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Physiological Changes with Aging

Kim, Suhn-Yecp. R:P.T. O.T.R. MPH. Yi, Seung-Ju, RP.T, MPH.
Dept, of ‘Physical Therapy, Andong Jumior College

=ABSTRACT=

The purpose of this literature revxew was to identify the phystologtml changes with aging.

The results of this review were to follows

We have seen ‘a ‘wide variety of such changes in the cells and in-all organ systems.

1. At least 40 percent of people over 65 will die of cardiac dlsease 15 percent of cerebrovascular dlsease.
and possibly another 5 percent of other types of vascular impairment,

2. The increase rigidity of the thomcxc wall and the decreased strength of the expiratory muscles decrease

the propulsive effectiveness of the cough.

3. The density of capillaries per motor units is decreased.
4. Starting before age 40 in both sexes there is' a shift from an increase in bone mass to a progressive

decrease.

5. Histologic studies show a high age-correlated decrease in the number of Pacini"s, Merkel’s, and

Meissner’s corpuscles.
Key Words : Aging, Rigidity. Motor Unit
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X 3. Physiologic and Anatomic Deterioration with

Age
percent(%)
decrease .
Brain weight 15
Blood flow to brain 20
Speed of return of blood acidity to 83
equilibrium after exercise

Cardiac output at rest 35
Number of glomeruli in kidney 4
Glomerular filtration rate 31
‘Number of fibers in nerves 37
Nerve-conduction velocity 10
Number of taste buds 64
Maximum O, utilization - with . exer- 60
cise .

Maximum ventilation volume 47
Maximum breathing capacity 44
Power of hand grip 45
Maximum work rate 30
Basal metabolic rate 16
Body water content ' 18
Body weight(males) o 12

Source : Shock, 1962
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phages)®] AFo2 AW BBALE F 4 Y
w8 olF )W KE&A AsE stAew, 1=

Q¢ el 787k Wobx Wck(Bowles, 1981).
2@ ol aEAAY dske A9 NEH B
g B2A9E, x99 Rz @YY A
AY Jg5Eo) WRHnE Ml A BN @
o F45 239 dste Ao BYEHE S T
24712 $AYY HEe FEYOE S48 439
5ol 4do] SI7IE ok =83y Fdol 2§
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A¢L = Ago] vpg BuA(secretory system)
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ehtA €d. '

6) ir§(testes) — ‘@bl WA FREYAol
U Axtyg el zashaiz= obxjut A8 testoste-
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e YT 7} FAde, 448 T2, 7.
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obAA ¥}, =A&AA detde A ol(disability) &
F 713 78 90 s Rl BA Y (arthritis) o)

Atk FRY VAJY & FriAE BuiNEA ©

A Y (rheumatoid arthritis) % H&§4 #3d & &
#49 (osteoarthritis) o] 1AL H, FAHe xQIs) A
o] 90%7t AYH tRrol PEyoz AWHY
20% WeldMe AEPE Fe8gn P

W ME F, o 2% 40Ut =718e) bone
mass7t 3 FA57) ARG, w9 PpirE A
A ¢ 12%, ojatolM o 25%7t Yoldrh ¥}
%% (osteoporosis) & FAHETH ofxpelA &8 WA
g3 wolod Yol FAe wFAAUA Aeg
goslE 9o B}

EFFFL A T f¥e UES Sldh M
Yo GHNANN Yehte #3715y 2¥o8 34
898 EstrogeniiZo] Uglolt}, olA & Estrogen
AREZ 493 2 & 4 Aok FUA £9 A2
Y& =N BoHEFolth oRe ks wEUL
F2E9) uns Cadldl R E49 A% AW A
o2, M3 902k FolME (osteohlast)®) 7I%F
Faz A% FHYAY BA, Cas) FHA, vigw)
D 43 ¥4, §4% $5 L $53UL 58 &
% Stk '

wQojANe BESE JH&fso} AR, FE,
Fezo] YA gobAvl, 7HEold ME AFolU o
gof ofa 4 TAECh 00 xAEY DB
gL ARAAM 25%, FANAM 0% ¢
th A3E 53 FT2 GEE o[ FoAY GFd
FGEZ 99¢ 44 e, =8 B F5E
P e k9o BE DYAR(ZxW, RFF )
& BYE3Y w48 AH48AY. FA8S(osteo
malacia) & 4% 2%E BaFSse B4 A 2
F471 27kslol 47 WA Feelnh. F4E ¥
SHENE A2 FANIY A8 BHFSUN)
SAHAY N2 e T Y4 T F4ol v Mo
FEHoE Yojs} BUEY Mo 4L oA 8
QA 71Age ReR Berel A HER DY
AYPE PARE ol 29 bone mansE U H
¥ag AAsE Yolh(Rossman, 1981).

8. 2lgAI(nervous system)e| g}

H(brain) & ABA S $F2A FHE(skull) o}

e o 1500g FAL 71dolH, He & 2R
(reserve capacity) & 7FAZ . %idh. 28y xql9
He 7lE 3499 #a2 ariek $A7 g
Mk ¥ 278} 71FAlolg) dAdAE ofF A
oA WHANE GO Me) BAE M8 4
4® M9} soMmolg vl F 15%7HF gAa9
93 Wrh(Shock, 1962). 1R AAMEE 3
(cortex) #9lolM . 45% 9] ZHAsh BAttn o,
A3 (cerebellum) 8l MEX 25% 9 H42& R,
Scheibel(1977) & /3& 7](dentrate process) 2] i
ANAMES 474 B B280a Sy ol
W= 9l Alof(senile dementia)E YER}ZIE
gk ol ol Ao} o] g HFom
Jletg 7&#;}9_2 Alzeheimer’s disease7} o] e}
he M8y Woit(Greer, 1982). E¢ dxz
7he Wa S davt of 20535 JYeEhGTH(Shock.
1962).

Aty o g xdAe N A AELE(nerve condu-

ction velocity) 7t &l WTk A gk o 47

V= Sx7t Baste] 80Me] o= 30tk vl 10
ZFE =oA oy $¥o] =AXL, P¥A B
Aol AN Eate ¢EE A, 2y A}
a5hge) 28, e, T1oe A4 kB3P A
#AHL Y Hoz oAAACT, IF 80~904 7}
He o 15%7 RA¥ga Pk R AN E
kgiol mel AR 7 Fadcke o) 4
1 AR, x9lel ABY HEAA 2 2482 (lipo-
fusin) e} $& FUSlol F7hsht o] A&7 AAY
Fo] H& Ysle Aol tishAE o} HBe] Bayx A
3 Aok YUY SRS vholo uhe} s,
4™ 4939} Rapid Eye Movement(REM) % 9oj
223 AUNE FAaPoH(Gambert, 1981). 1 3
HE 28 Aol of FUREE LA "y, £%
SA3 s BB &4, YBERY A2,
G AL 27 A7) G 2R AJYAE 2
ANY 4 gy} BB ke 2] x3E W A
folRY o UAsA w3aA "k

9, HAUZIY(sensory organs) Z2(sensation)2
)13

gzggie APy Wds] FFAe ¥l
S71E Bk ZE FHABE 704 o) o) i o=



A% 7se] st &Y. Y3 oE ki wE
#7715 9 dtkele 32H4 2 (sensory threshold) 9]
2718 Bzt jul 4 (sensory irritability)e] a7}
Ak, ¢ G354 ¢e E3 NE HAY gL
FFo) d¢ AFE FANUG. BE kAo Y
AR A2 AAZ T JUNRA 4. fud
Q1 ¥ 21& @ (collateral circulation)o] WA 1,
B rknecrosis) ) F& 8t HHY AgeIME A
2 H7) ol

Gge 2aAvIBe WsPo,

1) B (vestibular) % £FUZ: xUe AYRT

B} EFLAAT P WEE FABG, o T P
e By, =3, AN AA%eH B§d 37
g 2ol of 5 hzte] ZANY YBHoE WA
Ax FRzyel AHL AN o Wol EEAA
gk, .

2) #2134 42 %ol FERA Y& 4ol 7
HAY a4 =74 Su YA gAe &An 7
Wal7)7) ofch. =3 gdE Wike fAYLN
(pacini corpuscles), 12} v}o] X1 {}.{\ﬂ(;meissne_r’ s
corpuscles) 8| 47} A et 1 Y} kU9 FAe
SN, ¢8g dodW F u A Bl ¢
o
DA o) AN xBE =AA He A
29 AL ¥ A2 2AEY9 A3} Yitoloh
20~300 @ AHgel 2FAYE 10~emoln,
d27F Yol@ Hel Gt AH Zojd @FAo]
HojAzz 240 A2 Yol A, 50l 40cm, 60
ele 100cme] PAY F747 veEhdeIAA,
1086). AlZtZR o) HAE OWHE Also} o7}
Bgo] me} RN #FAVY, A 405000
NE xgtol} 2AE 2AsA dh 4 AEge
el SN guRE A AF43
Beag & YA BA 9. olgE 94 £
M7 o] Mg FEHA R37) gojr}, kAL
e BAo 2HE REEd o 29 Age] A
Aoy, 223 Wi oiF¢ Wl AeHe ol
BAEG, xBlo} BE E & @E L] A
7l Relt. '

H3 Z:dol@ HNeel Bt B2e AW (corti
organs) ] W3l K& A 8B UFMES 24,

g9 A4z 9% U4 dA (presbycusis) #
AAR ¥y Past AdYs gAE 2AWch
vold BAE AHRTHE FAdAMN o 8o uE
g, e Y43 sisted Yo F ke 500~
2,000Hz017] W&od xAFM o} Hpel AFe
ddoj@ FASE 89 FAYgRA ¥71E B9t
¢ wrk Woi(Parker. 1969)

5) 6] 2z}l B nZHEY FE FAHE
Aoz ¢aA fou 4 3PHANE 23z
t}. 2Lt Shockoh oi8tdl ol @ =gl wel Pt
taste threshold levelo] &7} ¥the A7 & UG
njzte] taE 49 713@ WHAG. 1
xEL BRE F =AY, =8 dsgo] 4
HERE =L © £4& Wol amsn ge
S48 Ay A%l YU
e F 2:xqdd FRNAE o A AX
$ate Hog gaA U =W 18 Fae 4
&§ FEAUG. olzig ¥4 vz} Yoz
PP @A 7] MR F A BAPFe =
EREIE W}

10, SN (immunity system)2 28}

o] g AAMA Y F sl A7l
e, Qe ¢l AFWR Yk o8 1Y =
ol Belatol. s ALMAS FHFEA wE
AL} Y g Holng xAddH sloiMy
#de oidolnet o NyAojPdn FFech Y
AE & F xdie] @ gl e} Bato] F7Hate} A9
ZAg AAHA $3A gol wet A7 A ARl
Z718A Box 3380, 19 e BE ga
HagE MRy FgolAR, AXHAY, WE
WA doyhgol R vehunl, A gy
A& YeRE & 4 UcHBowlers, 1981).

ma e
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wile] Wahg e st =3P ool XY
AZEgn § 4 ed, 5007tAE FHsid A4
23l Yy Ag AFHL A2, 60~7049)



ANE =27t FASS =RULTH AP} FRo]

g8 9§ 4 UA S 704 ool iy
ZHE 4ol FAE HAE & UL 804 o14s]
DRFANME edhof o8 A7) Jigol H&vlg
WR(PR) AEE FHEHAEY, 1989). U
Yo w2y 75492 =2 el =20 UWNE
Holn w2l@ Heg FHd,

Azre} xof wE UMY JJRAY F2 WRE
nYE e (RS NEE & & UEd oE
A YAHEED YR Y et Aolg @
¥} ke o dAulag A

SHAZE $95s AskE & 4 Ut H4YY
AN dAER, JEN YA Y PAEF
9 AAuhg s Ago] RUNHA M 2 AR FHo
e Aol g2 vepdrt

AdAzE n8Ys A%z 23] PN, He
T= Aoz dstal 5o AUANEW el
U2 Fobrlaie AA88Y s5o] Astuy,

W2 YNE SR} Y T8RN g
AL Ed =Yoo}, o] 58§ H LYo} Hi=d]
ol 7159 N&g 7ALA ¥ 22z MAY W
$E2 2379 A2 YA FLoZ AR(HR)0)
Fol=Ed e ¥Wrlst v 2% WES} A4S
o 8 AR} T7le ST BP9 Aol 4
At ole B3 BF23 Y, A%, 24 5 Aoy
Fao) o8 Yolvg.

oA o] RE 718A B A5 (reserve ca-
pacity)o] ZaSE A& # 5 YUk, VAT I
Folt AN, Yoy zEdaN FH4E 4AY
& Stk 7I@AEL AEHA) g V3 BY
Ao BAS o8 FAe] aFHD w9 Y
F3e vBojHoln UYWAY PHoz wBBAAE
of717] g YA TA”T '

AB7AA Aol Hold ¥ wsso] 7he Fote
WEE Yolusith oEE WhE AA Wyes
AzZtel YouE AAY 4 Y Holnz ¢t @
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AN Folt WYg Nifsol HYH L hg ¥
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