0.9
0.6
1.2
1.3
1.0
1.0
0.9

0.6
1.1
0.5
0.8
0.9
1.0

Data are expressed as mean = SEM, paired t test, n = 11. SEM, standard error mean.

Table3. Anthropometry.

Height cm
Weight kg
Body fat %
BMI —
Blood pressure (systolic) mmHg
(diastolic) mmHg
Pulse /min

Data are expressed as mean = SEM, paired t test, n = 11. BMI, body mass index; SEM, standard error mean.

Before

164.23
57.71
26.87
21.35
110.4
70.4
63.5

H+

H+

+

+

9.65
7.10
7.03
1.22
11.6
10.6
9.2

(4)

4 weeks

2.6
1.4
2.6
2.3
2.1
2.3
2.3

2.9
2.8
2.6
2.1
2.4
2.5

137
0.57
1.2%
11T
0.3%
1o¥
097

0.8%*
0.9
0.7*
0.7
07T
0.5

4 weeks

57.69
27.11
21.35
105.3
69.3
68.3

6.97
7.16
1.21
13.2
14.6
1137

p value

0.052
0.059
0.014
0.085
0.020
0.084
0.096

0.014
0.071
0.046
0.655
0.063
0.763

p value

0.898
0.396
0.882
0.170
0.623
0.060
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Table4. Blood, urine, salivary examination.

Blood chemistry Before 4 weeks p value
AST U/L 211 £ 6.5 19.5 = 3.6 0.295
ALT U/L 16.8 = 8.2 18.1 = 6.1 0.411
v-GTP U/L 17.3 = 11.8 17.9 = 10.0 0.490
ALP U/L 207.1 = 31.3 193.6 = 27.7% 0.017
LDH U/L 171.5 £ 41.5 161.3 + 30.8 T 0.074
CPK U/L 135.2 = 112.0 849 + 209 0.142
Uric acid mg/dL 4.68 = 1.49 4.65 = 1.20 0.871
BUN mg/dL 13.5 £ 5.0 14.1 = 4.6 0.630
Creatinin mg/dL 0.70 = 0.11 0.71 = 0.08 0.620
Na mEq/L 1415 £ 19 140.5 £ 1.4* 0.019
K mEq/L 397 = 0.29 4.17 = 0.30 0.153
Cl mEq/L 104.1 = 3.0 105.1 = 2.0 0.128
Ca mg/dL 9.47 + 0.44 9.33 = 0.26 0.152
Fe png/dL 111.5 £ 309 116.3 + 48.0 0.706
Total protein g/dL 741 = 0.52 7.31 = 0.24 0.386
Albumin g/dL 445 = 0.34 4.37 = 0.24 0.377

Oxydative stress markers

(0N mg/mL 348 + 7.0 323 £ 57 0.107
AP umol/L 2681 + 327 2616 * 255 0.481
AP/OS ratio - 79.1 = 14.6 83.1 = 15.0 0.137
8-OHdG [creatinine-adjusted, urine] ng/mg crea 8.30 = 2.66 779 £ 1.68 0.405
Isoprostane [creatinine-adjusted, urine] ng/mg crea 2.40 £ 0.72 2.46 = 0.75 0.848

Glycative stress relate d markers

FPG mg/dL 88.5 + 84 87.8 + 54 0.817
HbAlc [NGSP] % 5.31 = 0.23 5.19 + (.17 ** 0.003
Total cholesterol mg/dL 225.4 + 371 2314 + 364 0.496
LDL-C mg/dL 133.6 = 31.3 139.2 + 28.7 0.391
HDL-C mg/dL 72.5 = 12.8 74.5 = 147 0.465
TG mg/dL 757 = 31.8 76.6 = 30.4 0.880

Hormonal examination

(Serum)

IGF-I ng/mL 136.5 = 48.5 145.8 + 542°F 0.083
DHEA-s pg/dL 166.5 = 85.9 143.6 = 79.1 * 0.017
Cortisol pne/dL 9.75 = 2.04 822 + 185% 0.025
Cortisol/DHEA-s ratio — 0.076 + 0.055 0.073 = 0.046 0.563
(Urine)

SaMT ng/mL 29.0 = 194 27.1 = 157 0.484

ng/h/kg 194 % 7.6 182 92 0.513

Data are expressed as mean + SEM, paired t test, n = 11. OS, oxidative stress; AP, antioxidant power; 8-OHdG, 8-hydroxy-2’ -deoxyguanosine; FPG, fasting
plasma glucose; IGF-I, insulin-like growth factor-I; DHEA-s, dehydroepiandrosterone-sufate; SaMT, 6-hydroxy-melatonin sulfate; SEM, standard error mean.

(6)
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Table5. Immunological assessment.

Peripheral blood Before 4 weeks p value
WBC /uL 49727 £ 1496.7 4381.8 + 1340.0* 0.033
Neutrophil % 58.40 = 8.64 59.52 £ 541 0.520
Lymphocyte % 33.28 = 7.81 32.23 £ 542 0.425
Monocyte % 578 = 2.37 542 + 1.22 0.443
Eosinophil % 2.01 = 1.06 2.31 = 1.27 0.280
Basophil % 0.53 £ 0.30 0.53 = 0.31 1.000

Inflammtory reaction
CRP mg/dL 0.0457 = 0.0660 0.0318 = 0.0425 0.228

Immunity evaluation

Immunity Function Score - 16.1 = 0.8 156 = 1.1 0.257
T cell score - 22 £04 20 =04 0.157
CD8+CD28+ T cell score - 2.1 £0.3 2.1 0.3 1.000
CD4/D8 ratio score - 1.6 = 0.7 1.5 £ 07 0.317
Naive T cell score - 2.8 £04 27 £0.5 0.317
Memory T cell score - 23 £06 23 £05 1.000
B cell score - 3.0 £ 0.0 3.0 £00 1.000
NK cell score - 2.1 =£0.3 2.1 £0.3 1.000

T cell CD3+ % 69.65 = 497 70.73 + 6.31 0.395

B cell CD20+ % 19.44 + 597 18.36 + 4.04 0.201

CDA4T CD4+ % 50.62 + 7.34 5191 + 6.65 0.378

CDS8T CD8+ % 13.49 + 371 12.66 + 3.31 0.162

CD4 subsets Naive T % 44.12 + 11.36 4428 + 9.02 0.884

CD4 subsets Memory T % 55.88 = 11.36 55.72 £ 9.02 0.884

CD8 T cell subset CD28+ % 7178 + 15.41 70.39 + 12.12 0.541

NK subsets CD56+CD16— % 299 = 2.25 275 = 1.30 0.526

NK subsets CD56+CD16+ % 10.82 = 6.24 10.55 + 3.87 0.870

NK subsets CD56-CD16+ % 0.18 = 0.09 0.29 + 0.15* 0.020

Neutrophil /uL 2780.7 + 1288.2 25549 + 931.1 0.354

Lymphocyte /uL 1732.3 + 370.6 1646.3 + 402.0 0.137

T cell /uLL 1208.1 + 285.1 1158.3 + 275.6 0.122

B cell /uL 341.8 = 1440 310.5 = 1239* 0.044

CD4+ T cell /uL 885.5 + 2751 856.8 + 239.0 0.274

CDS8+ T cell /uL 236.4 = 92.5 210.6 + 8897 0.093

CD4/CD8 ratio - 4212 = 1.894 4.451 + 1.585 0.297

Naive T cell /uL 373.0 = 83.1 373.5 = 102.0 0.972

Memory T cell /uL 512.5 + 258.6 4834 + 184.2 0.296

Naive / Memory ratio - 0.865 + 0.438 0.842 + 0.342 0.533

NK cell /uLL 181.0 = 96.0 171.5 = 68.9 0.775

CD8+CD28+ cell /uLL 164.0 = 65.9 146.6 = 66.3 1 0.074

Data are expressed as mean + SEM, paired t test,n = 11. WBC, white blood cell; CRP, C-reactive protein; NK, natural killer; SEM, standard error mean.
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MEARREEIN T ChHD (2T b= ] 2 [HEFRIVE V]
[cortisol] (. H 4 DHUlNkiES & BRIZHB L T 5,
AT N VAP LIEH . SRR e EH AR b
TBY. BERVE LERMA., BN S 2 IREEIC
BEOTERIATERD SA1. 25 DIV E I Buiniae % £
DLEZLNDL, T2, cortisol [T7WAY) X LI HNZH)
v EH S L CiRmERED LA, KESIVE SO
SUIRIEEAZET 5B . KOS & L H o5y
WEAR N LEEH LT, PUNEIERICEN L EEZ HN
5o

BOBWIERZ LA ETAT V2V RUOBERIVE Y
DFWEDEINL . F 72 cortisol DAY X LHHEH = b
T, PUNEIER S ON L EEZ b,

BEORWIERAZ & 5 2 LA, fEHFG % EIX T fiko—
DThbLERZ LN,

HEMRFE ] 35 & OF SAS EHERF ORI OWTIEZE T
YADQTERMPHET L IS ORI )RR IS AE
EOBEDPTRIBEENTVRDEH, TDANZALIZDOVWTIE
AR HZDL v SR OB T, BEIRO B OUEEIE,
PEACHHERE © HbAlc O F 2T (FifH 5.31%, —-2.3%,
p < 0.01) 253® 5172, HbAlc 1k 3 ~ 48[ o FI4 i
W E T %, EEOLAESELU LRI ) i
FTHEDHR—HEHTH Y. 20X RIS E SN2
REED R (He1T1X AGEs Elaz A 2 €2 Z L IR T &
57259,

Z ZTIIHER & OB EIZ>WwWT X T b=, GH/
IGF-I. 2 F L A&V E ¥ D cortisol & DE#E N 5 EET 5,
NS IPUNEGE S OB 2 SRRSO H A N L A B
WRVERIVEE L THEHSN TS,

* XFbhZYy

AT b= OBERERHANOREIZ OV TIEW O
HEDH Do BERATIX T+ = ¥ Z%HE MTI/MT2 X Gi-
protein % /i L CHIFLP cAMP % i <&, S HMEE A
YA U RIS 2 HANAEH T 5, —HTAT R
=V ZFEMRY 7 FIViE. cAMP &% 1% phosphotyrosine
phosphatase it #3252 & TA ¥ A Y ZHEED )
Y EEAL 25 L3V, & 51213 phospholipase C/IP3 7% A
v x A BEHAL LT Ca g F v EMBENANE RS 52 &
Ty RAEIINIE A 2 A VNS % 30, EBR I
RIFT v MZAT b= 2535 &b o TG, #E#ENR
ik, TCEASCLE. & 6 ICHEEIEEN T -o (TNF-a) 8
7550% KT L7z, OISR ERGIBRT 5 L 1~ A
D ARBUHEAHIR, WA VA VIER R L. 2 BRI
RS 23, v b CIEERI S BRI AT b=
&5 L3 THDL-C ® LA SHE SR Tn 5,
A h=1% AGEs %+ 5 2 & THLA ML 2%
BT 5 %E 2 2L w59,

Ll OB TIZR T SaMT 1213 H B 2 ZLidiEo s h
o7z HbAlc DUFEIZ AT b=V O GI3/hE Wk
EZON Do SR OWHE OFIHFE49.8 £ 6.5 TH Y |
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C DR DOE D E DR FABERES T L T2 D5,
AT = VAWEEINC RS D A A D9 TIE
AHTH %,

e GH/IGF-I

GH/IGF-1 A& &)V E v iapE e b 28 % XT3, GH
VASIRE FAVER A S O o R IR IR B o B R 0 720
WKEIBENS, GHIZA v A VEZHEIKT &1 555,
IGF-1131 > ) v g2t LR 5453, BAR GH K
ZIEEE I EME O GH #5- %17 - T Ik, HbAle, A
YA VR ZE L v EE 2 5B,

I D O ER T I IEIR O & OB 12V IGF-1 ¢
HEIZEFO, SHORBIZHE TS EAEAIEO SR
720 IGF-1 D53 TiHEZ A ¥ A) v &M % B3] REME:
DY SRIOERBOUFIZEOREFS Lzrico
WTIEIAHTH %,

* DHEA-s

MEROEIZATOA FRRIVE VIS HEEE RIFT, —
WL IR IR 0 B O T2 I DHEA-s (2T 3
5340 50 UL LD 6465 ADOFHA TR O EKT
% TlX DHEA-s (& As, HERFEH & o B IE 7% 20
724, LTI R ER - DHEA-s (MBS b 40,
DHEA-s I3 —B O BriRAHIC X 0 84 242, IR X
HbAlc, TG, TC & IEOHEA S % 72%. DHEA-s L i3 EH D
FARSIEDSZED H D & D HiEDH 53

DHEA #i7el2 2w Cid, BIROE AT 5 & o
bhiuE, HBRFIES2C LI HED H 54, DHEA
AR T intracrine JEFICE D ZA RSV F — LT
M AT O NI—EER SN D DS, B SN D EA TG
ENHY . FOEN L o THEROEIZ ECHEL LY,
INBLDOZ L EEETSHE, DHEA-s M2 PE ) HEIRO
BOMTFIZL )BT L5, LFA L AIZEEE L THm
THIET, AL AKRVES E L THREZ R LTV
HEHICHR B,

S RO R TIE. ABR O I X ) DHEA-s DA &
AT (-13.8%, p < 0.05) @B O SN/zA5, T
ROEHILEL, LFARNL AL V)R- 7255
DHEA-s {22 % i3 12 BEE D % 2 511 5. DHEA-s
A A VIRPUE A U E SR AERYD 5 D5, SHOR
E% i3 DHEA-s 5% L T\ % 0T HbAlc T IZIZE Tk
LTwiwy,

* Cortisol

Cortisol (/i T HEM D 5 73 S AL 5 BB B BRI R v €
>~ (adrenocorticotropic hormone: ACTH) O il % =1} C.
B 7 5 b S b o ACTH/cortisol SR I IZARM R
WX B HHNZEH2H ). ACTH & cortisol (& F-5 75 5
BHE2TTEMEEZR L, T ~BHEIIREE b, 7 v
v THEBERE L cortisol FMTLE R IRETH B0, £
DFWZET F 9 25 Wil (DST) 2%7bits,



[4 BRSNS | R 2 o Bt — 77> 7 OV ERER

BEECTCTII Ay (FARuYy) ZWRIRT S &, f#
HHETIIEHPAOMP ACTH IBIE X IEF OWA12I12ITI35%
ART L., cortisol EEDRAEE %0 —TH. v
TIEERETIE, X AF L) ACTH 2T &+
Td. BIEHES DS 1% cortisol BMESN B 72012, EEAD
I cortisol i EEAY S il % 7R 37 SAS & A 3 2 JILimi Y 2
TS R B 20 %412 DST % JifT L 72458, 5% (25%)
Y DST B 14 T, % 5 09 F5:5¢ B L -0 % i (continuous
positive airway pressure: CPAP) 2 X % &2 & % DST
ZREMEIE L 72 %,

FHilfTo Y 7 M & AR cortisol & AT L 7245, %
8% 2 0 H oIl cortisol 1&. ¥NBERMETHNY X240
MR L) A B EEE R L7299, cortisol 2 E P T
RNIEET & FEIRIC & - TR S TB H . [ERIZ cortisol
W EIEIICERT A S, EEBBIZBITS
cortisol FFHIMERDSEE SN2 L ICL o THELLEE
Abhb,

A 2236 (FE#20.8 + 2.1 %) AR E LT, WIR
HI 3B & O824 B o Wil £ o0 M3 cortisol %t L 72 #%
. cortisol 1 486.6 + 102.1 nmol/L 2*5 508.8 + 89.5
nmol/L ~OFE % LA EE0 2, $hbbEiiRIZNE
A ML= LTHERT %0 HEIROE O T I85E%
BEENL, AREA MLy =& LTHERT 200 L
Wansd,

MEARREE 2 1) EAE T b ¥ — MR £EH I2 B A5
TI&. AT (KBERE) 13 cortisol Al CHEEER: (1G#H)
EEALTWA®, LHANLAHNREOHEICIE,
IREEEIC X 2 HE) X2 OFELIASEE T cortisol 47 D%
B LD TIE R, WRRAROEOIHIAAEL 5720
cortisol Z3-WAAMIH] S AL, (HEIFEIZ XD cortisol Z3 2SI
LzbotEZONS,

LA N L AOFHIGFT %12 cortisol. DHEA-s O Ifil Hii
JExE VD HED S S cortisol IZLHA ML ADKE S
Z kL, DHEA-s 1ZA M L A 2% B3P0 % 4 %
ZEMB, A ML AT U A% cortisol/DHEA-s . (&
BV Z o) TElYT A Y. 4O T I cortisol
DAEBELIT (=15.7%, p <0.05) ZiBDO720 ZAIUZMENR
DEDOYFEI LT A ML ADHRF S L. cortisol 47
WEHI SNz B EHERN SN S,

DHEA-s "H B2 - 722 & (-13.8%, p < 0.05) &
A D LA 2PN E o722 & 2 S %78,
NETA DML AGAMIZ &) MAEMIZER L w72 DHEA-s
fEAS, A b L AWM AR S AL CICICEICR - 72 L R T
& %, cortisol, DHEA-s Oij#E A3 FEALEE R > TV 5 DT,
A ML AKNVE NG 2 AD cortisol/DHEA-s I id 4
BB A NG o720 FAKOZLIZT AL X4 F
Y RGO L — 7 BT Bl% S, DHEA-s 4
(=15.1%, p < 0.001). cortisol #4> (-22.8%, p = 0.002)
% @8 7273 cortisol/DHEA-s A\ (p < 0.1) %
HHTNE 0,

Cortisol (2 (X Mk EFIER. A > A1) VISP TCEEM

-
—
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Nd b, A cortisol 15T KT L2 T, £ VA
) EPUEEASEE SRR, ARSI SRR, HbAlc
DETIZEBL TW AT RS2 H 5o
L abpasdiok ey

Ar18] O 9% 1 O FEMNE RN O J5 ik 222 125t - TEHMIE L
720

T #fifa%. CD8+CD28+ T #iffa%i. CD4/CDS iffilid .
FA =7 THIRE. 1 — 7/ 2% THlEEIL., B,
NK Mg A a3 71 Bai % T B Zid e 2o
7oo WIESOETHIETH D HRIEIA 27 LR 16.1 £
0.8. 4% 15.6 + 1.1 T, #BHIZE CTHERZ LI 2 h o
72o WIND 5 EEORIES 7L — ML T EBISE Tl 7T
PENOUE S KB LE] L SNDEMETH o7,

FUEHHZ RS &, HBRAIR CHBERENERD0
3 NK Hiig 55 CD56 -CD16+(0.177 + 0.093% — 0.291
+0.154%) & B g%k (341.8 + 144.0 /uL — 310.5 =
123.9 /ul). AEMN %D 7-01d CD8+T #ifa (236.4
+92.5 /uL — 210.6 £ 88.9 /uL) & CD8+CD28+T il 1
(164.0 £ 65.9 /uL — 146.6 = 66.3 /uL) TH -7z, Bl
R AEIIT . CD8+T Ml b IR T2 R L7z,

NK A & 7 4 )V 2 & G Al i <0 B 955 Al e & a8 5
e, TNo e RET HMH 2R3, NKMliZiE
CD56+CD16+., CD56+CD16—-. CD56-CDI16+ ® 3 i
DT 7N —T W %53, CD56+CDI16+ i i o
NK #fifa. CD56+CDI16— fifldix/$— 7 + V) Y EDHME
RGTHHA N A ' RGN,
CD56-CDI16+ #Mildlz A TH £ DRI 2 FhbT
Who S OFERTIE CD56-CDI16+ A2 3BT 0.177
+0.093% H 5 437 0.291 £ 0.154% ~HEIZ¥IN L 72 (p
<0.05): TNEIBOTELVWHRETHY), I T TICH
HED v MEIROE A L 7-REF. CD56-CD16+ #lfig
I L 72T REMED S % o

CD56-CD16+ NK Al fg & & H 12 2w Tidw <D
B ESH B, v bHRIEAREY AV A (human
immunodeficiency virus: HIV) DGl L - THERE S
N5 R RESIEASFEGERE (acquired immunodeficiency
syndrome: AIDS) ¥ Tk, CD56-CD16+ NK il i A%
WML, WEEL T 52 5, o TEIARNIEA R IE
BREOKRTICHSG T 20TiEEVW R LEZ ONTELY,
L7 L AIDS 128 1F %2 NK Al & MAL B E 13 Ak L
72 CD56—16+NK ME 2SR AN 5 20 5 Tld e v & Ok
BUEH LTV, oF ) AIDS B#H TIEIEHEER
CD56—-CDI6+NK i 133 2 T\ % 25, iR CD56-
CD16+NK fiffgid kL TH 0. 28 NK Mlgskpe
EDFHRTHEHE NI EZTH D,

IR 5 284 TS 5 20600 9 D A B ey P T CD56—-CD16+NK
MAL2SBEIN L Tz b oG d 2 o RREFTIERE
PN & BB OFE R, SERDOEME & & 12 CD56-
CDI6+NK MifafAs» 72 & LT\ %, HOREEERED
—DTdh L EIEMBEIEIZBWTIE, HIEFEREDSTTAEIRE



IZdh b, ZZ12ix CD56—-CD16+NK a5 255 5- L
TV 5, S 0P 512 L ) CD56—CDI16+NK il
B L7z EHEMSI NS,

NKp46 % O NKp30 ZZRMHEIC & % IFN-vy FEADKE
2L % BiEE L 7245 . CDS56—CDI16+NK A 135 1% 2,
4 W[ T IFN-y % #EET 5 %%, CD56+CD16+NK it o
IFN-y BEA X I6 B DETH 5 2 AR ENTWw 5%,
CD56-CDI16+NK #iflu s B IR GIE O RIS ICEE TH
LHELTwb,

L [H O FRER TSI RED B 5 cortisol 25H BT
BLTBY ., AT TR, CD56-CD16+NK
FaBahstgimL 72 & £ 2 2 LB L9\ ZALIC X Y i
SNTWAHRRIEN 2 RE S5 HICER Lz & b
%75, CD56-CDI6+NK Miffd O o &Iz o Tk
SHRORETH 5o

KIZ CD4 & CD8 IZDWTE59 %, CD4+T fllfiid e
FORIERICB W TEEREEHZ R L. CD4 M. Th
HAE. T4 M2, ~u = THRLIFIEN S, Zofilzo
T ENL CD8+T ML (VWhwsF5— THllE, L
MG EE THINE) % & oo fERMiIc sy 7+
ZkDHIETHY, T LD EEILL 72 CDS+T fifai
JEGANE 2 BT %0 MG O HIV-1 &4 8% 2 524
HIFEHE Tld CD4+T Ml 8. & %13 vk
REICKR D L 5o i L HAT A& A R LR 3 < & b,

B #IA L Cid. CD4+T #llaid B a0 sE s o7
) AL, CD8+T Mgtk rury viEk%
4 %,

T (L CD4+T M3 %L - 500~ 1,600 /uL. CD8+T il
fa %t : 300 ~900 /uL. CD4/CD8 It.:0.6~2.9T# 2%,

CD4+T #ifia#ix AIDS i OHEEL L THW 5N S,
CD4+T Mg %A 350 /uL % ¥) % L iGH % 215, 200 /ul
%Y - 72 HIV BB 12 AIDS £ 2 & b, CD4+T
MBI OB HEOGRIERFMIC L AV 515,

CD4/CD8 Itk CD4+T i & CD8+T #ifgd /N7 > A
ERTIRECTH b PEREREIX CD4+T Mg & CD8+T #
HaASEY) 22 8T » AHEILT VB DS o & b AR & B
fE3 %, CD4/CDS8 AT LB A N L AR 0 5 L igd L.
T & & LI 5,

A lal O A% F ik, BER AT O CD4+T #ll 2 4% 7% 885.5 +
275.1 /uL CIEF BN, CD8+T Milu%iA36.4 + 92.5/
uL TR R, CD4/CDS H7%4.212 + 1.894 TR R
WE ) % 52 720 CD4/CDS g, AEZEIEI VWL DD,
4212 + 1.894 75 4.451 + 1.585 & Hihn§ 2 72 HERS L
TBY, LHANLADE DD o 2IREDP S SN0
BINCER L72 L B THOFIBE LR\

B Ml %25 i BT 341.8 + 144.0 /uL 2* 5 4 % 310.5
+ 1239 UL 12K LI L < b2 b R, SNk 4
K912 WBC BAE B> TB Y . k¥ - ) v/ 58k
BOAETE VL OOZOHKIERH L TWwW5, 40l NK
MR D2 b2 & A CHRRIEREDS LA L2 L P
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. ORI B Mg O MED K- 720 TlE R
EHEIL T 5,

EA
3 Gl

BEOERMEEY*HET 2B 114 (51.0 £ 6.3 %)
X RICHBEEO 4 BEMICHER T A/514 0 v R
AT o 7o#E R BEIRBIE O B RAEROUE, Mgk
W4 ¢ WBC @&, HbAlc DA, FVE VR TIE
IGF-1 L5 f#]1). cortisol i & DHEA-s {X T % 86 72,
Cortisol & i, MEROE DY VLG A b L ZAH
WL7zZ &ML TWwW5b, F72 cortisol 1Z4 » A VKT
PxITTHE S &5 2 L2 5. cortisol AN IMBEZALIZ B UF
W 5725 L HbAlc DX FIZEBL L 72T R S % 6

TEFRIE TIE B Mlla o4, NK MRSz B17 %
CD56-CDI16+ g D3 % o 72 S IEEEIL A b L
ATERE DL LFRD SN o 728, HEIRO Y OUE 12 fE
9 GH/IGF-1 2RIV E VW DeLE, A P L AKIVEY
DINT ¥ AR E NIz FRERERERHE < I1X NK i
53 CD56—-CD16+ #fllfld 0 %38 % 52, HIARTIE OB
5 RBBFBRGE CEE RS S Nz MEIROEOUEHEIES
CD56-CD16+ Ml MO BEHIZOWTIISHDO E 5% 5
AT DME T2 B o

I
RIFGE L SCEH R = A BT e B (#26350917) &=
1720

Mt RS
A D TR TS & Y S 1 72
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