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The Experimental Study on the Effect of the Hyperbaric Oxygenation
on the Pregnancy Wastage of the Rats in Acute
Carbon Monoxide Poisoning
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Table 1. Developmental stages of rats

Age* of Rat

:Sta(r\l{}?trs(lith‘%ﬂge (days) Identiﬁcatioﬁ of Stages Age*(doafy;;’[an
1~7 1~3 Cleavage and Blastula 1~5
8~11 6~8 Gastrula (Implantation Complete) 717

12 8.5 Primitive Streak 19
13~17 9~11 Neurula (Somite 1~25) 20~28
18~24 11~12 Tail-Bud Embryo {Somite 26~40) 29~35

25 12.5 Complete Embryo (Somite 41~42) 35~37
26~33 13~16 Metamorphosing Embryo (Somite 43~65) 38~56

17~22 Fetus 56~266

34~35

* Age: Intra-uterine age
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Table 2. Experimental groups

Group Conditions o No of Rats
Control — 16
No Treatment after Acute CO poisoning at 11th preg. day with 5,000ppm CO during 20
Exposure 20 min.
OHP after Exposure OHF with 3 atm. 100% O, after acute CO poisoning 21
‘OHP OHP with 3 atm. 100% O, during 20 min. at 11th preg. day 19

* OHP: Oxygen High Pressure {Hyperbaric Oxygenation)
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‘Table 3. Relative risks of prLgnancy mterruptlon in exposed groups to the control by the stage of pregnancy

Groups N}gétgf B No. ofWR'lts Interrupted P(IQGI% C'](?/'aé')R' Rﬁliastlive
Totall Partially Total ‘
Control 17 0 2 2 11.8 — —
Gth day 25 1 2 3 12.0 0.2 1.02
7th day 11 H 1 2 18.2 7.3 1. 54
8th day 22 3 4 9 40. 6% 33.0 3. 47
11th day 25 8 5 13 52. 0% 45. 6 4.41
13th day 16 1 7 50. 0* 43.3 4.24
16th day 23 1 2 13.0 1.4 1.01
h -_*—p<0. 05 o
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Table 4. Pregnancy interruption rate

Ne. of Rats Interrupted

No. of P.LR. C.P.LR.
Groups o
Rats Totally  Partially Total (%) %)
Control 16 0 2 2 12.5 —
No Treatment after Exposure 20 5 2 7 35.0 25.7
OHP after Exposure 21 1 2 3 14.3
OHP 19 0 3 3 15.8
o MM ERIAREL ERI sgdad=0
06, p>0. 1), 3BT BEHAT HEY 2R 94
v} (x?=3.99, £<0.05).
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Fig. 2. Pregnancy interruption rate.

AE g = $5E 2EET ol RS 1/5=2
BAE 29 K, WMaBRFd Aol N BEHE0%)
3} OHP#EE(0.5%) el #R e ook ZIhBM$
OHPHify B2 BB 3o Himez /B
T ZE) AT MIREES e A ek

2) EHEEFY Y BE & HREN B £7F
IR B EHERGAA 1017, BEERdA  7.67
7, OHPHEE ] A 9.3=e] =29 OHPEl+4 9.6
vhel 2 $EEC fEto BEPE] A TERT ®BL
% 2yt

RS FHEd A Al EiSEMe = St
ez fHiEEYT 28 ¢l (Table 3.

3) ¥R BTR : RS20 B o BEATRE SRS kel
hematocritfif, #HMuE 222 FLmERAER (Mean

Table 5. Litter size and weight of live fetuses

Litter Size Weight (gm)
Groups No. of Rats
Mean S.D. Mean S.D.

Control 16 10.1 2.56 3. 62 0. 348
No Treatment after Exposure 20 7. 6% 4.29 3.57 0.391
OHP after Exposure 21 9.3 3.30 3.61 0.433
OHP 19 8.6 2. 46 3.45 0.531

*p<0.05

Table 6. The hemograms in each experimental groups

Groups No. of Rats Hematocrit(%) RBS{x 10%/mm?) MCV (femtoliter):
Control 15 32.7Xk3.64 556. 94-111. 6 60.3+2.67
No Treatment after exposure 18 32.4+4.80 566. 8+ 91.6 58.1+9.57
OHP after Exposure 19 32.2+3.45 555.5+ 88.1 59,2409.97
OHP 18 31.94+3.75 566. 6k 84.2 57.1%5. 43
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—ABSTRACT—

The Experimental Study on the Effect
of the Hyperbaric Oxygenatien on the
Pregnancy Wastage of the Eats
in Acute Carbon Monoxide Poisening

Sco Hun Cho and Derk Ro Yun
Department of Preventive Medicine, College of
Medicine, Secul National University

There have been not a few clinical and experime-

ntal reports on the effect of acute carbon monoxide
poisoning upon the course and cutcome of pregnancy.

Significantly high pregnancy wastage was observed
and the interruption of pregnancy was found to be
typical pattern of wastage. The hypoxic effect by
the formation of fetal carboxyhemoglobin is regarded
as main cause of the wastage.

Author designed this study to confirm the effect
of hyperbaric oxygenation on the pregnancy wastage
followed by acute carbon monoxide poisoning. Using
albino rats, experimental groups were divided into
control, acute exposure and no treatment, acute exp-
osure and hyperbaric oxygenation, and hyperbaric
oxygenation without exposure.

Exposed groups were exposed to the concentration
of 5,000 ppm of carbon monoxide for 20 minutes.

Following findings were observed as the experim-
ental results;

1. The pregnancy wastage was prominent at the
stage corresponding to the organogenesis. Asa result,
total interruption rate was the highest during the
8th to 11th embryonic day.

2. The treatment measures with the hyperbari¢
oxygenation followed by acute carbon monoxide poi-
soning ensued in remarkable reduction of pregancy
wastage. This finding is indicating the alleviation of
hypoxic effect of carbon monoxide poisoning by hyp-
erbaric oxygenation and neutralization of the adverse
effect of hypoxia in inducing pregnancy wastage.

3. Hyperbaric oxygenation per se represents no
particular hazard to the pregnancy.

4. There have been no changes in fctal body wei-
ght among experimental groups that sustained the
pregnancy to term. Hemogram at term also showed
no significant changes. These findings make such
speculation possible that the hypoxic effect induced
by acute carbon monoxide wouldn’t persist longer

since the cessation of carbon monoxide exposure.
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