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A Case Report of Hypoxic Ischemic Encephalopathy
followed by Cardiopulmonary Resuscitation

Koh Duck Jae, You Han Jung, Cho Baek Gun, Lee Jin Yong, Kim Deog Gon
Department of Pediatrics, College of Oriental Medicine, Kyunghee University

Objective : To evaluate the effect of Oriental Medical Treatment on a patient with Hypoxic
Ischemic Encephalopathy followed: by Cardiopulmonary Resuscitation

Method : We applied various methodology of Oriental Medical Treatment including Acupuncture,
Electroacupuncture, Physical treatment, Herbal Medicine, Moxibustion treatment and Western
medication as well. ,

Result : Herbal medicine was applied on the basis of the patient’s history. We applied formular to
remove phelgm as a pathogenic factor after Hypoxic Ischemic Encephalopathy. At the same time,
considering the patient spent more than a month in ICU lacking appropriate nutrition, we used
formuli on the basis of "Deficiency of Spleen” focusing to vitalize the function of digestive system.
As the condition of the patient changed, we also adapted formular accordingly. We prescribed
Herbal medication to strengthen Yin and Yang equally as she got hospitalized for long time. Also
we applied Acupuncture treatment and Moxibustion treatment to control Qi flow. The general
condition of the patient got better with successful removal of Foley catheter and elevated Glasgow
Coma scale. We used Electroacupuncture, Physical treatment and Western medication at the same
to get maximized effect on relaxing the contracted muscle. According to the Modified Ashworth

Scale (MAS), we have some changes in muscle spasticity but later, the effect was not that
significant.
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Conclusion : We had a patient with Hypoxic Ischemic Encephalopathy followed by Cardiopulmonary
Resuscitation. In the management of Hypoxic Ischemic Encephalopathy, Conservative treatmennts are
the mainstream but there are not many alternatives. Therefore, We suggest that Oriental medical
approach may contribute to the management of Hypoxic Ischemic Encephalopathy.

Hypoxic Ischemic Encephalopathy, Oriental medical treatment.
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4) EKG : normal sinus rhythm, normal
ECG
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10. Clinical Treatment
1) Herbal Medication
-1110~1114 #HBEEHEMKRSF (EHE
6g, Bt 4g, LUEE 4g W 4g, WiE
4g, HE 4g, FHF 3¢, Bkt 3g, AT
3z, BERE 3g, WH(Y) 3g, %I
() 3g, BEE 28 AF 2g, AE 2,
4 H 6g, K& 6g, PHE 6g, Bisk 6g, A
BV 6g, W& 6g, BB 8, BIAjEE
8g, PIHEE 4g, K HE 6g, BH 4p)
-1115~1118 FWEMEB RS (Bifk
8g, B 4g, B T 4g, W 4g, EF
dg, IWEW 4g, BHFY 4g %8 40 ¥
TR 4, HREEF 4g, BE 4, KE g,
HE 2g, HEW 6g, W& 6g, LWRLCY
8g, BEI75%E Bg, $98AFE 4g, KHE 4g,
45 bg, Bk 6g)
-1119~1121 FWEMREBEMNSRS (B
8g, BAL dg, BT 4g, W1 4g, R
dg, WEW 4g, BFW 4g, WE 4g, &
95K 4g, KFERE 4g, BE 4g, KE 2,
HE 25 HET 6g @ 6g, WELH
8g, BI75EE Bg, $989E 4g, RHE 4g,
H bg, Bk 6g, B 4g, NE 3g)
- 11.22~1124 HFWFEFHEmekY  (Eik
12g, Bi5z 6g, M T 6g, AHE 5S¢, R
5g, B 4g, B 4g, KFEF 3g, HE
3g, BEW 6g, W& 6g, WHRLY 8g
B7J8E 8g, $980¥E 4g, 1LUE Py 3g, i
¥ 3g, HFY 3g, RHE &)
-11B~1125 ERFFEmRS (Eik
12g, Bk 6g, HM T 6g, INHE 5g, BH
5g, Bkt 4g, W 4g, KF 3g, 4 HE
9%, REW 6g &E 6g, WWELH 8g
BZ5EE 8g, $989%F 4g, LW 3g, T
B 3g, BFW 3g, KHE 8 AKX 4g,

A 4g)

-1126~122 WREFBWKS (HE

6g, AN 4g, i 4o, W= 4dg, 1LFE
4g, HE 4g, EW T 3g, BEh 3g, AE
& 3g, BRE 3g, WH(K) 3g %HF
(W) 3g, BFL 2g, KF 28, NE g
L 6g, K& 6g, L E 6g, MK 6g, 17
ETh 6g, =& 6g, MRELCY 8, 7%
8g, $I89FE 4g, L HE 6g, [EF 4g)

-123~126 WLCROHBHEHEGT) & %R

& 5 (HH251)

BCROB@BECW) 20g, BT 9
BR Rz 45g, EEF 3.75g, BEARA 375g, 4
2 BB T4 HE AZ Arw 22
FEHE WZER &M% &E 25g 4E
3.75g, K& 6g)

TR E B (S BA 8, Pt 11k
AEE Wi BE OAW%RT WEE
() 4g)

< 127~17 HEET & BB

P 8 AR AER O EmE LE R
AT BHRF IR REW ©1C 4g
A MF 2g, BT 1g, A 48 6g

-1 ~1/7 4FEEOT FEAHA) 11X

/¥ F

- 11/13 e ARNIEB(HHINM 12/Y) Fo

2) Western Medication
- 11.10~1.7 Baclofen 10mg tid, Prednisolone

5mg tid, Beecom 1T tid, Almagatel.5g/15
md tid

-+ 11.26~11.27 Cefixme 100mg lcapsule bid

F7}

3) Acupuncture-Tx

Ha, dith, N6, &8, R=H, Bk
R, B, K
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4) Electro-Acupuncture Tx 6) Moxibustion-Tx
FE AN AR A& 123%¢ i s A 13 1Bl/H
fhith, BAi- fig)

5) Phy-Tx

1L15%H % 348 &5 X8 A3

ANARRAT Qg 2 AMde Hs) A& A 71ek
GCS (73)
MAS CPC 4 AEm
1L10- | (LRg-Gr I/ | W &@7C~375T) kiU R
L1 | FH- Gr /) [oRzt 59 23 EEBELT
Ao g3o] dew S ¢4 BY(3~43l/day) "
U 4z
11.12- ’SA]'%HO" EC)D](Z&.}A‘HI) ﬁﬁﬁﬁ%ﬁ% occult blood 2+
11 15 J‘T-ot}}v}} E‘_O-J il il RBC 10~29
' ujd 2437 ~378°7) FEFLT WBC 10~29
GCS (9%)
CPC 4 X £
WIE | o |4 sas iy
11.21 N - Ao 330 How Eele M4 7a(13/day) s
TG I~ N/ o @2 2370 ~3770) EELT
Oral feeding training A&
GCS(94) Nitrite : +
ARy § °] 2 31% Leucocyte @ 3+
13 Ao Y0 Aow Lale g Ad BAIA 4e IneR WBC : many
” goprk U] & M3 4718 A °L°} oral LEFEFOL | urine culture 4
feeding training 2 9t¥ Kilebsiella
Aol AgHA g4 Pneumoniae
GCS (10%)
1124 MAS CPC 4 WEERR | UTIZ d39
108 (EE-Gr /M | o}, &- 59 QolES F P& T2 37 A& ek Cefixme 100mg 1
) FH-Gr M/M) |Foley Catheter AA% 1}7}BH.\1 Z‘JH EHFOT | capsule bid 37}
e HEHA $(365C~3H7T)
MAS
11.29- GCS(10%) HRRBR
(EE:-Gr 0/1 v ki
123- GCS(10%) CPC 4 ﬁt‘f/t}i\%
127 1}7} “Hh A9, oral feedng 95% A% AU, A ARFHES
) MAS 9 $4% dojH, EEROT
(E¥-Gr 0/0
TH-Gr GCS(10%) CPC 4 H BT
127- I/0~m) A&AQ gk B4 9 A3 X ATHEE PR L%EE
43 L 0]9) u}r 5 5 2 AN =
17 ?ézfo]hz] hg_% ZAlel we] MR, ofF & AN EEEOT
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£ & 1. Modified Ashworth Scale (MAS) for clinical evaluation of Spasticity

Grade Content
0 No increase in muscle tone
I Slight increase in muscle tone, manifested by a catch and release or by minimum resistance

at the end of motion when the affected part is moved in flexion or extension

I Slight increase in muscle tone, manifested by a slight catch, followed by minimal resistance
throughout the remained(less than half) of the range of motion

I More marked increase in muscle tone throught most of the range of movement, but affected
part easily moved

il Considerable increase in muscle tone, passive movement difficult

I\% Affected part rigidity in flexion or extention

2 E 2. Glasgow Coma scale

e T LI q & Lljed
opens eyes spontaneously 4
eye opening to speech 3
(E) to pain 2
none 1
&4 2-39 W BER, +559H8,
NEAYS-9) 371 AA AL
appropriate and orientated 5 71?% é}’é 31_}]— R ]" o= {;l' : Lﬁoq
confused conversation 4 g A E Ula o]E 43
best vertza\}v)response inappropriate words 3 TEE F7M4xg 3,
incomprehensible sounds 2
no sound 1 ~43 o3k M% A& S
77‘* olg) EF
84: 25% 2 B4H T2 ALY,
obeys commands 6 61% ¥ §‘P—1v, T F5%
localizes to pain 5 94: E5olA Al
best motor response withdraws to pain 4
o) abnormal flexor response 3
abnormal extensor response 2
no movement 1
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£ & 3. Cerebral perfomance categories

Cerebral perfomance category(CPC)

CPC 1. Good cerebral perfomance

Conscious, alert, normal cerebral function.

May have minor psychologic or neurologic deficts that do not significantly compromise cerebral or
physical function.

CPC 2. Moderate cerebral disability

Conscious, alert, normal cerebral function for acticiyies of daily life(e.g . dress, tra!vel by public
transportation, food preparation). May have hemiplegia, seizure, ataxia, dysarthria, dysphasia, or permanet
or mental changes

CPC 3. Severe cerebral disability

Conscious, has at least limited cognition. Dependent on others for daily support(i. e., institutionalized or
at home with exceptional family effort) because of impaired brain function. Includes wide range of
cerebral abnormalities, from ambulatory patients who have severe memory disturbance or dementia
percluding independent existence to paralyzed patients who can only communicate with their eyes(e. g.,
the lockmed-in syndrome)

CPC 4. Coma.vegetable state

Not conscious, unaware of surroundings no cognition.

No verbal or psychologic interaction with enviroment.

may appear awake because of spontanecus eye opening or sleep-wake cycle. Includes all degrees if
unresponsivess that are neither CPC 3(conscious) nor CPC 5(coma that satisfies brain seath criteria)

CPC 5.

Brain death(with beating heart) or death(without beating heart). Apnea, areflexia, "coma”’, EEG silence

CPC A. Anesthesia(CNS depressant)

Uncertain as to above categories because of anesthetic, other CNS
_ depressaant drug or relaxant effects.




