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T h e e p i d e m i o l o g y o f infect ious hepat i t i s is p o o r l y u n d e r s t o o d . A l t h o u g h the gastro­

i n t e s t i n a l tract is the p r i n c i p a l p a t h w a y o f i n f e c t i o n i n this w i d e s p r e a d disease, parentera l 

t r a n s m i s s i o n is k n o w n to o c c u r i n a v a r i e t y o f w a y s . T h e p o s s i b i l i t y o f the r e s p i r a t o r y 

r o u t e has been i n d i c a t e d b y M a c C a l l u m , M a c F a r l a n , M i l e s , P o l l o c k & " W i l s o n (1951) 

f r o m t h e i r e p i d e m i o l o g i c a l studies. T h e r e are i n a d d i t i o n several reports o f e p i d e m i c s 

caused b y f o o d (Bal lance, 1954), w a t e r (Roos , 1956) a n d m i l k . 

A n i m p o r t a n t m e t h o d o f spread appears t o be p e r s o n to p e r s o n contact . T h i s is 

fac i l i ta ted u n d e r c o n d i t i o n s w h e r e people congregate such as i n m i l i t a r y c a m p s a n d i n s t i t u ­

t ions for m e n t a l defectives ( L e a d i n g A r t i c l e , 1964). O t h e r factors w h i c h f a v o u r the spread 

o f th is disease has been f o u n d to be h o u s e h o l d c o n g e s t i o n , together w i t h p o o r s a n i t a t i o n 

a n d h y g i e n e w h i c h are preva lent a m o n g the l o w e r e c o n o m i c g r o u p s . 

I n the e n d e m i c as w e l l as i n the e p i d e m i c s i tuat ions , a n i c t e r i c a n d a s y m p t o m a t i c cases 

o f i n f e c t i o u s hepat i t i s m a y be present w i d e l y i n the p o p u l a t i o n at r i s k . T h e i m p o r t a n c e 

o f such cases i n the e p i d e m i o l o g y o f the disease is b e c o m i n g w e l l r e c o g n i s e d . A n i c t e r i c 

a n d a s y m p t o m a t i c cases are n o t u n c o m m o n ( P a u l , 1:957), a n d the o n l y a b n o r m a l i t i e s seen 

are i n the l i v e r f u n c t i o n tests ( G o l d b e r g a n d C a m p b e l l , 1962). T h e i m p o r t a n c e o f these 

cases as p o t e n t sources o f i n f e c t i o n is o b v i o u s . I n C e y l o n , as i n o t h e r c o u n t r i e s there is 

a n i n c r e a s i n g i n c i d e n c e o f i n f e c t i o u s hepat i t i s . E p i d e m i c s are u n c o m m o n b u t sporadic 

cases a b o u n d . 

W i t h the a b o v e i n v i e w i t was t h o u g h t w o r t h w h i l e t o invest igate the f a m i l i e s o f 

patients a d m i t t e d t o h o s p i t a l w i t h in fect ious hepat i t i s , to m a p o u t the i n c i d e n c e o f i n f e c t i o n 

i n the h o u s e h o l d a n d to evaluate the c o m m o n l i v e r f u n c t i o n tests u n d e r s u c h a s i t u a t i o n . 

Tests used i n the s tudy o f patients w i t h , l i v e r a n d b i l i a r y tract diseases can be classified 

a c c o r d i n g t o the speci f ic f u n c t i o n o f the l i v e r i n v o l v e d . These i n c l u d e a b n o r m a l i t i e s o f 

p i g m e n t m e t a b o l i s m , tests based o n the l iver ' s part i n c a r b o h y d r a t e m e t a b o l i s m , tests based 

o n changes i n p l a s m a p r o t e i n , tests based o n a b n o r m a l i t i e s o f p l a s m a l i p i d s , d e t e r m i n a t i o n 
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TABIE I. 

B I O C H E M I C A L FINDINGS I N T H E T H I R T Y (30) POSITIVE CASES O F I N F E C T I O U S HEPATITIS 

Serum Bil i rubin Zinc Sulphate Turbidity Alkaline Phosphatase Serum Glutamic Oxal— 
Acetic Transaminase 

Serum Glutamic Pyruvic 
Transaminase 

Normal Values 

Range 

Mean 

S D 

0.8 mg % 

1.2 —22.5 m g % 

5.77 

5.2 

2.0 — 8.0 units 

9.0 — 35.0 

24.97 

7.18 

3 — 13 K A units 

13.0 — 58.0 

35.0 

.14.32 

23 —107 units 

130 — 500 

326.8 

90.3 

25 —110 units 

120 — 430 

333.7 

14.3 

Values 0.9—3.0 >3.1 9—12 13—16 >17 14—21 22—29 >30 108—158 159— 
258 

>259 111— 
161 

162— 
261 

>262 

Percentage of Total 36.7 63.3 6 13 81 . 13 17 70 6.6 13.3 80.1 6.6 10.0 83.4 
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o f serum e n z y m e act iv i t ies a n d several others. In the present i n v e s t i g a t i o n w e d e t e r m i n e d 

the a b n o r m a l i t i e s o f p i g m e n t m e t a b o l i s m (serum b i l i r u b i n ) , changes i n p l a s m a p r o t e i n s 

(zinc sulphate t u r b i d i t y ) a n d s e r u m e n z y m e levels (a lkal ine phosphatase a n d the transa­

minases, s e r u m g l u t a m i c p y r u v i c transaminase, ( S G P T ) a n d s e r u m g l u t a m i c o x a l o a c e t i c 

transaminase, ( S G O T ) . These tests arc c a r r i e d o u t as a r o u t i n e i n l i v e r diseases i n m o s t 

o f the Inst i tut ions i n C e y l o n . 

a T h e samples o f b l o o d w e r e d r a w n f r o m h o u s e h o l d m e m b e r s o f pat ients w i t h i n f e c ­

t i o u s h e p a t i t i s , w a r d e d at the G o v e r n m e n t H o s p i t a l , K e g a l l e , w h i c h is s i tuated a b o u t f o r t y 

m i l e s f r o m the M e d i c a l Research Institute w h e r e the b i o c h e m i c a l tests w e r e c a r r i e d o u t . 

I n v i e w o f the t ransport difficulties e n c o u n t e r e d a n d i n o r d e r to m a i n t a i n a u n i f o r m i t y , a l l 

tests w e r e c a r r i e d o u t w i t h i n f o u r days o f c o l l e c t i o n o f samples o f b l o o d , unless stated t o 

the c o n t r a r y . T h e s e r u m b i l i r u b i n ( D y k e , 1951), z i n c sulphate t u r b i d i t y ( K u n k e l , 1947), 

a lka l ine phosphatase ( K i n g a n d Jegatheesan, 1959), s e r u m g l u t a m i c oxa lacat ic transaminase 

a n d s e r u m g l u t a m i c p y r u v i c transaminase ( K i n g , 1958) w e r e es t imated i n a l l cases except 

w h e n the samples w e r e f o u n d to be h a e m o l y s e d . 

RESULTS 

T h e n o r m a l values for s e r u m b i l i r u b i n , z i n c sulphate t u r b i d i t y , a l k a l i n e phosphatase 

and the transaminases are p r o v i d e d i n T a b l e I w h i c h also shows the b i o c h e m i c a l f i n d i n g s 

i n t h i r t y p o s i t i v e cases o f i n f e c t i o u s hepat i t i s . F o r purposes o f r e c o r d i n g a n d analysis 

o f the f i n d i n g s the values w e r e a r b i t r a r i l y d i v i d e d i n t o v a r i o u s g r o u p s v i z : Z i n c sulphate 

t u r b i d i t y 9-12, 13-16 a n d > 17 u n i t s ; a l k a l i n e phosphatase 14-21, 22-30 a n d > 30 K A u n i t s ; 

S G O T 108-158, 159-258 a n d > 259 u n i t s ; S G P T 111-161, 162-261 a n d > 262 u n i t s . 

T h e age a n d sex d i s t r i b u t i o n o f the 140 contacts subjected to the present i n v e s t i g a t i o n 

are p r o v i d e d i n T a b i c II. T h e subjects w e r e f o u n d to be e q u a l l y d i s t r i b u t e d a m o n g the 

sexes a n d about 5 0 % w e r e b e l o w the age o f 19 years. 

TABLE II 

A G E A N D S E X D I S T R I B U T I O N I N F A M I L Y C O N T A C T S 

Age group Male Female Total 

11 4 15 
5—9 18 10 28 

10—14 7 8 15 
15—19 9 7 16 
20—24 4 8 12 
25—29 3 5 8 
30—34 • 1 6 7 
35—39 3 9 12 
40—44 6 8 14 
45 above 7 6 13 

69 71 140 
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TABLE III 

SIZE O F FAMILIES 

Number of occupants Families 

3 3 
4 8 
5 7 
6 4 
7 6 
8 0 
9 and more 2 

30 

T a b l e III shows the size o f the f a m i l i e s ; l i t t l e less t h a n h a l f o f the f a m i l i e s h a v i n g s ix 

o r m o r e m e m b e r s i n t h e i r households . 

B i l i r u b i n : O f the p o s i t i v e cases o f i n f e c t i o u s hepat i t i s i n v e s t i g a t e d a l l o f t h e m h a d b i l i r u ­

b i n values a b o v e 1.2 m g % (Table I) a n d i n 6 3 . 3 % i t was a b o v e 3.1 m g % . T h e p i c t u r e 

was qui te different i n the case o f the contacts, a l l h a d values w i t h i n the l i m i t s o f n o r m a l i t y . 

TABLE IV 

B I O C H E M I C A L A B N O R M A L I T I E S I N R E L A T I O N T O F A M I L Y SIZE. 

Family size 3—4 5—6 >7 Family size 
Members Members 

Numbers of families 11 11 8 
Zinc sulphate turbidity 22 48 47 
Alkaline phosphatase 11 28 34 
S G O T 8 9 9 
SGPT 8 10 6 

TABLE V 

F A M I L Y D I S T R I B U T I O N O F C O N T A C T S W I T H A B N O R M A L B I O C H E M I C A L D A T J 

Numbers of members Zinc sulphate Alkaline S G O T SGPT 
affected i n each turbidity phosphatase 

Family. 

1 1 8 7 10 
2 5 9 5 5 . 
3 8 4 2 1 
4 7 4 1 1 
5 5 3 0 0 
6 and > 6 2 1 0 0 

Z i n c s u l p h a t e t u r b i d i t y : A m o n g the p o s i t i v e cases o f i n f e c t i o u s h e p a t i t i s , a l l o f t h e m 

h a d values r a n g i n g f r o m 9.0 t o 35.0 u n i t s (Table I) w h i l e 8 3 % o f the contacts possessed 

a b n o r m a l values v i z : 4 2 % b e t w e e n 9-12, 3 5 % b e t w e e n 13-16 a n d the balance h a v i n g 

values > 16 units . A b n o r m a l values w e r e d i s t r i b u t e d a l m o s t e q u a l l y a m o n g the sexes. 
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In T a b l e I V a n d V w e h a v e also p r o v i d e d the b i o c h e m i c a l a b n o r m a l i t i e s i n r e l a t i o n 

to the f a m i l y size a n d f a m i l y d i s t r i b u t i o n respect ive ly . 

T h e n u m b e r s h o w i n g a b n o r m a l z i n c sulphate t u r b i d i t y i n f a m i l i e s w i t h f i v e o r m o r e 

m e m b e r s was m o r e than f o u r t imes as m u c h as those f a m i l i e s w h o h a d less t h a n f i v e m e m ­

bers. I n t w o f a m i l i e s , (Table V ) s i x o r m o r e m e m b e r s , h a d a b n o r m a l values. 

A l k a l i n e p h o s p h a t a s e : E l e v a t e d levels o f a l k a l i n e phosphatase w e r e o b s e r v e d i n a l l 

p o s i t i v e cases o f in fect ious hepat i t i s (Table I) a n d i n 5 0 % o f the contacts ( T a b l e V I ) . I n 

4 ^ 8 % o f the contacts the values w e r e f o u n d to l i e b e t w e e n 14-21 ; i n 3 2 . 4 % b e t w e e n 

22-30 a n d i n the balance > 30 units o f a c t i v i t y . T h e y o u n g e r age g r o u p s s h o w e d a c o n s i ­

derable increase i n the phosphatase a c t i v i t y . 

T r a n s a m i n a s e : R a i s e d transaminase levels w e r e f o u n d i n a l l the p o s i t i v e cases o f 

i n f e c t i o u s hepat i t i s (Table I). T h e values ranged f r o m a l o w v a l u e o f 130 uni ts to a h i g h 

v a l u e o f 500 uni ts . B u t a m o n g the contacts the pattern was q u i t e di f ferent . T h u s 2 2 . 3 % 

h a d ra ised S G P T a c t i v i t y , 51 .9% b e t w e e n 108-158 u n i t s ; 2 4 . 1 % b e t w e e n 159-258 units 

a n d the same w i t h values o v e r 259 units (Table V I I ) . A h i g h e r i n c i d e n c e i n this a b n ­

o r m a l i t y was once a g a i n seen i n the y o u n g e r age g r o u p s ; the h i g h e s t values b e i n g i n the 

10-14 y e a r g " o u p . T h e S G P T levels a m o n g the contacts also s h o w e d a s i m i l a r pat tern . T h e 

i n c i d e n c e o f the increased S G O T a n d S G P T a c t i v i t y (Tables I V a n d V ) appear t o h a v e 

n o r e l a t i o n to the f a m i l y size a n d the greatest n u m b e r s h o w i n g a b n o r m a l a c t i v i t y w e r e i n 

f a m i l i e s w i t h 1-2 m e m b e r s per f a m i l y . In m a n y cases the S G P T values w e r e f o u n d t o be 

raised w h i l e the S G O T r e m a i n e d w i t h i n n o r m a l l i m i t s . T h e s e w i l l be discussed at the 

e n d o f this paper. 

TABLE V I , 

C O N T A C T S W I T H E L E V A T E D A L K A L I N E P H O S P H A T A S E I N R E L A T I O N T O A G E 

Age Number of contacts 
groups. with elevated levels % groups. 

of alkaline phosphatase 
0 ^ 1 15 100 
5—9 23 79 

10—14 15 100 
15—19 9 56 
20—24 2 17 
25--29 0 0 
30—34 0 0 
35—39 3 23 
40—44 3 21 
45 and above 1 8 

D I S C U S S I O N 

B i o c h e m i c a l invest igat ions : T h e i m p o r t a n c e o f a n i c t e r i c a n d a s y m p t o m a t i c cases 

h a v e been stressed and t h e i r d e t e c t i o n presents v e r y m a n y dif f icult ies . T h i s is m a i n l y d u e 

t o the n o n - a v a i l a b i l i t y o f a t e c h n i q u e to isolate the causal v i r a l agent a n d to find a suscep­

t ib le host a n i m a l for the i n f e c t i o n . T h i s d i f f i cu l ty has been o v e r c o m e t o a great extent 

b y the i n t r o d u c t i o n o f s e r u m e n z y m e studies. 
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TABLE VII 

S G O T ACTIVITY IN RELATION T O OTHER BIOCHEMICAL D A T A A N D S G O T ACTIVITY 
WITH N O R M A L S G O T LEVELS. 

SGOT units/ml. SGPT units/ml. Zinc Sulphate Alkaline 
turbidity (units) Phosphatase 

KA—units 

Contacts showing SGOT activity of 259 or more units. 

460 350 9 15 
380 320 16 36 
320 275 10 37 
280 387 11 35 

Contacts showing SGOT activity of 158-258 units. 

230 245 23 30 
220 150 10 19 
200 120 11 6 
200 128 13 50 
210 120 9 19 
180 30 16 28 
166 130 15 

Contacts showing SGOT activity of 108-157 units. 

150 135 •' 17 15 
150 120 10 15 
150 78 13 8 
140 49 8 25 
140 123 18 11 
144 67 12 8 
130 75 8 13 
124 90 27 26 
122 60 19 14 
120 185 24 22 
120 67 11 50 
110 18 19 20 
110 52 15 7 
110 67 11 33 

Contacts showing elevated SGPT activity but normal SGOT 

90 135 11 10 
60 230 15 36 
86 142 12 16 
80 150 9 19 
40 120 9 26 

100 112 16 19 
60 136 12 13 

I n the present i n v e s t i g a t i o n w e h a v e o b s e r v e d that i n a l l p o s i t i v e cases o f infect ious 

hepat i t i s the b i l i r u b i n values w e r e a l l raised a b o v e the l i m i t s o f n o r m a l i t y w h i l e a m o n g 

the contacts n o n e h a d values a b o v e the n o r m a l l i m i t s . T h e r e f o r e , the d e t e r m i n a t i o n o f 

the s e r u m b i l i r u b i n w o u l d n o t t h r o w a n y l i g h t w h e n i n v e s t i g a t i n g a n o u t b r e a k o f infec­

t ious hepat i t is . 

W h i l e the flocculation a n d t u r b i d i t y tests e m p l o y e d i n l i v e r a n d b i l i a r y diseases depend 

to a large extent o n the alterations i n g a m m a - g l o b u l i n , o t h e r factors are also i n v o l v e d . 

K u n k e l (1947) descr ibed a z i n c sulphate t u r b i d i t y test w h i c h he c l a i m e d gives a n i n d e x o f 

the a m o u n t ' o f g a m m a - g l o b u l i n present. D i s c o m b e e t a l . (1954) also r e p o r t e d a close corre la-
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t i o n w i t h g a m m a - g l o b u l i n as measured b y e lectrophoresis . T h e n o r m a l range was f o u n d 

to l ie between 2 a n d 9 uni ts for C e y l o n subjects b u t results o f u p t o 60 uni ts h a v e been 

obtained i n o u r laborator ies ( u n p u b l i s h e d data, 1968) i n cases w i t h l i v e r disease. K u n k e l 

(1947) also o b s e r v e d de layed rise i n g a m m a - g l o b u l i n i n i n f e c t i o u s hepat i t i s w i t h subsequent 

p r o l o n g e d h i g h levels a n d suggested that this m i g h t reflect the p r o d u c t i o n o f a n t i b o d i e s 

rather than a d is turbance i n l i v e r f u n c t i o n . H e c l a i m e d that the z i n c sulphate test is the 

most sensit ive f o r the d e t e c t i o n o f res idual hepat i t i s . H o w e v e r , the present studies s h o w 

that a m o n g the contacts a b n o r m a l values w e r e o b t a i n e d i n 8 3 % o f cases. T h e r e f o r e , the 

d e t e r m i n a t i o n o f z i n c sulphate t u r b i d i t y m i g h t g i v e a better i n d i c a t i o n o f the presence 

«e£ infect ious hepat i t i s i n the ear ly stages o f the disease. T h e present f i n d i n g s are therefore 

c o n t r a r y to the observat ions m a d e b y K u n k e l (1947). W e are n o t i n a p o s i t i o n t o p r o v i d e 

a suitable e x p l a n a t i o n f o r s u c h v a r i a t i o n . It m i g h t be that the C e y l o n e s e are m o r e suscep­

t ible to i n f e c t i o n t h a n the E u r o p e a n subjects. T h i s needs fur ther s t u d y . 

A n analysis o f s e r u m e n z y m e levels a m o n g the contacts s h o w e d that 5 0 % o f t h e m 

had an elevated s e r u m a l k a l i n e phosphatase a n d a greater percentage o f this a b n o r m a l i t y 

was seen i n the y o u n g e r age g r o u p . These f i n d i n g s are i n close a g r e e m e n t w i t h those 

o f H a r r i s a n d B e v e r i d g e (1967). T h e latter invest igators f o u n d that the a l k a l i n e p h o s p h a ­

tase levels i n g r o w i n g c h i l d r e n are o n t h e h i g h e r side o f n o r m a l . T h i s test b e c o m e s v e r y 

valuable w h e n taken i n c o n j u n c t i o n w i t h z i n c sulphate t u r b i d i t y test. 

It has been s h o w n b y several w o r k e r s that a m o n g the e n z y m e s the transaminase e s t i ­

m a t i o n y ie lds a better i n d e x o f l i v e r f u n c t i o n especial ly i n the d e t e c t i o n o f s u b c l i n i c a l cases. 

B o t h the transaminases S G O T a n d S G P T are f o u n d i n m o s t tissues b u t the re lat ive a m o u n t s 

, v a r y . T h u s the l i v e r is r i c h i n S G P T w h i l e the heart i n S G O T ( W r o b l e w s k i , 1958). In 

infect ious hepat i t i s the rise i n S G O T genera l ly preceded the appearance o f o t h e r a b n o r m a l 

c l i n i c a l a n d l a b o r a t o r y c r i t e r i a a n d therefore served as an i m p o r t a n t a n d useful c r i t e r i o n 

• i n the d iagnos is o f th is i l lness ( B o d a n s k y e t a l . , 1954). I n i n d u c e d h e p a t i t i s , i n a n a s y m p ­

t o m a t i c a n d a n i c t e r i c pat ient K r u g m a n e t a l . (1959) f o u n d that the o n l y i n d i c a t i o n o f l i v e r 

i n v o l v e m e n t was an increase i n the s e r u m transaminase w h e n a l l o t h e r c o n v e n t i o n a l tests 

were w i t h i n n o r m a l l i m i t s . B u t i n the m a j o r i t y o f t h e i r cases o f a n i c t e r i c hepat i t i s b o t h 

the e n z y m e s a n d the usual b i o c h e m i c a l tests w e r e a b n o r m a l . A c c o r d i n g , t o t h e m the 

serum transaminase a c t i v i t y though, n o t speci f ic m a y be the m o s t sensit ive test for hepat i t i s 

i n a pat ient w h o is t h o u g h t t o be i n c u b a t i n g the disease. 

I n a n o u t b r e a k o f in fect ious hepat i t i s i n W e s t G e r m a n y w h e r e 7 0 % w e r e a n i c t e r i c , 

S c h o c n a n d W u s t (1961) c o n c l u d e d that the m e a s u r e m e n t o f S G P T was the m o s t sensit ive 

test f o r diagnosis a n d e p i d e m i o l o g i c a l purposes. S i m i l a r l y , G o l d b e r g a n d C a m p b e l l 

(1962) r e p o r t e d that the S G P T is the m o s t re l iab le i n d e x o f i n f e c t i v i t y i n a l l f o r m s o f the 

disease. T h e rise o f S G O T precedes that o f S G P T b u t the re la t ive rise i n the latter is gene­

ra l ly greater t h a n that o f S G O T t h o u g h S G P T e n z y m e is less stable ( B o d a n s k y e t a l . , 1954). 

In o u r series, contacts w h o s h o w e d a m a r k e d o r m o d e r a t e rise i n S G O T a c t i v i t y also s h o w e d 

s i m i l a r rise i n S G P T a c t i v i t y (Table V I I ) but those w h o h a d m i n i m u m S G O T a c t i v i t y 

often h a d n o r m a l S G P T a c t i v i t y a n d v i c e versa. It is therefore n o t possible t o c o n c l u d 
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f r o m o u r series as to w h i c h is the m o r e sensit ive test for the d e t e c t i o n o f a n i c t e r i c asympto­

m a t i c o r s u b c l i n i c a l cases. U s i n g the transaminase a c t i v i t y as an i n d e x o f i n f e c t i v i t y approxi­

m a t e l y 2 0 % o f the h o u s e h o l d m e m b e r s w e r e i n f e c t e d . 

E p i d e m i o l o g y : T h e h i g h i n f e c t i v i t y o f i n f e c t i o u s h e p a t i t i s is w e l l k n o w n . I n the Bristol 

o u t b r e a k , B o t h w e l l e t a l . (1963) f o u n d that 1 0 . 3 % o f the adults a n d 3 9 . 6 % o f the children 

i n the in fec ted households h a d the i l lness. O u t o f a to ta l o f 2107 cases i n 2 years, 790 (37%) 

w e r e m e m b e r s o f a f a m i l y w i t h o n e o r m o r e o t h e r cases. I n Leicester ( B u r n s , 1967) 9.6% 

o f the adults a n d 3 6 . 2 % o f the c h i l d r e n w e r e affected. Case to case i n f e c t i o n s a n d mult iple 

cases w i t h i n a h o u s e h o l d are frequent. ' "~ 

T h e h i g h i n f e c t i v i t y accounts for the h i g h i n c i d e n c e o f a n i c t e r i c a n d asymptomat ic 

cases. T h e h i g h i n c i d e n c e o f these cases i n the e p i d e m i c as w e l l as i n the e n d e m i c s i tuation 

is w e l l established. A c c o r d i n g to C a p p s e t a l . (1948) the n o n - i c t e r i c f o r m s m a y represent 

9 0 % o f the cases i n a g i v e n e p i d e m i c . 

C a p p s et a l . (1952) i n a s tudy o f e n d e m i c h e p a t i t i s i n an i n f a n t o r p h a n a g e f o u n d that 

9 0 % o f the patients w h o h a d the disease w e r e w i t h o u t j a u n d i c e o r h y p e r b i l i r u b i n a e m i a , 

a n i c t e r i c hepat i t i s is t w i c e as c o m m o n as the i c t e r i c i n the e n d e m i c s i t u a t i o n . K r u g m a n 

e t a l . (1959) a n d M a c C a l l u m (1961) estimate the r a t i o o f a n i c t e r i c t o i c t e r i c as 10:1. In an 

o u t - b r e a k o f hepat i t i s i n a b a k e r y i n w h i c h 41 persons h a d j a u n d i c e o n e was i l l b u t w i t h o u t 

j a u n d i c e a n d 5 o f the r e m a i n i n g 34 h a d a b n o r m a l l i v e r f u n c t i o n tests, the r e m a i n d e r being 

a p p a r e n t l y w e l l ( T h o r l i n g , 1954). S c h n e i d e r a n d M o s l e y (1959) s t u d i e d f a m i l i e s w i t h 

hepat i t is a n d c o n t r o l fami l ies i n t w o s i tuat ions; one w h e r e i n f e c t i o u s hepat i t i s was epidemic 

a n d the other w h e r e i t o c c u r r e d as sporadic cases. T w o to f i v e measurements o f S G O T 

a c t i v i t y w e r e p e r f o r m e d o v e r a p e r i o d o f 1-3 m o n t h s . I n the f o r m e r s i t u a t i o n t h e y found 

that 4 6 % h a d a b n o r m a l S G O T as c o m p a r e d w i t h o n l y 6 % i n the c o n t r o l s . I n the latter 

s i t u a t i o n 3 9 % o f the fami l ies h a d a b n o r m a l S G O T a c t i v i t y w h i l e o n l y 8 % w e r e affected 

a m o n g the contro ls . 

T h e anic ter ic a n d a s y m p t o m a t i c cases are p o t e n t sources o f i n f e c t i o n a n d present diffi­

culties as to the c o n t r o l o f the il lness a n d t h e i r d e t e c t i o n . W h e r e the disease is endemic 

there are thus m a n y sources as w e l l as m a n y w a y s o f spread. 

B o t h w e l l e t a l . (1963) i n the B r i s t o l o u t b r e a k has referred t o the roles p l a y e d i n the 

i l lness b y h o u s i n g t y p e , p o p u l a t i o n densi ty , sanitary p r o v i s i o n , standards o f h y g i e n e i n 

the soc ia l class, p l a y s i t u a t i o n , dental decay a n d s h e d d i n g o f teeth i n c h i l d r e n . In the Leices­

ter o u t b r e a k , B u r n s (1967) f o u n d a s i g n i f i c a n t assoc iat ion b e t w e e n the h i g h i n c i d e n c e o f 

the disease a n d d o m e s t i c o v e r c r o w d i n g a n d p o o r l i v i n g standards a n d further the large 

part p l a y e d b y a n i c t e r i c cases i n the spread o f the disease. 

P e r s o n t o person contact is a c o m m o n m o d e o f spread, contact h i s t o r y a c c o r d i n g to 

B o t h w e l l (1963) i m p l i e s i n g e s t i o n o r i n h a l a t i o n o f the v i r u s m a t e r i a l o n the hands, c l o t h i n g 

o r b o d i l y contact o r e x h a l a t i o n o n its r e c i p i e n t . 4 3 % o f 4341 patients w i t h infect ious 

hepat i t i s a d m i t t e d to the h o s p i t a l gave a h i s t o r y o f contact w i t h i n f e c t i o n ( B o u g h t o n , 1967). 
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In the e n d e m i c s i t u a t i o n large f a m i l i e s h o u s e h o l d c o n g e s t i o n a n d s o c i a l class w e r e s o m e o f 

the factors n o t e d i n the i n c r e a s i n g i n c i d e n c e i n C e y l o n ( N a g a r a t n a m a n d S i k k a n d e r , 1969). 

T h e greater i n c i d e n c e i n the w e t zones w e r e a t t r i b u t e d b y t h e m to the increased p o p u l a ­

t i o n densi ty i n these areas. 

S U M M A R Y 

T h i r t y C e y l o n e s e fami l ies o f patients w i t h infect ious hepat i t is c o n s i s t i n g o f 140 c o n ­

tacts w e r e invest igated . O f these, 8 0 % h a d raised z i n c sulphate t u r b i d i t y levels, 5 0 % h a d 

raised a lka l ine phosphatase levels a n d a b o u t 2 0 % h a d raised transaminase levels ( S G O T 

and S G P T ) . T h e i n d e x o f i n f e c t i v i t y as d e t e r m i n e d b y these b i o c h e m i c a l tests w o u l d 

have been h i g h e r , h a d m o r e frequent est imations been d o n e at r e g u l a r intervals o v e r a 

longer p e r i o d . It was n o t i c e d that those w h o s h o w e d a m o d e r a t e increase i n S G O T a c t i v i t y 

also s h o w e d an increased S G P T a c t i v i t y as w e l l . O n the other h a n d , a m i n i m a l increase 

i n S G O T a c t i v i t y was m o r e often u n a c c o m p a n i e d b y a rise i n S G P T a c t i v i t y a n d the 

converse was also f o u n d to be true. W e arc unable to c o n c l u d e f r o m this series as to 

w h i c h is the m o r e sensit ive test u n d e r these c o n d i t i o n s . 

T h e e p i d e m i o l o g y o f this il lness has been br ie f ly discussed a n d the i m p o r t a n c e o f 

anicteric a n d a s y m p t o m a t i c cases stressed. T h e i m p o r t a n c e o f large f a m i l i e s w i t h the 

a c c o m p a n i m e n t o f p o v e r t y , o v e r c r o w d i n g , u n h y g i e n i c l i v i n g c o n d i t i o n s and increased 

avenues f o r person to person contact has been stressed i n regard to the h igh , i n c i d e n c e o f 

the i n f e c t i o n i n such fami l ies . 

• T h e p r e v e n t i o n o f this illness therefore, to a large extent is p u r e l y a p r o b l e m of h y g i e n e 

and o n the i n d i v i d u a l l e v e l w h e r e faccal-oral c o n t a m i n a t i o n is responsible . P e r s o n a l 

cleanliness s h o u l d be emphasised i n the h o m e . 
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