Korean Association for Disability and Oral Health 3(1) 2007

A& DoIEEly N8 2ol MANE ot XliXl=
- SdlE -
MY - HTA - ST AT - 0|y’

DENTAL TREATMENT OF A PATIENT WITH PERSISTENT HYPERINSULINEMIC HYPOGL
YCEMIA OF INFANCY UNDER GENERAL ANESTHESIA
- A CASE REPORT -

Myong-Sook Jeon, M.D.%, Kwang-Suk Seo, M.D.?*,
Hyun-Jeong Kim, M.D.?, Kwang-Won Yum, M.D.?, and Young-Eun Yi, D.D.S.?
'Department of Anesthesiology and Pain Medicine, Seoul National University Hospital,
*Department of Dental Anesthesiology, Seoul National University, School of Dentistry, Seoul, Korea

Persistent hyperinsulinemic hypoglycemia of infancy (PHHI) characterized by severe hypoglycemia
caused by inappropriate over secretion of insulin is the most common cause of hypoglycemia in early
infancy. The symptoms of hypoglycemia in neonate and infancy are neonatal sepsis, respiratory dif-
ficulty, tachypnea, apnea, cyanosis, and seizure. Especially the recurrent and severe hypoglycemia
within 1* year of life is responsible for severe and irreversible brain damage. To prevent it aggres-
sive treatment is required. Due to severe and irreversible brain damage these children frequently re-
quire anesthesia during imaging procedures such as MRI or during various dental surgical proce-
dures. Because of frequent hypoglycemia and dental phobia in children with neurologic disorder,
anesthesiologists should pay attention to patient. We report a successful anesthetic management in
a patient with PHHI for dental procedures.
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ZHek AdGEE SR ). Aol JolellA AE gttt A5 271dE ZHR|= AAE Fofstoy 6
GO Qg Ao} HEF, SFIE, FIF =, 7 N Aol kst Feeldith ARE A o H o]
o, E5AH, WSg, 7IHAH, 208% Ast o dol Ad T AATARl T3l XA gskont &
= YeRlH, 58] A% 19 ool vHEA | A& AE FERAZ A Aol = Qlato] thdA X|oh-¢-2 o] TSt
Fol s Ao, A9, 4AWS} wd Fof o} A2 T Aot
Al AR A Bl E 2 5 3lo], o] 7] HaiM = Al 53 FoF glo] A&H o g FH st 4
AFAQ1 A 57t dasit}. o] A%hE {7 el whet o] HaL oy, AAlntH S g A7t F4¢] E7ks
A A A 2 I A 28 247 AT sttt Fe A g AL 44 11.8 g/dl, o
Beckwith-Wiedemann $%722 £7F& 5 3 o] 241,000/mm® ©| 3, AAEL} FHAA HAL A Eo]
Qo= Al 28 RS 77 gl 5 dekeof gl S 3k 28 QT ddAE 2A =43 A3 35 mg/dl 9
of FAME & F Uk, G4 AATFA FfE Hole th 22 Al g9 245 98l Lot oEg A F4 Al
Aol Al 245 AAFE Al AY A A3 8 3 A A= 5-10% =2 895 A& FFote] 2 2dste A
Al Fabe] e FAR et A mEH 5 2L ol dasltiu st Als A st 2% o dF
atAl |t 53] 1A olu AAlnkH & Aldatr] fle 52 = AT F AR E Alds7 ] 2 Al el
Al GA Aol wd 5 7] wiite] Fo7F B asta, Al Fed d 0% A ke e a 9% £ 224
73R ool tigt 5E 3 g5 8Ho| Hasith oA R HMEE g vk A FH 5% XETo] M7t
AAEE g XobAlEs 7H A&7 aledd d Hdald FH(NK3 +9)s AR 50 ml Fostar 44
AT A5 AIAA LS AP = A AR e S sk FAdFE ™A
gt T Hlus st AFAoR ARARE & wt (Table 1)
ol Ed 23} 37 Hadte npo|nt. T B9 324 F A5 st AluF | gk
W8 2 FAE S #e Ave ota, S Ead o
Iz = sto] AW stglon AMHoR FoxE Wit A
Foke x| gkokon #xlE dAojola X ARt
Fopr]l A& RleEdY AGFORE Lol FUX %71 SelaL skA] ol EAool] e FrjellA A Y-S
2 29 557 17 kg, 7] 102 em$! 34| @2 E247F vhd 100 mg AF F 24o] A4 HE T3 XA &2 Aol k3
g AolgASE AR B SolX| T ydsiitt. 7 o} 100% Ata 2 A RZFH0 R wpr3 Y5 s, 7t
42 A%, Pt ARFEFOR F2k Whsdn, 4 ABAE PR Y, AAE, VEEHEE PA8G
A U A7t ol thee] XolE o] A 5d A o} vecuronium 2.5 mge FFte] FolgE F&=3 T
= Agsta A4lwtE ol AR 58S B7] 9l 2R W7 4.5 mme RAE ZH7|HHFER 7] 3fAES Al
SER=PA= ot Abhs} ol xetdAE ZH7t 1 L/mine® 3dta
Slol= Ao AN oY 1Y HEFH & sevofluranes 2 - 2.5 vol% 2.2 vl & fA3I9M o &
7AiS/de] ool ol A 5E WY F 6o/E w Abe 7] & o] abslekAitgte] 29 - 35 mmHgE FAHES X
7 T SFE Ui A E9 Al AEEe B A5 EF2 Attt
of gopr] A& alEed AdGS e B 1 F £ Aol ol A 73, T4H X|oto| B FEE Al
ofi} e ol|A A &Aoo R A FE Hro} gt} 5HI /1= staz, 559, 549, 658, 749, 75W, 849 X|ol= XA
e ggleon, O 2 e il 18] A&HoR dY & e T 2HRIG 22" FH (SS crown) 2 Al
A= 3, 2/7F ojule] dA e A S Fa AolE AlYY Th 649, 85W X|ol= A FdAE F 2HRIe~2EHF 3
Table 1. 212 = F4| 7|7k St 2 %]
Ale A A& 5 3] & A
Al1zk 10:00pm  2:00am  6:00am 9:00am | 10:00am  11:00am  12:00am | 1:30pm 2:30pm
I (mg/dl 76 119 143 130 151 109 115 115 103

_23_



Korean Association for Disability and Oral Health 3(1) 2007

A2e Ageka, 538, 639 Aok A5AAE D B3t
A SRg Adeigla, 514, 524, 61, 62 Aok
Asar.

e 84290 - 110/ 50 - 60 mmHg, A¥E 80

1
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mg/dl 91 AZ g1t ¥
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mg/dl "|Re] A el
o, 8% 78 A F=7F 1.5 mmol/L w|gke]H
B-hydroxybutyrate =7} 2.0 mmoL/L "%, SF7}=
1 mgs F FAE & ddde] 30 mg/dLolY S7Het 4
Sl WE F AP A& aledd APIGES 22454
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FE W A (hemigygote) 52 3 34 (homozy-
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