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To determine the incidence of etiologic factors responsible for primary amenorrhoea in 
Siriraj Hospital on the basis of clinical examination and laboratory investigations. A retrospective 
study was performed from the records of patients who attended the Reproductive Endocrine Clinic 
at Siriraj Hospital from 1 September 1992 to 31 August 1995. During the 3 years of the study period, 
there were 110 cases of primary amenorrhoea. One hundred and one cases were analyzed: nine 
cases were excluded because the patients lost follow-up before the final diagnosis could be 
concluded. The two most common etiologic factors were Mullerian agenesis (39.65%) and gonadal 
dysgenesis (32.69%). Mean age of the patients when they first consulted the physicians was 22.45 ± 
6.06 years. Karyotyping was done on 28 of 32 cases of gonadal dysgenesis; 46,XX karyotype was 
found in 50 per cent and 45,XO in 14.29 per cent of analyzed cases. Clinical examination gave 
wrong diagnosis of absent uterus in 4 cases who were in the hypoestrogenic stage with hypoplastic 
uterus; ultrasonography and laparoscopy gave the wrong diagnosis in 1 case each in our report. 
These patients successfully menstruated after hormonal replacement therapy. 

The incidence of etiologic causes and cytogenetic study of primary amenorrhoea in our 
study is different from earlier reports. Racial and environmental differences may play a role in 
these differences. The facilities of diagnostic tools may also play a part. However, both clinical 
examination and many laboratory investigations have to be completed before final diagnosis of 
etiologic causes of primary amenorrhoea are elucidated. Diagnosis based on inadequate data 
can be misleading. 

Primary amenorrhoea is defined as the fai­
lure of menarche by the age of 16 in any girl or by 
the age of 14 in a girl who still does not have 

secondary sexual characteristics(1). Primary ameno­
rrhoea is not a definite disease but a symptom of 
various disorders. Although it is not a common symp-
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tom, it pertains significant problems. Untreated 
amenorrhoea is associated with significant long­
term morbidity, especially in young women who 
are the population at risk of primary amenorrhoea. 
Early recognition of the definite etiology and insti­
tution of the appropriate treatment will minimize 
late complicationsC2). 

Although primary amenorrhoea has long 
been recognized and the literature on this problem 
is profuse, there are not many studies on large 
numbers of patients. The majority of papers are 
case-reports and some are based on a small series 
of patientsC3). Apart from this, the incidence of the 
diseases that cause this problem may vary ·from 
area to area due to different racial groups of patients. 
Since there are few large series on this topic from 
Asia, the present study was undertaken to deter­
mine the incidence of etiologic factors responsible 
for primary amenorrhoea in Siriraj Hospital on the 
basis of clinical examination and laboratory inves­
tigation. 

MATERIAL AND METHOD 
A retrospective study was performed from 

the medical records of patients who were referred to 
the Reproductive Endocrine Clinic, Department of 
Obstetrics and Gynecology, Faculty of Medicine 
Siriraj Hospital. From 1 September 1992 to 31 August 
1995, there were 110 patients who were diagnosed 
as having primary amenorrhoea. One hundred and 
one cases with a complete history, physical exami­
nation and adequate investigation were included for 
analysis. Nine cases were excluded because the 
patients lost follow-up before the final diagnosis 
could be concluded. 

The work up of primary amenorrhoea 
patients in Siriraj Hospital composes of: 

(1) History taking (Hx) includes chief 
complaint, present history, past history and family 
history. 

(2) Physical examination (PE) includes 
general examination and rectal and/or pelvic exami­
nation (PR/PV). In case that PRIPV cannot give clear 
information about pel,vic organs, transabdominal 
pelvic ultrasonography and/or diagnostic laparo­
scopy will be prescribed. 

(3) Laboratory investigations (lx) are 
ordered for three purposed: for diagnosis of the 
causes, for evaluation of the patient's status and 
for investigation of the associated disorder. There­
fore, the Ix of each patient depends on the pro­
visional diagnosis derived from Hx and PE. 
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The patients were classified into 5 groups 
based on the compartment of organs that were in­
volved in the etiologic causes of amenorrhoea. They 
are: 

Compartment 1: End-organ failure or out-
flow tract obstruction, 

Compartment 2: Gonadal failure, 
Compartment 3: Pituitary cause, 
Compartment 4: Hypothalamic cause, 
and other causes. 

Karyotyping 
The karyotype was determined using peri­

pheral leukocyte culture and G-banding technic( 4-6). 

RESULTS 
The three most common etiologic factors 

of primary amenorrhoea were Mullerian agenesis 
(39.65% ), gonadal dysgenesis (32.69%) and hypo­
gonadotropic hypogonadism (8%) respectively 
(Table 1). 

Clinical features of the patients are shown 
in Table 1 and Fig. 1. Mean age of the patients 
when they first consulted the physicians was 22.5 ± 
6.1 years; the oldest patient was a case of Mullerian 
agenesis (41 y/o) whereas the youngest was male 
pseudohermaphrodite with incomplete testicular 
feminization (14 y/o). The majority of the patients 
were single. There were 4 cases of Mullerian age­
nesis having sexual problems which led to divorce 
in 2 cases. The height of the patients was not cli­
nically different among the five groups while 
Turner syndrome (45, XO and mosaic) was still the 
shortest. The development of secondary sexual 
characteristics were more advanced in the group 
with compartment-! defect than the group with 
compartment-2 defect, however, there was an over­
lap in Tanner stage between the groups (Fig. 1). 

Pelvic examination gave wrong diagnosis 
of absent uterus in 4 cases who were in the hypo­
estrogenic stage with hypoplastic uterus; ultrasono­
graphy gave wrong diagnosis in 1 case; laparo­
scopy also gave wrong diagnosis in 1 case. These 
patients successfully menstruated after hormonal 
replacement therapy (Table 2). 

Karyotyping was done on 28 of 32 cases 
of gonadal dysgenesis; 46,XX karyotype was found 
in 50 per cent, mosaic in 35.71 per cent and 45,XO 
in 14.29 per cent of analyzed cases. Other diseases 
possessed normal karyotype (either 46,XX or 46, 
XY) except for a case of male pseudohermaphro-
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Table 1. Clinical features of patients 

Causes 

Compartment I 
Transverse vaginal septum 
Tuberculous endometritis 
Mullerian anomaly 

Absent endometruim 
Mullerian agenesis 

Male pseudohermaphrodite 
Complete testicular feminization 
Incomplete testicular feminization (b) 

Compartment 2 
Post chemotherapy 
Gonadal dysgenesis 

46,XX 
45xXO and mosaic (c) 
unknown karyotype (d) 

Agonadism 
Compartment 3 

Hyperprolactinemia 
Prolactinoma 

Compartment 4 
Hypogonadotropic hypogonadism 
Hypothalamic dysfunction (e) 

Others 
Congenital adrenal hyperplasia 
Primary hypothyroidism 

Total 

Note (a) Sexual problem 2 cases 
(b) Clitoromegaly 3 cases 

with 

No. 

2 
40 

1 
3 

33 

8 
5 

2 

101 

PRIMARY AMENORRHOEA 

primary amenorrhoea. 

Age when consulted 
(yr) 

mean±SD range 

19 
35 

27.5 ± 16.3 16-39 
22.4 ± 6.0 16-41 

28 
17.7 ±4.2 13-21 

17 
22.5 ± 5.4 14-38 

18 

27 
28 

21.4 ± 6.1 15-34 
22.8 ± 5.8 19-32 

25 
19.0± 1.4 18-20 

22.5 ± 6.1 13-41 

Height 
(em) 

s 

Marrital status 

M 

621 

D 

0 
0 

0 
2 (a) 

0 
0 

0 
0 

0 

0 
0 

0 
0 

0 
0 

2 

(c) Turner stigmata in all cases, Simple goiter 1 case, Hyperthyroidism and diabetes millitus 1 case, Aplastic anemia I case, 
Cataract 1 case, Osteoporosis 1 case. 

(d) Turner stigmata 1 case, Simple goiter 1 case 
(e) Obesity 1 case 
S = single, M = married, D =divorced, ND =not done 

Table 2. Findings of pelvic examination and ultrasonography of patients with Mullerian agenesis or hypo­
gonadism. 

Findings Mullerian agenesis 

Pelvic examination 
V+, Ut+ 
V+,Ut-
V-, Ut-

Ultrasonography 
Ut+, 0+ 
Ut+,O-
Ut-,0-
Ut-,0+ 

Note (a) wrong diagnosis of absent uterus 
(b) Embryonal testicular regression syndrome 
(c) wrong diagnosis of absent uterus 1 case 

Embryonal testicular regression syndrome 1 case 
V =vagina, Ut =uterus, 0 =ovary,+= present,-= absent 

0 
24 

7 

0 
0 
0 
9 

Hypogonadism 

29 
4 (a) 
I (b) 

I 
2 
2 (c) 
0 
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Tanner 
stage 

• breast 

x pubic hair 

5 

4 

3 

2 

• X 

XXX 

••••• XX 

• XX ••••• x:x:xxx 

·····~ ••••• xxxxx 

Gonadal 
dysgenesis 

• ••••• ••••• xxxxx ••••• ..... 
•• XX 

••••• xxxxx 
xxxxx 

••••• X 
xxxxx 

••• XX 

Mullerian 
agenesis 

X 

X 

• 

•• XX 

Male psuedo­
hermaphrodite 

Fig. 1. Distribution of Tanner stage of the patients 
from compartment 2 (Gonadal dysgenesis) 
and compartment 1 (Mullerian agenesis 
and Male pseudohermaphrodite). 

Table 3. Cytogenetic study in primary amenorrhoea. 

Diagnosis 

Compartment I 
Mullerian agenesis 
Male pseudohermaphrodite 

Compartment 2 
Gonadal dysgenesis 
Agonadism 

Compartment 3 
Compartment 4 

Others 

Hypogonadotropic hypogonadism 
Hypothalamic dysfunction 

Congenital adrenal hyperplasia 
Primary hypothyroidism 

Note (a) 45,X0/46,XX 
(b) 45,X0/46,XX/46,XY 
(c) 45,X0/46,XX 6 cases 

45,X0/46,XY I case 
45,X0/46,XiXq I case 
46,XiXq I case 
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dite who had mosaic pattern (45,X0/46,XX/46, 
XY) (Table 3). 

DISCUSSION 
Primary amenorrhoea is a symptom of 

various diseases. It is accepted by standard textbook 
in Reproductive Endocrinology that the 3 most 
common diseases causing this symptom are gona­
dal dysgenesis, Mullerian agenesis and testicular 
feminization respectiveiyO). Abnormal karyotypes 
are common in gonadal dysgenesis, i.e. 45,XO 50 
per cent and mosaic 25 per cent(!), however, the 
incidence in varied(7-9) . 

We found the difference in our study. The 
3 most common diseases were Mullerian agenesis, 
gonadal dysgenesis and hypogonadotropic hypo­
gonadism respectively. Similar to our study, a study 
from India by Rao K and Pillai N(lO) found that 
Mullerian agenesis was the most common cause of 
primary amenorrhoea. The similar findings from 
our neighbor country raised the hypothesis that 
racial and environmental differences may have a 
role in the causes of primary amenorrhoea. There 
was a report of familial mullerian anomalies which 
suggested that heritable aspects, either genetic or 
environmental factors, may be the causesOl). 

No. 

22 
4 

28 

5 

46,XX 

19 
0 

14 
0 

5 

Karyotype 

46,XY 

0 
3 

2 

0 
0 

0 
0 

45,XO 

0 
0 

4 
0 

0 
0 

0 
0 

Other 

3 (a) 

I (b) 

9 (c) 

0 

0 
0 

0 
0 
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Abnormal karyotypes were not common 
in our patients but with our method for karyotyp­
ing, we could not exclude the possibility of struc­
tural abnormality such as small chromosome frag­
ment deletion and translocation. Besides, karyotyp­
ing from peripheral lymphocyte has limitation in 
diagnostic value for gonadal dysgenesis since 
abnormal karyotype may be found only in biopsied 
tissue from skin or gonadal streak(12). Had we done 
such biopsies in gonadal dysgenesis with normal 
lymphocytic karyotype, we should have found a 
higher incidence of abnormal karyotype in this 
group. It is also important to identify fragment of 
Y chromosome (usually with Y-probe) in the 
patientsCl). If fragment ofY chromosome was found, 
the gonadal streaks have to be removed since they 
have a risk for gonadal neoplasm. In places where 
laboratory facilities for this technic are not avai­
lable, like our institute, patient follow-up with meti­
culous clinical evaluation for signs and symptoms 
of gonadal tumor is still useful. 

Problems of patients who have ameno­
rrhoea include feeling of defeminization, fertility 
concern, sexual problems, problems related to hypo­
estrogenic stage and problems from the nature of 
the etiology with or without associated diseases. 
The latter two problems may not be known by the 
patients but they are certainly significant pro­
blems(2). 

Feeling of defeminization due to an 
absence of menstruation and/or undeveloped secon­
dary sexual characteristics seems like a minor pro­
blem for doctors. But for our patients, even though 
they were in late adolescence to adulthood, the 
majority of them were single and they were still 
unmarried even after being treated for years. The 
main reason was their belief that they were "not 
normal women". Careful counseling, especially to 
low educated patients, has to be introduced not only 
to inform them of the nature of their disease but 
also to confirm their femininityCO. 

Fertility concern is the following problem. 
After definite treatment of some diseases such as 
hyperprolactinemia, hypothyroidism, the patients 
can get pregnant naturally(l,l3) but the majority of 
primary amenorrhoea patients need some help. 
Various types of assisted reproductive technic are 
helpful for these patients, e.g. surrogate mother 
with the patient's oocytes for Mullerian agenesis, 

adoption of oocyte for gonadal dysgenesis(l4) and 
ovulation induction with gonadotropins or gonado­
tropin releasing hormone for hypogonadotropic 
hypogonadismC2). However, these technics are so 
expensive that only a few patients can afford them. 
Adoption is another choice to offer when counsel­
ing the patient. 

Sexual problems were not one of the chief 
complaints in our patients but it may be a hidden 
problem and actually lead some patients to see us. 
Because of the Thai culture, it is not easy for a 
woman to talk or complain about sex. Thus, a 
doctor has to uncover this problem by always 
asking her but at the appropriate time. In our study, 
4 patients of Mullerian agenesis had sexual pro­
blems and 2 of them divorced because of this ·pro­
blem. We should have found a higher incidence of 
this problem if we had asked not only the Mul­
lerian agenesis but all patients. 

Problems with hypoestrogenic stage, like 
menopause, such as early osteoporosis and cardio­
vascular diseases can be prevented or even im­
proved with hormonal replacement therapy (HRT) 
(15). In our series, there were more than 50 per cent 
of patients (compartment 2, 3 and some of 4) who 
had hypoestrogenic stage. They should have re­
ceived early HRT in order to gain nearly normal 
maximal bone mass, as we know that the rate of 
bone mass deposition is high during adolescence 
and peaks around 25-30 years old(l6, 17). Our 
patients received HRT rather late because the 
average age that they came to see the doctors were 
22 ± 6 years when most of the gold period had 
gone. One of our patients, who was referred from 
an orthopedist when she first consulted him at 38 
years old, had bone pain. Her plain film X-ray 
showed osteoporosis. Her final diagnosis was 
Turner syndrome. We do not know the actual inci­
dence of osteoporosis in our patients because this 
problem has not been surveyed in our clinic yet. 

Different diseases that cause primary 
amenorrhoea possess a different nature, i.e. different 
significant problems; mullerian agenesis patients 
may have anomalies in the urinary tract or vertebral 
spineC18); gonadal dysgenesis patients, esp. Turner 
syndrome, may have multiple organ defects( 19); 
hypogonadotropic hypogonadism patients may 
have a brain tumorCl); patients who possess chro­
mosome y may be virilized or may have gonadal 
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· neoplasia(20). This is why we have to investigate 

the patients until final diagnosis can be concluded. 

It is important to pay attention to these problems 
in addition to those previously mentioned. 

The laboratory investigations for primary 
amenorrhoea patients are not unique. It depends on 
the provisional diagnosis suggested by the clinical 
findingsC21). No investigation is the best one. 
Errors can be made by any test. They may come 
from the investigators, the instruments or the con­
dition of the patients. Data from Table 2 shows 
one of these errors. The error of diagnosis of an 
absent uterus, actually the patients did have uterus, 
occurred in a case with a hypoplastic uterus due to 
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severe hypoestrogenic stage. Thus, if there is 
something weird, we should reconsider all of the 
data. 

In conclusion, the incidence of etiologic 
causes and cytogenetic study of primary ameno­
rrhoea in our study are different from earlier reports. 
Racial and environmental differences may play a 
role in these differences. The improvement in diag­
nostic tools may also take part in the differences. 
However, clinical examination and many laboratory 
investigations have to be completed before final 
diagnosis of etiologic causes of primary ameno­
rrhoea are elucidated. Diagnosis based on inade­
quate data can be misleading. 

(Received for publication on May 23, 1996) 

REFERENCES 
1. Speroff L, Glass RH, Kase N. Amenorrhoea. In : 

Speroff L, Glass RH, Kase N, eds. Clinical 
gynecologic endocrinology and infertility. 5th ed. 
Baltimore: Williams & Wilkins, 1994: 401-56. 

2. Schachter M, Shoham Z. Amenorrhoea during the 
reproductive years-is it safe? Fertil Steril 1994; 
62: 1-16. 

3. Kallio H. Cytogenetic and clinical study on 100 
cases of primary amenorrhoea. Acta Obstet Gyne-
col Scand Suppll973; 24 (Suppl): 1-78. 

4. Moorhead PS, Nowell PC, Mellman WJ, Battips 
DM, Hungerford DA. Chromosome preparations 
of leucocytes cultured from human peripheral 
blood. Exp Cell Res 1960; 20: 613-6. 

5. Seabright M. A rapid banding technique for 
human chromosomes. Lancet 1971; 2:971-2. 

6. Seabright M. Human chromosome banding. Lancet 
1972; 1: 967. 

7. Aimakhu VE, Akinkunmi SA. Cytogenetic studies 
in primary amenorrhoea. Acta Cytologica 1975; 
19: 342-4. 

8. Kosanovic M, Nikolis J, Diklic V, eta!. Infrequent 
structural chromosome aberrations in women with 
primary amenorrhoea. Int J Fertil 1979; 24: 68-70. 

9. Khoo SK, Mackay EV. Primary amenorrhoea. A 
study based on clinical examination, chromosomal 
analysis, endocrine assay and laparoscopy. Med J 
Australia 1972; 2: 1991-6. 

10. Rao K, Pilai NV. Primary amenorrhoea (analysis 
of 40 cases). J Indian Med Assoc 1991; 89: 42-3. 

11. Verp MS, Simpson JL, Elias S, et a!. Heritable 
aspects of uterine anomalies : I. Three familial 

12. 

13. 

14. 

15. 

16. 

17. 

18. 

19. 

aggregates with Mullerian fusion anomalies. 
Fertil Steril1983; 40: 80-5. 
Surico N, Messina M, Ponzio G, et a!. Limited 
diagnostic values of lymphocytic karyotype in 
primary amenorrhoea with streak gonads. Eur J 
Obstet Gynecol Reprod Biol 1987; 26: 145-50. 
Howlett TA, Wass JAH, Grossman A, Plowman 
PN, Charlesworth M, Touzel R. Prolactinomas 
presenting as primary amenorrhoea and delayed 
or arrested puberty : response to medical treat­
ment. Clin Endocrinol (oxf) 1989; 30: 131-40. 
Devroey P, Wisanto A, Camus M, et a!. Oocyt 
donation in patients without ovarian function. 
Hum Reprod 1988; 3: 699-704. 
Munk-Jensen N, Pros Nielsen S, Obel EB, Bonne 
Eriksen P. Reversal of postmenopausal vertebral 
bone loss by estrogen and progestogen : a double 
blind placebo controlled study. Br Med J 1988; 
296: 1150-2. 
Ott SM. Attainment of peak bone mass. J Clin 
Endocrinol Metab 1990; 71: 1 082a-c. 
White CM, Hergenroeder AC, Klish WJ. Bone 
mineral density in 15-21-year-old eumenorrheic 
and amenorrheic subjects. Am J Dis Child 1992; 
146:31-5. 
Mahajan P, Kher A, Khungar A, Bhat M, Sanklecha 
M, Bharucha BA. MURCS association--a review 
of7 cases. J Postgrad Med 1992; 38: 109-11. 
Rosenfeld RG, Tesch LG, Rodriguez-Rigau LJ, 
et a!. Recommendations for diagnosis, treatment, 
and management of individuals with Turners syn­
drome. Endocrinologist 1994; 4: 351-8. 



Vol. 80 No.lO PRIMARY AMENORRHOEA 625 

20. Anuman-Rajdhon Y, Suvatte A. Development of 21. Kletzky OA. Primary amenorrhoea. In : Wallach 
EE, Zacur HA, eds. Reproductive Medicine and 
Surgery. St. Louis : Mosby-year Book Inc, 1995: 
169-95. 

germ cell tumor in 46,XY gonadal dysgenesis : 
A report of 2 cases. J Med Assoc Thai 1983; 6: 
82-7. 

QjQ...o'z ~ * If'- * 
3-./flJ 'j(;)'IJ Ml'IJ'IJ'VI, W.l.J. , N3-.J'I.}'jflJ p;;ruiuf/3-.1, W.l.J. , 

qJr-Tnt' fl~q-rmul, w.u *, ii~i(;)l! Lwlf:dmr-Tnil~ w.u *, 

M?Tnl!I1QU1in1'l'llfl~ t wrrh th.il'l'lL 'YIIiJ'llfl~llTl:;'lJ1WJ'l:;ttJUS:I<1J~1 'U t 'l~WI:ll1Jl"A1'll'lf tWJtJAnl!ll'llnLL W:I-JU'ld~ 
'liB~rJtllt~vimfum'lWJYJ'lfnl!ll ru l'l~unu'l:;~lL~EJ'l.I~WJun~ vi~nrJtlltJ'l.IEJn t'l~wmul"A1'll'lf 'l:;'YI-ll~l'l.lvi 1 n'l.ltJltJ'l.l 

2535 LL":; 31 ~~'Yill'l:I-J 2538 wu-llL'l.l'l:;tJ:;n"l~~mill:i:lrJ'tlltJffililfum'l'iu'lQtJ'h:i:lml:;'lllWJ'l:;ttJU~:~<JJ~J~&'l.l 110 

'lltl rJtlltivilJn~WJEJDn'llnm'lAnl!ll:i:l~l'l.ll'l.l 9 'lltJ Ltl'l.lrJ'tlltJvi'lllWJnl'l~W~lliD 1 uriD'l.lvi'l:; Mfum'l'iU'lQtJ t 'll'lvi 

LLU'l.ID'l.l 'llnrJ'tlltJ 101 'lltl wu-llbl'l.yjLU'l.ll'l'lL'YIIiJ.yjWU:~<ln.yjqWJ 2 B'l.l~lJLL'ln REJ mullerian agenesis (fDtJ":; 39.65) 

LL":; gonadal dysgenesis (fDtJ":; 32.69) tll~L'il~tl'liEJ~rJtlltJL~m~:~<:~<lfum'lfnl!ll RD 22.45 ± 6.06 u ~mnT1 
WJ'll'l11'l'l1:~<T'Jf:~<1'l.lrJtlltJ gonadal dysgenesis ~l'l.ll'l.l 28 'lltl 'lln 32 'lltl wu-llr;TUltl~'tl'l.ILmy:i:lll'l'lL:~<T'lf:~<LU'l.l 

46,XX (fDtJ":; 50) G'l'l'l.l 45,XO Wi'll'lWlJLoWtJ~ffltJ":; 14.29 'iilm'l\11'll'lllil~ "1 L~mh:;L~'l.ll'!lllW'llfl~:I-JWJ~nh1'l!m;J" 
vi~W~w "lWJ1W~'1 'l.lrJtll t~vi:i:l:~<WJ~n'll'l.llWJL~nmm lJD~'llnnl'l'lllWJl!m1:~<'l.ILEJl'l' L\11'lL 'l'l.l tWJ tJWUI'lll:~< ~WJW "lWJ'llnm'lml'l 

·h~mtJ 4 'lltl, 'llnnl'l\11'll'llilltJB"1111'1'1f1l'l.ll'i' 1 'lltJLL":;m'lWJ'll'lTW~tJH'n~EJ~G'l'D~L'lYl'lim'l-1m 1 'lltJ ~~rJtlltJJ~ 
.J' q 1 " ~ 1 " !T :5 .J' ' ~ t ../ :'I 4 'llti'Ul'l'l:I-Jl'lfl:I-J'l:;tt] Wllllti'YI"~nl'l 'Yillfl':ib:I-J'UL WI'!YIWILL YI'U ~1'l'llnn1'l~lnl!ll'UW1JllQ1JWin1'l'lltl~ 'll'l'YlLu'Ul'!lL 'YIIiJ 

LL" :;~nl!lru:; ll'l'l 1:~< 1 'lf:~<'liD~ rJ Ul t1 LL111nllil~'lln'lltl ~l'l.l~'l.IL~m.JEJ t1 l'lll:~< LL111n lli1~ifm'l L U'l.l ~" <:Jln l'lll:~< LL111n lli1~ 1 'l.l L <!EJ'lfl~ 
LL":;l'!lllWLL lWI~D:I-J'll:I-JWI"DWI'l'UI'lll:I-Jl'l'l:I-Jl'lfl'liD~LI'l~D~~D.yjL-b''lfl til 'Unl'llU'lQtl Dcil~ 1 'lfi&irJUltiYJn'lltJ'l:;(;]f)~ 11ilfu 

m'l\11'll'l L\11tJ":;LiitJWJL ~EJ Mfum'l'iU<:JQtJLL":;m'lfnl!ll t 'll'lvi!Jn{;]EJ~ 


