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Table 1. Energy requirements of common
Fo Ao HErke ulad Holn w glgalFap|Te) A
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Aol &wke] DA AAAQ AAo] 52 Estxn o}
Activity Cosft,eirn Iggﬁr,g;s F QA A gelx] g § A IR, =g
hemoglobinopathy 7} ¢lom 7 ZHApubde]  web4
REST AND LIGHT ACTIVITY 50~200 AA el G S == A 9ot don® Folsieiel gl
Lying down or sleeping 80
Sitting 100 3. Patient care setting
Driving an automoble 120 4k, b 54, 7hSe @27k W85 patient
. Standing 140 compliance £ & Ea 24 53| 4lojanlo] £04] e}
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MODERATE ACTIVITY 200--350 A o] o] 44 % (ideal body weight) 2 £ w3l 512}
Bicycling(54 mph) 210 v} NIDDMol| 4] ozt ol = zubsioz 4 o Ak 29
Walking(24 mph) 210 fA % AL e QA AL Fasieln w1
Gardening 220 th AAzA 2 AT TFu4d) AP A gt by
Canoeing(2+4 mph) 230 ol lor, AT T AR dgg A
Golf 250 Foll dret4 S dgd B 80%7tx] Fo 5 glucose
Lawn mowing (power mower) 250 tolerance 7t 7451, Fserss] 42 Fo Solo) w
Bowling 270 2% hypertriglyceridemia: & £7]7} 52| gow, o
Lawn mowing(hand mower) 270 3le FE2]o] ¥4 triglycerides) cholesterolo] =315
Fencing 300 Aete 2ast gob v EgegatsldA g5 A 28w
Rowboating (24 mph) 300 A ALl 50~60%% P utaz slw, 12-20%6S g,
Swimming(4 mph) 300 IR Ao zA A A% A4 10%0He ¥
Walking(34 mph) 300 sxukal, 283 10%% 53 polyunsaturated fatty
Badminton 350 acidz stgieh. A3 =g BFnge] Be F8S ux
Horsebark riding(trotting) 350 m, Afae] B S4L Ao Haw ot T
Square dancing 350 B4 AN AA Ante A2 dvistee Bust @
Volleyball 350 A Age b4 F )3, guary} pectin 9
Roller skating 350 A4 4L 2 FFE A0 24 glucose to-
leranceE %714 7)vt 3 £9 593 maturity onset DM
VIGOROU? ACTIVITY over 350 AL Do Ao 45 3 IDDMo AL aledl o
’g?::l; :einnfs 360 THE 47 Brk ohz)l €4 triglycerides] cho-
gging(hand shovel) 400 lesterol % & z44) 7)o},
Ice skating (10 mph) 400
Wood chopping or sawing 400 5. +%94
Tennis 420 gzl 2 Ha gt B4 £5E 717 gl
Water skiing 480 ucose®] &v]7t AA4ntE Fots 3 Qlgwlel A uks
Hill climbing(100 ft/br) 490 Z7F SokEe] g %L 347G Lest glv)h of
Skiing(10 mpr) 600 SR Gze] & AR Gk JdEgE4 B
Squash and handball 600 A e Ao F4578clE 7he] 4 glucone -
Cycling(13 mph) 660 ogenesis 9] F7}7b v} WA sl n¥FEE  Fustn
Scull rowing(race) 840 lipolytic ketogenic responsez} %3l =le] ketosiss}

orglElel FmAon FEF G JdFe T o

Running(10 mph) 900
25 AN (21).

# From Frederick J. Stare, M.D. : Obesity: Data &

Directions for the 70s Medcom, Inc., 1974. 6. al&wl &4
#k These figures will vary according to the 2 2ol Ao o575 gl AU adede local
individual’s physical make—up & metabolism. reaction, insulin allegy, insulin resistance, lipoatrophy
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Table 2: Oral hypoglycemic agents : dosage and duration of action

Compound Daily dose (gm) Doses Blood Sugar Responses(hr)
Average Range Per Day Peak Duration
Tolbutamide 1.5 1. 0-3.0 2-3 6 6-12
Chloropropamide 0.25 0. 1-05 -1 10 24 - 60
Acetohexamide 0.75 0.25-1.50 1- 2 3 12— 24
Tolazamide 0.25 0.10-1.0 1-2 6 12- 24
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