Korean J. Vet. Res., Vol. 12, No. 2 (1972)

o298 HERK LA shEd] WY WEBH FE

#®  F R

Fz ® -

- RAKEE RAKER BEEH

# i

2.2} (Peeridium aquilinum)= WA AT HE
oz MadtAl 4Asta Yol AA FEAA 4 B,
¥, K 5 K& A @ol w sk gleh 2wl
st mAe] Y AR U HRR S 2% HE
b AEANAE BAd oz o] R glbd S
2ol A& ofel]l wldr WLy B Hst Wosiel

EAEL BEHRA k1 471 4@ GFE &
53 B A E BeET 4% B, mE B
fE3s 2 PPmRR MY SRSt Wi, 444418 Him
T 2T BRE AT B KIENH, GO KA B
BER A} HITHRE, BT, BE - WRESS 3
AT 4 gdvtn b @ nRENes aalE FEL
K& BARPEGIS KREBBOINA chEol RO
A, mEREED, BmERES 2 fmEESE miipst
B Al fEmERe] Aok g ek &W

Evans® = Evans 5992 HEES4pe] of 3t & mrE
o] aatglel] 4=le] ¢l thiaminase o] R =
KB &l 4 = aplastic anemia factor (cattle factor)si]
Agatvty &Stk =8 2 4999 60
o BESEAE RA e doR HEsigd e,
ke pusmfE s SRl AW AS ¥
A gla Gk o R MG FEmMER] B
PE A BHEFEEL St Ziczn qd
v$-71 aatele] (LBBE #EEe] FEHidl ==l gkt
al s+ I, 10 Schacham 591808 51418 9] FhHol #
By Rtk =hek #bd & R Rugt ¢ gded 9
A BRE = E2E A—BRAAT e i
3 KgpisRe HEEA =2t HEL 3571 dstch
287 Wil e Al R T ARGt uE 2
£ KEolv WBREBWAANL A= =38 ERE el
£ AL o4t ol FHigy BEME =zl T2 i
BEy ik whel nAE 8 LBy ER 2 Fo) =

Rated dv Aoz B HEEL BEHE 2
A& BRI REM nhe2d WEAZE
vehbe HUEmrER 2 BEfERY Bl HEBR
FiES A2, £ vAt BES RAstax
AR BT o 20 AU RES Aol
o1& #irdket.

#HE H FE

Z2AbKk BRK BERERAA AfSE &6k 2@ W
e BE 20~23g == ER BB (OO E M
Aetga, ARee] BEsl eh-A5e 284 Yol &
EaPAts 10A R fEssh 3AkEl s 19714 10H
Zdeh ol A KRl EREE L) B BAX
AT BERsle AR b2 AR S0H
(IEF Rl 25%9 aAle] BLAAGHD, BB 580
kel 15%¢] m4be] EARED 2 CH 08(ERE
B REDE ZRlstd, vl EAAME RHE ££9
fRE 23k ol HiRalel MHEE & 6Hr
1 Kl A 2~4ute]e] w2 E EEdle #ES
MEY % BESET VB Rl SRmERE, CumEk
oL MRS —@gEkes BIES . (A fd
& 1E EHESE uF-2o] #ele 208 LIRS FEs R
25 % vt el ste] R 90H vl £EL] AEH RF
S22 BE BT #% 10% formalin il BlEsHY
i, Feh Y oA B B A—T ke
2 Ewsavt. SUEEE R sl &S I
£ BeiA FTERSEE UIRsld 7um#F S e
hematoxylin-eosin §ufa-2 3lod #5835l o}

] 2

wp2o &4 e B¢ nAEE RRESUY 2K
IR WES M 3 @Ee] #ke Table 1t
Fig 1¢] #%3 ats} 2ot

AP E RETE A B(K®IRE 308 LA 27 %

— 145 —



Table 1. Red and White Blood Cell, and Platelet Counts of Mice Fed Bracken Diets

RBC x 10%/mm?3* Platetets X 103/ mm3** WBC/mmd*+*
No. of No. of No. of
Blood Blood Blood
No. of Samples Samples Samples
Group Mice Mean+SEM Examined Mean+SEM Examined Mean-+SEM Examined

A (25% Bracken) 30 9.3240. 327 14 712, 6£56. 26 12 8,9124786. 20 14
B (159 Bracken) 45 8.17+0. 127 40 617. 1£42. 52 36 7,182+1,124.12 43
C (Control) 30 9. 4240. 157 45 780. 5£50. 47 40 10,605, 5%512. 15 45

* Mean red blood cell counts for group B mice were

significantly lower (P<{0. 05) than counts for group C mice.

** Mean platelet counts for group A and B mice were significantly lower (P<(0.05 and <{0. 0l respectively)

than counts for group C mice.

*¥* Mean white blood cell counts for group A and B mice were significantly lower (P 0.05) than counts for

group C mice.
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Fig. 1. Red and white blood cell and platelet counts and body weight changes of mice fed 15% bracken

ration and of mice fed standard ration.
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Legends for Figures

Figures are of sections stained with hematoxylin and eosin.

Fig. 2. The cellular exudates are mainly composed of neutrophils, macrophages and lymphocytes in

Fig.

Fig.

Fig.

Fig.

Fig.

bronchopneumonia of the experimental mouse died on the 46th day. X100,

. Liver cells show necrobiosis around the dilated central vein. x400.

. Some renal tubules are dilated and focal hemorrhages are present in the medulla of kidney.

X 100.

. Myeloid elements are abundantly packed in the marrow cavity of the control mouse. X400.

 Marrow sinosoids are filled with ervthrocytes and immature myeloid cells in the experimental

mouse died on the 48th day. <400

. Myeloide clls are shown sparsely in edematous marrow cavity of the experimenta! mouse

survived for 90 days. X400.
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Pathologic Studies of Experimental Bracken Poisoning in Mice
Byung Moo Rim, D.V.M., M.S. and Ho Il Lee, D.V.M.
Deparment of Veterinary Medicine, College of Agriculture, Jeon Buk National University
Abstract

In order to investigate the effects of bracken fern (Pteridium aquilinum) on animals, a total of

105 mice given a ration containing different percentage of bracken fern were studied pathologically

during the experimental period of 90 days. The results obtained were as follows:

1. Mice in the group, given a ration containing 15% of bracken fern, showed 85% of death rate

in 90 days, and mice in the group, given a ration containing 25% of it, showed 100% in 30 days.

2. The experimental mice showed decreased myeloid cells and significant reduction in erythrocytes,

leukocytes, and thrombocytes.

3. Severe congestion and hemorrhages were observed in lungs, liver, kidney, spleen, stomach,

intestine, brain, adrenal and testis from the ones that died during the experimental period, but the

necropsies of the latter period idincated mild chanses comparatively.

4. Mice in the group, given a ration containing 15% blacken fern showed a decreasing tendency

in body weight.
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