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ground, but clearly flying with a cold will increase the risk.
Treatment should include a decongestant, analgesia, and a
suitable antibiotic.

Conclusion

Modern air travel is not without hazards, and those described
here are directly attributable to the physical changes in the
atmosphere inherent in ascent to high altitudes (figure).
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Physical changes in the atmosphere on ascent to altitude and their clinical
effects.
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Communicable Diseases

Sexually transmitted disease surveillance 1981

Prepared by the Public Health Laboratory Service Communicable Disease Surveillance Centre and the Communicable Diseases (Scotland)
Unit with the assistance of the Academic Department of Genitourinary Medicine, Middlesex Hospital Medical School.

This is the fourth annual surveillance report based on the
available data on sexually transmitted disease in the United
Kingdom.'-3 As well as updating the statistics it includes a more
detailed review of non-specific genital infection.

Trends in 1981

Total new attendances at clinics in the United Kingdom rose
by 4 6%/ in 1981 compared with 1980, continuing the increase
noted each year since the early 1950s. This is less than the
previous annual increase of 9%h, which, however, was unusually
large. The overall picture of sexually transmitted disease in
British clinics in the past 30 years is one of the increasing
importance of new cases requiring treatment in categories other
than syphilis or gonorrhoea. Syphilis and gonorrhoea now
account for only 16°', of total cases requiring treatment. In all
other categories taken together there was from 1951 to 1981 an
eightfold rise in the number of men attending the clinics and an
11-fold rise in the number of women, with the steepest rises
observed from 1968 to 1973 and from 1979 to 1980.
The largest absolute increase in new attendances by diag-

nostic category in 1981, apart from "other conditions requiring
treatment," was in non-specific genital infection (table); there
were 132 391 new attendances, an increase of 6915 (5 5°' ) over
those in 1980, but this was about half the previous annual
rise of 11%. There were rises in most other diagnostic cate-
gories. In particular, the number of new attendances due to
herpes simplex infection increased by 1300 (121 ok), those due
to warts by 1700 (5 3%' ), and those due to candidiasis by 2894
(60o).

The numbers of cases of syphilis and gonorrhoea declined
in 1981, the former by 5o/ and the latter by 4%, but laboratory
reports of infections due to P-lactamase producing strains of
Neisseria gonorrhoeae more than doubled, as they had done in
1980, with a total of 443 in 1981 compared with 211 the previous
year and 104 in 1979. The proportion of these infections thought
to have been contracted abroad fell from 52% in 1980 to 38%
in 1981, so that for the first time the major cause of the increase
in incidence was endemic transmission.4 The numbers of cases
of trichomoniasis, scabies, and treponemal disease apart from
syphilis were fewer in 1981.

Sexually transmitted disease: reported new cases 1977-81 in the United Kinigdom

Diagnosis 1977 1978 1979 1980 1981 *

Syphilis 4 780 4 866 4 385 4 443 4 211
Gonorrhoea 65 963 63 569 61 616 60 850 58 301
Chancroid 49 57 49 65 100
Lymphogranuloma venereum 43 34 36 34 41
Granuloma inguinale 56 14 40 20 29
Non-specific genital infection 105 210 107 955 113 138 125 476 132 391
Trichomoniasis 22 145 21 732 21 222 22 285 21 625
Candidiasis 41 144 42 524 42 667 48 060 50 954
Scabies 2 562 2 589 2 391 2 599 2 434
Pubic lice 6 769 7 505 8 272 8 928 9 749
Herpes simplex 8 399 9 036 9 576 10 780 12 080
Warts 26 063 27 272 27 654 31 780 33 480
Molluscum contagiosum 1 019 1 026 1 030 1 228 1 305
Other treponemal disease 1 117 1 088 1 103 934 884
Other conditions requiring

treatment 48 461 52 140 55 408 65 991 73 817
Other conditions not requiring

treatment 104 539 108 596 109 050 117 070 121 918

Total new cases 438 319 450 003 457 637 500 543 523 319

Provisional figures.
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Non-specific genital infection

The diagnosis of non-specific genital infection is often one
of exclusion and is subject to a wide variation of diagnostic
and reporting criteria,5 and this should be borne in mind in
interpreting these data. For example, in over a third of the
clinics asymptomatic female contacts of men with non-specific
genital infection who are treated "epidemiologically"-that is,
before, or in absence of, microbiological confirmation-are
reported under "other conditions requiring treatment" and not
as non-specific genital infection. In 1981 the number of new
cases of non-specific genital infection seen at clinics reached
its highest ever level of 132 391. This was twice the number
of cases of syphilis and gonorrhoea combined and a quarter of
all new cases seen at the clinics.
During the 1970s the present category of non-specific

genital infection in both sexes replaced the previous categories
of non-gonococcal urethritis or non-specific urethritis in men
only; the year of this change was different in different parts
of the United Kingdom: 1971 in England and Wales, 1972
(women) and 1976 (men) in Scotland, and 1973 in Northern
Ireland. During the years 1951-81, reports of non-gonococcal
urethritis or non-specific urethritis/non-specific genital infection
in men accounted for just over half the cases of sexually trans-
mitted disease other than syphilis and gonorrhoea, and in the
past 10 years non-specific genital infection in women has
accounted for one fifth of sexually transmitted disease other
than syphilis and gonorrhoea. Neither of these proportions
showed much variation from year to year.
From 1972 to 1981 the increase has been 1160o in women

but only 45%°, in men, with a consequent reduction in the
male:female ratio from 4-6:1 to 3-1:1. One reason for the
greater rise in numbers of cases in womnen than in men may be
that during the last few years many clinics have instituted a
routine system of investigating female contacts of men who
were suffering from non-specific genital infectlon.
Although the aetiology of non-specific genital infection is

still not fully elucidated, Chlamydia trachomatis is recognised
to be the commonest cause in Britain.6 Several clinics have
already established facilities for identifying C trachomatis,' and
isolation rates from the cervix of unselected women attending
sexually transmitted disease clinics in Britain may reach up
to 310%.6

Pelvic inflammatory disease is an important complication of
lower genital tract infection in women, and the resulting
morbidity is considerable.9 The only routine data available are
hospital inpatient statistics, which doubtless underestimate the
incidence of the disease because many patients will not have
been treated in hospital. These data show that annual dis-
charges and deaths due to pelvic inflammatory disease have
more than doubled in the past 20 years, from 5850 in 1960 to
12 450 in 1979, although the rise between 1972 and 1978 was
only 6"', (figure). Over the same seven year period there was
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Pelvic inflammatory disease, gonorrhoea, and non-specific genital infection
in women.

an increase of 300,, in the number of clinic attendances for
non-specific genital infection in women, whereas a rise in the
number of attendances for gonorrhoea in the early and mid-
1970s had been followed by a fall.2 Although current data do
not specify the microbial cause of pelvic inflammatory disease
and it is not possible to assess the relative importance of C
trachomatis, N gonorrhoeae, or other pathogens, the upward
trend of numbers of cases of pelvic inflammatory disease,
together with increasing numbers of attendances at sexually
transmitted disease clinics for non-specific genital infection
and decreasing numbers for gonorrhoea, could suggest an
increase in the proportion of all cases of pelvic inflammatory
disease caused by C trachomatis. Other risk factors may also
have played a part; for example, during 1976-80 the number of
women using intrauterine contraceptive devices, a known risk
factor for pelvic inflammatory disease, rose 31% from 290 181
in 1976 to 424 207 in 1980.

References

lAnonymous. Sexually transmitted disease surveillance 1978. Br Med J
1979 ;ii: 1375-6.

2 Anonymous. Sexually transmitted disease surveillance 1979. Br Med J
1981 ;282:155-6.

3Anonymous. Sexually transmitted disease surveillance: 1980. Br Med J
1982 ;284:124.

4McCutchan JA, Adler MW, Berrie JRH. Penicillinase-producing Neisseria
gonorrhoeae in Great Britain, 1977-81: alarming increase in incidence
and recent development of endemic transmission. Br MedJ3 1982;285:
337-40.

Adler MW. Diagnostic, treatment and reporting criteria for non-specific
genital infection in sexually transmitted disease clinics in England and
Wales-I: diagnosis. BrJ_ Vener Dis 1978;54:422-7.

6 Oriel JD, Ridgway GL. Genital infections by Chlamydia trachomatis.
London: Edward Arnold, 1982.

7Richmond SJ, Paud ID, Taylor PK. Value and feasibility of screening
women attending STD clinics for cervical chlamydial infections. Br J
Vener Dis 1980;56:92-5.

Adler MW, Belsey EH, O'Connor BH. Morbidity associated with pelvic
inflammatory disease. BrJ7 Vener Dis 1982;58:151-7.

Is it wise for a girl of 25 with hypertension (170/110) to take norgestrol
(Ovran 30).

Opinion is divided on this question. Some authorities' consider
hypertension a contraindication to oral contraception, some do not,
and others2 avoid firm rules. In most normotensive women oral
contraceptives produce a slight rise in blood pressure,3 but in fewer
than 50,%, does the diastolic pressure reach 90 mm Hg or more. The
rise is generally reversible on stopping the pill. It now seems that the
progestogen component contributes to this effect: when women
taking norethisterone acetate were studied, the incidence of hyper-
tension was greater among those taking higher doses than among
those taking lower doses.4 D-norgestrel (now called levonorgestrel)
is a more potent progestogen than norethisterone acetate but is used
in lower doses in oral contraceptives. Data from the Royal College of
General Practitioners study4 suggest that its effect on hypertension
is at least as great as that of norethisterone acetate: whether its effect
is greater is still impossible to tell because numbers of cases are too
small. So far as this patient is concerned, I assume that her hyper-
tension has been fully investigated. If she does take an oral contra-
ceptive her blood pressure must be checked frequently and if it rises
the pill should be discontinued. I would advise her, however, to use
another form of contraception as I think she should not risk worsening
her condition, even temporarily.-JAMES OWEN DRIFE, senior lecturer
in obstetrics and gynaecology, Leicester.
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