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HAEMOPHILIA 'A' F VI I I less than 1% GRO-C 61 

ATE I CLINICAL NOTES (Each entry must besigned) 

1W 

P 

1.2.80 Haemophil ia diagnosed at age 7/12 

Treatment: Treated at Great Ormond Street, Lord Mayor Treloar 
College and Royal Free Hospital. 

Known to have had commercial concentrate at least as far back as 1974. 

Has had Kryobul in, Hemofi l , Factorate, Koate, BPL and Cryo. 

On one occasion (9.7.75) received a dose of Kryolbul in 
(09,46575) which was subsequently found to be HE Ag positive 
by R. I.A. Peter was noted at that time to be H9s Ab positive. 

No history of jaundice., 

Investigations: 

HBs Ag neg at all times 

HBs Ab pos several times but neg 29/11/79 

AST 53u in July 1974 and has remained elevated since 
that time. 

November, 1979 Full l iver work-up, Ba Swallow and U/S normal SMA pos 

it IJl`1 / 10 
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Liver biopsy: architecture is intact. Portal tracts are somewhat 
expanded and infiltrated with lymphoid cells. These are also seen 
in considerable numbers in si nusoids, although liver cell damage is 
mild and focal. There is no ch olestasis or siderosis, no ground-glass 
cel ls are seen, and a stain for HBsAg is negative. There is mild 
fatty change. 
COMMENT: The changes in Peter Squires' l iver biopsy are compatible 
with chronic persistent he patitis. The lobular infi ltrate and fat 
suggests that the cause may be non-A non-B hepatitis rather than type 
B. He remains negative for HBsAg and at present his mi ld l iver disease 
requires no specific therapy. . 

8!4/80. See in l iver cl inic at yearly intervals. Ful l panel of tests, 
including ultrasound and Ba swal low, on those occasions. No need for 
routine LFT's unless he attends Centre for some other reason or some-
thing new develops. 

14/4/80 Asymptomatic. AST is now only minimally elevated at 20iu/1. Liver 
biopsy showed chronic persistent hepatitis with a lobular component. 
There was very l ittle liver cell necrosis. Fat was a prominent 
feature. These lesions constitute a mild form of liver disease and 
the patient has been reassured of a good prognosis. He will be 
fol lowed at 6 monthly intervals., the next appointment being on the 
13th October. He apparently attends at 2 monthly intervals for 
replenishing his factor VI I I suppl ies and at these times blood should 
be taken for LFTs and a clotted specimen to the Department of Medicine 
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P A T E I C L I N I C A L N 0 T E S (Each entry must be signed) 

1.2.80 1 Haemophilia diagnosed at age 7/12 

Treatment: treated at Great Ormond Street, Lord Mayor Treloar 
College and Royal Free Hospital ' 

Known to have had commercial concentrate at least as far back as 
1974. Has had Kryobulin, Hemofil, Factorate, Koate, BPL. and 
Cryo. 
On one occasion (9.7.75) received 

a dose of Kryobulin (09M6575) which 
was subsequently Found to be Has Ag positive by RIA. Peter was noted 
at that time to be his Ab positive. 
No history of jaundice. 

Investigations: 

tills Ag negative at all times 
t113s Ab positive several times but negative 29.11.79. 

AsT 53 units in July 1974 and has remained elevated since that time 
November 1979, full liver work-up; Ba swallow and ultrasound normal; 
SMA positive ANF 1:1 

8.4.80 See in liver clinic at yearly intervals. Full panel of tests inelutiiiit 
ultrasound and Ba swallow, on these occasions. No need for routine 
ills unless he attends Centre for some other reason, or something 
else develops. 
Comment after liver biopsy 'architecture is intact. Portal tracts are 
somewhat expanded and infiltrated with lymphoid cells. These are 
also seen in considerable numbers in sinusoids, although liver cell 
damage is mild and focal. There is no cholestasis or siderosis, 
no ground-glass cells are seen, and a stain for hills Ag is negative. TI 
is mild fatty change' 
Comment: The changes on Peter Squires' liver biopsy are compatible 
with chronic persistent hepatitis. The lobular infiltrate and fat 
suggests that the cause may be non-A, non-B hepatitis rather than 
type B. He remains negative for IlBs Ag and at present his mild liver 
disease requires no specific therapy. 

14.4.80 Asymptomatic. AsT is now only minimally elevated at 20 iu/1. Liver 
biopsy showed chronic persistent hepatitis with a lobular component. 
There was very little liver cell necrosis. Fat was a prominent 
feature. These lesions constitute a mild Form of liver disease arid 
the patient has been reassured of a good prognosis. He will be f„llowe 
at 6 monthly intervals, the next appointment being on the .13th Oe.tober 
He apparently attends at two monthly intervals for replemii hing his 
factor VIII supplies and at these times blood should he taken for LFTs 
and a clotted specimen to the department of medicine. 
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.13.10.80 

6.4.81 

5,4.81 

Peter Squires. Hepatitis Summary 

Remains asymptomatic.. AsT now 15 iu/l. He will be kept under review at 
6 monthly intervals. In the meantime, when he attends clinic for factor 
Viii supplies, liver function tests will be done. See 6.4.81 

Haemophilia/Hepat.itis Clinc - Howard Thomas, May Bamber, Eleanor Goldman

Well. AsT mildly abnormal. For ultrasound studies at Royal Marsden. 
Continue annual follow-up. Howard Thomas 

Asymptomati.c. Liver and spleen not palpable. AsT raised -.145 units. NBC and 
platelets at lower limit of normal. HBs Ay negative. SCAT 1:40 with trace 
agglutination at 1:80. 
ANA Negative- . 
AMA Negative 
GPCA Negative 
SMA 1:10 
Auto-antibodies C3 & C4 normal 
Review in 6/12
For ultrasound and Barium meal at next review. GOLDMAN 

A 
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