w W 5

4 4 BITBIT S 2,3 DHBRERICTONT
A B R

KB, 2 AED 2, 3 OMRER, FFIIERFOMEZEZ PR E - S EHHEI131958
~B0EICHT T oo YARETE, FHAMREES (WFN) »oJRES N, Lokt
VEE-1D L TAHULBERNT—22355bETOEN, OIIMERICBT 2 EITNA, T
RIRPZDT 7 F vORWERORMBEIIER, 2 AEHOANLLT, HETVTOKREBERTH
5ENRE, CCTHER, FEEYANVABEROY YRV LCHEL, S HARES
BERECEMBEEREOHEEL S VY, BAERIICKHEBT VTIBY 5 RACHKLAET IS
OEH/ERFE L T SBRICBNT, TN50EAIKEZ25DRERIEFICEZO» S L n
D3, EBohEVAE, ERNcRBsEARDTME LAY, LA LEEZFR, T—<
DRBUFRBICK » T, BICZHBLOMMBRNICEZ ECAHDBHLDAD, HRADEERIC
HbRESHMRTEABENDD22EEL 5, CORR, BLUATFROBEESIFHEOE LTHR
INBZRETELBENNAD, TTCCT, TOXIRODITHEHFHOMIEOEE M 2T L
TEEIH,

29, 2ABRBIRZRERKT7 7 F VORIER (77 F v#) OHRE»OABN, ZODH]
IZ, ZO—RINEREEZDNTEE 2. TR T 7 F hIcEE TV 3 B O MR A
BIC, WbWwAET VVE-RIGOK AL T, BIURE LI LD, ZN0FMREN IR E
785, ETAHTEDOMKREIR, —TWAIE, SEREIVE, L iczoalBEel{d—&
N THROYP, CORBIRBEARTIIET KRV, AETRELEEBOMBKREO—21ZDIC,
ZDRRIBE, RETFICEBHINTHIED, E2AMHBO XS iC, 77 F v@anen
EHECEBTESETNE, BREAMENICHRATICLICE->T, HRAWICHEBEOS HM
{LIE O AR REFRERICRICIL DT LKL A Do

OOE DL FBELIE OWTFEL, &, M BEERED Zhoic, BOKOMRKESHE &Ik,
KBTI, PR 0ZHOHBRAIGBON, DBEICS, MOLIKKESERET ST
EWTF o TEH, L URKNEEICHRWIEZHOREE L gliosis & b1 HREE A
BN, TR ELEEFEAEY BEXATHORY, L& COBOKEIZ, AIND A
57, BMEE, HB0RNBM IS cBEHMicbERT S (Fig. 1A~C),
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—F, ZRBEAEEIE T MO T I ) —0H DT, postvaccinal Z #z(3 postinfectious
encephalomyelitides O—#A3d b, FEEFHO T A v 2 ERGHRIC, FE L THRABEICE RO
WHESHET 2. CO—FE, TREMEENED LD BHREBRRICH Z005, K&3HEHNO
MNREThB., LATHRBDESIC, WRIEOT 7 F VP 12, TOWMEAMATEY, BE
MR ERRC D EFEZ TS,

Fig. 2A,B 13, MfEH%R, FoKERERICAFLIZAORKAT, E& LU THEICHmFT G
WOBEMNELIET 2, ECATODOYWATUNVF—HERTIE, #HYomiEiiic adjuvant
ZINZ, FNEHRELT, BN T A LTk ->T, BEHREMNICEDMRRTKE S
DL BLENTEEY, ThEMBOEERPEREHROTNER—-EWA 5 (Fig. 3),

L 7» L postinfectious %> experimental “allergic” encephalomyelitides <%, #5313/ NI
T, ANOZFRBED XD ICKIBEAIES C LTk e Lichs-> TR, 2 REED
FBEMBICE SR EFRT 2FEGET (R Gh o/,

LA THEHROBEFEDIERIED, ZHOBTROET, LB >THERKNY 7 F Y OFE
ERZEDTA2MEEEBICHEADOTHS, LTAHATUNFD T 7 F Vi, Pasteur ¢ original
OLOT, THERZEOHFHHOMBEMBA LS, TILEI->TEHOY 7 F Y ABERFEE
Lico ZO—ANICELIBHERBAOV-RABIESL SLCENT NS, LTATY 7 F VHD
MERI I, FHER, WO —-H52d 308, BIEIE TR » O HEERAR L, Landry
WO EfT=edlEAh - TaMIZH TS 5, HEEdichlid 29, Zo5kf242 5%
&, ZNiEEiRo postinfectious <> experimental “allergic” DOINTIBAIKZ & 4 < F—DI
BoMED/INERMBZ 7L T 5 (Fig. 4AB). L L COBDORMEAEICS, W% I ICEHRE
DIFEBDEANOBWFBEL T EDTH-T (Fig. 4C), spinal form L1 v->Th, HoH
B, BICdWEZNHL > T 5,

—F 77 F OB (cerebral form) TIZ, HHEIHE - TH O HOAR, $/2180HD X5 7%
vy interval B0 T, FEHIZIEZEAERODIT, ZFOBWMBIERE S 2dh, hid
MOBEMOBEICLLEDCLDTH S, iR, BEHEDZ I, MmOMRA(LEERT C &gl
D, HROFEREBE O —~ATHd. EATHHEE2AACOOLDOHBEID Oeds b
&, WEHLORBEICBAHEFHO®L, KNDIFHEMBEZIET 548 (Fig. 5A), FERIKLOAEE
#® cid, miatT, BESLEEV], gliosis ZPE7RS KEHIC AL > Tinb (Fig. 5B~E), & &
ATz, FARNHOZ REES, HWICDLEEDRNDTHE, BLTDT I F
Vi A, 72E o THABEANICAENE, PNORENAETICEZEMUELZHTATHAS .

MBEOEAR, TRNT 7257 vipicis, #MREEAEDIIE»IC, Pasteur ¢ original o4 T
i3, attenuated OIFRIF Y 4V ANHFEFET S L, inactivate L7cbDThH, FOUANVZR
RFDs, G3INTOLAT EICEDIERNDITT, Licho THIHT, RO LIZT BT
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Fig. 1

Fig. 2

Fig. 3

Fig. 4

KT O TR B4 BT

Classic type of multiple sclerosis in Caucasiaus A. (Dept. Pathol., Leeds
Med. Sch., Leeds) Frontal-cut hemisphere through the globus pallidus (GP).
Sharply-demarcated, confluent or patchy demyelinated foci are disseminated
mainly in the white matter and predominant around both lateral and third
ventricles (crosses). Dempyelination involves continuously the cortical mye-
loarchitecture as well. B. (Dept. Neuropathol., Columbia Med. Sch., New
York) Frontal-cut hemisphere through the cranial part of striatum (St).
Different-sized plaques with an intense gliosis are restricted to the white
matter. Crosses indicate the anterior horn of lateral ventricle. C. (Same
case as in B) Cervical cord. Sharply-demarcated, confluent dempyelinated
foci develop unilaterally in both lateral column and antero-lateral horn.

(A ; Woelcke myelin. B; Holzer. C; Sugamo myelin.)

A. Postvaccinal encephalomyelitis (Max~Planck Inst. f. Psychiat., Miin-
chen) Different-sized, perivenous demyelinated foci are abundant mainly in
the cerebral white matter, while a less of them are visible in the cortices
(arrows). B. Chickenpox encephalitis (Max-Planck Inst. f. Psychiat., Miin-
chen) Pontine basis. Multiple perivenous demyelinated foci tend to coale-
sce. (A & B; Spielmeyer myelin.)

Experimental “allergic” encephalomyelitis with adjuvant method in dog (10
days duration) Pons and cerebellum. Multiple perivascular foci with the cen-
tral vene and circumscribed periadventitial cell proliferation are visible in
both regions. (Thionine.)

Myelitic form of rabies postvaccinal encephalomyelitis in man (18 inocula-
tions, 22 year-old, female, 16 days duration; Inst. Infect. Dis. & Inst. Brain
Res.,Tokyo Univ.) Upper cervical cord. Multiple, tiny demyelinated foci are
predominant in the bilateral posterior columns, while less of them, in the
grey- and other white matters. B. Highly magnified posterior column in A.
Multiple foci represent a perivascular multicentricity and tend to coalesce.
C. Multiple demyelinated foci in a coalescence develop in the subcortical

white matter of cerebrum. (A-C; Sugamo myelin.)
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Fig. 6

EET ST HE Eak HEAS

Cerebral form of rabies postvaccinal encephalomyelitis in man A. (17 inocu-
lations, 41 year-old, male, 90 days duration; Dept. Psychiat., Tokyo Univ.)
Frontal-cut hemisphere through the thalamic nuclei (Th). Exceedingly con-
fluent, dempyelinated foci the margin of which develops a perivascular
multicentricity are visible in the white matter adjacent to the lateral ventr-
icle (crosses) and continuously involve the myeloarchitecture of the puta-
men (Pt), globus pallidus (GP) and thalamic nuclei. B. (18 inoculations,
27 year-old, male, 129 days duration; Dept. Psychiat., Tokyo Univ.) Occi-
pital gyrus. Confluent foci with the marginal cellular activity, perivascular
cell cuffs and diffuse cellular proliferation in a high degree are restricted
to the white matter around the caudal-most posterior horn of lateral ventr-
icle (arrow), while visual cortex (VC) is entirely free from lesion. C-E. (18
inoculations, 35 year-old, male, 168 days duration; Dept. Psychiat., Tokyo
Univ.) C. Frontal-cut hemisphere through the cranial part of red nucleus
(RN). Sharply-demarcated, exceedingly confluent, demyelinated single focus
involves the temporal white matter adjacent to the inferior horn of lateral
ventricle (crossss), external capsule (EC), putamen (Pt), globus pallidus
(GP), optic tract (OT) and partially the internal capsule (IC) and conti-
nuously disintegrates the cortical myeloarchitecture of temporal gyri. Ano-
ther demyelinated small lesion in the upper portion of thalamic nuclei
(Th) is indicated by arrows. D. Cervical cord. Sharply-demarcated, conflue-
nt, completely demyelinated foci develop in the bilateral posterior columns,
and unilateral lateral column and antero-lateral horn, while tiny foci are
disseminated in the contralateral white matter. E. Optic chiasm. Sharply-de-
fined, confluent foci with a moderate to intense gliosis are visible bilaterally
in the nerve and chiasm. (A & C; Woelcke myelin. B; Thionine. D; Sugamo
myelin. E; Holzer.)

Seitelberger’s casz (7 inoculations of each 0.02 grams of dessicated cow
brain-powder during 134 years, 50 days duration; Neurol. Inst. Wien Univ.,
Wien) Two confluent main foci with the marginal cellular activity, periva-
scular cell cuffs and slight cellular proliferation are visible in the white
matter adjacent to the body of lateral ventricle (crosses) and the inferior
horn (dots). Similar but tiny foci are disseminated in the deeper paren-
chyma as well. (Thionine.)



2 AEKRTS 2, 3DOMBEERICONT

— 65 — 701



702

HET YT HR ik ELT

FQ;GHSIES POSTVACCINAL ENCHPHALOMYELITIS

p A
| SPINAL FORM t = | CEREBRAL FORM |
1 i
/ i \
L
/ 1y \
Mu]tlplg Scler031§ Seitelberger’s Case
Experimental Concentric Sclerosis Acute Disseminated
“Allergic” Neuromyelitis Optica Encephalomyelitis
Encephalomyelitis Schilder’s Disease (Acute Multiple Sclerosis)
Transitional Sclerosis

Fig. 7

Fig. 8-10

Fig. 8

Fig. 9

Fig. 10

Postvaccinal, Post- or
7 Parainfectious
Encephalomyelitides
(Perivenous Encephalomyelitides)

Relationship of rabies postvaccinal encephalomyelitis to acute disseminated
encephalomyelitides, and multiple sclerosis and allied disorders. See text.
Genuine rabies in the Thai (Dept. Pathol., Chulalongkorn Hosp. & Med.
Sch.,Bangkok)

(30 year-old, male, 2 weeks duration) A. Lumbar cord. Entire areas of the
grey matter are in general edematously swollen, while diffuse cellular
proliferation and perivascular cell cuffs are pronounced. The latter are
visible in the white matter as well. B. Lower magnified antero-lateral horn
of the cervical cord. Diffuse or patchy cellular proliferation is widespread
in the parenchyma, while disintegration of pyramidal cells are pronounced.
Perivascular cell cuffs are visible as well. (A & B; H.E.)

(62 year-old, female, 1 month duration) A. Lower magnified lateral horn of
the lumbar cord. High-grade perivenous cell cuffs of a lymphocytic nature,
periadventitial cell migration, and cellular nodules in the parenchyma
occur, while pyramidal cells certain of which develop a neuronophagia are
comparatively well-preserved. B. Highly magnified Purkinje cell of the
cerebellar cortex. Two different-sized Negri bodies of a round and oval
shape respectively in the cytoplasm are indicated by arrows. (A& B; H.E.)
(60 year-old, female, 2 months & 10 days duration) A. Highly magnified
Sommer’s sector of the Ammon’s horn. Multiple Negri bodies in the cyto-
plasm of nerve cells are indicated by arrows. B. Highly magnified pyramidal
cell in the same region in B. Rod-shaped Negri body with multiple vacuolar
structures in the apical dendrite are indicated by arrows, while nucleus is
darkly stained. C. Caudal region of the caudate nucleus. Exceedingly tiny
and loose cellular nodule is indicated by arrows, while scanty lymphocytic
infiltration in the vascular wall, by arrows with crosses. (A-C; H.E.)
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2, BBZVOMENKLDLITH S,

ETAHTIAL, TA—VPSBIRZEN 1Y RS 7z, €73 Parkinsonism O iHe
DHMT, 4o powder A B sicrEHsn Tz & T h, THIHOWH®E, 17
Hichfiik a0, 1AL 0TRELLEEND S, & HTTORMKER, ALk
DEFRBAIES, HAI T 7 F Yoz s 4 < BiEkT (Fig. 6), <obid, N powder
FHEHIICTUB SN TN B DT, ZDRINIE, T DMkt E AKE DRDORIETH 5 &K
mTAHEMTE S,

CCTHEAEDHERKT 7 F Y OMHBICA BN, WOkEHADT 7 F D ERIHY %=
B L TH B &, BERFITIE, WL 150 Rjfkic e — 7 8dH b, spinal form Z R4 Dic, il
AABITIE, spinal form DiEIC, AFEKL 1 A, KObDIF130HCH W0 e-T, o4&
KIEIR % % 729 delayed form, WL vz A & cerebral form DO — 7 3H 2 2 EmMbh
50 ECATHILDESIL, 77 F V#hicld 2HKERH - TS, EEICE, NI FFH0
iz, FHAICORIREEZG0FLT0EDTH->T, Wllics, HEBREORITNS 5 D
T, Wk, 77 F 430 spinal form {3, experimental “allergic” encephalomyelitis % 3§
LT, postvaccinal ¥ #z(3 postinfectious encephalomyelitis & D7ih33 —F, 7 7 F UH#4
@ cerebral form (%, KED YA — UHlEZELE T, WBIEZ—D2DRAIEKLIEMNG, ZJE
LIED—H LB ORBEBEBEE L Db &2 5 (Fig. ), LTATZOREDAICDNT, 3
B Fig. 7 JicgBAnl s T A i, 7 LiED £ < (2, monophasic DR 4A &
% & DT <, polyphasic O#fi%i &5 DIC, HAWNT 7 F Y#lld, DObhBsEFEE%IS

Table 1 Incidence of Rabies Postvaccinal Encephalomyelitis with the Use of
Various Antirabic Vaccines in Japan
(Institute of Infectious Diseases, Tokyo: Data from 1947-1957)

: * Number Number o Incidence
Type of vaccine Years inoculated iof patients Clinical form (%)
Attenuated live 1947-50 6,367 36  Spinal 17 0.57
Cerebral 19 i
Attenuated live and | 1950-51 1,703 | 15 | Spinal 9 0.88
inactivated : ‘ : Cerebral 6
Inactivated ‘ : \
Ultravioletirradiated | 1951-57 970 3 . Spinal 2 0.30
(large amount) | i Cerebral 1
Small amount - 1950-57 3, 869 3 - Spinal 3 0.08
Cerebral 0
r "Spinal 31 0.44
Total 1947-57 | 12,909 57 ~ Cerebral 2% (0. 67)* -

*Symbol indicates the incidence of the disease among the group;'ailbove 13 years of age,
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FERIOMR L 72RO TIE, monophasic OF@ L AVRE W EMNIRIITEZ 0 TH S, LAl
TR ED, T TALMEORNRMFREL, MO THEELDOMNH L EMET SITBEDN
5750,

EZAHTMEIVELES DONARTE, FTIZIERINOAEA B IWAS, /T V7T T, IR
W, &R, KERBETHY, LrbMRAR A&y 75 vMEbi T 28R, v
IRIETH %,

F AT, BAAIC 221 delayed form ¢ cerebral form 7t Hd 2 o [ 1T
(Table 1,2), M &, (TE Do THROE WD ENI BN, 2AETD, 2 1 H

Table 2 Incidence of Rabies Postvaccinal Encephalomyelitis with the Use of
Various Antirabic Vaccines in Thailand
(Saovabha Institute, Bangkok: Data from 1913-1956)

. | Number ~ Number . " Incid
Type of vaccine \r Years incl)lcrlrlllaeted of gertl%ieilts ; Clinical form ‘ nc(l%e)nce
Attenuated live 1913-43 10, 684 13 ) l 0.12
Phenolized (Semple) ‘
Spinal 37 |
1% 1930-35 4,875 1 Cerebral 0 0.02
3% 1936-45 13,724 3 } 0.02
59 1946-56 54,800 20 ‘ 0.03
| B : "¢ Spinal = 37 . )
Total 1, 1913 56 - 84 0861 37 . Cerebral 0 | ,,O,' 04

Table 3 Administration of Various Antirabic Vaccines in Japan
(Institute of Infectious Diseases, Tokyo: Data from 1947-1957)

Amount and

Type of vaccine Years number of ) Inoculation route
B . _inoculations - L
Attenuated live ©1947-50 2 ml. x 18 I Subcutaneous,
| interscapular
Attenuated live and 1950-51 1 ml. x 18 Subcutaneous,
inactivated + : interscapular, and
0.2 ml. x 7 i intracutaneous,
' upper arm
2 ml. x 14 : Subcutaneous,
Inactivated ; : interscapular
griggfnt* 1951-57 2 ml x 14 " Subcutaneous,
4+ , interscapular, and
0.2 ml. x 7 _‘ intracutaneous,
i upper arm
Small 1950-57 0.2 ml. x 7 : Intracutaneous,
amount** upper arm
*For highly suspicious cases of rabies  **For fairly suspicious cases of rabies
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Th, 77F VI, ~VOEHEDICHE OO AT LIcH-> THEHINTWYW L DL, BARDS;
A, BEEHE, H20RBLERORETFTIEENICEHINSE EOITEHLFROENH B
(Table 3,4), 7t & ziF /S22 o @k Pasteur IIZEATOD 19564FE0 & A T ¥ 3 T3,
Semple 7 7 F A EFIEEEE, ~VOBRIDOERTCEHSIN TS L, BRKTS, FEEW
ANV AR E . LI > THERANFER AT S L, BARADLEDO XD, BKIGEWIRALIC
RIS &S T &g, cerebral form %, ~VOHIL, MhroELF2, spinal form %
HRIEZ LD EES—IBELONIE BTV, FEITZ ST,
RERSIBTEIH PO, d>ESLRNELT 7 F VICE->TO DM, FEERALICTIZZED S

Table 4 Administration of Various Antirabic Vaccines in Thailand
(Saovabha Institute, Bangkok : Data from 1913-1956)

i ) |
: : Amount and number | :
Type of vaccine Years | of inoculations Inoculation route
Attenuated live 1913-43 3ml. x 21
or x 25
Phenolized (Semple)
1% 1930-35 5ml. x 14 Subcutaneous,
3% 1936-45 aml. x 14 periumbilical
5 % 1946-56 2ml. x 14%*
5ml. x 14%*
5ml. x 21%%k*

*For normal course **For bites on upper limb or multiple bites on body except
face, head, and neck ***For deep multiple bites or bites on face, head, or neck

Table 5 Recent Changes in Clinical Form and Prognosis of Rabies Postvacci-
nal Encephalomyelitis in Japan
(Institute of Infectious Diseases and Neuropsychiatric Clinic, Tokyo
University, Tokyo: Data from 1947-1957)

) . . Number |
‘Type of vaccine Clinical of Deoath Inoculation site | Inoculation mode
(Years) form patients (%)
Atteémated live Spinal 34 2 (5.9 Interscapular j Subcutaneous
(1947-55) Cerebral 40 8 (20.0)
Inactivated
Large amgunt Spinal 8 1 (12.5) Intjerscapular Su(li)cutaneous
(1951-57 an an
Cerebral 1 0 upper arm intracutaneous
Small amount Spinal 6 2 (33.3) Upper arm Intracutaneous
(1950-57) Cerebral 0 0
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DT, & -1E S spinal form oA T, cerebral formAs7i {75 - T 55 TH 5 (Table
5 FNTREFERAT 75 v v o FOHOE A, spinal form %4, guinea pig O DL
A3, cerebral form A0 xBThir L, ZOENBLNMDTH-T, L LAFEDMIAT
5HLNEDT, #E, X<FhontindiErdri (Table 6),
FoPCBHIRZE S, FAEBIICEEL C EE, AL ELHARAICHTILEY, 1 b~12
FTETOMNRICIT, BEPNRERINTOEDIC, 1TAOT 7 F ridbsid L TORBnEET
HoT, R, ZOTF—20, MR ESLCDEANRY 7 F v, HRINT 7 F va/pNR
CHBHICER LT LA D L0 S E—ORLERM LT s (Table 7),

LZATCDAT, 44OV 7 F oML ED HJ THB &L, Chulalongkorn A%
EEEEONRRITTL ORI EERY 245 &, UFLITFo# 4 HoT-4EiCi3, meningitis form
% 212 spinal form DA E 27 7 F vlaH s L, I TH b A 5115 (Table 8),
HFED, BREABBOSHBREINTORLA, 277 F y#HeEATREER D, kb BELOIE

Table 6 Relationship of Animal Organ Used in Manufacture of Vaccine to
Clinical Form of Rabies Postvaccinal Encephalomyelitis
(Inst1tute of Infectious Dlseases, Tokyo Data from 1947- 1967)

Organ of ammal used | Chmcal Number of

Type of vaccine in vaccine form patients
Attenuated live Rabbit spinal cord ‘ Spinal 17
Cerebral 19
Ultracentrifuged and Guinea pig brain Spinal 5
ultraviolet-irradiated Cerebral

Table 7 Age Distribution in Rabies Postvaccinal
Encephalomyelitis in Japan
(Instltute of Infectious Diseases, Tokyo Data from 1947- 1957)

Number of Number of patlents
Age inoculated ;

individuals Spmal form Cerebral form
1-12 4,452 0 0
13-20 2,351 6 5
21-30 2,064 8 7
31-40 1, 506 9 6
41-50 1,307 5 4
51-60 734 2 3
61-70 426 1 1
71-80 69 0 0
Total 12,909 31 26
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meningitis form BSE N ETH A, ZDOTFRITEL L0, BERS VLT NLOEZFHI0H
BbHE-T, LICBRBEADCTCLEBABRETETNENLTHDS, &b, 1IBFLUT
DEAEDFHICE, 77F /BB DD EEZRLTNSEDTH->T, —FEOAREICKS
POBBIDZEZTRE LTS, CHo DOFMIL, 4RI oI T T 2468 NH 5

PIlEZ#IET 5 &, spinal form @07 7 F Ui#id, HEAAKSL, BAILS, 7o AfiC
L HH L D B3, cerebral form (3, 4D EC A, BARALFICHRT S &, I OICHEED
T WPATIE, 2 A EHoOFEITiE, meningitis form A3H B EWNDH T &I B,

Z LT, PO EDIT, 77 F VBOBEKRORKE, 77 F viho ok &
AT XD, #BE 100~150mm OFEHOBEAICIE, 0.88% O@EFEAELEZ, F /- 5~10mm @
PLETH, TORPEND, BT 7 FUVRBOEBCINE T EEBRLTIS (Table 9),
B, ¥BOI04ER, HXEMTEEINL 12,909 ADFiIZ4£B% follow up L7ckER%E
HbBE, ZTORDPPOLSIADY 7 F vREENFEELTED, ZOXRIFEY 0.44% L1535
(Table 1) L HI3FLTICRBEIDOT, tEILVLE067T%, 2% 150AIKC1 A
B77F VRAEDEBCTCEABERLTED, WHO OfgHEZZA0IC kBl > TS, £
A ECIE, 0.04%D3ERT, 43I spinal form ©HYH, BAD 1/10 TH 558, L LEE
2, CHRFAEOPDFDETH S EET S (Table 2), —F, 195840 WHO OKLEHODHK

Table 8 Clinical Features of Antirabic Vaccinal Complications in Thai Child-
ren Below the Age of 14

(Department of Pediatrics, Chulalongkorn Medical School, Bangkok, 1957-1959 :
— No information; 0 Negative; + Positive; ? Suspicious)

| Number of

Incubation | Total chnlcal
Age & Sex l Rables in ‘ vaccines |

|
do ‘ period in : course in Prognosis
- 1 g | injected \ days* days** -
| {
“Meningo-encephalo-myelitic form”
|
5M | o “x 18 23 Expired
™ ‘ + 14X 13 ‘ 21 Incompletely
| : , recovered
12M | ? . 13X 10 15 | Unknown
“Meningitic form” ‘
12M ? ‘ 14X ‘: 17 23 Recovered
6M — ‘ 12X 12 17 Recovered
13M — ‘ 14X 4 10 Recovered
12F ‘ — ‘ 14X 1 14 23 Recovered
13M ~ ‘ 4x 17 35 Recovered
oM ‘ — 14X 14 \ 23 ~ Recovered
6M 0 1 14X " 14 22 Recovered

*Incuba‘uon per1od means from first inoculation to onset of illness.
**Total clinical course means from onset of iliness to discharge from hospital.
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SHETSH, WINBIEFITER O AR T, DBEO TSR LGEME 5D, DitbiIlo
EMBELNDTH-T, WHO OFL LiaHEIZER T2 0,
WREVEBET VT2 0O LRI OHITHEIC B W T, BARTI 1 - 72 & 5 1511l survey
L, KOBHOT 7 F VvHIEHE R O»FELERTTHDLL, TOUE, 77 F e gi
T5b0E, £O2THRNLDEDOMW EA, EIKRE, EREWHREICI - THRETE 5755
i, TR &E0DHEBET, HANHOL BBEIMEORE~DIKLBENLBT T ~F L1550
RebEdssR . MREEISRBLA T, HAIR Y 7 F v o PIVIHERLE, ODIZAIZET S adjuvant
TESHLERNT LVF—FERENZ L0 Lad-T ZoXk S RIEFIC HED AMKREL
B, WHET VT TRATIITROLIN T A S0 D ERL, DR LE0KEEIA~MHAT 2T &
o T, HAEOMBEFIZANES S HEMTE AR RNIZHELIOND
L LUFERIZ-XDET, MATHOWREELED Hils o field survey (3,
XLICBIHOEMEEN L, VAVBELS, TORbT B0 EN S EELME - T, N
HEDWBEENTHUINICL, TLTELOTHS. HEFIL, COHICBELTE 1 OBERY
P B EEBEIC 7o » TR L Ah, 2 A BEMITIE, 20 L AR EAERD X5 82 Hm s
BMiOBABETH-> T, BI<RBROLY 7 F VRO EHEELS EZHEICRESNEDERTH
STlo HEMICZEDMY THHH P, HLBOEIRT, CoMMEIE, 2AEPHEET Y723 TH
<, HRAKICHIRTZ 2 1EMBHLTH S EFT1UE, B K> WHO 70 &2, & - EH IR
BHOFZ2DIETNETHA DB, %@ﬁmummefu§@% 3730, 3¢5 WHO
DEFTETIE, 1 AANZLARDLZ I, Wohowuy 75 viiis & S & A AL
BN EWDERICIRDI DS TH Do
RRICHRIRZDO S DICEEE S D3 &, TOEAEIE, KR 2 1EHOKEBHEO—>TH
EREEOIENY, O ER3EBEABTAELT, 2ARTAZSNATRIFDON L 20

Table 9 Relationship of Incidence of Rabies Postvaccinal Encephalomyelides to
Total Amount of Desiccated Neural Tissue in Vaccine
(Institute of Infectious Diseases, Tokyo Data from 1947-1957)

’\Iumber of

~ Total amount of
Number of Incidence = desiccated neural

Type of vaccine Frfggg?asted patients (%) I tissue in vaccine

R ) e (mg.)

Attenuated live 6, 367 36 0. 57 80-120

Attenuated live and 1,703 15 0.88 100-150
inactivated
Inactivated

Large amount 970 3 0.30 70-100

Small amount 3, 869 3 0.08 5- 10
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B2, MREESYNICA T variety IKEATWS, KEZAE OO BEOKARII®RA
B>, MEMEOBHES (neuronophagia) 2sifit As, Negri /MKIZ &L RATER
\ (Fig. 8AB), LU, KM, EBEERMICS, HTRARTDH S EICIEENE L. —
77, fofltd, & ZAEHEMBIMAIE, FiFREE, mAUCHE DS, Poliomyelitis anterior
WICEEL S 5085, 2T KL I &, /MDD T v+ v il ofgAkhic Negri body % %R,
T ENTES (Fig. 9AB), XS IChOERBOH KRG A A2 &, KINEEOHERIIC
2, BHTEHE®D Negri body AT T EMTE S (Fig. 10AB), & ATEETII,
WD 2 Bl B >N RIS RERISE, BHTHhFHT, BEACRRKE SICS CBED
glial nodule ®IMEEED RIEMMIL R A5 N B DIC &1 (Fig. 10C), D% Y Negri
body OFF L, RIESIGEORICIE, K&75 discrepancy 23H 2 EEZPWRLTHBEDTH
> T, BRBIRKO2WTR, TRIELT > TORBODFEEBSRKE O E DS BTN,

LZATHAETE, BREB7 7 FUyBEBINLIBR2L, 1954FECAHADPLIELIE->1cF &,
BTNz > TW5 (Table 10), —F, Z2AETIE, H»REOEHD I956FEDH T H5H
Nvay @ Pasteur IEFHTD, 6, T2BADBTHESRZ S F b (Table 11),

BiE, bbb @ BNHEEICE 3ERF Y 4V ZDBYLERD £1T7715-> T 5D, 0
XBE, TANVRSERRANICHEBET S E3b E XD TH S, spinal ganglia O HREHRE
oAb L BT 5 L, & 5T peripheral nerve ¢» Schwann’s cell ¢ processes It
ZBoT, EfTL TS BAEBERETICESZAAENTESL, NoMmEARIZIS L XD,

Table 10 Incidence of Rabies Among Individuals Treated with
Antirabic Vaccine in Japan
(Institute of Infectious Diseases, Tokyo: Data from 1947-1959)

| | |

Year ‘ Number treated | Nurr;l‘g))i%rs o Morta(lé/tg' rate

N - o deaths i
1947 93 % 5 5. 38
1948 138 | 9 6.52
1949 1 172 | 5 2.91
1950 | 384 1 0.26
1951 | 230 0 0
1952 | 138 0 0
1953 178 0 0
1954 | 41 0 0
1955 | 3 0 0
1956 0 0 0
1957 0 0 0
1958 0 0 0
1959 0 0 0
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24 RCEBTD 2, 3OMREEEICONT

retina OMFMRPTHHEIIT H2EFHEA LTI D,

EHD I ANWR - v RI G ATH, FERFERLETOMBETIESL, BETHE, <530
B RO T D, &, ILRKY A v 2@ amplifire BEEMNICRAFEARZLTHE LIna
73, reservoir L7iiUE, MARDIELEVCARROEBMTHAARENSZZ ONE., T LTHN
PUABEDLEFFEAME B EICL - T, HRR I A V2N 0T, 0L RIETHERL,
TS S, RBICHASHENRZAMNCE2bDEEZ SIS, LA LZNLIRICEEER T T
1<, AAEBEICERKASNLEADIERIBICONT, ZOMBAEDINETH D EHES
5o

[@Afk 7S T & 12, cysticercosis cerebri [Z DIV THNVZ AT & T, Nvag 4o Somdet
KB L D epilepy ward 9 B, R TIZ cysticercus #5ffi+ & > symptomatic epi-
lepsy QBB ZMPIZDABEMNTE S, TRTHNOIFREOKSFAMRTH 5. I 5174 4
EooEBEMEICIE, KD E2H O cysticercosis 235 5 5 LivL, Z 7 schistosoma japonicum
DEPHZ S L, BFIZTORIPMINAT granuloma 225 52 Ltk -T, sympto-
matic epilepsy Z 0 & BT 9 IEMNIT, IFBEMRIANCEET AT LIk ->T, ok, HAET
bRIBED L WERIAH®D hepatocerebral disease & [F UIERAFHET 5, L 7cdi-> THIHD
X5 BREEROBENSREBABEMICHET NI, BEHEOAEDS L OB &S 2 AN
ZoNb,

VI EBEENDO AR, WET Y 7 HEEOEROBBRICEREE S0 D X, 4L Abasic

Table 11 Incidence of Rabies Among Individuals Treated with

Antirabic Vaccine in Thailand
(Saovabha Inst1tute, Bangkok Data from 1913-1956)

Number of Mortahty rate

Year Number treated drabies 5]
eaths ,

1947 4, 467 7 0.16
1948 3,823 2 0.05
1949 5,620 1 0.02
1950 ‘ 5,040 1 0.02
1951 3,138 0 0
1952 2,973 1 0.03
1953 6,023 2 0.03
1954 7,317 8 0.11
1955 7,509 8 0.11
1956 6, 723 3 0.04
1957 ]
1958 [ Information not

[ available
1959
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KREZDOLDTHS,b LI, z@d3#RE, 2oE~s0EROBREOEB AT O
ThsdEEMFC, HARAODEFCBLIBEILI Z2HDENHITENTES, T L TIORA
3, EPLENOLNMETHD, FTEABOLDOELTEBMZED DI TS ETN
E, ENEBHEICRLUTERECEEFIVZINEHEET 5.
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